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PEEFAOE  TO  THE  SIXTH  EDITIOX. 


Although  the  fifth  edition  of  this  text-book  was  very  large,  a year’s  time 
lias  brought  so  pressing  a demand  for  a new  one,  that  the  author,  in  prejiaring 
it,  has  been  obliged  to  confine  himself  to  the  most  essential  improvements  and 
additions.  There  is  an  entirely  new  chapter  on  influenza,  a disease  which  had 
almost  been  forgotten,  when  the  last  great  epidemic  brought  it  prominently  to 
medical  attention.  Quite  important  changes  and  additions  have  been  made  in 
the  chapters  on  cholera,  malaria,  diseases  of  the  nose  and  larynx,  syringo- 
myelia, and  diabetes.  The  appendix  on  poisons  has  also  been  considerably 
enlarged. 

The  author  sends  out  this  new  edition  with  the  wish  that  it  may  not  only 
be  of  practical  benefit  to  those  for  whom  it  is  written,  but  may  also  add  to 
their  pleasure  and  interest  in  their  vocation. 

Adolf  Strumpell. 

Erlangen,  May,  1890. 


PEEFACE  TO  THE  FIRST  EDITION. 


In  the  work  which  is  now  offered  to  the  public'  I have  made  aiv  attempt 
to  give  an  account  of  our  present  knowledge  in  the  field  of  the  special 
pathology  and  treatment  of  internal  diseases.  This  account,  although  brief, 
I have  endeavored  to  make  as  complete  as  possible  in  regard  to  all  impor- 
tant and  certainly  established  facts.  While  everything  hypothetical  has 
been  wholly  omitted  or  only  briefly  referred  to,  I have  tried,  on  the  other 
hand,  not  only  to  enumerate  the  facts  of  clinical  experience  with  sufficient 
accuracy,  but  also  and  especially  to  make  the  reader  comprehend  the  develop- 
ment and  the  internal  connection  of  the  different  morbid  phenomena  by 
constantly  referring  to  the  data  of  general  pathological  and  anatomical 
research.  In  regard  to  treatment,  the  limits  of  our  knowledge  will  often  be 
apparent,  but  I believe  that  I have  paid  a sufficient  regard  to  the  needs  of 
practice.  In  order  to  avoid  repetitions,  only  a small  number  of  complete 
prescriptions  have  been  inserted  in  the  text,  but  an  abundant  and  well- 
ai’ranged  formulary  has  been  added  as  an  appendix  at  the  end  of  the  work.* 

Although  in  the  composition  of  this  text-book  I have  of  course  made  very 
great  use  of  the  later  literatui’e  of  medicine,  still  the  experienced  reader 
will  recognize  in  not  a few  places  the  results  of  the  author’s  own  experience 
and  observation.  These  results  are  drawn  from  more  than  six  years’  active 
work  in  the  medical  clinique  here,  to  the  abundant  material  of  which  I have 
been  fortunate  enough  to  have  access  as  assistant  first  to  C.  Wunderlich 
and  then  to  E.  Wagner. 

Adolf  Strumpell. 

Leipsic,  1 March,  1883. 

[*  Owing  to  tho  differences  between  our  Pharmacopoeiu  and  practice  and  those  of  Germany,  it  has 
been  thought  best  to  omit  this  appendix. — Tbans.] 


TEAI^SLATOES’  PEEFACE 

TO  THE  EBVISED  EDITION. 


This  translation  is  alreadj^  used  as  a text-book  or  as  a work  of  reference 
in  some  twenty-eight  medical  schools  in  America,  and  we  trust  that  it  will 
continue  to  meet  with  approval.  After  preparing  this  revised  edition,  the 
translators  feel  moved  to  express  their  admiration  of  the  industry  and  care- 
fulness as  well  as  the  sound  judgment  and  great  learning  of  their  author. 
Scarcely  a page  has  escaped  some  correction  or  addition ; so  that  the  work 
is  thoroughly  brought  up  to  date. 

The  Traxslators. 

Boston,  June,  1892, 


TEANSLATOES’  PEEFACE 

TO  THE  FIEST  AMERICAN  EDITION. 


This  translation  was  made  from  the  second  German  edition.  After  the 
work  had  been  sent  to  the  press  in  Ma}',  we  learned  that  a third  edition  of 
the  volume  on  nervous  diseases  had  appeared  in  Germany.  We  therefore 
recalled  our  manuscript,  and  incorporated  into  it  all  the  changes  and  addi- 
tions that  had  been  made  in  that  edition. 

We  have  tried  to  make  the  translation  as  exact  as  possible,  but,  in  a few 
instances,  we  have  taken  the  liberty  of  adding  a word  or  a phrase  to  make 
the  meaning  clearer.  With  Dr.  Shattuck’s  approval  we  have  added  a few 
foot-notes  to  the  section  on  nervous  diseases,  embodying  the  results  of  investi- 
gations made  subsequently  to  the  appearance  of  the  original. 

In  regard  to  the  nomenclature  of  physical  signs  in  diseases  of  the  lungs, 
we  have  departed  somewhat  from  the  original  in  order  to  have  our  nomen- 
clature conform  to  that  proposed  at  the  meeting  of  the  American  Medical 
Association  in  May,  1885,  by  the  late  Dr.  Austin  Flint,  chairman  of  a com- 
mittee appointed  to  prepare  such  a nomenclature  at  the  International  Medi- 
cal Congress  in  1881.  This  may  explain  certain  unusual  terms,  such  as 
“small  rdles.” 

We  have  not  attemiited  to  adapt  the  treatment  to  the  United  States 
Pharmacopceia.  As  a rule,  when  the  preparation  mentioned  was  described 
in  Stille  and  Maisch’s  National  Dispensatory  (second  edition,  1879),  we  have 
made  no  comment.  In  other  cases  we  have  added  the  formula  of  the  prepa- 
ration either  in  a foot-note  or  in  parenthesis.  In  a very  few  cases  we  have 
substituted  an  officinal  (U.  S.  P.)  preparation  which  was  almost  identical.  As 
the  metric  system  is  not  yet  in  active  use,  we  have  substituted  for  it  approxi- 
mate equivalents  in  the  old  system.  We  have  considered  it  needlessly  pre- 
cise, however,  to  give  the  exact  equivalents  in  tenths  of  a degree  or  hun- 
dredths of  a grain.  In  every  instance  we  have  retained  the  author’s  figures 
in  parenthesis,  and  we  have  added  tables  of  weights  and  measures  in  an 
appendix.  Measures  of  length  have  been  left  in  the  metric  system. 


TRANSLATORS’  PREFACE. 


vu 


In  place  of  the  original  Fig.  106,  page  763 — specimens  of  handwriting  in 
general  paralysis,  in  German  script,  and  in  the  German  language — we  have 
substituted  other  specimens  selected  from  a large  number  kindly  sent  us  by 
Dr.  E.  P.  Elliot,  first  assistant  at  the  Danvers  Lunatic  Hospital. 

Our  thanks  are  due  to  Dr.  G.  L.  Walton,  of  this  city,  for  his  assistance  at 
a critical  moment  in  the  work,  and  to  other  friends  who  have  given  us  aid 
and  encouragement  during  the  progress  of  our  labors. 

The  Teanslatoes. 

Boston,  November,  1886. 


EDITOE’S  PEEFAOE. 


The  appearance  of  a sixth  German  edition,  and  the  demand  for  a revised 
edition  of  the  American  translation,  seem  to  show  that  the  high  estimate 
formed  of  this  work  was  reasonable. 

In  the  present  edition  some  notes  have  been  omitted,  others  changed,  and 
some  new  ones  added.  For  most  of  the  new  notes  in  the  section  on  Nervous 
Diseases  I have  to  thank  Dr.  Knapp,  one  of  the  translators.  His  additions 
have  been  signed  “ K.”  For  the  others,  with  all  sins  of  omission  and  com- 
mission, I alone  am  responsible. 

Frederick  0.  Shattuck. 

Boston,  September,  1S9S. 
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ACUTE  GENERAL  INFECTIOUS  DISEASES. 


CHAPTER  I. 

TYPHOID  FEVER. 

( Typhus  aldominalis.  Enteric  Fever.  Ileotyphus.) 


^Etiology. — According  to  our  present  views,  the  cause  of  typhoid  fever  must  he 
sought  in  some  specific,  organized,  pathogenic  poison.  The  later  investigations 
in  bacteriology  have  apparently  revealed  what  this  poison  is.  Koch  and  Eherth 
were  the  fii’st  to  point  out  a clearly  specific  variety  of  short,  rod-shaped  bacteria 
(bacilli),  which  appear  in  this  disease  alone.  They  take  u]j  the  aniline  colors. 
Koch  and  Eberth,  and  later  W.  Meyer,  Friedlander,  and  Gaffky,  found  them  in 
the  intestine,  especially  in  its 
lymphatic  apparatus,  and  also 
in  the  mesenteric  glands,  the 
spleen,  liver,  and  kidneys.  The 
subjects  in  whom  these  bacteria 
were  detected  had  died  in  the 
beginning  or  during  the  fastigi- 
um  of  typhoid  fever. 

The  length  of  these  bacilli 
(see  Fig.  1)  is  about  one  third 
the  diameter  of  a red  blood- 
globule,  and  their  breadth  equals 
one  third  their  length.  Their 
ends  are  rounded  off,  and  in 
their  interior  the  formation  of 
spores  can  sometimes  be  plainly 
recognized.  They  are  found  for 
the  most  part  lying  together  in 
little  clumps  (foci  of  bacilli)  in 
the  organs.  They  have  also 

been  demonstrated  in  the  dejections  of  typhoid  patients,  and  sometimes  in  the 
blood  taken  from  rose-spots. 

That  these  typhoid  bacilli  are  specific,  is  shown,  however,  as  in  the  case  of 
many  micro-organisms,  leas  by  their  external  form  than  by  their  peculiarities,  as 
observed  in  pure  cultures  of  them,  Gaffky,  who  first  succeeded  with  such  culti- 
vations, found  that  the  colonies  of  these  bacilli,  I’cai’ed  in  a mass  of  stiff  gelatin, 
are  made  up  of  very  minute,  brownish-yellow  clumps,  and  that  in  their  growth 
t ey  are  always  limited  to  the  spots  where  they  have  been  implanted,  and  never 
iquefy  the  jelly  in  which  they  grow.  The  gi-owth  of  typhoid  bacilli  upon  the  cut 
1 (1) 


Fig.  1.— Typhoid  bacilli.  Section  of  the  spleen,  x 800. 
(After  FlUgue.) 
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siu’face  of  boiled  potatoes  is  also  very  characteristic.  The  bacilli  cover  the  entire 
surface  with  a very  thin  though  tough  pellicle  scarcely  recognizable  to  the  naked 
eye.  Examined  in  water,  the  typhoid  bacilli  exhibit  quite  an  active  individual 
motion.  The  formation  of  spoi’es  takes  place  only  when  the  temperature  is 
between  86°  and  108°  (30°-42°  C.),  ceasing  at  lower  temperatures. 

Numerous  attempts  have  been  made  to  produce  typhoid  fever  artificially  by 
introducing  pure  cultures  of  the  typhoid  bacilli  into  the  bodies  of  animals,  but  tlie 
results  of  these  efforts  have  not  yet  proved  perfectly  harmonious.  The  main  cause 
of  the  discrepancy  is  probably  that  animals  are  in  general  very  slightly  susceptible 
to  the  disease.  At  any  rate,  the  attempts  at  artificial  infection  up  to  this  date  have 
proved  successful  only  in  cases  when  the  animals  subjected  to  the  experiment 
(rabbits,  guinea-pigs)  have  received  large  amounts  of  the  typhoid  bacilli  directly 
into  a vein  or  into  the  abdominal  cavity  (E.  Friinkel,  Simmonds),  or  when  the 
bacilli  have  been  introduced  into  the  duodenum  (A.  Frankel).  Pi’obably.  how- 
ever, we  have  here  to  do  rather  with  the  intoxication  of  the  animals  caused  by  the 
poisonous  matters  generated  in  the  cultures  of  bacilli  than  with  an  actual  in- 
fection, for  the  pathological  changes  of  typhoid  fever  are  but  little  developed  in 
the  animals,  and  the  injected  bacilli  themselves  appear  to  be  for  the  most  part 
destroyed  within  the  body  of  the  animal  experimented  upon  (Flfigge  and 
Sirotinin,  and  others).  Attemiits  to  produce  the  disease  by  mixing  the  dejecta 
of  typhoid  patients  with  the  animal’s  food  have  thus  far  proved  invariably  un- 
successful. Probably  the  bacilli  are  immediately  destroyed  by  the  hydrochloric 
acid  in  the  stomach. 

Investigation  of  the  aetiology  of  typhoid  fever  must  consequent! be  directed  to 
ascertaining  in  what  manner  and  through  what  channels  the  specific  typhoid 
bacilli  penetrate*  into  the  human  body,  and  what  circumstances  are  then  essen- 
tial to  their  further  development  and  to  the  display  of  their  pathogenic  properties. 
It  must  be  confessed  that  the  ability  to  answer  these  questions  accurately  is  a goal 
from  which  we  are  quite  distant. 

It  is  almost  universally  believed  that,  as  a rule,  typhoid  bacilli  do  not  have  any 
permanent,  independent  existence  outside  the  human  body.  Often,  however,  the 
conditions  essential  to  an  abundant  development  of  the  bacilli  arise  in  certain 
places,  and  thus  make  it  possible  for  a greater  or  less  number  of  persons  to  absorb 
the  pathogtoetic  poison,  and,  as  a result,  to  be  attacked  by  typhoid  fever.  In  this 
way  occur  the  numerous  greater  or  smaller  epidemics  of  typhoid  fever  in  contrast 
to  the  sporadic  cases,  which  are  likewise  possible,  and  are  not  infrequent.  If 
an  epidemic  of  typhoid  appears  in  a place  till  then  entirely  free  from  the  disease, 
we  must  always  refer  it  to  an  importation  of  the  disease-germs,  and  seek  their 
source  in  some  previous  case  of  tyifiioid.  We  must,  therefore,  take  for  granted 
that  the  poison  of  typhoid  can  in  some  way  escape  from  the  body  of  the  iiatient 
into  the  outer  world.  If  we  believe  this,  we  shall  be  sure  to  think,  first  of  all,  of 
the  intestinal  discharges  as  the  source  of  infection.  These  discharges,  as  already 
stated,  are  known  to  contain  the  typhoid  bacilli  or  their  spores. 

As  to  the  exact  malnner  of  infection,  views  are  still  widely  different.  Up  to 
the  present  time  there  are  chiefly  two  contrasted  theories,  called,  respectively,  the 
“ ground-soil  ” and  the  “ drinking-water  ” f theories.  According  to  the  foi’iner, 
which  is  maintained  principally  by  Pettenkofer  and  his  pupils,  the  ground-soil  is 


* Perhap.s  it  is  not  useless  onee  more  to  eall  attention  expressly  to  the  f'aet  that  typhoid  fever  ean 
result  only  from  an  infection  of  the  body  with  actual  typhoid  bacilli,  and  never  through  any  otlier 
bacteria,  through  the  products  of  decay  and  decomposition,  tainted  food,  and  the  like;  nor  does  there 
yet  exist  the  slightest  proof  that  typhoid  bacilli  can  be  developed  from  any  other  micro-organisms. 

t Compare  with  wliat  follows  the  statements  concerning  the  oitiology  of  cholera,  where  the  same 
disputed  points  arc  considered. 
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to  be  regarded  as  the  chief  place  of  development  for  the  schizomycetic  fungus  of 
typhoid  fever.  Whether  this  will  fioux'ish  depends  chiefly  on  the  condition  of  the 
soil  (varying  at  different  times  and  in  different  places),  and  this  alone  should  ex- 
plain all  the  peculiarities  observable  in  the  spread  of  the  disease — e.  g.,  that  single 
houses,  streets,  or  wards  of  a city  should  suffer.  According  to  Pettenkofer,  a soil 
that  air  and  vvater  easily  penetrate — e.  g.,  one  made  up  of  alluvial  or  detrital  depos- 
its—is  most  favorable  for  the  spread  of  the  disease,  while  a firm,  rocky  bottom 
makes  its  further  development  impossible;  and,  where  this  “tendency  of  the 
ground-soil  ” is  wanting,  the  disease  can  neither  be  introduced  nor,  if  brought  in, 
spread  any  fm-ther ; for,  according  to  Pettenkofer,  the  typhoid  poison  is  seldom  if 
ever  transferred  directly  from  one  person  to  another.  The  poison  in  the  stools 
must  first  be  changed  by  the  soil  before  it  becomes  infectious.  The  “ ground-air,” 
which  is  continually  rising,  carries  the  poisoji  not  only  into  the  open  atmosphere, 
but  into  the  air  of  dwelling-rooms,  and,  being  then  inhaled,  produces  infection. 
We  can  thus  understand  why  Pettenkofer  regards  typhoid  fever  as  not  directly 
contagious.  The  chief  support  of  the  ground-soil  theory,  beyond  the  results  of 
comparing  the  character  of  the  soil  wdth  the  extent  of  the  epidemics,  consists  in 
the  proof  which  Buhl  and  Pettenkofer  have  given  (taking  Munich  as  an  example) 
that  a relation  exists  between  the  valuations  of  the  standing  water  in  the  soil  and 
the  frequency  of  typhoid  cases.  It  appears  that,  when  the  water  stands  high  (near 
the  surface),  fewer  cases  occur,  and  when  it  falls  below  the.  mean  height  cases  are 
more  numerous.  This  relation,  which  is  said  to  hold  true  also  for  Berlin  and  some 
other  places,  is  not  yet,  we  may  add,  explained  with  certainty. 

To  be  contrasted,  or  rather  compared,  with  the  soil-gas  theoi’y  is  the  view  held 
by  many  physicians,  despite  the  vigorous  protest  of  Pettenkofer,  that  drinking- 
water  plays  an  important  role  in  the  origin  of  many  epidemics  of  typhoid.  In 
fact,  in  the  case  of  numerous  epidemics,  whose  extent  bears  an  unmistakable  rela- 
tion to  the  water-supply,  we  seem  perfectly  justified  in  supposing  that  the  typhoid 
germs  are  brought  into  the  body  by  means  of  water  used  in  di’inking  or  otherwise. 
Even  then  we  are  by  no  means  wholly  to  disregard  the  character  of  the  soil,  for 
the  disease-producing  iioison — not  to  speak  of  direct  pollution — is  probably  often 
communicated  to  the  well-water  from  the  soil.  The  possibility  of  this  will  be 
especially  great  if  the  wells  are  near  drains  or  cess-pools  containing  typhoid  dis- 
charges. In  epidemics  spread  by  drinking-water,  the  typhoid  bacilli  have  lately 
been  repeatedly  found  in  the  suspected  water. 

W e believe  the  idea  is  continually  gaining  ground  that  no  single  “ theory  ” 
can  fully  explain  all  the  facts,  and  that  the  possibility  of  infection  occurring  in 
several  different  ways  must  be  considered.  Beside  the  possible  inhalation  of  the 
poifson,  or  the  ingestion  of  polluted  water,  it  may  be  that  sometimes  the  disease 
is  conveyed  by  food.  For  example,  it  has  been  remarked  in  England,  and  lately 
in  Cologne,  that  the  fever  in  certain  epidemics  was  limited  to  individuals  who 
bad  their  milk  from  one  common  source.  In  such  cases,  however,  the  probable 
cause  is  not  a disease  in  the  cows,  but  a pollution  of  the  milk  or  the  milk-cans 
by  water.  It  is  as  yet  doubtful  if  animals  can  have  typhoid  fever;  at  any  rate, 
all  attempts  at  artificial  inoculation  have  had  a negative  result.  This  fact  makes 
it  uncertain  whether  the  illnesses  which  have  been  observed  to  follow  the  inges- 
tion of  the  flesh  of  diseased  calves  (e.  g.,  the  epidemic  of  Kloten)  ai’e  actually 
to  be  considered  typhoid  fever,  although  the  pathological  changes  are  said  by 
Huguenin  to  bo  very  similar  to  those  found  in  typhoid.  Finally,  it  .seems  very 
probable  tb.at  ])orsons  who  come  into  direct  contact  with  typhoid  discharges  arc 
thereby  exposed  to  the  danger  of  infection.  Many  deny  this  [vide  ,s?f/)m),  hut 
it  would  explain  why  nin’ses  and  laundresses,  who  have  to  handle  clothing  soiled 
by  the  discharges  of  patients,  are  comparatively  often  attacked  by  typhoid  fever. 
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Through  the  agency  of  dirty  linen,  utensils,  etc.,  the  poison  may  be  spread  even 
further. 

[It  is  not  probable  that  sewer-gas  in  itself  is  an  exciting  cause  of  typhoid  fever. 
Especially  in  large  cities  typhoid  dejections  are  constantly  finding  their  way  into 
the  sewers,  which  afford  all  the  conditions  favorable  to  the  further  growth  and 
development  of  the  poison.  If,  then,  the  drainage  of  any  house  is  defective,  the 
seeds  of  the  disease  can  readily  gain  access  to  the  interior  of  the  house  and  infect 
susceptible  individuals. 

One  of  the  most  instructive  epidemics  on  record  is  that  ui  Plymouth,  Pennsyl- 
vania, a town  of  eight  thousand  mhabitants.  In  the  spring  of  1885  a disease,  at 
first  supposed  to  be  of  a strange  character,  broke  out  in  the  place,  and,  before  it 
ceased,  affected  twelve  hundred  persons,  causing  one  hundred  and  tliu-ty  deaths. 
It  Avas  soon  found  that  the  malady  was  typhoid  fever,  which  arose  from  one  case, 
briefly  in  this  wise:  In  January,  February,  and  March  there  was  a case  of  typhoid 
in  a house  on  a hill  sloping  toward  a water-supply  of  the  town.  The  dejec- 
tions were  throAvn  out  on  the  snoAV,  under  Avhich  the  ground  was  deeply  frozen. 
On  March  25th  a sudden  and  great  thaw  occm-red,  the  water  did  not  sink  into 
the  ground,  but  ran  immediately  into  the  natural  surface  channels,  and  on  April 
10th  the  epidemic  began.  There  wei’e  I’easons,  which  it  is  not  necessary  here  to 
detail,  why  the  above  source  of  water-supply  was  draAvn  upon  to  an  unusual  de- 
gree just  at  that  time,  but  it  has  been  shown  that  those  who  derived  their  Avater 
from  other  sources  Avere  spared  by  the  disease.  The  original  case  came  from  Phil- 
adelphia.] 

In  almost  all  cases  the  intestine  seems  to  be  the  actual  gate  of  entrance  for  the 
typhoid  poison  into  the  human  system.  This  is  shown  by  the  fact  that  in  all 
cases  which  come  to  autopsy  in  early  stages  of  the  disease,  the  typhoid  bacilli  are 
mainly  confined  to  the  lymphatic  tissues  of  the  intestine.  The  tj*]jhoid  poison 
(bacilli  or  spores)  is  probably  SAvalloAved,  either  directly  Avith  AA'^ater  or  polluted 
food,  or  after  being  inhaled  or  in  some  other  Avay  introduced  into  the  mouth.  If 
not  destroyed  in  the  stomach,  it  passes  on  in  viable  condition  into  the  alkaline 
contents  of  the  intestine,  and  here  finds  the  conditions  essential  to  its  further 
development.  It  penetrates  at  fii-st  into  the  follicles  and  Peyer’s  patches,  and 
thence  goes  on  into  the  mesenteric  glands,  the  blood-current,  the  spleen,  and  other 
ox’gans. 

As  in  the  case  of  most  other  infectious  diseases,  the  occurrence  of  infection  is 
dependent  not  only  on  outward  conditions,  but  also  on  an  individual  predisposi- 
tion. Details  of  the  circumstances  attending  this  latter  are  as  yet  not  at  all  accu- 
rately understood.  Even  in  the  worst  typhoid  centers,  Avhere  the  possibility  of 
infection  must  be  uniA^ei’sal,  many  escape  the  di.sease. 

Age  has  an  indubitable  influence  upon  the  liability  to  tbe  disease.  Typhoid  is 
especially  a disease  of  youthful,  vigorous  individuals,  of  fifteen  to  thirty  years. 
Above  that  age  it  is  noticeably  less  frequent,  although  cases  do  occur  at  sixty  and 
even  seventy  years.  Formerly  it  was  often  said  that  young  children  were  never 
attacked : but  this  was  because  the  disease  was  not  recognized,  for  in  reality  it  is 
only  children  under  one  year  old  who  seem  to  be  seldom  infected.  At  a later  age, 
cases  are  by  no  means  rare. 

Sex  can  not  be  shown  with  certainty  to  have  an  especial  predisposing  influence 
upon  the  frequency  of  typhoid  fever. 

Mental  excitement  and  gross  errors  in  diet  seem  to  predispose  to  the  disease. 
On  the  other  hand,  a certain  immunity  has  been  alleged  to  be  given  by  xnany  cir- 
cumstances, especially  pregnancy,  the  puerperal  state,  and  other  diseases  already 
existing  (tuberculosis,  heart  disease).  Most  of  these  statements  are  shoAvn,  how- 
ever, by  more  extended  experience,  to  be  veiy  doubtful.  It  does  seem  to  be  certain 


TYPHOID  FEVER. 


that  the  occurrence  of  typhoid  fever  gives  very  probable  though  not  absolute 
immunity  against  any  later  new  attack. 

Finally,  it  must  be  mentioned  that  the  necessary  conditions  for  an  abundant 
development  and  conveyance  of  the  typhoid  germs  are  beyond  doubt  dependent 
on  the  season.  According  to  statistics,  most  of  the  typhoid  epidemics  come  in  the 
months  from  August  to  November,  while  generally  the  nuTiiber  of  cases  greatly 
diminishes  from  December  to  spring. 

General  Course  of  the  Disease. — Extended  experience  shows  that,  after  infection 
with  the  typhoid  poison  has  taken  place,  a certain  time  must  elapse  before  the 
symptoms  of  the  disease  appear.  The  length  of  this  time,  the  “ stage  of  incuba- 
tion,” is,  unlike  that  of  many  other  infectious  diseases,  not  perfectly  definite.  On 
the  average,  it  lasts  two  to  three  weeks,  sometimes  less  time,  sometunes  longer. 
Diu-ing  this  period  the  patient  either  feels  perfectly  well,  or  has  certain  slight 
symptoms,  to  which  he  pays  more  or  less  attention,  according  to  his  individual 
susceptibility.  These  prodromata  consist  of  languor,  disinclination  to  exertion, 
anoi’exia,  slight  headache,  pain  in  the  limbs,  etc.  Often  they  last  only  a few  days. 
Not  infrequently  the  patients  state  afterward  that  they  had  felt  the  disease  coming 
on  for  weeks. 

The  transition  of  the  prodromata  into  the  regular  disease  takes  place  sometimes 
so  gradually  that  it  is  utterly  impossible  to  take  any  one  day  as  the  first  of  the 
illness,  in  order  to  reckon  from  it  its  duration.  It  is  usually,  however,  the  first 
symptoms  of  a high  temperature,  chilliness,  feverishness,  and  the  accompanying 
increase  in  general  discomfort,  which  allow  one  to  fix,  with  at  least  some  accui-acy, 
the  beginning  of  the  disease.  A decided  initial  rigor  is  certainly  exceptional.* 
After  the  fever  begins,  most  patients  soon  take  to  their  beds,  although  it  happens 
often  enough  that  the  sick  feel  either  unable  or  unwilling  to  give  uj),  and  keep  on 
at  work  for  days ! 

There  have  been  manifold  attempts  to  divide  the  whole  course  of  the  disease 
into  separate  periods.  The  most  natural  division  seems  to  be  into  the  three  stages 
of  development,  height  or  fastigium,  and  decline  {stadium  incrementi,  s.  acmes,  s. 
decrementi).  Usually,  however,  physicians  reckon  according  to  the  week  of  the 
disease.  The  first  week  corresponds  to  the  developmental  stage,  the  second,  and 
in  all  severer  cases  the  third  as  well,  to  the  fastigium,  the  fourth  (in  light  cases 
the  third)  to  the  decline.  The  course  of  the  disease  is  very  vai’iable,  however,  and 
naturally  there  is  the  grea:test  diversity  in  the  departures  from  this  general  plan. 

In  the  first  week,  the  initial  period,  the  general  symptoms  augment  rapidly. 
The  patients  become,  in  severe  cases,  very  languid  and  feeble,  have  generally  an 
intense  headache,  and  complete  anorexia,  with  gi-eat  thirst.  The  fever,  which  is 
all  the  time  gradually  rising,  is  recognizable  subjectively  by  alternating  sensations 
of  heat  and  cold,  and  objectively  by  the  hot,  dry  skin,  the  parched  lips,  and  the 
dry  and  coated  tongue.  The  sleep  is  disturbed.  For  the  most  part  there  are  no 
prominent  thoracic  or  abdominal  symptoms,  except  that  at  times  there  is  a sense  of 
oppression  in  the  chesJ^  or  some  cough.  The  pulse  is  quickened,  sometimes  even 
now  dicrotic.  There  is  often  a temporary  epistaxis.  The  belly  is  not  much 
swollen  as  a rule,  and  but  little  if  at  all  tender.  There  is  generally  constipation. 
Usually  the  spleen,  even  at  this  time,  exhibits  a swelling  that  can  be  easily 
demonstrated. 

Generally  the  fastigium  has  begun  before  the  end  of  the  first  week.  The 
severe  general  symptoms  persist  or  even  increase.  The  fever  maintains  constant- 
ly a considerable  elevation.  The  patients  become  more  stupid.  Often  delirium 

* Acoonlin({  to  tlm  rcprascntiitions  of  iminy  tmtlioin,  ii  iimrkml  iiiitiiil  rigor  suuins  to  oocur  ratlicr 
ofton  in  some  places.  In  Loipsic,  and  also  in  Erlangen,  it  is  very  rare. 
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appears,  especially  at  night.  In  the  lungs  there  is  developed  a more  or  less 
intense  and  extensive  bronchitis.  The  abdomen  becomes  more  swollen.  On  the 
skin  of  the  trunk  appear,  generally  at  the  beginning  of  the  second  week,  a number 

of  small,  pale-red  spots,  roseolae.  In- 
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stead  of  constipation,  there  is  a moderate 
diarrhoea.  There  are  daily  about  two 
to  four  soft,  thin,  bright-yellow  dejec- 
tions. 

The,  third  week,  dm-ing  which  in  the 
severe  cases  the  symptoms  already  men- 
tioned persist,  is  the  chief  time  of  the 
numerous  complications  and  of  especial 
clinical  events,  about  which  we  shall 
speak  below  at  length.  If  the  disease 
takes  a favorable  course,  there  comes  at 
the  end  of  the  third  week  a decline  of 
the  fever ; and  then  the  general  symp- 
toms also  improve  as  a rule.  The 
mind  becomes  clearer,  the  patient  sleeps 
better,  and  gains  some  appetite.  The 
pulmonary  and  digestive  symptoms 
abate,  and  convalescence  gradually 
begins. 

This  short  sketch  of  the  course  of  the 
disease  coi’res2)onds  to  most  of  the  cases 
of  medium  severity.  There  are,  how- 
ever, besides  these,  so  many  forms  and 
so  many  variations  from  the  usual  j)ict- 
ure,  that  it  seems  almost  imijossible  to 
enumerate  completely  all  the  events  of 
tyjjhoid  fever.  And  besides,  the  separate 
epidemics  vary  in  their  general  charac- 
ter according  to  the  time  and  place  of 
their  occurrence.  In  many  epidemics 
the  cases  run  a peculiar  coui’se  and  have 
certain  special  comjjlicatious  not  seen 
in  others. 

We  will  begin  the  jjresentation  of 
the  chief  peculiarities  by  speaking  of  the 
course  of  the  fever. 

Course  of  the  Fever.— Observation  of 
the  tem2)erature  in  tyiihoid  is  so  abso- 
lutely essential  for  the  estimation  of 
each  individual  case  that  no  scientific 
fdiysician  ought  to  treat  a case  without 
regular  measurement  of  the  temjiera- 
ture.  The  measurements  should  be 
taken,  if  possible,  in  the  rectum.  Their 
frequency  must  of  course  be  modified 
by  circumstances,  but  it  will  jirobably 
be  possible  to  have  three  or  four  meas- 
urements daily.  At  night,  especially  if  the  patients  are  aslee]i,  it  is  generally 
not  requisite  to  take  the  temperature.  A general  idea  of  the  course  of  the  lever 
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TYPHOID  FEVER. 


can  be  gained  only  by  representing  the  separate  measurements  graphically  in  a 
continuous  “temperature  curve.” 

The  typical  curve  of  typhoid  fever  (see  Fig.  2)  falls  naturally  into  three  or  four 
divisions.  The  first  division  is  tlie  initial  period,  or  the  pyrogenetic  stage,  and  is 
seldom  observed,  since  at  this  time  the  patients  are  generally  not  yet  under  the 
doctor’s  care.  The  initial  period  of  the  fever  lasts,  as  a rule,  some  three  or  four 
days,  seldom  longer;  and  during  this  time  the  temperature  rises,  generally  by 
gradual  steps,  so  that  the  morning  as  well  as  the  evening  temperature  is  each  day 
2°  or  3°  C.)  higher  than  on  the  day  before.  A sudden  and  considerable  rise 

of  temperature,  such  as  occm-s  in  many  other  diseases,  is  very  rarely  seen  in  the 
beginning  of  typhoid  fever. 

The  second  division  of  the  curve  represents  the  so-called  fastigium,  and  cor- 
responds to  the  height  of  the  disease.  During  this  time  the  fever  presents,  in  most 
of  the  severer  cases,  the  general  character  of  “febris  continua  ” — i.  e.,  the  spon- 
taneous remissions  of  the  fever  seldom  exceed  2°  (1°  C.).  Almost  always  the  lower 
temperatures  come  in  the  morning  hours  and  the  higher  in  the  evenmg.  In  cases 
of  average  severity  the  morning  remissions  touch  102°-103°  (39°-39'5°  C.),  and  the 
evening  exacerbations  104°-103°  (40°-40'5°  C.).  Temperatures  which  reach  or 
exceed  106°  (41°  C.)  are  seen  only  in  very  severe  cases.  Considerable  morning 
remissions  are  always  a favorable  symptom,  while  morning  temj>eratures  of  104° 
(40°  0.)  or  higher  generally  show  the  case  to  be  severe.  The  dm-ation  of  the  fas- 
tigium vax’ies  with  the  severity  and  obstinacy  of  the  case.  It  may  last  only  a few 
days  or  one  and  a half  to  two  weeks ; in  violent  cases  still  longer. 

In  many  cases  of  slight  or  average  severity  the  period  of  decline  follows  directly 
on  the  fastigium;  but  in  severe  cases  thei-e  frequently  intervenes  another  stage, 
which  Wunderlich  has  graphically  named  the  “ ambiguous  ” period.  The  temper- 
atui’e  curve  becomes  irregular  and  more  vai’iable.  The  morning  remissions  may 
be  great,  even  reaching  the  normal,  while  the  evening  temperatures  are  often  still 
veiy  high.  This  stage  has  accordingly  been  termed  the  “period  of  the  steep 
cimves.”  It  may  be  said  that  in  general  the  longer  a case  of  typhoid  lasts  the 
more  irregular  will  be  the  course  of  the  fever. 

The  last  stage — i.  e.,  in  cases  of  slight  or  average  severity  the  third  stage,  and 
in  severe  cases  commonly  the  fourth — is  the  period  of  defervescence  or  recovery. 
The  peculiarity  of  this  period  in  typlioid  fever  is  that  the  fall  of  the  fever  is  never 
by  crisis,  but  always  gradually,  by  lysis.  Commonly  the  temperatui’e  descends  by 
degi’ees,  so  that  on  each  new  day  the  morning  remissions  as  well  as  the  evening 
exacerbations  are  1°  to  2°  (0'5°-l°  C.)  lower.  The  zigzag  form  of  curve,  in  which 
there  are  of  course  very  frequently  slight  irregularities,  must  be  taken  as  the  rule. 
The  duration  of  the  defervescence  generally  exceeds  that  of  tlie  initial  period. 
It  lasts  five  to  eight  days,  often  longer.  It  is  not  very  seldom  that  in  defeiwescence 
the  morning  remissions  become  from  the  first  veiy  marked,  even  reaching  the 
normal  temperature,  while  the  evening  exacerbations  become  daily  less  and  less, 
until  they  too  are  not  above  the  normal.  A third  form  of  decline  is  mucli  less 
frequent,  in  which  the  morning  remissions  become  every  day  greater,  while  the 
evening  temperature  persists  for  some  days  at  about  the  same  height.  Several 
times  we  have  seen  the  fever  take  on  a tertian  type  during  recovery. 

To  this  outline  must  be  added  a number  of  observations  of  pi’actical  importance. 

The  initial  jxeriod  does  not  exliibit  especial  variations  from  the  coui’se  we  have 
stated.  Its  entire  duration  is  bounded  by  certain  relatively  narrow  limits. 

The  fastigium  presents,  as  already  mentioned,  the  greatest  varieties  in  its  dura- 
tion. In  light  cases  it  is  wholly  wanting,  so  that  these  consist  only  of  a period  of 
gradually  rising  fever,  and  of  a gradual  defervescence  almost  immediately  con- 
secutive to  the  rise.  The  entire  dui’ation  of  such  light  cases  is  only  one  and  a half 
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to  two  weeks.  In  other  and  tolerably  frequent  cases,  which  are  often  tedious,  but 
still  for  the  most  part  are  light,  the  fever  is  not  continuous,  but  remittent.  We 
have  seen  in  Leipsic,  notably  in  the  autumn  epidemic  of  1878,  a number  of  cases 
where  the  fever  was  even  perfectly  intermittent  during  almost  the  entire  illness, 
and  whei’e  for  two  to  three  weeks  afternoon  elevations  reaching  104°  (40°  C.)  or 
more  daily  succeeded  normal  morning  temperatures.  These  cases  had  the  genei-al 
com’se  of  light  attacks. 

Various  influences,  not  to  speak  of  therapeutic  interference,  may  produce  a 
considei’able  temporary  remission  of  temperature  in  the  course  of  the  fastigium. 
Such  a remission  sometimes  occurs  spontaneously  from  the  seventh  to  tenth  day  of 
the  disease.  If  a marked  intestinal  haemorrhage  occurs  {vide  infra),  the  tempera- 
ture generally  falls  several  degrees  centigrade,  and  the  less  frequent  instances  of 
severe  eiiistaxis  have  the  same  effect.  If,  in  female  patients,  abortion  or  prema- 
ture delivery  occurs,  we  often  observe  a similar  considerable  fall  of  temperature, 
even  without  severe  attendant  haemorrhage.  Perforation  of  the  intestine  often 
causes  the  temperatiu’e  to  fall  rapidly.  At  times  the  occuri’ence  of  mental  dis- 
turbances effects  a moderate  though  noticeable  lowering  of  temperature.  Those 
great  and  sudden  depressions  of  temperature  remain  to  be  mentioned  which  are 
accom23anied  by  a very  small  but  exceedingly  rapid  pulse  and  general  prostration. 
Every  such  collapse,  if  severe,  is  a most  dangerous  event,  and  demands  iDromifl 
and  energetic  medical  treatment  {vide  infra). 

The  occurrence  of  local  comjDlications,  such  as  pneumonia  or  mflammation  of 
the  parotid  gland,  is  generally  accompanied  by  a considerable  rise  of  temjjerature. 
The  fever  in  such  cases  often  becomes  more  irregular. 

The  period  of  defervescence  departs  most  frequently  from  its  typical  behavior 
by  being  lengthened  out  into  a “ stage  of  retai’dation.”  The  morning  temperature 
is  then  generally  normal,  while  in  the  evening  slight  or  moderate  elevations  con- 
tinue. The  reason  for  this  long  continuance  of  the  fever  may  frequently  be  found 
in  some  not  yet  completely  healed  local  complication,  but  often  no  such  lesion 
can  be  demonstrated.  Then  we  are  commonly  inclined  to  surmise  sluggish  intes- 
tinal ulcers  which  will  not  heal,  or  trouble  in  the  mesenteric  glands,  etc.  This 
sluggish  fever  may  continue  for  weeks.  It  is  prone  to  follow  severe  cases,  but 
lighter  attacks,  especially  in  elderly  or  feeble  patients,  may  also  take  on  this  slug- 
gish chai’acter  at  a relatively  early  period. 

Entrance  into  complete  convalescence  is  shown  with  far  greater  certainty  by 
tbe  absence  of  elevations  of  temperature  than  by  any  other  single  symptom. 
There  sometimes  come,  however,  temporary  elevations  of  temperature  during  con- 
vale.scence,  following  some  error  in  diet,  long-continued  constipation,  or  mental 
excitement.  In  other  cases  the  new  fever  depends  on  some  local  sequela,  e.  g.,  a 
boil  or  a glandular  abscess.  Often,  however,  the  most  accurate  investigation  fails 
to  demonstrate  a cause.  Especially  in  the  beginning  of  convalescence  there  some- 
times comes  a high  fever,  or  even  a rigor,  which  may  recur  several  times,  but 
soon  gives  place  to  a normal  temperatiu'e.  Generally  no  certain  cause  for  these 
brief  but  decided  elevations  of  temperature  can  be  joointed  out.  Perhaps  we  might 
consider  the  possibility  of  some  affection  of  the  mesenteric  lymph-glands.  These 
sudden  and  great  elevations  have  seldom  any  grave  significance. 

This  new  fevei*  which  we  have  just  described  is  best  termed  recurrent  fevei’- 
attack,  in  contrast  with  the  2>ro2)cr  typhoid  relapse.  That  is.  after  typhoid  fever 
has  ended,  the  whole  process  may  be  repeated  ; and  this  occurrence  is  called  a 
relapse.  Particulars  as  to  the  behavior  of  the  fever  in  such  cases  will  be  consid- 
ered below,  in  connection  Avith  all  the  other  peculiarities  of  typhoid  relaj^ses. 
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Phenomena  and  Complications  relating  to  the  Separate  Organs.* 

1.  Digestive  Organs. — We  think  it  best  to  begin  our  consideration  of  the  more 
special  symptoms  with  the  phenomena  referable  to  the  intestinal  canal,  for  the 
reason  that  the  anatomical  changes  in  the  intestine  are  pathognomonic.  Indeed, 
these  alterations  may  sometimes  become  of  surpassing  import  in  a clinical  point 
of  view,  although  in  the  majority  of  cases  the  , intestinal  symptoms  are  clinically 
not  nearly  so  prominent  as  the  general  symptoms  that  result  from  the  infection 
of  the  system  as  a whole. 

The  characteristic  typhoid  lesion  of  the  intestine  consists  of  an  affection  of 
Peyer’s  patches,  most  marked  in  the  lower  part  of  the  ileum.  In  the  first  week 
the  patches  swell  gradually  (stage  of  medullary  infiltration).  The  rest  of  the 
mucous  membrane  exhibits  at  the  same  time  more  or  less  marked  symiitoms  of 
simple  catarrhal  inflammation.  In  the  second  week,  necrotic  crusts  form  on  the 
surface  of  the  patches,  which  are  cast  off  in  the  third  week,  leaving  behind  the 
typhoid  ulcers.  Toward  the  end  of  the  third  week  the  ulcers  clean  up,  and  then 
in  the  fourth  week,  if  the  case  takes  a favorable  course,  the  ulcers  heal.  Smooth 
scars  are  formed,  often  diffusely  pigmented.  Experience  shows  that  these  scarcely 
ever  lead  to  stricture  of  the  intestine.  The  same  process  also  goes  on  in  a greater 
or  less  number  of  the  solitary  follicles  as  well  as  in  the  Peyer’s  patches  themselves. 
We  may  add  that  probably  in  lighter  cases  of  typhoid  {vide  infra)  there  is  often 
no  actual  ulceration.  The  swelling  of  the  lymphatic  tissue  subsides  in  this  case 
before  sloughing  occurs.  We  have  already  mentioned  the  occurrence  of  typhoid 
bacilli  in  Peyer’s  patches  and  the  intestinal  follicles. 

The  number  and  extent  of  the  ulcers  formed  have  no  direct  relation  whatever 
to  the  severity  of  the  case.  Although  very  extensive  lesions  in  the  intestine  are 
often  found  in  cases  that  end  fatally,  yet,  on  the  other  hand,  we  observe  fatal 
cases  in  which  only  a few  ulcers  are  found  in  the  intestine.  In  cases  with  exten- 
sive intestinal  lesions  we  often  see  follicular  ulcera  in  the  colon  as  well  as  in  the 
small  intestine  (colo-typhoid). 

The  clinical  symptoms  referable  to  the  intestinal  canal  are,  as  we  have  said, 
prominent  only  in  exceptional  cases.  In  the  beginning  of  typhoid  fever  there  is 
usually  constipation.  This  may  last  throughout  the  illness,  so  that  the  patients 
have  but  one  dejection  in  every  two  or  three  days,  or  often  none  at  all  unless  an 
enema  be  given.  As  a rule,  a moderate  diarrhoea  begins  during  the  second  week. 
There  are  two  to  four  stools,  or  sometimes  more,  each  day.  They  usually  have 
a characteristic  bright-yellow  color.  On  standing,  they  divide  into  an  upper, 
cloudy,  and  quite  liquid  layer,  and  a lower  layer  composed  of  yellow,  crumby 
masses.  They  have  generally  an  alkaline  reaction,  and  upon  microscopic  exami- 
nation they  are  found  to  contain,  besides  remnants  of  the  ingesta  and  gi-anular 
detritus,  a few  epithelial  cells,  round  cells,  many  crystals  of  triple  phosphate,  and 
numberless  bacteria.  Pfeiffer  and  other  investigators  have  been  able  frequently, 
although  not  invariably,  to  demonstrate  the  true  typhoid  bacilli  in  the  dejecta 
by  means  of  special  methods  of  cultivation. 

Severe  diarrhoea  (ten  to  twenty  stools  daily)  is  relatively  infrequent.  In  some 
severe  cases  we  have  seen  the  stools  take  on  a dysenteric  character.  The  autopsy 
showed  in  these  cases  unusually  severe  lesions  of  the  colon  and  a diphtheritic 
inflammation  of  its  mucous  membrane. 

Ga.seous  distention  affecting  the  intestine,  and  e.specially  the  colon,  is  very 
frequent,  but  in  most  cases  it  is  not  excessive.  Indeed,  severe  cases  of  typhoid  are 

* To  iivoid  repetition,  we  liavo  in  wliiit  Ibllows  united  ii  description  of  the  unatoniieid  clianges  with 
the  presentation  of  tlie  clinical  syin]>tonm. 
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observed  in  which  the  abdomen  always  remains  concave.  Marked  tympanites  is 
always  an  unpleasant  complication.  We  saw  one  case,  which  ended  fatally,  with 
very  great  tympanites,  in  which  the  lesions  were  almost  exclusively  in  the  colon, 
and  it  was  the  enormous  distention  of  its  entire  length  which  had  so  swollen 
the  abdomen.  The  noise  that  can  often  be  produced  by  pressure  in  the  ileo-cmcal 
region  (gurgling)  used  to  be  regarded,  but  probably  eiToneously,  as  esiiecially 
characteristic  of  typhoid  fever.  Abdominal  pain  is  often  entirely  absent.  Some 
patients,  however,  complain  of  abdominal  pain  during  almost  the  entire  illness. 
On  pressure,  the  belly  is  generally  somewhat  sensitive,  but  the  tenderness  is  sel- 
dom extreme.  It  is  more  apt  to  be  marked  when  there  is  constipation.  Often 
such  tenderness  is  due  to  a participation  of  the  peritoneum  in  the  disease,  even 
when  thei’e  is  no  perfoi’ation  {vide  infra). 

There  still  remain  two  symptoms  of  the  greatest  practical  importance,  both  of 
which  have  a direct  connection  with  the  intestinal  lesions  : they  are  intestinal 
haemorrhage  and  perforation. 

Intestinal  haemorrhages  in  the  course  of  typhoid  are  almost  al  ways  due  to  the 
erosion  of  the  walls  of  blood-vessels  in  connection  with  the  formation  and  throw- 
ing off  of  the  crusts  of  the  ulcers.  The  haemorrhages  occur,  therefore,  most  fre- 
quently toward  the  end  of  the  second  and  during  the  third  week.  The  blood  pours 
out  into  the  intestine,  and  is  passed  with  the  stools.  Its  amount  may  be  small,  or 
it  may  reach  to  one  or  two  pints,  or  even  more.  Its  color  is  generally  rather  dark. 
The  later  discharges  are  generally  tax-ry.  Liebei'meister  states  that  he  has  observed 
intestinal  hsemori'hages  in  7‘3  per  cent,  of  typhoid  patients,  and  Gi’iesinger  in  5 ‘3 
per  cent.  We  have  oui’selves  seen,  in  the  medical  clinique  at  Leipsic,  45  intes- 
tinal hmmoiThages  in  472  cases,  i.  e.,  in  9 ’5  per  cent.  In  individual  epidemics  the 
frequency  varies  greatly.  It  rose  in  1880  to  eighteen  per  cent. 

Intestinal  hsemoi-rhage  is  always  a gi’ave  symptom.  Even  slight  hjBmoi’rhages 
deserve  coxxsidei'ation,  for  they  may  be  the  precursors  of  severer  ones.  And  yet 
intestinal  haemoi’idiage,  eveix  if  profuse,  is  not  necessarily  fatal.  Of  the  above 
foi’ty-tive  cases  of  typhoid  with  liEemorilxage,  twenty-six  ended  in  comixlete  recov- 
ei’y.  In  eight  cases,  death  occuiTed  as  the  immediate  result  of  the  loss  of  blood. 
Eleven  ended  fatally  after  a time. 

After  evei’y  considerable  intestinal  haxmorrhage,  the  symptoms  of  genei*al 
anaemia,  often  even  of  collapse,  appear.  The  fall  of  the  bodily  tempei-ature  has 
been  already  mentioned.  The  haemorrhage  has  sometimes  a favorable  influence 
on  severe  cei’ebral  symptoms,  for  consciousness  succeeds  to  the  previous  stujxor 
or  delii’ium.  Often  the  haemoi’rhage  is  dii’ectly  followed  by  recovery  from  the 
disease. 

Much  more  ominous  than  the  intestinal  haemorrhage  is  the  occurrence  of  per- 
foration, as  a result  of  the  breaking  through  of  a typhoid  ulcer  into  the  abdominal 
cavity,  because,  almost  without  exception,  this  is  followed  by  a pui’uleixt  or  even 
ichoi’ous  pei’itonitis.  The  occuiTence  of  perfoi’ation  is  sometimes  marked  by  a vio- 
lent pain  suddenly  felt  by  the  patient;  but  it  may  also,  even  in  severe  cases,  take 
jxlace  insidiously.  The  abdomen  is  genei’ally  (not  always)  gi’eatly  distended  and 
very  tender  on  pressure,  so  that  even  in  stupor  patients  groan  while  being  exam- 
ined. If  gas  has  entered  through  the  opening  into  the  pei’itoneal  cavity,  we  often 
obsei’ve  absence  of  the  ordinai’y  dullness  over  the  liver ; but  this  symptom  is  to 
be  employed  cautiously  as  a factor  in  diagnosis,  for  absence  of  hepatic  dullness 
may  also  result  from  distended  intestines  lying  in  fi’ont  of  the  liver.  When  per- 
foration has  occurred,  the  patient  soon  looks  collapsed,  with  cheeks  fallen  in  and 
sharp,  cool  nose.  Fi’cquent  ei’uctations  and  vomiting  often  follow.  The  ])ulse 
becomes  small  and  very  frequent.  The  temperature  generally  falls  as  tlie  peri- 
tonitis begins,  and  later  it  usually  undei’goes  great  vax’iatious. 
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Perforation  of  the  intestine  occurs  most  frequently  in  the  third  or  fourth  week 
of  the  disease.  In  slup:gish  cases,  however,  we  can  not  be  without  apprehensions 
of  it  till  a late  period.  The  perforation  generally  takes  place  in  a coil  of  the  lower 
part  of  the  small  intestine,  and  with  marked  relative  frequency  in  the  right  side 
of  tlie  pelvis — seldom  in  the  vermiform  appendix  or  in  the  colon.  With  few 
exceptions,  death  comes  quickly,  after  a few  days  at  latest.  Out  of  fifty-six  fatal 
typhoid  cases^in  the  Leipsic  medical  clinique  we  lost  five,  or  nine  per  cent.,  from 
peritonitis  following  perforation.  Here  and  there  a case  of  recovery  has  been 
reported,  probably  resulting  from  a limitation  of  the  peritonitis  through  speedy 
adliesion  of  the  intestines. 

It  should  be  mentioned  here  that  sometimes  in  typhoid  fever  a local  or  general 
peritonitis  may  occur  through  du’ect  extension  of  the  process  to  the  serous  mem- 
brane without  actual  perforation.  We  have  seen  in  one  case,  as  a result  of  the 
peritonitic  bands  and  false  membranes,  complete  occlusion  of  the  intestine  (ileus), 
and  death. 

Swelling  of  the  mesenteric  lymph-glands  (less  often  of  the  retro-peritoneal 
glands  as  well)  is  found  in  typhoid  almost  as  constantly  as  the  anatomical  changes 
in  the  intestine.  Sometimes  they  break  down,  i.  e.,  suppui’ate.  In  cases  that  have 
passed  through  the  disease  we  often  find  considerable  deposits  of  lime  in  the 
glands.  These  changes  have  a certain  clinical  importance  ; for,  as  already  men- 
tioned, we  may  often  venture  to  refer  a more  or  less  tedious  recurrent  febrile  state 
which  has  no  other  demonstrable  cause  to  this  lesion  of  the  mesenteric  glands. 
In  some  rare  cases  a general  peritonitis  has  been  observed  as  a result  of  the  burst- 
ing of  a suppurating  gland. 

The  swelling  of  the  spleen  (acute  splenic  tumor)  is,  in  typhoid  fever  as  well  as 
in  many  other  acute  infectious  diseases,  one  of  the  most  constant  symptoms.  The 
enlai-gement  of  the  spleen  can  often  be  demonstrated  as  early  as  the  end  of  the 
first  week,  and  is  therefore  of  considerable  diagnostic  importance  ; but  percussion 
of  the  spleen  is  sometimes  decidedly  difficult  and  deceptive  in  this  disease  because 
of  the  existence  of  tympanites.  The  surest  demonstration  of  splenic  enlargement 
is  therefore  always  by  means  of  palpation,  which,  after  a little  practice,  gives  a 
positive  result  in  the  majority  of  cases.  Absence  of  splenic  tumor  is  most  fre- 
quently observed  in  elderly  typhoid  patients.  The  spleen  may  also  diminish  con- 
siderably in  size  after  severe  intestinal  haemorrhage.  Pain  in  the  splenic  region, 
resulting  from  tearing  of  the  distended  capsule,  is  comparatively  rare.  The  splenic 
infarctions  which  sometimes  occur  may,  in  exceptional  cases,  prove  the  starting- 
point  of  a peritonitis. 

Hepatic  symptoms  are  seldom  seen  in  typhoid  fever,  except  that  there  maybe  a 
modei’ate  swelling  of  the  organ.  The  anatomical  changes  of  “parenchymatous 
degeneration,”  and  the  frequent  formation  in  the  liver  of  the  small  lymphomata 
which  Wagner  discovered,  have  no  clinical  significance.  The  bile  secreted  is  gen- 
erally pale  and  scanty.  This  is  a partial  explanation  of  the  light  color  of  the 
stools.  A very  rare  complication,  which  we  ourselves  observed  in  one  case,  is 
acute  yellow  atrophy  of  the  liver. 

The  stomach  presents  no  especial  anatomical  changes  in  typhoid.  Anorexia 
is  an  almost  invariable  symptom  in  the  beginning  and  during  the  course  of 
all  severer  cases.  There  is  seldom  any  desire  for  food  till  recovery  begins;  but 
then,  if  convalescence  is  undisturbed,  the  aiijiotite  soon  attains  an  enviable  keen- 
ness. Vomiting  in  the  beginning  or  coui-se  of  the  disease  is  an  exception,  unless 
after  some  error  in  diet.  We  have  already  mentioned  it  as  a symptom  of  perito- 
nitis. 

The  changes  in  the  mouth  and  throat  of  tyjdioid  patients  deserve  the  careful 
attention  of  the  physician.  The  lips  and  tongue  are  in  severe  cases  chy  and  fis- 
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sured.  The  lips  are  often  covered  with  dry,  black  crusts,  sometimes  described  as 
a “fuliginous  coating.”  The  tongue  is  apt  to  he  tliickly  coated  at  first,  hut  later 
cleans  off  from  the  edges  and  tip.  In  severe  cases,  especially  if  the  mouth  is  not 
properly  cleansed,  a rather  severe  stomatitis  may  occur  and  produce  superficial 
ulceration  of  the  buccal  mucous  membrane  and  of  the  edges  of  the  tongue.  The 
gums  sometimes  become  spongy,  and  are  apt  to  bleed,  as  if  scorbutic. 

Actual  sore  throat,  at  least,  accoi’ding  to  our  experience  in  Leipsic,  occurs  but 
seldom  at  the  beginning  of  typhoid  fever.  The  difficulty  in  swallowing,  often 
complained  of  by  patients,  is  generally  due  to  dryness  of  the  pharynx.  In  certain 
epidemics,  however,  the  occurrence  of  sore  throat  at  the  beginning  of  the  illness 
has  been  frequently  observed.  It  may  even  happen  that  this  eaily  sore  throat  is 
accompanied  by  an  erythema  diffused  over  the  body,  so  that  at  first  suspicions  of 
scarlet  fever  arise.  In  rare  cases  (so-called  tonsillo-typhoid  or  pharyngo-typhoid) 
there  are  seen  upon  the  tonsils  peculiar  whitish  elevations,  which  later  ulcerate. 
These  are  probably  to  be  regarded  as  a specific  typhoid  lesion  of  the  tonsils.  It 
should  also  be  mentioned  that  in  severe  cases  there  is  often  an  extensive  gi’owth 
of  thrush  in  the  mouth  and  throat,  and  this  may  spread  quite  a distance  down  the 
oesophagus. 

The  changes  in  the  mouth  and  throat  are  of  especial  interest,  for  the  reason 
that  they  may  be  directly  propagated  to  important  neighboring  organs.  Starting 
from  the  pharyngeal  cavity,  the  pathogenic  agent,  probably  in  most  cases  the 
staphylococcus,  may  penetrate  through  the  Eustachian  tube  into  the  middle  ear. 
Thus  arise  those  inflammations  of  the  middle  ear  which  are  not  very  rare  in  severe 
cases  of  tyqDhoid,  and  which  lead  to  perforation  of  the  membrana  tympani  and 
to  purulent  discharges  from  the  ear.  The  not  infrequent  inflammation  of  the 
parotid  gland  is  also,  as  we  believe,  occasioned  in  a similar  way,  the  inflammatory 
agent  reaching  the  parotid  gland  from  the  mouth  by  way  of  Steno’s  duct.  We  do 
not  regard  the  otitis  and  parotitis  as  especial  localizations  of  the  typhoid  poison, 
but  as  genuine  complications  (secondary  disease),  for  the  occurrence  of  which 
typhoid  fever  merely  furnishes  the  occasion,  as  when  the  mouth  is  imperfectly 
cleansed.  The  pai-otitis  appears  most  frequently  in  the  third  week,  and  generally 
on  one  side,  though  sometimes  on  both.  It  almost  always  becomes  purulent,  and 
discharges  either  externally  or  into  the  external  auditory  meatus,  unless  there  is  a 
timely  incision. 

2.  Organs  of  Respiration. — Affections  of  the  lungs  are  among  the  most  frequent 
and  important  complications  of  typhoid  fever,  but  are  for  the  most  part  not  a 
direct  result  of  the  typhoid  infection.  The  bronchitis  very  often  found  in  severe 
cases,  and  especially  in  patients  who  do  not  come  till  late  under  proper  cai’e,  cer- 
tainly is  chiefly  dependent  on  the  imperfect  expectoration  of  the  bronchial  secre- 
tions and  on  the  inhalation  of  inflammatory  agents  coming  from  the  mouth  and 
throat. 

Numerous  cases  of  typhoid  of  slight  or  average  severity,  under  proper  care, 
run  their  course  without  any  considerable  bronchitis.  In  many  other  cases,  and 
even  severe  ones,  the  bronchitis  remains  within  moderate  bounds,  especially  if 
the  patient  is  brought  promptly  under  proper  care  and  treatment;  but  in  severe 
cases,  where  marked  disturbances  of  the  nervous  system  arise,  and  the  patient  in 
his  stupor  expectorates  little,  swallows  things  the  wi’ong  way,  and  lies  all  the 
time  on  his  back,  passive  and  collapsed,  the  occurrence  of  a severe,  diffuse  bron- 
chitis, especially  in  the  lower  lobes  of  the  lungs,  can  hardly  he  avoided.  Nor  in 
such  cases  is  there  generally  a mere  bronchitis,  but  a more  or  less  extensive 
catarrhal,  lobular  pneumonia,  to  be  classed  therefore  under  the  so-called  inhala- 
tion pneumonias  (cf.  chapter  on  lobular  pneumonia).  What  was  formerly  termed 
“ hypostatic  pneumonia  ” is  also  almost  invaluably  to  he  put  in  this  group. 
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From  the  way  in  which  these  pulmonary  disorders  arise,  we  can  understand 
why  the  bronchitis  sometimes  takes  on  a putrid  character,  and  why  the  lohulai* 
infiltrations  are,  in  severe  cases,  transformed  into  genuine  gangrene.  If  such  spots 
touch  the  pleura,  they  occasion  the  development  of  a pleurisy  which  is  almost 
always  purulent.  In  rare  cases,  pneumothorax  may  arise  as  a sequel  to  the  perfo- 
ration of  a gangrenous  infiltration  into  the  pleural  cavity.  Various  circumstances 
promote  the  occurrence  of  pulmonary  symptoms.  Thus  we  find  it  especially  easy 
for  a severe  bi'onchitis  and  its  sequelae  to  be  developed,  in  the  case  of  elderly  per- 
sons, or  the  kyphoskoliotic,  or  the  corpulent,  or  patients  who  have  previously  suf- 
fered from  emphysema  or  cardiac  disease. 

The  subjective  thoracic  symptoms,  in  typhoid  patients  who  have  pulmonary 
complications,  are  generally  not  very  prominent.  It  is  only  occasionally  that 
patients  complain  in  the  early  stages  of  typhoid  fever  of  pain,  and  of  a sense  of 
oppression  in  the  chest,  or  of  cough,  or  of  a stitch  in  the  side ; and  even  when 
such  symptoms  exist,  the  physical  examination  may  give  comparatively  insignifi- 
cant results.  The  severer  pulmonary  complications  are  seen  mainly  in  those 
whose  intelligence  is  more  or  less  blunted,  and  who,  therefore,  make  little  com- 
plaint, are  not  much  disturbed  by  the  dyspnoea,  and  cough  and  expectorate  little. 
A careful  physical  examination  alone  can  enlighten  us  as  to  their  condition.  On 
auscultation,  sibilant  rhonchi  are  the  chief  signs  observed  in  the  milder  cases.  In 
the  severer  ones  there  are  moist,  fine,  and  coarse  rales,  especially  numerous  towaid 
the  base  of  the  chest.  If  thei’e  are  abundant  moist  rales,  we  may  infer  that  there 
is  a lobular  pneumonia,  although  this  can  not  be  demonstrated  with  certainty  till 
the  separate  islets  of  infilti’ation  unite  into  a more  extensive  solidification,  so  as  to 
afford  dullness  on  percussion. 

In  addition  to  the  pulmonary  lesions  already  mentioned,  genuine  croupous  or 
lobar  pneumonia  does  occur  in  typhoid  fever.  Probably  this  must  be  regarded  as 
a direct  result  (localization)  of  the  typhoid  poison,  although  this  croupous  pneu- 
monia is  not  anatomically  distinguishable  from  the  common,  genuine  pneumonia. 
It  often  appears  as  early  as  the  second  week,  and  attacks  the  lower  as  well  as  the 
upper  lobes.  Liebermeister  states  that  he  has  sometimes  observed  it  during  con- 
valescence. 

Especial  interest  attaches  to  those  cases  of  typhoid  fever  which  begin  with  a 
lobar  pneumonia.  Often  there  is  at  first  not  the  slightest  suspicion  of  a typhoid 
fever,  for  the  disease  is  regarded  as  an  ordinary  croupous  pneumonia ; but  it  is 
usually  to  be  noticed  that  the  illness  does  not  begin  suddenly  with  a rigor,  hut 
more  gradually,  and  that  from  its  incipiency  the  constitutional  symptoms,  the 
headache  and  splenic  tumor,  are  more  prominent  than  is  usually  the  case  in  pneu- 
monia. At  the  end  of  the  first  week’s  illness  there  is  no  crisis,  but  persistent  fever. 
Now  the  pulmonary  symptoms  often  retreat  more  and  more  to  the  background, 
while,  on  the  contrary,  diarrhoea  and  rose-spots  appear.  The  spleen  is  enlarged. 
In  short,  the  clinical  picture  of  typhoid  is  developed.  It  is  not  unnatm’al  to  sup- 
pose,^ although  there  is  yet  no  absolute  proof  of  the  fact,  that  in  these  cases,  which 
are  fittingly  termed  “ pneumo- typhoid,”  the  infection  with  the  typhoid  bacilli  has 
taken  place  exceptionally  in  the  pulmonary  area,  and  that,  therefore,  the  first 
pathqlogical  changes  are  developed  in  the  lungs. 

Laryngeal  Lesions. — The  same  causes  which  produce  the  bronchitis  result  also 
in  a simple  catarrhal  laryngitis,  with  hoarseness.  This  is  in  severe  cases  uccom- 
])anicd  by  superficial  ulcers  on  the  vocal  cords  or  the  posterior  wall  of  tlio  larynx. 
Sometimes,  again,  the  lesion  is  due  to  mechanical  causes,  constituting  the  so-called 
decubitus  laryngis."  The  disorders  which  attack  the  less  superficial  structures 
of  the  larynx  are  fortunately  rare.  Chief  among  them  is  a laryngeal  perichon- 
dritis of  the  arytenoid  cartilages.  This  complication  is  justly  regarded  as  of  bad 
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omen,  and  may  lead  to  the  rapid  development  of  oedema  of  the  glottis,  with  great 
laryngeal  obstruction  and  threatening  suffocation.  These  severe  laryngeal  affec- 
tions in  typhoid  are  regarded  by  some  authorities,  especially  by  Klebs,  as  always 
the  direct  effect  of  the  infecting  poison ; but  in  most  cases  they  are  probably  due 
to  an  invasion  of  staphylococci  or  some  similar  microbes.  We  have  several  times 
seen  laryngeal  croup  in  typhoid  fever,  and  it  is  a very  dangerous  symptom.  We 
are  inclined,  however,  to  the  belief  that  it  was  in  every  case  a secondary  disease. 

Among  symptoms  referable  to  the  mucous  membrane  of  the  nose,  epistaxis  is 
important.  It  occurs  in  the  beginning  of  typhoid  with  tolerable  frequency,  and 
is  in  one  way  not  unfavorable,  for  it  often  mitigates  the  patient’s  headache.  At  a 
later  period  nose-bleed  may  become  a very  unpleasant  complication,  as  it  is  some- 
times very  difficult  to  check.  We  have  even  seen  one  fatal  case  due  to  persistent 
nose-bleed.  Other  nasal  symptoms  are  exceptional.  There  is  an  old  saying  that 
typhoid  never  begins  with  a coryza. 

3.  Nervous  System. — The  old  term  “nervous  fever,”  which  is  still  used  by  the 
laity,  shows  how  frequent  and  severe  ai’e  the  nervous  derangements  which  occm’ 
in  typhoid.  In  cases  of  any  severity  there  is  almost  always  a certain  dullness  of 
intellect,  often  amounting  to  apathy  and  somnolence.  The  patieiffs  give  mono- 
syllabic and  incomplete  answers  to  all  questions,  and  their  statements  about 
their  previous  history  are  often  disordered  and  contradictory.  There  may  even 
be  sopor  or  a deep  coma  in  the  worst  cases.  All  cases  of  this  sort  in  which 
there  was  a condition  of  intellectual  enfeeblemeut  wei’e  termed  by  the  old 
physicians  “/ebrfs  nervosa  stupida''  in  contrast  to  the  '^febris  nervosa  ver- 
satilis''  that  form  in  which  abnormal  mental  activity  or  delirium  predominates. 
In  severe  cases  delirium  is  very  frequent.  It  is  generally  worse  at  night,  and  at 
times  when  the  patient  happens  to  be  left  alone.  Very  often  he  tries  to  leave  his 
bed,  because  of  his  delusions,  and  talks  of  persons  and  things  with  which  he  was 
formerly  familiar;  or  he  is  very  noisy  and  restless,  sometimes  shrieking  from 
groundless  fears.  We  may  add  that  these  diverse  nervous  symptoms  frequently 
succeed  one  another,  or  appear  in  combination.  Sometimes  a soporose  patient 
may  be  heard  softly  whispering  to  himself  in  “ muttering  delirium.” 

Certain  motor  disturbances  are  often  combined  with  considerable  impairment 
of  consciousness.  There  is  a slight  twitching  of  the  muscles  of  the  face  and  ex- 
tremities. The  old  authorities  gave  the  name  siibsultus  tendinum  to  the  sudden 
leaping  into  prominence  of  the  sinews  thus  caused.  It  is  best  seen  on  the  back 
of  the  hands.  In  severe  cases  the  patient  is  sometimes  observed  to  grind  the  teeth 
together;  this  is  due  to  a cramp-like  condition  of  the  muscles  of  mastication,  and 
is  justly  regarded  as  ominous.  We  often  see  persistent  tremor  of  the  extremities 
and  lower  jaw ; and  it  is  especially  in  these  cases,  as  we  have  demonstrated  upon 
numerous  patients,  that  the  tendon  reflexes  and  the  mechanical  excitability  of  the 
muscles  are  much  increased.  If  deep  coma  comes  on,  the  muscles  become  lax, 
the  motions  of  the  eye  are  not  co-oi'diuated.  and  reflex  excitability  diminishes,  or 
i.s  wholly  extinguished. 

Headache  is  one  of  the  most  constant  symptoms  in  the  beginning  of  the  dis- 
ease. It  is  usually  referred  to  the  forehead  or  temples.  The  pain  may  be  ver^y 
violent,  and  sometimes  takes  on  almost  a neuralgic  character.  It  almost  always 
subsides  in  the  second  week. 

If  we  seek  the  cause  of  these  nervous  symptoms,  which  are  often  so  severe,  Ave 
find  that  the  anatomical  changes  in  the  nervous  system,  including  the  brain,  bear 
no  relation  whatever  to  the  severity  of  the  symptoms  observed  during  life.  We 
sometimes  meet  with  minute  hmmorrhages  in  the  cerebral  meninges,  or  meningeal 
opacity  or  oedema,  or  a moist  condition  of  the  cerebral  parenchyma ; but  the  con- 
nection of  these  and  similar  changes  with  the  symptoms  of  the  disease  is  often 
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more  than  doubtful.  Nor  can  the  microscopic  alterations  in  the  brain,  which 
have  been  reported,  be  regarded  as  important  and  authoritative.  It  is  only  in 
very  rare  cases  that  large  cerebral  haemorrhages  or  purulent  meningitis  have 
been  found.  As  to  this  last,  we  should  always  be  very  cautious  in  making  a diag- 
nosis, as  symptoms  which  would  seem  to  be  most  conclusively  meningeal— such 
as  stiffness  of  the  neck,  rigidity  of  the  whole  spinal  column,  and  occipital  head- 
ache— may'appear  in  typhoid  patients,  and  yet  the  autopsy  show  no  trace  of 
meningitis. 

One  theory,  which  has  Liebermeister  for  its  chief  supporter,  and  which  has 
won  a tolerably  wide-spread  acceptance  among  physicians,  is  that  the  nervous 
symptoms  are  chiefly  a direct  result  of  the  febrile  temperature.  It  is  impossible, 
however,  for  us  to  regard  this  view  as  universally  true.  The  unprejudiced  con- 
sideration of  a large  number  of  personal  observations  prevents  it.  Although  it  is 
undeniable  that  elevated  temperature  has  a harmful  influence  on  the  nervous  sys- 
tem, yet  in  numerous  cases  there  is  no  relation  between  the  height  of  the  fever 
and  the  severity  of  the  nervous  derangements.  There  are  cases  in  which  the  fever 
remains  continuously  high  for  days,  while  the  patient  feels  perfectly  comfortable 
and  presents  no  symptoms  of  any  important  cerebral  disturbance.  The  opposite 
class  of  cases  is  still  more  numerous,  in  which  from  the  very  start  there  is  always 
a low  temperature,  and,  notwithstanding,  the  most  severe  nervous  symptoms 
arise.  Frantzel  has  published  very  striking  cases  of  this  sort. 

Hence  we  must  seek  for  some  other  special  cause  of  the  severe  nervous  symp- 
toms, and  according  to  our  present  views  this  cause  mu.st  be  the  intoxication  re- 
sulting from  the  specific  infection.  We  know  that  all  bacteria  produce,  by  their 
own  tissue-metamorphosis  and  the  chemical  jirocesses  which  they  excite  in  their 
neighborhood,  certain  chemical  matters  which,  especially  in  the  case  of  the 
so-called  “pathogenic  bacteria,”  seem  to  be  similar  to  the  alkaloids  (“ptomaines” 
and  “ toxines  ’’),  and  exercise  a decided  poisonous  influence  upon  the  body,  and 
especially  upon  the  nervous  system.  These  products  are  formed  by  the  typhoid 
bacilli,  enter  the  blood,  and  ai'e  the  chief  cause  of  the  nervous  phenomena.  The 
difference  in  the  violence  of  the  latter  in  different  cases  probably  depends  mainly 
on  a difference  in  the  amount,  and  perhaps  also  in  the  quality,  of  the  toxines 
produced  by  the  typhoid  bacilli,  and  probably  also  in  the  different  susceptibility  of 
individuals  to  the  poison.  The  reason  that  the  influence  of  these  poisons  is  not 
much  greater  than  it  is,  is  that  they  are  in  part  destroyed  within  the  body  and  in 
part  excreted  with  great  rapidity,  the  channel  of  exit  being  mainly  the  kidneys. 
Tims  is  ex])lained  the  interesting  fact  discovered  by  Lepine,  Bouchard,  and  othei’S, 
that  the  urine  of  typhoid  patients  possesses  poisonous  properties  not  present  in 
normal  urine. 

That  the  appearance  of  the  nervous  symptoms  is  dependent  not  only  on  the 
material  causes,  but  also  on  the  susceptibility  of  the  individual,  is  shown  by  the 
fact  that  certain  patients  are  especially  prone  to  exhibit  marked  nervous  phe- 
nomena; for  example,  hard  drinkers,  “ nervous  individuals,  and  also  those  who 
have  suffered  violent  emotional  disturbances  shortly  before  the  onset  of  the 
disease. 

Actual  insanity  is  not  very  infrequent  during  the  course  of  typhoid,  or  iu'con- 
valescence.  It  generally  takes  the  form  of  mel.ancholia.  We  have  repi^atedly 
seen  patients  in  such  a state  that  they  would  lie  almost  motionless  in  bed,  with 
eyes  open,  and  perhaps  assert  that  they  were  dead ! In  other  cases  thcj’e  is 
mental  excitement,  .sometimes  comhined  with  hallucinations,  or  there  is  confu- 
sion of  ideas.  In  one  case,  in  a girl  who  was  evidently^  predis})osed  to  nervous  dis- 
orders, we  saw  typical  hysterical  insanity  break  out  during  the  fever.  Sometimes 
the  nienhil  excitement  at  the  beginning  of  a relapse  terminates  in  aetual  insanity. 
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Few  of  the  psychoses  which  arise  during  or  at  tlie  end  of  typlioid  outlast  con- 
valescence. 

We  have  still  to  mention  a number  of  nervous  diseases  that  develop  in  the 
course  of  typhoid  or  after  its  decline.  Neuralgia  is  sometimes  seen,  as  well  at  the 
beginning  as  at  the  end  of  the  disease.  It  is  most  frequent  in  the  regions  supplied 
by  the  trigeminus  and  the  occipital  nerves.  Great  hypermsthesia  of  the  skin 
and  muscles  is  not  rare  during  convalescence.  It  attacks  the  lower  extremi- 
ties by  preference.  Paralysis  of  single  muscles  (e.  g.,  of  the  serratus  magnus),  or 
paralysis  of  a single  extremity,  has  been  repeatedly  observed  as  a sequela.  The 
paralysis  is  genex’ally  of  the  atrophic  variety,  and  is  probably,  as  a rule,  due  to 
neuritis.  Ataxia  and  spastic  paralysis  of  the  lower  extremities  are  rare  sequelae. 
Finally,  there  are  sometimes  developed,  either  in  the  coui-se  or  at  the  conclusion  of 
typhoid  fever,  the  symptoms  of  a localized  cerebi’al  disorder  (e.  g.,  hemiplegia  and 
aphasia),  the  anatomical  cause  of  which  varies.  There  may  be  a haemorrhage  or 
an  embolism,  and  probably  in  still  other  cases  a localized  encephalitis. 

4.  Circulatory  System. — Disturbances  of  the  heart  such  as  to  produce  striking 
anatomical  changes  are  very  rare.  Endocarditis  and  pericarditis  are,  however, 
possible.  The  slight  mitral  endocarditis  sometimes  found  at  the  autopsy  has  no 
clinical  significance.  On  the  other  hand,  great  weight  is  laid  by  some  authors 
upon  the  parenchymatous  or  fatty  degeneration  of  the  heart.  They  say  it  is  often 
the  cause  of  cardiac  failure.  We  can  not  admit  this,  for  experience  shows  that 
the  two  do  not  stand  in  any  constant  relation  to  each  other. 

The  pulse  is  almost  always  rapid,  although  often  not  so  much  so  as  the  height 
of  the  tempei’atm'e  might  lead  one  to  expect.  It  averages  fi'om  90  to  110,  and 
often  more.  When  it  keeps  at  140  or  higher,  in  adults,  it  is  always  an  unfavorable 
symptom.  This  abnormal  frequency  is  often  in  part  due  to  the  high  temperature; 
but  there  are  other  factors.  Temperature  and  pulse  do  not  correspond  in  all  cases. 
Sometimes  the  pulse  will  have  a normal  or  even  subnormal  frequency  throughout 
the  enth'e  attack,  despite  the  fever.  Temporary  accelerations  are  easily  produced 
by  mental  excitement  or  bodily  exertion,  as  by  sitting  up  in  bed.  In  convalescence 
the  rate  is  frequently  subnormal. 

Slight  irregularities  of  the  pulse  are  not  rare,  either  in  the  acme  or  the  decline 
of  typhoid.  Marked  ii’regularity  is  always  a grave  symj)tom,  although  in  many 
cases  it  passes  off  and  the  patient  recovers. 

Dicrotism  is  so  frequent  that  many  elderly  physicians  still  regard  it  as  charac- 
teristic of  the  disease.  It  is  often,  however,  equally  marked  in  other  acute  dis- 
eases. Its  cause  is  diminished  arterial  tension. 

The  diminished  cardiac  activity  may  result  in  venous  thrombosis,  especially 
in  the  lower  extremities.  This  sometimes  causes  swelling  of  one  of  the  lower 
extremities  during  convalescence.  The  swollen  member  genei’ally  regains  its 
normal  size  after  some  weeks.  In  other  cases  the  thrombosis  occurs  earlier,  and 
in  patients  who  are  still  too  vigorous  to  suffer  from  cardiac  weakness,  so  that  we 
are  forced  to  the  conclusion  that  there  is  some  local  specific  cause.  A possible,  but 
fortunately  infrequent,  result  of  these  thrombi  in  the  lower  limbs  is  pulmonary 
embolism  and  sudden  death. 

In  severe  cases,  which  end  in  death,  cardiac  thrombi  are  sometimes  found,  with 
emboli  in  the  lungs,  spleen,  kidneys,  or  other  organs. 

QSdema  of  the  ankles  and  legs  is  very  often  seen  in  convalesceixts,  especially 
when  they  first  get  out  of  bed.  It  is  due  to  the  wealcness  of  the  heart  and  changes 
in  the  vascular  walls.  Once  we  saw  a general  dropsy  develop  at  the  end  of  a 
severe  attack  in  a girl  of  fourteen.  The  autopsy  disclosed  no  other  possible  cause 
for  it  than  the  extreme  atrophy  and  flabbiness  of  the  heart. 

5.  Skin. — The  eruption  seen  in  typhoid  fever  is  characteristic.  The  rose-spots 
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appear  at  the  beginning  of  the  second  week,  usually  on  the  trunk,  and  chiefly  on 
the  abdomen.  The  number  varies  gi-eatly.  Rarely  they  are  entirely  absent,  most 
often  in  elderly  persons.  Sometimes  they  are  very  abundant,  and  extend  to  the 
thighs,  the  arms,  and  even  to  the  neck  and  face.  Often  they  vanish  after  a few 
days,  but  they  may  persist  much  longer.  In  the  latter  case  they  may  become  to 
a very  slight  degree  petechial,  so  that  they  will  not  entirely  disappear  on  press- 
ure. They  often  occur  in  successive  crops.  We  have  even  seen  several  cases 
where  new  rose-spots  kept  coming  for  some  days  after  the  fever  had  disappeared. 

As  to  other  cutaneous  eruptions,  we  may  mention  fii'st  of  all  that  herpes  la- 
bialis  is  so  rare  in  typhoid  that  in  cases  of  doubtful  diagnosis  it  is  a factor  in 
excluding  that  disease.  Miliaria,  m-ticaria,  and  superficial  pustules  are  sometimes 
observed.  Occsionally  little  bluish  spots  appear,  especially  on  the  trunk.  These 
used  to  be  called  “ taches  bleiidtres  ” (pelioma  typhosum) ; hut  later  observations 
show  that  they  are  not  connected  with  typhoid  fever  particularly.  They  are  due 
to  pediculi.  We  might  use  the  term  pelioma  typhosum  to  designate  the  kind  of 
vesicle^  which  we  have  repeatedly  seen  on  the  abdomen  in  severe  cases.  They 
are  about  the  size  of  peas,  and  have  sero-hmmorrhagic  contents.  Boils  and  super- 
ficial abscesses  are  frequent,  especially  as  disagreeable  sequelae  in  convalescence 
from  severe  cases.  There  are  often  abscesses  of  the  sweat-glands  in  the  skin  of  the 
axilla  during  convalescence.  All  these  and  similar  cases  of  suppuration  in  typhoid 
fever  do  not  depend  upon  the  original  cause  of  the  disease,  but  upon  secondary 
pathogenic  germs,  such  as  the  staphylococcus  or  streptococcus,  for  whose  entrance 
the  typhoid  process  has  merely  prepared  the  way.  Extensive  ecchymoses  are  very 
rare,  and  are  symptomatic  of  a general  liEemorrhagic  diathesis.  Petechiae  are  fre- 
quent during  recovery.  They  are  genei’ally  seen  in  the  follicles  of  the  skin  below 
the  Ivnee.  There  have  been  a few  cases  of  gangrene  in  the  lower  extremities, 
especially  in  the  toes.  We  saw  in  one  patient  an  extensive  gangrene  of  the  skin 
of  the  abdomen.  Its  cause  could  not  be  determined. 

Finally,  we  must  mention  that  bed-sores  are  prone  to  develop  in  severe  or 
neglected  cases.  The  localities  most  often  attacked  are  the  nates,  the  fiu’row  be- 
tween them,  and  the  heels.  A bed-sore  may  be  so  extensive,  and  accompanied  by 
such  undermining  of  the  skin,  as  to  be  a dangei-ous  or  even  fatal  complication. 

The  epidermis  often  scales  off  to  a considerable  extent  dm-ing  convalescence 
after  a severe  attack  of  typhoid.  Eveiybody  knows  how  the  ham  falls  out  after 
the  fever,  but  it  is  sui’e  to  grow  again.  The  nails  also  are  not  infrequently 
affected,  becoming  rough  and  brittle,  or  even  falling  off. 

6.  Muscles,  Bones,  Joints. — Zenker  has  discovered  a degeneration  of  the  volun- 
taiy  muscles  which  occurs  in  typhoid  as  well  as  in  other  severe  diseases.  It  is 
called  the  “ gi-anular  ” or  “ waxy  ” degeneration.  Whether  it  has  clinical  symp- 
toms can  not  be  determined.  Perhaps  it  may  explain  the  great  muscular  hyper- 
sesthesia  which  is  often  observed,  and  the  muscular  pains,  which  may  be  very 
trjfing.  Severe  cases  sometimes  have  hasmorrhages  into  the  muscles,  iiarticularly 
the  rectus  abdominis. 

Lesions  of  the  bones  and  joints  occur  but  seldom.  We  have  seen  periostitis  of 
the  tibia,  and  of  a rib,  during  convalescence.  Swelling  of  the  joints  is  equally 
rare.  If  there  is  a purulent  arthritis,  it  is  always  due  to  some  secondary  infection 
(vide  supra). 

7.  Genito-urinary  Apparatus. — Genuine,  acute,  haemorrhagic  nephritis  is  a very 
rare  complication.  It  does  occur,  however,  and  has  even  given  rise  to  the  estab- 
lishment of  a special  “ renal  form  of  typhoid  fever  ” (nephro-typhoid).  This  name 
applie.s  especially  to  those  cases  in  which  a severe  acute  nepliritis  is  the  predomi- 
nant symptom  at  the  start,  while  at  a later  iieriod  tiie  couree  of  the  fever,  the 
intestinal  symptoms,  the  rose-spots,  etc.,  show  the  disease  to  be  typhoid  fever. 
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Nephro-typhoid  is  analogous  to  pneumo-typhoid  and  tonsillo-typhoid.  A simple 
so-called  febrile  albuminuria  occurs  very  frequently  at  the  acme  of  typhoid,  and 
is  not  to  be  interpreted  unfavorably.  It  is  probably  the  result  of  that  slight  par- 
enchymatous degeneration  of  the  kidneys  which  occurs  in  typhoid  with  the  same 
frequency  as  in  most  of  the  other  severe  infectious  diseases.  There  does  not  seem 
to  be  a direct  relation  between  the  albuminuria  and  the  fever,  although  some 
authors  assume  it  to  exist.  It  is  more  likely  that  the  renal  epithelium  is  injured 
by  the  noxious  products  which  have  been  formed  in  the  body  and  excreted  by  the 
kidneys.  In  other  respects  the  urine  presents  the  same  peculiarities  as  in  most 
other  severe  febrile  diseases  : its  amount  is  diminished  ; its  color  dark  ; its  si^ecific 
gravity  increased  ; the  excretion  of  urea  greater  than  normal.  It  should  be  added 
that  the  urine  at  the  height  of  the  disease  presents  Ehidich’s  “ diazo-reactiou  ” in 
almost  all  cases.*  Cystitis  is  not  a rare  development  toward  the  end  of  the  illness. . 
It  is  probably  always  secondary. 

In  men,  orchitis  is  sometimes  observed.  Women  often  have  their  catamenia 
at  the  beginning  of  typhoid.  Later  in  the  course  of  the  disease,  and  in  convales- 
cence from  severe  attacks,  the  menses  are  often  absent  for  several  periods.  In 
pregnant  women  there  is  considerable  danger  of  abortion  or  miscarriage. 

Peculiarities  in  the  Course  op  the  Disease. 

The  above  statements  show  an  almost  inexhaustible  variety  in  the  possible  com- 
plications of  typhoid.  The  course  of  the  disease  as  a whole  may  likewise  present 
many  divei’se  forms  and  peculiarities.  We  shall  attempt  merely  to  cite  the  most 
essential. 

The  numerous  light  and  rudimentary  attacks  {typhus  levissimus)  are  firet  to 
be  mentioned.  It  was  not  recognized  till  lately  that  they  belonged  to  typhoid 
fever  at  all  (Griesinger).  They  used  to  have  all  sorts  of  names  applied  to  them, 
the  favorite  term  being  “gastric  fever.”  This  light  form  lasts  eight  to  fourteen 
days.  The  fever  is  moderate  and  often  decidedly  remittent.  There  is  almost  no 
proper  fastigium.  The  typhoid  symptoms  are  but  slightly  developed.  There 
are  no  severe  pulmonaiy  or  cerebral  symptoms.  There  is  generally  a moderate 
diarrhoea,  the  spleen  is  plainly  enlarged,  and  often  rose-spots  can  be  found.  The 
diagnosis  of  these  cases  is  of  course  difficult  in  proportion  to  the  scanty  develop- 
ment of  typhoid  symptoms.  It  is  best  established  by  demonstrating  an  ajtiological 
relation  between  these  cases  and  others  which  are  ])lainly  typhoid  fever. 

Abortive  typhoid  is  justly  distinguished  by  Liebermeister  from  typhus  levis. 
The  name  belongs  to  cases  which  begin  with  severe  symptoms  and  high  fever,  as 
if  they  were  going  to  be  grave,  but  in  which  these  violent  symptoms  disappeai* 
after  a few  days  and  give  place  to  a rapid  convalescence. 

On  the  other  hand,  there  are  cases  which  for  a long  time  cause  so  little  subject- 
ive discomfort  that  the  patient  does  not  even  go  to  bed  (walking  typhoid).  It  is 
not  till  quite  late  that  there  occurs  a .sudden  change  for  the  worse,  or  some  severe 
complication.  Thus  it  has  happened  that  people  who  were  apparently  healthy 


* This  reaction  consists  in  the  red  coloration  of  the  urine  upon  the  addition  of  Elirlicli’s  reagent 
(chiefly  sulphanilic  acid)  and  ammonia.  Forparticulans,  sec  treatises  upon  chemical  analysis.  [Ehrlich’s 
testis  carried  out  as  follows:  Solution  1 consists  of  strong  hydrochloric  acid,  one  part,  mixed  with 
twenty  parts  of  a saturated  aqueous  solution  of  sulphanilie  acid.  Solution  2 is  a onc-half-pcr-cent. 
solution  of  sodic  nitrite  in  water. 

A test-tube  is  onc-eighth  part  filled  with  solution  1,  and  five  to  ton  drops  of  solution  2 are 
added  to  this;  a quarter  of  the  test-tube  of  urine  is  then  added,  and,  lastly,  enough  ammonia  to  make 
it  strongly  alkaline.  The  deep-red  color,  which  appears  promptly,  is  not  so  characteristic  as  a green 
precipitate  of  phosphates,  whieh  appears  at  the  bottom  of  the  tube  after  standing  for  twenty-lour  hours.] 
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have  suddenly  had  all  the  symptoms  of  a severe  peritonitis  due  to  perforation  and 
have  died,  the  autopsy  disclosing  the  lesions  of  the  third  week  of  typhoid  fever. 

The  individual  circumstances  are  very  important  in  weighing  each  case,  for 
tliey  may  modify  the  disease  in  many  ways. 

In  children  it  is  a remarkable  fact  that  typhoid  ulcers  az-e  much  less  frequent 
than  in  adults.  This  explains  why  intestinal  haemorrhage  and  peritonitis  are 
much  rarer  in  childi’en.  Severe  cerebral  symptoms  are,  on  the  other  hand,  very 
frequent.  In  severe  cases  children  sometimes  exhibit  the  peculiar  symptom  of 
a continuous  peneti’ating  screaming.  In  othex’,  mild,  cases  the  children  ai-e  sop- 
orose. 

In  the  aged  the  diagnosis  of  typhoid  is  often  very  difficult,  since  the  course  of 
the  disease  is  frequently  iri-egular.  Genei’ally  the  fever  is  not  very  high,  and  it 
•veiy  seldom  exhibits  distinctly  the  type  described  above.  The  pulmonai'y  or  cere- 
bi-al  symptoms  predominate  as  a I’ule. 

In  the  corpulent,  typhoid  fever  is  often  veiy  sevex’e,  so  that  our  prognosis  must 
always  be  rather  grave,  especially  if  pulmonary  symptoms  arise. 

Hard  drinkers  are  also  in  especial  peril  in  this  as  in  all  other  acute  diseases. 
Dangerous  cai’diac  weakness  is  prone  to  appear.  Severe  cerebral  symptoms  are 
frequent.  It  is,  howevei*,  surprising  that  true  delirium  tremens  is  I’elatively  infi’e- 
quent,  although  so  common  in  pneumonia. 

The  influence  of  previous  strong  mental  excitement  and  of  certain  already  ex- 
isting diseases  (cardiac  disease,  emphysema,  kyphoskoliosis,  etc.)  has  been  already 
mentioned.  Finally,  we  repeat  that  often  the  difl’ei’ent  epidemics  present  certain 
peculiarities.  For  instance,  in  one  the  type  of  the  disease  will  be  severe,  in 
another  mild.  In  one  epidemic  I’elapses  are  comparatively  fi’equent,  in  another 
exceptional.  The  same  is  trixe  with  regard  to  the  frequency  of  the  appearance  of 
certain  symptoms,  such  as  intestinal  hsemori'hage,  pneumonia,  or  nephritis.  In- 
deed, it  has  even  been  observed  that  those  cases  which  occur  during  a given  epi- 
demic in  the  same  family  or  house  or  block  sometimes  present  striking  resem- 
blances to  one  another  (“‘  gi’oup  typhoid  ” of  E.  Wagner  and  others). 

Relapses  op  Typhoid  Fever. 

Typhoid  fever  exhibits  in  many  cases  the  peculiarity  of  repeating  itself  com- 
pletely after  having  I'un  its  entire  coui-se  and  disappeared.  This  process  is  called 
a relapse.  It  is  in  all  probability  the  result,  not  of  a fi-esh  infection  of  the  system 
from  without,  but  of  a renewed  development,  or  possibly  of  a second  generation, 
of  the  infectious  germs  already  present.  A typical  relapse  is  like  a first  attack  in 
all  clinical  and  anatomical  particulars,  with  this  diffei’cnce,  that  everything  is 
more  condensed,  and  lasts  a shorter  time  than  in  the  first  attack.  The  interval 
between  the  two,  during  which  there  is  no  fevei-,  lasts  seven  to  ten  days.  It  may 
be  longer,  and  is  often  shorter.  Sometimes  the  relapse  follows  immediately  upon 
recovci’y.  Indeed,  it  may  even  happen  that,  before  the  patient  has  completely 
recovered,  his  temperatui’e  begins  to  rise  again  in  the  chax’acteristic  step-like  way. 
To  such  cases  as  this  last  the  tprm  recrudescence  is  applied.  E.xcept  in  the  time  of 
its  beginning,  it  may  be  just  the  same  as  a genuine  relapse.  In  the  intei’val  be- 
tween the  two  attacks  many  persons  are  perfectly  comfortable,  ami  appear  to  be 
fully  convalescent.  There  is  often,  however,  a slight  evening  rise  of  tempei’alure. 
It  is  noticeable  that  the  splenic  tumor  does  not  coni])letely  disappear  after  the  fli’st 
attack  in  many  cases  which  are  followed  by  a relapse. 

Tlie  relapse  is  generally  briefer,  lus  we  have  said,  than  the  fli’st  attack,  seldom 
lasting  more  than  fifteen  to  eighteen  days.  The  tcmpei’atui’c  rises  more  rapidly, 
perhaps  in  two  or  three  days.  The  fastigium  is  shortei’,  the  decliuo  nioi’c  abrupt. 
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The  ab.solute  height  of  the  temperature  may  be  very  considerable,  even  exceeding 
that  in  the  first  attack.  Rose-spots  appear  as  soon  as  the  third  or  fourth  day.  The 
stools  become  liquid,  the  spleen  enlarges  again,  and  all  sorts  of  complications  may 
arise.  The  danger  occasioned  by  a relapse  may,  however,  be  overestimated.  On 
the  whole,  a relapse  is  not  so  very  dangerous,  and  it  is  especially  noticeable  that 
the  subjective  symptoms,  such  as  headache,  are  often  slight.  A severe  relapse 
may  follow  a mild  case.  In  other  instances  the  relapse  may  prove  merely  rudi- 
mentary. 

The  frequency  of  relapses  varies  considerably  in  different  epidemics.  In  Leip- 
sic,  we  had  relapses  in  about  nine  per  cent,  of  all  cases,  but  in  separate  years  the 
l)ei-centage  varied  between  four  and  sixteen.  Out  of  about  five  hundred  cases 
Ave  have  seen  three  in  which  there  were  hvo  successive  and  typical  relapses. 

Diagnosis. — The  diagnosis  of  typhoid  fever  may  be  perfectly  easy,  but,  if  the 
case  be  anomalous,  or  come  under  observation  at  a late  period,  it  may  be  ex- 
tremely obscure.  Inasmuch  as  a search  for  the  specific  bacilli  is  too  difficult 
and  troublesome,  for  the  practicing  physician,  the  diagnosis  of  the  disease  muift 
be  made  from  its  course  and  symptoms.  Important  factors  are  the  gradual  onset, 
then  the  height  and  course  of  the  fever,  with  no  demonstrable  localized  disease, 
and  the  rose-spots.  Less  characteristic,  but  still  of  value,  are  the  stools,  the  tym- 
panites, and  the  swelling  of  the  spleen.  .dStiological  factors,  such  as  the  occur- 
rence of  undoubted  cases  of  typhoid  in  the  neighborhood,  are  of  great  diagnostic 
value  in  obscure  cases.  Sometimes  the  diagnosis  can  not  be  established  till  the 
appearance  of  certain  symptoms,  like  intestinal  hosmorrhage,  a characteristic 
mode  of  convalescence — viz.,  by  lysis — or  a relapse.  It  is  an  important  rule  not 
to  make  a diagnosis  of  typhoid  after  a single  examination.  It  is  generally  neces- 
sary to  observe  the  case  accurately  for  several  days  before  the  diagnosis  can  be 
established.  The  differential  diagnosis  from  other  acute  diseases,  such  as  miliary 
tuberculosis,  acute  endocarditis,  meningitis,  etc.,  will  be  considered  in  discussing 
these  diseases. 

Prognosis. — A perfectly  favorable  prognosis  should  never  be  made.  Cases 
Avhich  seem  the  mildest  may  become  dangerous.  Yet,  if  there  are  good  nursing 
and  good  treatment,  typhoid  fever  is  not  a particularly  dangerous  disease,  and  Ave 
may  hope  for  recovery  even  in  very  severe  attacks.  The  danger  lies,  first,  in  the 
severity  of  the  infection,  as  shown  chiefly  (though  not  wholly)  by  the  height  of  the 
fever  and  the  intensity  of  the  general  symptoms.  A further  danger  is  the  ajApear- 
ance  of  the  complications  already  enumerated  and  discussed.  Thirdly,  the  con- 
stitution and  condition  of  the  individual  are  important.  The  circumstances  com- 
ing under  this  head  have  likewise  been  repeatedly  mentioned  above.  All  these 
factors  must  be  carefully  estimated  before  we  decide  as  to  the  danger  in  each  case 
and  make  our  prognosis. 

The  mortality  in  typhoid  varies  greatly  in  the  separate  epidemics.  The  severe 
cases  are  undoubtedly  more  frequent  at  some  times  than  at  others.  This  renders 
it  difficult  to  give  statistics  which  are  universally  applicable.  We  may  in  general 
reckon  on  an  average  mortality  of  about  ten  per  cent.,  and  measure  tlie  severity 
of  separate  epidemics  by  this  standard.  Numerovis  9bservers  agree  that  the  treat- 
ment now  in  vogue  has  decidedly  diminished  the  mortality.  It  was  formerly  not 
rare  for  it  to  reach  tAventy  or  tAventy-five  per  cent. 

Treatment. — A specific  cure  for  typhoid — i.  e.,  some  remedy  to  destroy  the 
specific  cause  of  the  disease  Avithin  the  system,  or  to  render  it  harmless — is  as  yet 
unlmown.  Antiseptic  and  antizymotic  drugs,  such  as  quinine  and  antipyrine 
(vide  infra),  do  have  a certain  influence  upon  the  fever,  but  they  are  not 
capable  of  essentially  modifying  the  course  of  the  disease  as  a Avhole,  at  least 
not  in  such  doses  as  we  dare  admininister.  The  continued  internal  use  of  car- 
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bolic  acid  Tgrains  five  to  ten,  gi’amme  0 '30-0 '50,  or  mqre,  in  the  course  of 
twenty-four^hours)  is  the  means  chiefly  recommended  lately  for  this  purpose; 
but  we  doubt  if  it  is  of  much  benefit.  Liebermeister  ascribes  to  iodine  a demon- 
strable, although  slight,  beneficial  influence.  Other  physicians  had  previously 
recommended  it.  Four  to  five  drops  of  the  following  solution  are  given  every 
two  hours  in  a wineglass  of  water : Iodine,  one  part ; iodide  of  potassium,  two 
parts;  distilled  water,  ten  parts.  We  have  had  no  personal  experience  with  this 
remedy. 

Calomel  is  also  said  to  have  a specific  effect  on  typhoid.  Wunderlich  and 
others  have  noticed  that  if  a few  rather  large  doses  of  calomel  be  given  at  the 
beginning  of  the  disease,  it  will  on  the  average  run  a lighter  and  more  favorable 
course  than  otherwise  would  have  been  the  case.  Wimderlich  believed  that 
typhoid  fever  may  sometimes  be  aborted  by  this  method.  Although  we  can  hardly 
expect  this,  it  is  really  an  efficient  means  of  procedure,  which  we  have  often 
found  satisfactory,  to  give  two  or  three  powders,  of  five  grains  (0'30  gramme)  each, 
of  calomel,  as  the  first  prescription,  to  patients  who  come  under  treatment  in  the 
first  week  or  the  beginning  of  the  second.  As  there  is  generally  constipalion,  the 
laxative  effect  is  also  beneficial.  Moreover,  it  often  lowers  the  temperature  some- 
what. A moderate  diarrhoea  is  not  a contra-indication,  but,  if  the  bowels  be  very 
loose,  the  calomel  should  be  omitted. 

Ergotine  may  be  mentioned  as  another  drug  which  is  said  to  act  specifically. 
It  has  been  lately  used,  chiefly  by  French  physicians,  in  doses  of  twenty  to  forty- 
five  grains  (l'50-3  grammes)  in  twenty-four  hours.  Again,  subnitrate  of  bismuth 
is  used  (by  the  French  to  the  amount  of  four  to  eight  drachms — grammes  15-30 
pro  die),  and  naphthaline  in  single  doses  of  three  to  eight  grains  (OT-0'5)  or  in 
the  course  of  the  day  seventy-five  grains  (5'0).  We  doubt  if  these  remedies  will  be 
popular  long. 

In  the  present  state  of  our  knowledge  the  treatment  of  typhoid  must  still  be 
chiefly  general  and  symptomatic,  and  in  one  sense  prophylactic.  We  must  fight 
the  symptoms  ah’eady  present,  and  further  seek,  as  far  as  possible,  to  defend  the 
patient  from  the  attack  of  certain  dangerous  secondary  disorders.  Starting  out 
with  this  view,  the  proper  treatment  of  typhoid  fever  is  a task  of  the  highest  im- 
portance, and  by  no  means  a thankless  one. 

We  will  begin  by  considering  the  general  ti'eatment.  The  sick-room  must  not 
be  too  warm,  and  must  be  frequently  and  thoroughly  aired.  The  sick-bed  must 
be  well  cared  for.  If  pains  be  taken  to  prevent  bed-sores,  we  shall  obviate  one 
source  of  pain  and  danger  {vide  supra),  and  save  ourselves  and  the  nurse  much 
trouble.  Those  who  are  very  sick  should  therefore  be  laid  on  an  air-cushion,  or, 
if  po.ssible,  a water-bed.  The  patient  should  he  told  not  to  lie  always  upon  his 
back,  but  to  change  now  and  then  upon  his  side.  The  back,  the  region  of  tlie  stv- 
crum,  and  the  heels  are  to  bo  often  bathed  with  spii’its  of  camphor  or  brandy.  The 
minutest  bed-sore  is  to  l)e  treated  carefully.  It  should  be  cleansed  twice  a day 
(rinsed  off  with  a weak  solution  of  salicylic  or  carbolic  acid),  and  done  up  with  an 
ointmeiit  containing  Peruvian  balsam,  1-30.*  If  the  bed-sore  be  extensive,  dusting 
with  iodoform  is  very  efficient  treatment.  Wo  should  be  particularly  careful  not 
to  let  the  skin  be  undermined.  If  this  has  already  occurred,  we  must  be  prompt 
in  the  use  of  the  knife  or  drainage-tube. 

We  can  not  recommend  too  st?'ongly  that  the  mouth  .should  be  kept  clean.  In 
a light  case  the  patient  can  see  to  this  himself,  but  otherwise  the  mouth  and 
tongue  must  be  frequently  cleansed  with  a linen  cloth  wet  in  cold  water  or  a solu- 

* The  unguentum  biilsarni  iicruviimi  is  made  hy  nii.\ing  one  part  of  balsam  very  e.vactly  with  tliirty 
parts  of  tile  glyceritc  of  stureli  (It.  I’.).  It  is  not  officinal  in  Germany. — Tn.\Ns. 
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tion  of  borax  (1  to  30).  Perhaps  we  need  hardly  repeat  the  reason  for  this  excess- 
ive cleanliness.  It  lies  in  the  causative  relation  between  stomatitis  and  inflam- 
mation of  the  iDarotid  gland,  and  of  the  middle  ear.  If  the  tongue  and  lips  he 
dry,  they  may  be  touched  with  glycerine. 

The  diet  must  he  at  once  liquid  and  nourishing.  Milk  is  excellent,  and  should 
always  be  ordered,  but  will,  unfortunately,  be  taken  by  very  few  patients  continu- 
ously. It  is  often  better  borne  if  coffee  or  a little  brandy  be  added  to  it.  Cocoa 
made  with  milk  may  also  be  given  for  a change.  In  severe  cases  Nestle’s  food 
(Kindermehl)  has  been  often  employed  by  us  with  benefit.  Broth  and  soup,  thick- 
ened with  sago  or  rice,  are  also  good.  They  may  he  made  more  nourishing  by 
adding  an  egg  to  them.  If  the  patient  is  veiy  anxious  to  have  mure  solid  food, 
as  often  happens,  we  need  not  hesitate  to  give  him  a roll  or  rusk  (Zwieback) 
that  has  been  softened  by  soaldng.  If  a patient  becomes  exceedingly  enfeebled 
we  should  give  him  fine  shavings  of  raw  heef,  regai’dless  of  the  fever.  A little 
dilute  hydrochloric  acid  might  be  given  with  the  meat.  Beef-tea  would  he  still 
better  than  the  raw  meat,  and  is  to  be  strongly  recommended.  The  various  prep- 
arations of  meat  which  are  now  made  (meat-solution,  meat-peptones,  etc.)  may  be 
sometimes  useful.  Where  the  fever  takes  a sluggish  course,  we  must  often  hegiii 
to  give  stronger  nourishment  before  the  fever  has  ended.  The  best  drink  is  cold 
water,  which  the  patient  would  often  not  think  of  using  unless  we  offered  it  to 
him.  Lemonade  and  similar  preparations  generally  become  distasteful  in  time. 
Drinks  containing  carbonic  dioxide  are  to  be  avoided,  because  they  increase  the 
meteorism.  Cold  tea  Avith  milk  is  good.  In  severer  cases  we  should  give  some 
good  stroug  Avine,  such  as  port,  Malaga,  or  Himgarian  Avine.  If  the  patient 
desires  beer,  we  need  not  hesitate  to  give  it  in  moderate  amouut.  During  conva- 
lescence we  should  he  very  careful  about  diet,  since  eri’ors  often  have  disagreeable 
consequences.  We  must  Avait  till  there  has  been  no  fever  at  all  for  seven  to  ten 
days  before  we  alloAV  a solid,  animal  diet,  and  return  by  degrees  to  common  sorts 
of  food. 

The  general  and  dietetic  treatment  which  we  have  thus  far  discussed  is  very 
important.  Outside  of  this,  it  is  our  opinion  that  there  is  only  one  method  of 
treatment  to  be  chiefly  considered — at  least  under  the  present  limitations  of  our 
therapeutic  ability.  This  method  consists  in  the  persistent  use  of  cool  baths,  as 
first  practiced  by  Brand  in  Stettin.  We  do  not  indeed  believe  that  the  indications 
for  this  method  of  treatment  are  exactly  what  its  original  promoter  held  them  to 
be,  and  Ave  think  some  of  the  minutiae  of  the  treatment  should  be  changed.  Yet 
there  is  at  present  no  other  single  method  of  treating  tyiflioid  fever  which  has  so 
numerous  and  evident  advantages  for  the  patient.  To  carry  it  out  in  private  prac- 
tice may  often  be  more  difficult  than  in  a well-appointed  hospital.  However,  eAmn 
in  private  houses  it  Avill  generally  be  possible  to  manage  it,  and  Ave  regard  it  as 
the  duty  of  every  physiciau  Avho  undertakes-  to  treat  a severe  case  of  typhoid  to 
try  his  best  to  have  the  baths  employed. 

The  great  advantages  of  the  treatment  by  baths  are:  1.  The  baths  diminish 
the  fever,  if  their  temperatui’e  be  only  sufficiently  low,  by  direct  absorption  of 
heat.  The  baths  thus  obviate,  as  far  as  ijossiblq,  all  the  bad  effects  Avhich  might 
result  from  a rise  of  temperature.  2.  The  direct  influence  of  the  baths  upon  the 
nervous  system  is  still  more  important.  The  intellect  becomes  clearer,  the  apathy 
and  dullness  diminish.  In  fact,  if  baths  be  used,  we  do  not  see  nearly  so  often  as 
formerly  the  grave  ‘‘typhoid  condition.”  It  is  thus  evident  that  bathing  not  only 
causes  an  improvement  in  the  subjective  sensations  of  the  patient,  but  brings  in 
its  train  many  other  beneficial  effects.  The  patient  takes  his  nourishment  better, 
does  not  so  often  swalloAV  the  wrong  way,  coughs  more  effectively,  is  easier  to 
move,  and  his  body  and  his  mouth  can  be  better  cleansed.  3.  The  influence  of 
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the  baths  upon  the  respiratory  organs  is  of  the  greatest  importance.  We  refer 
especially  to  the  stimulation  to  deeper  inspirations,  and  the  promotion  of  expec- 
toration. The  best  proof  of  the  benefit  of  this  influence  is  the  circumstance 
that,  if  patients  are  subjected  to  baths  from  the  start,  it  is  comparatively  a rare 
thing  for  severe  bronchitis,  atelectasis,  and  catarrhal  pneumonia  to  develop.  4. 
The  good  care  of  the  skin,  which  the  bathing  makes  possible,  is  not  to  be  despised. 
Since  this  treatment  has  been  introduced,  bed-sores  are  much  rarer  in  typhoid 
than  before.  5.  Lastly,  the  baths  are  sometimes  observed  to  have  a diuretic 
effect. 

What  has  been  said  shows  that  the  height  of  the  fever  is  by  no  means  the  sole 
indication  for  the  employment  of  baths,  at  least  in  our  opinion.  The  condition 
of  the  nervous  system  and  of  the  respiratory  organs  is  also  to  be  considered.  It  is 
true  that  numerous  mild  cases  run  a favorable  course  without  a single  bath ; but 
we  should  always  remember  that  this  treatment  is  not  only  directed  against  the 
symptoms  already  existing,  but  has  also  a prophylactic  importance,  since  it  tends 
to  prevent  any  severe  cerebral  or  pulmonaiy  manifestations. 

We  will  pass  on  to  the  special  method  of  carrying  out  balneo-therapeutics  in 
typhoid.  Full  baths  are  generally  employed,  immersing  the  patient  to  his  neck. 
The  tub  must  stand,  if  possible,  by  the  bedside.  In  hospitals,  where  there  are  beds 
on  rollers,  it  is  a better  way  to  wheel  the  j)atients  into  the  bathroom.  All  who 
are  severely  ill  .should  be  lifted  into  the  bath  and  there  held  and  supported,  to 
avoid  any  bodily  fatigue.  During  the  hath  the  skin  should  be  gently  rubbed. 
This  averts  un^Dleasant  sensations  of  chilliness.  The  temperature  of  the  water 
should  not  be  set  too  low,  especially  for  the  first  baths.  We  begin  at  85“  to  90“ 
(24“  to  26“  R.),  or,  if  the  individual  be  elderly  or  sensitive,  and  timid,  at  even 
warmer  temperatures.  When  the  patient  has  become  accustomed  to  the  tempera- 
ture of  the  water,  we  can  cool  off  the  bath  still  further.  Baths  below  73°  (18“  to 
20°  R.)  have  scai’cely  ever  been  used  by  us,  and  we  believe  that  they  are  seldom 
needed.  A very  satisfactory  average  temperature  is  80“  to  85“  (20°  to  24“  R.j. 
A bath  lasts  on  the  average  ten  minutes.  If  the  patient  feels  very  cold  or  very 
uneasy  in  the  bath,  it  must  be  cut  short.  After  the  bath  the  patient  is  at  once 
lifted  into  bed,  wrapjjed  uj)  in  a sheet  previously  made  ready,  and  wiped  di’y,  with 
rather  vigorous  rubbing  of  the  extremities  and  back.  The  moist  sheet  is  then 
removed.  The  patient  is  covered  up  rather  warmly,  and  is  given  some  hot  broth 
or  a sip  of  good  strong  wine.  The  effect  of  the  bath  upon  the  temijerature  is 
measured  about  half  an  hour  later  by  the  rectum.  If  the  temperature  be  2“  to  3“ 
(1“  to  2“  C.)  lower  than  before,  the  result  is  deemed  satisfactory.  Often  the  differ- 
ence is  gi’eater,  but  in  severe  cases  the  fever  may  be  so  obstinate  that  the  tempera- 
ture remits  only  a small  fraction  of  a degree.  In  such  cases  it  is  sometimes  per- 
missible to  lower  the  temperatui’e  of  the  bath  still  more,  or  continue  it  a little 
longer.  If  cool  baths  are  ill-borne;  protracted  baths  of  lukewarm  water  are  some- 
times very  efficient  (Riess,  and  other). 

In  so  far  as  the  height  of  the  fever  furnishes  an  indication  for  baths,  we  may 
accept,  say  103’G“  (39'8“  C.)  in  the  rectum,  as  the  temperature  calling  for  a bath. 
As  a rule,  baths  should  not  be  given  oftener  than  every  three  hours,  as  otherwise 
they  exhaust  the  patient.  In  many  cases  three  or  four  baths  a day  are  enough. 
At  night  we  have  given  baths  very  seldom,  when  forced  to  by  extremely  high 
temperatures  or  other  bud  sym])toms.  It  must  be  a mistake  to  wake  a patient 
who  is  quietly  sleeinng,  and  ])ut  him  into  cold  water,  even  if  his  temperature  is 
above  104“  (40°  C.).  Likewise,  in  cases  whore  tlie  temperature  shows  considerable 
spontaneous  remissions,  there  may  be  no  use  in  inflicting  a cold  bath  u])on  a 
patient  who  has  high  fever  only  temi)orarily.  On  the  other  hand,  even  if  the 
temperature  be  not  exce.ssive,  or  even  if  it  be  normal,  there  is,  as  wo  have  said,  no 
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better  remedy  than,  the  baths  for  severe  pulmonary  or  cerebral  symptoms.  In 
such  cases  we  often  raise  the  temperature  of  the  baths  a little,  and  during  them 
we  have  colder  water  poured  upon  the  head  and  hack.  If  we  do  this,  the  ears 
must  he  stopped  with  cotton-wool,  lest  the  cold  water  find  its  way  into  them. 

It  is  not  always  advisable  to  use  baths,  however  advantageous  this  treatment 
may  be,  in  typhoid  fever.  There  are  a number  of  contra-indications  which  can 
not  be  disregarded.  First,  the  occurrence  of  intestinal  haemorrhage,  however 
slight,  and  likewise  the  suspicion  that  peritonitis  is  developing,  prohibit  bathing. 
In  these  cases  quiet  is  the  very  first  requirement  of  the  patient,  and  the  baths 
must  be  at  once  discontinued.  Further  contra-indications  are  great  wealcness  or 
great  sensitiveness,  such  that  the  excitement  caused  by  the  bath  might  do  harm. 
Sometimes  baths  are  followed  by  severe  rheumatic  (“rheumatoid”)  pains  in  the 
limbs,  and  often  they  seem  to  promote  the  occurrence  of  furunculosis.  In 
such  cases  it  is  often  necessary  to  omit  the  baths,  or  at  any  rate  to  employ  them 
less  often  and  at  a warmer  tempeinture.  The  same  is  true  if  a severe  laryngeal 
affection  develops,  or  otitis  or  nephritis.  Nothing  seems  to  us  a greater  mistake 
than  to  attempt  to  establish  a scheme  for  the  treatment  of  typhoid  by  baths  that 
shall  be  always  applicable.  Here,  if  anywhere,  the  only  coi’rect  way  is  to  treat 
each  individual  case  accordmg  to  its  special  symptoms  and  circumstances. 

We  shall  now  pass  on  to  the  consideration  of  the  fm-ther  symptomatic  treat- 
ment of  typhoid.  The  first  question  is  whether  the  fever — that  is,  the  elevation  of 
bodily  temperature,  as  such — demands  special  consideration.  In  general,  we  are 
of  the  opinion  that  the  internal  antipyretics  are  seldom  indispensable.  It  is  true 
that  by  giving  quinine  (single  doses  of  fifteen  to  twenty  grains,  gramme  1 to 
1’50)  or  salicylate  of  soda  (in  amounts  of  a drachm  or  a drachm  and  a half, 
grammes  4 to  6),  the  elevated  temperature  may  often  be  considerably  diminished ; 
but  whether  the  patient  is  thereby  benefited  is  at  least  doubtful.  Certainly  the 
unpleasant  accessory  symptoms  caused  by  the  drugs  mentioned — viz. , vomiting, 
ringing  in  the  ears,  vertigo,  and  profuse  perspiration  — make  the  patient  feel 
decidedly  more  imcomfortable  than  he  was  before.  There  is  also  some  danger 
that  these  medicines  may  have  an  unfavorable  influence  upon  the  cardiac  acti\dty. 
Decidedly  better  than  qumine  and  salicylic  acid  is  antipyrine.  This  substance 
was  synthetically  iDi'oduced  by  L.  Knorr  from  phenylhydrazin  and  acetacetic 
ether,  and  was  fii'st  recommended  by  Filehne.  In  tbe  dose  of  fifteen  to  thirty 
grains  (grammes  1 to  2)  it  is  a very  efficient  antipyretic.  It  may  be  given  in  wafers 
or  dissolved  in  water,  and  it  is  easy  to  take.  Exceptionally  there  are  disagreeable 
results,  such  as  vomiting,  an  eruption  resembling  measles,  or  a rigor  followed  by 
a return  of  fever.  In  severe  cases  the  dose  must  be  repeated  after  two  or  three 
hours.  More  than  eighty  or  ninety  grains  (grammes  5 to  6)  as  a maximum  should 
not  be  given  in  one  day.  The  general  condition  often  improves  under  the  influ- 
ence of  antypyrine.  Especially  is  this  true  ■with  regard  to  headache,  restlessness, 
and  other  nervous  sjTiiptoms.  Another  very  efficient  antipyretic  is  acetaiailide, 
which  was  lately  discovered  by  Cabn  and  Hepp,  and  has  already  been  largely 
introduced  into  medicine  under  the  name  of  antifebrin.  One  advantage  is  that  it 
is  far  cheaper  than  antipyrine.  It  is  given  in  doses  of  four  to  eight  or  even 
fifteen  grains  (gramme  0'25,  O'd,  I'O)  either  in  Avafers  or  in  wine.  It  usually 
causes  a decided  lowering  of  the  temperature,  and  seldom  Avith  any  unpleasant 
effect,  such  as  a chill.  One  disadvantage,  howeA’^er,  is  the  frequent  appcai’ance  of 
a peculiar  bluish  discoloration  of  the  skin,  which  is  probably  dependent  upon  a 
change  in  the  coloring  matter  of  the  blood,  similar  to  that  seen  in  poisoning  from 
aniline.  It  is  therefore  probable  that  caution  shovild  be  used  in  gmng  the  drug. 
Numerous  other  antipyretics,  such  as  kairin  and  thallin,  have  been  proposed,  but 
have  not  become  popular.  It  is  also  improbable  that  a continued  administration  of 


TYPHOID  FEVER. 


25 


small  closes  of  thallin  (two  thirds  to  one  grain,  gramme  0'04, 0‘06)  every  hour  would 
have  a favorable  influence  upon  the  course  of  the  disease,  although  this  has  been 
asserted.  The  newest  antipyretic  of  all  is  phenacetine,  which  was  recommended 
by  East  and  Hinsbetg.  Its  dose  is  about  fifteen  grains  (gramme  1). 

After  all,  it  shoulcl  be  borne  in  mind  that  the  only  benefit  from  the  internal 
antipyretics  consists  in  the  lowering  of  the  temperature,  while  baths  not  only 
abate  the  fever,  hut  possess  numerous  other  advantages,  as  has  been  already  shown. 
If  we  had  to  choose  whether  to  treat  typhoid  fever  exclusively  with  haths 
or  with  antipyrine,  and  the  like,  we  should  certainly  choose  the  baths.  We  do 
not  hy  any  means  desire  to  banish  the  use  of  internal  antipyretics  from  the 
treatment  of  typhoid,  hut  only  to  make  then*  employment  more  limited  than 
has  often  been  the  case.  We  consider  that  they  are  actually  indicated  only 
where  the  fever  is  high  and  the  employment  of  haths  is  for  some  reason  impos- 
sible or  contra-indicated,  or  where  the  fever  remains  continuously  high,  despite 
bathing.  In  such  cases  it  is  often  advantageous  to  combiue  the  bath-treatment 
and  the  internal  antipyretics,  especially  in  the  evening.  If  patients  with  a 
moderately  high  fever  are  made  to  take  large  doses  of  quinine  and  the  like, 
without  any  satisfactory  reason  for  it,  we  regard  such  treatment  as  at  any  rate 
useless  and  often  really  injudicious.  This  is,  unfortunately,  a common  practice, 
and  frequently  its  only  permanent  result  is  a disordered  stomach. 

[Water  or  an  acid  drink  should  be  given  frequently  hy  the  nurse  without  wait- 
ing for  the  patient  to  ask  for  it,  unless  the  mind  is  unusually  clear.  Phenacetine 
seems  to  have  proved  itself  less  depressing  to  the  heart  than  its  predecessors.  The 
antipyretic  dose  usual  in  this  country  is  five  grains.  A strong  protest  should  he 
entered  against  the  routine  or  frequent  use  of  any  of  these  internal  antipyretics. 
If  the  temperature  seems,  in  itself,  to  cause  restlessness  and  discomfort,  an  oc- 
casional dose  may  be  given.  When  used  early  iu  the  course  of  the  disease,  anti- 
pyretics may  seriously  embarrass  the  diagnosis  in  doubtful  cases.  The  method  of 
Brand  has  been  slowly  working  its  way  in  America  of  late  years,  and  perhaps 
would  have  spread  more  widely  and  rapidly  were  it  not  that  we  have  long 
been  in  the  babit  of  frequently  sponging  our  typhoid  patients  with  alcohol  and 
water.] 

Another  important  symptom  which  needs  special  treatment  is  intestinal 
haemorrhage.  It  has  been  already  mentioned  that  if  this  occurs,  the  baths  should 
cease  at  once.  Further  than  this,  the  chief  remedies  are  ice  and  opium.  Flat 
ice-bags  are  laid  upon  the  abdomen.  They  should  not  be  too  heavy,  and  should, 
if  possible,  be  suspended  from  a hoop.  Internally,  the  patient  is  given  every  two 
hours  a powder  of  one-half  grain  or  one  grain  (gramme  0‘03  to  0’05)  of  opium, 
either  pure  or  combined  with  acetate  of  lead  (opii,  gr.  ss.,  grm.  0'03;  plumbi  ace- 
tatis,  gr.  j,  grm.  0'0.5 ; sacchari  albi,  gr.  j,  grm.  0'05).  The  object  of  the  opium  is  to 
check  peristalsis,  and  thus  promote  the  formation  of  a clot  in  the  bleeding  vessel. 
Liquor  ferri  chloridi  (five  to  ten  drops  in  watei’  every  hour)  is  often  employed, 
hut  is  of  c.xtrcmely  doubtful  value.  The  haths  can  not  be  resumed  till  there  has 
been  no  bleeding  for  at  least  three  or  four  days— and  then  only  cautiously. 

If  peritonitis  occurs,  the  treatment  is  much  the  same.  Above  all,  opium 
must  be  used  in  still  larger  doses,  but,  unfortunately,  as  a rule,  in  vain.  Per- 
haps surgical  treatment  is  destined  eventually  to  he  useful,  viz.,  incision, 
cleansing,  and  drainage  of  the  ])eritoueum.  Its  results  thus  far  are  not  very 
encouraging. 

If  there  is  considerable  diarrhoea,  we  can  give  mistura  gummosa  [P.  G.,  gum 
arable  and  sugar,  each  15  pai'ts  ; water,  170  parts],  tannin,  subnitrate  of  bismuth, 
or  small  doses  of  o])iu7ii.  Consti])ation  at  the  beginning  of  the  disease  is  over- 
come by  calomel  (vide  supra).  In  later  stages  wo  always  try  eneinata  first,  to 
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produce  an  operation.  If  this  does  not  succeed,  then  we  must  employ  rhubarb  or 
castor-oil.  Great  tympanites  may  he  diminished  by  laying  cold  wet  cloths  or 
ice-bags  ui)on  the  belly.  Considerable  auiounts  of  gas  may  often  he  removed  by 
introducmg  a long  rectal  tube.  As  to  puncturing  the  greatly  inflated  intestines, 
a method  practiced  by  some  physicians,  we  have  no  personal  experience. 

If  there  are  severe  pulmonary  symptoms,  baths  and  pouring  on  cool  water 
are,  as  we  have  said,  the  best  remedies.  Internally  we  may  try  liquor  ammonii 
auisatus  [P.  G.,  olei  anisi,  1 part;  aquse  destillatne,  24  parts;  aquas  ammonise,  5 
parts]  and  benzoic  acid  (grains  ij  to  iij,  gramme  OT  to  0'2,  in  powder).  If  the 
pulse  be  very  rapid,  we  can  put  an  ice-bag  over  the  heart.  If  at  the  same  time 
the  pulse  is  small  and  weak,  we  give  stimulants,  of  which  the  best  is  camphor 
{vide  infra).  Digitalis  (one-half  grain  of  the  leaves,  gramme  0'03,  two  or  three 
times  daily)  may  also  be  employed  if  the  pulse  he  rapid ; but  it  should  be  used 
with  great  caution. 

For  neiwous  symptoms  the  baths  and  douching  are  the  most  effective  reme- 
dies. The  head  is  meanwhile  covered  by  an  ice-bag.  If  there  be  great  excite- 
ment, as  shown  by  excessive  restlessness  or  delirium,  small  doses  of  morphine  are 
often  very  useful. 

The  conditions  of  collapse  and  cardiac  failiu’e,  which  sometimes  appear  rather 
suddenly,  demand  promi^t  and  energetic  treatment.  Stimulants  to  be  given  in- 
ternally are  some  stronger  kind  of  wine,  camphor  (two  to  five  grains,  gramme 
OTO  to  0'30,  in  the  form  of  a powder),  musk  (one  half  grain  to  one  grain,  gramme 
0‘03  to  0’05  at  each  dose),  or  spiritus  aetheris  [P.  G.,  aether,  one  jjart;  alcohol, 
three  parts].  Subcutaneous  injections  act  quicker  and  are  much  more  conven- 
ient. We  may  use  either  ether  or  camphor  (one  part  camphor  to  fom*  parts  olive- 
oil,  seven  to  fifteen  minims,  c.  c.  0‘5  to  I'O,  every  one  to  two  hours).  To  start  up 
respiration,  the  best  means  is  to  pour  cold  water  on  the  hack  of  the  neck.  Artifi- 
cial respiration  also  succeeds,  in  many  cases,  in  reviving  the  breathing  when  it 
is  about  to  stop. 

The  numerous  other  complications  and  sequelae  which  may  occur,  but  which 
can  not  all  be  mentioned  here,  should  be  treated  on  general  principles. 

The  prophylactic  measures  to  avoid  the  spreading  of  the  disease  can  he  only 
briefly  referred  to.  Of  chief  importance  is  careful  disinfection  of  the  excreta, 
which  can  he  accomi^lished  by  pouring  upon  the  stools  a not  too  small  amount  of 
five-per-cent,  carbolic  solution.  We  should  also  take  care  that  bed-pans,  bed- 
clothes, linen,  etc.,  are  handled  by  other  persons  as  little  as  possible.  If  there 
seems  reason  to  suspect  that  the  disease  arose  from  bad  water,  of  course  the  source 
of  such  suspected  water  must  he  cut  off. 

[Recent  experiments  tend  to  show  that  the  above  solution  of  carbolic  acid  does 
not  kill  spores  except  after  prolonged  contact. 

The  following  are  the  measui’es  of  disinfection  recommended  by  the  American 
Public  Health  Association.  It  will  he  observed  that  thej’’  apply  to  all  infectious 
diseases,  aird  it  seems  well  to  give  them  here  nearly  in  extenso,  as  the  directions 
for  disinfection  in  most  text-hooks  are  far  too  vague. 

Disinfection  of  Excreta,  etc. — The  infectious  character  of  the  dejections  of 
patients  suffering  from  cholera  and  from  typhoid  fever  is  well  established;  and 
this  is  true  of  mild  cases  and  of  the  earlier  stages  of  these  diseases  as  well  as  of 
severe  and  fatal  cases.  It  is  probable  that  epidemic  dysentery,  tuberculosis,  and 
perhaps  diphtheria,  yellow  fever,  scarlet  fever,  and  typhus  fever,  may  also  he 
transmitted  by  means  of  the  alvine  discharges  of  the  sick.  In  cholera,  diphtheria, 
yellow  fevei-,  and  scarlet  fever,  all  vomited  material  should  also  be  looked  upon 
as  infectious;  and  in  tuberculosis,  diphtheria,  scarlet  fever,  and  infectious  pneu- 
monia, the  sputa  of  the  sick  should  be  disinfected  or  destroyed  by  fire.  It  seems 
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advisable  also  to  treat  the  urine  of  patients  sick  with  an  infectious  disease  with 
one  of  the  disinfecting  solutions  below  recommended. 

Chloride  of  lime,  or  bleaching  powder,  is,  perhaps,  entitled  to  the  fimt  place 
for  disinfecting  excreta,  on  account  of  the  rapidity  of  its  action.  The  following 
standard  solution  is  recommended  : 

Standard  Solution  No.  1. 

Dissolve  chloride  of  lime,  of  the  best  quality,*  in  pure  water,  in  the  proportion 
of  four  ounces  to  the  gallon.  Use  one  quart  of  this  solution  for  the  disinfection 
of  each  discharge  in  cholera,  typhoid  fever,  etc.  Mix  well  and  leave  in  vessel  for 
at  least  one  hour  before  throwing  into  privy- vault  or  water-closet.  The  same 
directions  apply  for  the  disinfection  of  vomited  mattem. 

Standard  Solution  No.  2. 

Dissolve  corrosive  sublimate  and  permanganate  of  potash  in  pure  water,  in  the 
proportion  of  two  drachms  of  each  salt  to  the  gallon.  This  is  to  be  used  for  the 
same  puiqDoses  and  in  the  same  manner  as  Standard  Solution  No.  1.  It  is  equally 
effective,  hut  must  be  left  a longer  time  in  contact  with  the  material  to  be  disin- 
fected— at  least  four  hours.  The  only  advantage  this  solution  has  over  No.  1 con- 
sists in  the  fact  that  it  is  odoidess.  It  costs  about  two  cents  a gallon.  It  is  very 
poisonous,  and  will  injure  lead  pipes  if  passed  through  them  in  considerable 
quantities.  Solutions  of  corrosive  sublimate  should  not  be  placed  in  metal  re- 
ceptacles. 

Disinfection  of  the  Person. — The  surface  of  the  body  of  a sick  person,  or  of 
his  attendants,  when  soiled  with  infectious  discharges,  should  be  at  once  cleansed 
with  a suitable  disinfecting  agent.  For  this  j)m’pose  solution  of  chlorinated  soda, 
diluted  with  three  parts  of  water,  or  Standard  Solution  No.  1,  diluted  with  three 
parts  of  water,  may  be  used.  A two-per-cent,  solution  of  carbolic  acid  is  also 
suitable  for  this  purpose,  and,  under  proper  supervision,  the  use  of  a solution  of 
corrosive  sublimate  (1-1,000)  is  to  be  recommended. 

In  diseases  like  small-pox  and  scarlet  fever,  in  which  the  infectious  agent  is 
given  off  from  the  entu’e  surface  of  the  body,  occasional  ablutions  with  solution 
of  chlorinated  soda,  diluted  with  twenty  jiarts  of  water,  will  be  more  suitable  than 
the  stronger  solution  above  recommended. 

In  all  infectious  diseases  the  body  of  the  dead  should  be  enveloped  hi  a sheet 
saturated  with  Standard  Solution  No.  1,  or  with  a five-iier-cent.  solution  of  car- 
bolic acid,  or  a 1-500  solution  of  corrosive  sublimate. 

Disinfection  of  Clothing. — Boiling  for  half  an  hour  will  destroy  the  vitality 
of  all  known  disease-germs,  and  there  is  no  better  way  of  disinfecting  clothing  or 
bedding  which  can  be  washed  than  to  put  it  through  the  ordinary  operations  of 
the  laundry.  No  delay  should  occur,  however,  between  the  time  of  removing 
soiled  clothing  from  the  jierson  oi’  bed  of  the  sick  and  its  immereion  in  boiling 
water,  or  in  one  of  the  following  solutions;  and  no  article  should  be  permitted  to 
leave  the  infected  room  until  so  treated. 

Standard  Solution  No.  3. 

Dissolve  four  ounces  of  corrosive  sublimate  and  one  pound  of  sulphate  of 
copper  in  a gallon  of  water.  Two  Iluid  ounces  of  this  standard  solution  to  the 
gallon  of  water  will  make  a suitable  solution  for  the  disinfection  of  clothing. 


* (iood  chloriJu  of  lime  should  contain  at  leiLst  twcnty-Hvo  per  cent,  of  available  chlorine.  The  cost 
of  the  solution  is  less  than  one  cent  a gallon.  The  sediment  does  no  harm. 
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Tlie  articles  to  be  disinfected  must  be  tborouglily  soaked  with  the  disinfecting 
solution,  and  left  in  it  for  at  least  two  hours,  after  which  they  may  be  wrung  out 
and  sent  to  the  wash. 

Clothing  may  also  he  disinfected  hy  immersing  it  for  four  hours  in  a two-per- 
cent. solution  of  carbolic  acid.  Soiled  mattresses,  pillows,  feather  beds,  and  articles 
of  this  nature  can  not  he  efiPectually  disinfected  hy  sulphur  fumigation,  owing  to 
the  fact  that  the  gas  does  not  penetrate  to  their  interior  in  sufficient  amount. 
For  articles  of  this  kind,  and  in  general  for  articles  of  little  value,  Avhich  have 
been  soiled  by  the  discharges  of  the  sick,  destruction  by  fire  will  be  advisable. 

Disinfection  of  the  Sick-Room. — No  disinfectant  can  take  the  place  of  free 
ventilation  and  cleanliness,  and  it  is  impracticable  to  disinfect  an  occupied  apart- 
ment. Neutralizing  bad  odors  is  not  disinfection. 

All  surfaces  should  he  thoroughly  washed  with  Standard  Solution  No.  1,  diluted 
with  tlmee  parts  of  water,  or  with  a 1-1,000  solution  of  corro.sive  sublimate. 
Standard  Solution  No.  3,  diluted  in  the  proportion  of  four  ounces  to  the  gallon  of 
water,  may  be  used. 

The  walls  and  ceiling,  if  plastered,  should  be  brushed  over  with  one  of  these 
solutions,  and  subsequently  washed  over  with  a lime-wash. 

Especial  cafe  must  be  taken  to  wash  away  all  dust  from  window  ledges  and 
other  places  where  it  may  have  settled,  and  thoroughly  to  cleanse  crevices  and 
out-of-the-way  places.  After  this  application  of  the  disinfecting  solution,  and  an 
interval  of  twenty-four  hours  or  longer  for  free  ventilation,  the  floors  and  wood- 
work should  be  w^ell  scrubbed  with  soap  and  hot  water,  and  this  should  be  followed 
by  a second  more  prolonged  exposure  to  fresh  air,  admitted  through  open  doors 
and  windows. 

As  an  additional  precaution,  fumigation  with  sulphurous-acid  gas  is  to  be 
recommended,  especially  for  rooms  which  have  been  occupied  by  patients  with 
small-pox,  scarlet  fever,  diphtheria,  typhus  fever,  and  yellow  fever.  All  apertures 
into  the  room  should  be  carefully  closed,  and  not  less  than  three  pounds  of  sul- 
phur for  each  thousand  feet  of  air-space  should  be  bm-ned.  To  secure  complete 
combristion,  the  sulphur,  in  powder  or  small  fragments,  and  moistened  with 
alcohol,  should  be  placed  in  a shallow  iron  pan,  and  this  should  be  placed  on 
bricks  in  a tub  partly  filled  with  water  to  guard  against  fire.] 


CHAPTER  II. 

TYPHUS  FEVER. 

{Spotted  Fever.  Ship  Fever.) 

Typhus  fever  is  an  acute  infectious  disease,  ijerfectly  distinct  from  tj'^phoid 
fever,  hut  formerly  often  confounded  with  it.  The  similarity  of  the  two  diseases, 
which  led  to  their  similar  names,  consists  only  in  the  grave  general  condition, 
with  fever,  and  in  a number  of  complications,  which  may  ajjpear  in  both.  There 
is,  howevei’,  an  essential  difference  in  the  whole  course  of  the  diseases,  and  espe- 
cially in  the  circumstance  that  the  intestinal  lesion  which  is  characteristic  of 
typhoid  is  never  seen  in  typhus.  The  chief  distinction  between  the  two  affections, 
which  must  undoubtedly  lie  in  the  difference  in  their  causes,  can  not  yet  be  dem- 
onstrated. We  do  not  yet  know  the  organized  pathogenic  agents  of  typhus 
fever,  although  it  must  he  presupposed  that  they  exist. 

.etiology. — As  to  the  way  in  which  infection  occurs,  we  have  much  less  infor- 
mation even  than  in  relation  to  typhoid.  We  regard  it  as  an  established  fact  that 
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the  disease  never  arises  spontaneously,  and  that  its  appearance  in  a place  previ- 
ously free  from  the  disease  is  always  to  be  referred  to  an  importation  of  the  patho- 
genic poison.  It  is  likewise  determined,  through  numerous  ohseiwations,  that 
typhus  is  one  of  the  contagious  diseases — that  is,  that  the  specific  poison  can  be 
directly  transferred  from  the  patient  to  others  around  him.  How  it  is  transfeiTed 
we  have  no  certain  knowledge.  Perhaps  the  poison  is  contained  in  the  expu’ed 
air;  or,  as  is  still  more  probable,  in  the  scales  of  epidermis;  or,  perhaps,  in  the 
other  excretions  and  secretions  of  the  patient.  We  are  equally  ignorant  through 
what  channel  the  infectious  agent  enters  the  system — whether  it  is  inspired  or 
swallowed.  It  is  certain  that  the  poison  may  be  transferred  in  the  clothes,  etc., 
of  the  patient  (fomites). 

Favorable  hygienic  surroundings  decidedly  diminish  the  contagiousness  of 
typhus  fever.  For  example,  in  the  well-ventilated  pavilions  of  the  Leipsic  hos- 
pital there  have  rarely  been  cases  of  transfer  of  the  disease  to  physicians,  nurses, 
or  other  patients.  On  the  other  hand,  if  the  hygienic  influences  he  unfavorable, 
typhus  fever  may  appear  in  very  widespread  epidemics.  Those  terrible  epidemics 
which  have  been  described  under  the  names  of  “ famine  fevei’,”  “ camp  fever  ” 
(Hungertyphus,  Kriegstyphus),  etc.,  were  for  the  most  part  typhus  fever.  In  the 
smaller  epidemics  it  is  often  i>ossible  to  trace  the  disease  to  some  wretched,  over- 
filled tenement-house. 

At  present  typhus  fever  appears  constantly  in  Great  Britain.  Ireland  has  been 
notorious  for  many  years  as  a breeding-place  of  the  disease.  It  is  also  frequent  in 
the  eastern  part  of  Germany  (Posen,  East  Prussia  and  West  Prussia,  Silesia),  in 
Poland,  Galicia,  Russia,  and  in  parts  of  southern  Europe.  The  isolated  cases 
which  occur  every  year  here  and  there  in  centi-al  Germany,  though  more  or  less 
numerous,  are,  almost  without  exception,  to  be  refei’red  to  an  importation  of  the 
disease. 

Typhus  fever  attacks  by  preference  young  adults  of  twenty  to  forty  years ; but 
it  occurs  m children,  and  is  comparatively  frequent  in  elderly  persons.  There  is 
no  marked  dependence  of  the  eiDidemics  upon  any  particular  season  of  the  year. 
As  in  the  case  of  typhoid  fever,  a person  who  has  once  had  the  disease  seems  to 
enjoy  immunity  from  any  fresh  attack. 

[The  practical  acquaintance  of  American  physicians  with  typhus  fever  is,  fortu- 
nately, limited.  Many  of  the  outbreaks  which  have  occurred  were  traceable  to  im- 
migrants, especially  from  Ireland. 

During  our  civil  war  the  disease  broke  out  neither  among  the  armies  in  the 
field  nor  among  the  prisoners  of  war.  A number  of  cases  were  reported  at  the 
time,  but  great  doubt  has  since  been  thrown  upon  the  coi’rectness  of  the  diag- 
nosis.] 

Course  and  Symptoms  of  the  Disease. — If  we  try  to  sketch  the  characteristic 
behavior  of  typhus  fever,  especially  as  contrasted  with  typhoid,  we  may  say  that 
the  disease  begins  much  more  ahru])tly  and  rapidly,  and  that  the  fever  quickly 
becomes  very  high  and  the  general  disturbance  very  severe,  but  the  illness  lasts 
a shorter  time,  seldom  more  than  two  weeks,  and  generally  passes  by  crisis  into 
recovery. 

The  length  of  incubation  seems  to  vary.  Murchison  thinks  it  is  usually 
more  than  nine  days.  Sometimes,  though  not  invariably,  slight  pi’odromata 
precede  by  some  days  the  actual  outbreak  of  the  disease.  These  are  languor, 
anore.xia,  headache,  and  pain  in  the  limbs.  Then  the  regular  illness  begins,  as  a 
rule,  rather  suddenly,  and  often  with  a pronounced  rigor.  With  this  the  tem- 
perature rises  quickly,  and  may  on  the  very  first  evening  reach  10-1°  or  105° 
(40°-40’5°  C.).  Vomiting  is  Jiot  rare,  and  may  be  repeated.  A grave  general 
condition,  with  fever,  is  developed  in  a few  days.  The  patient  feels  exhausted. 
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There  is  often  violent  pain  in  the  loins  and  extremities.  Nervous  symptoms 
soon  appear:  persistent  and  intense  headache,  vertigo,  spots  before  the  eyes, 
ringing  in  the  ears,  and  in  many  cases  quickly  increasing  stupor  and  delirium. 
In  severe  cases  the  fever  often  reaches  106°  (41°  C.),  and  may  be  even  higher,  and 
it  is  almost  constant,  with  but  slight  morning  remissions.  The  skin  is  hot  and 
dry,  the  tongue  dry  and  thickly  coated,  the  respiration  moderate,  the  pulse  very 
rapid.  We  very  frequently  find  in  the  chest  the  signs  of  an  extensive  bronchitis. 
Nasal  catarrah  and  conjunctivitis  also  occur.  Serious  intestinal  symptoms  are 
generally  absent,  although  there  may  be  slight  tympanites  or  diarrhoea.  The 
spleen  is  almost  always  greatly  enlarged.  Only  in  a few  epidemics  is  the  splenic 
tumor  said  to  have  been  wanting  (?).  The  urine  is  concentrated  and  scanty,  and 
sometimes  has  a trace  of  albumen. 

On  the  third  to  the  seventh  day  of  the  disease  the  characteristic  eruption  ap- 
pears. To  this  the  disease  owes  its  name  of  “spotted  fever.”  The  eruption  con- 
sists of  I’ose-spots,  generally  very  numerous  and  widespread,  upon  the  trunk  and 
exti’emities,  often  also  on  the  face.  Sometimes  the  spots  are  larger,  and  may  then 
bear  great  resemblance  to  a fresh  erujition  of  measles.  The  skin  between  the  sep- 
ai’ate  rose-spots  is  not  infrequently  diffusely  reddened.  After  two  or  three  days 
the  roseolse  become  haemorrhagic,  and  change  into  lighter  or  darker  petechiae. 
It  is  commonly  only  in  the  lighter  cases  that  the  rose-sj)ots  fade  away  without 
first  becoming  petechial.  In  rare  though  well-substantiated  cases  the  eruption  has 
been  scanty,  or  even  wholly  wanting.  Herpes  does  occur,  but  only  seldom. 

The  fever  begins  to  abate  in  light  cases  as  early  as  the  second  week,  coin- 
cidently  with  an  imijrovement  in  the  general  symptoms.  Often  this  change  is 
indicated  about  the  seventh  day  by  a considei’able  remission  in  the  temperature. 
On  the  other  hand,  in  severe  cases,  all  the  symptoms  grow  woree.  The  weakness 
increases.  The  nervous  derangement  reaches  the  extreme  of  a severe  “ typhoid 
state,”  expressed  either  by  marked  stupor,  which  sometimes  passes  into  complete 
coma,  or  by  violent  delirium.  Lobular  pneumonia  attacks  the  lungs,  and  the 
fever  continues  with  unabated  violence.  These  symptoms  may  end  ■with  death, 
but  in  favorable  cases  they  decline  rapidly.  Sometimes  this  decline  is  preceded 
by  a great  rise  in  temperature  (perturbatio  critica)  on  the  fourteenth  to  seven- 
teenth day,  rarely  a few  days  earlier  or  later.  In  such  cases  the  temperatm’e  is 
apt  to  fall  by  crisis,  sinking  in  a day  or  two,  with  but  slight  interruption,  do\vn  to 
the  normal  level.  Even  in  those  cases  in  which  the  descent  is  by  gradations  it  is 
always  decidedly  more  abrupt  than  in  typhoid.  The  eruption  quickly  fades,  the 
patients  gradually  improve,  and,  as  a rule,  become  completely  and  permanently 
convalescent.  It  is  true  that  some  observers  have  seen  relapses,  but  they  are,  at 
least  in  our  present  eijidemics,  extremely  rare. 

Complications  and  Varieties  in  the  Course  of  the  Disease. — From  what  we  have 
said  of  its  coui’se,  it  is  evident  that  the  symptoms  are  essentially  those  of  an  intense 
general  infection  of  the  system.  The  sole  demonstrable  local  lesion  which  is 
almost  invariably  present  is  the  characteristic  eru])tion,  and  this  has  e-vidently  no 
causal  relation  to  the  severe  symptoms  of  the  disease.  It  is  likewise  extremely 
probable  that  most  of  the  complications,  which  not  infrequently  arise  in  severe 
cases,  are  secondary,  and  occur  in  the  way  already  described  with  considerable 
detail  in  the  preceding  chapter.  They  are  just  such  complications  as  are  possible 
in  every  severe  general  disease,  and  embi-ace  otitis,  parotitis,  extensive  lobular 
pneumonia,  more  rarely  gangi’ene  of  the  lungs,  and  pleurisy ; also  furunculosis, 
purulent  cellulitis,  bed-sores,  dysentery,  icterus,  etc.  Whether  some  of  the  local 
lesions  which  are  observed  may  not  be  dii’ect  results  of  the  pathogenic  poison, 
we  can  not  at  present  decide.  Among  these  would  come,  first  of  all,  the  rare 
cases  of  lobar  pneumonia  and  nephritis.  Sequelae  are,  on  the  whole,  rare. 
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tliougli  sometimes  there  is  a tedious  ansemic  condition,  or  nem-algia,  paraly- 
sis, etc. 

The  separate  epidemics  of  typhus  present  considerable  variety,  not  only  as 
regards  the  occurrence  of  individual  complications,  but  more  especially  in  the 
general  course  and  character  of  the  cases.  For  instance,  some  epidemics  are  dis- 
tinguished by  the  greater  frequency  of  light  attacks  {typhus  exanthematicus 
levissimus,  imsuitably  termed  by  some  “ febricula  ”).  Here  the  entire  attack  runs 
its  course  in  five  to  eight  days.  The  fever  is  generally  comparatively  moderate ; 
there  are  no  severe  general  symptoms,  and  complications  are  exceptional. 

Diagnosis. — It  may  be  very  difficult  for  a time  to  distinguish  typhus  from 
typhoid.  The  following  factors  are  of  chief  importance : 1.  The  onset  is  much 
more  abrupt  in  typhus  than  in  typhoid,  and  is  often  accompanied  by  a pronounced 
rigor.  2.  In  typhus,  the  nervous  disturbances  usually  appear  earher  and  are  more 
severe  than  in  typhoid.  3.  The  rash  is  seldom  so  extensive  in  typhoid  as  in  ty- 
phus, and  in  typhoid  it  hardly  ever  becomes  petechial.  4.  In  typhus  the  pains  in 
the  loins  and  limbs  are  generally  much  more  pronounced.  5.  If  we  still  find  it 
hard  to  decide,  the  manner  of  recovery  will  almost  always  settle  the  question. 
Recovery  in  severe  cases  of  typhoid  is,  on  the  average,  much  more  tardy  and 
gradual,  by  lysis.  In  tyqjhus  it  occurs  generally  by  the  seventeenth  day,  and  by 
crisis. 

The  prognosis  is  chiefly  determined  by  the  severity  of  the  fever  and  of  the 
nervous  symptoms.  Extensive  lobular  pneumonia  is  the  most  frequent  dangerous 
comphcation.  The  mortality  varies  greatly  in  the  separate  epidemics.  It  is  some- 
times only  six  or  seven  per  cent.,  but  may  I’ise  to  twenty  per  cent. 

Treatment  is  based  on  the  same  principles  as  in  typhoid  fever.  There  is  no 
specific  remedy.  Besides  good  nursing,  a judicious  employment  of  baths  is  cer- 
tainly our  chief  reliance  for  lessening  the  severity  of  many  of  the  symptoms,  such 
as  febrile,  nervous,  and  pulmonary  disturbances,  as  well  as  for  averting  many 
dangerous  complications.  For  all  details  of  treatment  we  may  refer  to  the  pre- 
ceding chapter. 


CHAPTER  HI. 

RELAPSING  FEVER. 

{ltdapsing  Typhus— Febris  recurreiis.) 

^Etiology. — This  disease  was  first  named  by  English  pathologists  relapsing 
fever,  and  by  Griesinger /ebrfs  recurrens.  It  has  a peculiar  course,  made  up  of 
separate  attacks,  and  is  further  of  great  interest  because  it  is  one  of  the  first  infec- 
tious diseases  in  which  the  specific  pathogenic  organisms  became  known,  and, 
being  easily  demonstrable  in  each  separate  case,  were  utilized  for  the  speedy  and 
certain  diagnosis  of  the  disease.  Obermeier  discovered  in  Berlin,  in  the  year  1873, 
that  in  relapsing  fever  the  blood,  at  certain  times,  invariably  contains  peculiar, 
thread-like  micro-organisms.  Tliis  discovery  has  since  been  universally  con- 
firmed; and  it  may  be  maintained  that  if  once  the  presence  of  these  “spirilli”  be 
demonstrated  in  the  blood,  we  are  justified  in  making  an  absolute  diagnosis  of 
relapsing  fever. 

In  Germany  the  disease  did  not  become  epidemic  till  the  year  18G8.  In  1872 
and  1873  tliere  were  considerable  epidemics  in  Breslau  and  Berlin.  Its  last  exten- 
sive appearance  was  in  1879  and  IHJf),  when  it  spread  over  most  of  northern  and 
central  Germany,  and  was  accurately  studied  by  numei’ous  observers.  People  of 
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the  poorer  classes  were  almost  exclusively  attacked,  and  especially  the  “ ti-amps.” 
The  uncleanly  dens  where  these  people  lodge  were  found  everywhere  to  be  the 
chief  centers  of  infection. 

The  precise  manner  of  infection  is  as  yet  almost  wholly  unknown.  All  ob- 
servers agree  that  the  disease  is  directly  contagious ; but  it  can  not  be  very  con- 
tagious if  the  hygienic  influences  be  good.  At  least  the  results  of  our  late  epi- 
demics would  imply  this.  In  the  Leipsic  hospital,  where  over  two  hundred  and 
fifty  cases  were  ti-eated,  and  isolation  could  not  be  at  all  perfectly  carried  out,  not 
one  case  of  infection  occurred.  It  is  certain  that  the-  disease  can  be  transmitted 
by  direct  inoculation  with  the  blood  of  patients.  This  has  been  established  by  a 
Russian  physician  by  the  experimental  inoculation  of  healthy  persons.  Doctors 
have  been  repeatedly  inoculated  at  the  autopsy  of  those  who  have  died  of  relaijs- 
ing  fever.  The  disease  may  likewise  be  transferred  by  inoculation  to  monkeys, 
while  other  mammals  seem  to  enjoy  an  immunity  from  it. 

[The  first  cases  of  relapsing  fever  observed  in  this  country  were  in  Irish  immi- 
grants coming  over  in  the  same  vessel  in  the  year  1844.  At  several  periods  since 
then  more  or  less  limited  outbreaks  traceable  to  immigration  have  occurred,  but 
the  disease  has  never  acquired  any  foothold  with  us,  and  comparatively  few  physi- 
cians have  ever  seen  it.  So  far  as  I can  learn,  onlj*  one  case  has  ever  been  seen  in 
Boston,  and  that  was  in  the  person  of  a physician  from  another  city,  who  brought 
the  disease  with  him  and  passed  through  it  in  the  Massachusetts  General  Hospital.] 

Clinical  History. — The  stage  of  incubation  lasts  about  five  to  eight  days.  It  is 
only  exceptionally  that  some  slight  ijrodromal  symptoms  present  themselves  just 
before  the  outbreak  of  the  disease  proper.  As  a rule,  it  begins  suddenly,  with  a 
more  or  less  i^ronounced  chill  and  intense  constitutional  symxjtoms.  There  are 
■violent  headache,  great  languor,  anorexia,  and  esi^ecially  marked  pains  in  the  loins 
and  extremities.  The  temperature  rises  rapidly,  2-eaching  generally  106°  (41°  C.) 
or  higher  as  early  as  the  first  or  second  day.  The  skin  is  hot  and  dry,  and  usually 
quickly  assumes  a very  characteristic  dirty-yellowish  color.  In  Leipsic,  we  often 
saw  herpes  labialis,  which  seems,  however,  to  have  been  rarer  in  epidemics  else- 
where. The  tongue  becomes  dry  and  thickly  coated.  Sometimes  there  is  vomit- 
ing. The  bowels  are  constipated,  or  there,  is  a slight  diarrhoea.  The  spleen  be- 
comes rapidly  enlarged,  being,  as  a mle,  even  larger  than  in  typhoid  or  typhus. 
The  liv(5i’  is  slightly  enlarged.  The  chest  presents  the  signs  of  a bronchitis,  gener- 
ally modei’ate,  but  in  exceptional  instances  severe.  The  pulse  is  much  quickened. 
It  is  seldom  that  there  are  severe  cerebral  symptoms  beyond  a certain  apathy  and 
stupor.  We  have  seen  delirium  tremens  sometimes,  in  drunkards.  A very  char- 
acteristic symptom,  already  mentioned,  is  the  marked  hypermsthesia  of  the  mus- 
cles, especially  in  the  calves. 

After  these  symptoms,  accompanied  by  persistent  and  generally  very  high 
fever,  have  lasted  five  days  to  a week,  there  is  a critical  decline  of  temperature, 
with  profuse  sweating.  The  patient  now  improves  so  rapidly  and  decidedly  that 
he  thinks  himself  completely  cured,  and  generally  gives  little  credence  to  the 
physician’s  prophecy  of  a relapse.  In  rare  but  well-attested  cases  there  has  been 
really  but  one  attack.  The  rule  is  that,  after  about  a week,  a second  attaclc  occurs, 
often  a third  after  that,  and,  infrequently,  even  a fourth  and  fifth.  In  each  of 
these,  the  above-mentioned  symptoms  are  repeated  more  or  less  comioletely  and 
violently.  As  the  only  certain  and  constant  sign  of  the  recurring  attacks  (the 
so-called  relapse.s)  is  a fresh  rise  of  temperature,  it  will  be  well  to  consider  their 
peculiarities  at  the  same  time  that  we  describe  the  course  of  the  fever.  During 
the  intervals  of  normal  temperature  the  other  objective  symptoms  of  disease  are 
usually  absent,  except  an  evident  splenic  tunlpr,  and,  not  infrequently,  the  pecul- 
iar pale-yellow  hue. 
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COURSK  OF  THE  Fever  (see  Fig.  3). — The  beginning  of  the  fever  in  the  first 
attack  is,  as  we  have  said,  almost  always  sudden,  so  that  it  may  even  in  a few 
horn’s  reach  a considerable  height.  The  fever  lasts,  as  a rule,  five  to  seven  days, 
but  not  infrequently  as  short  a time  as  three  or  four  days,  or  as  long  as  ten  or 
twelve  days.  During  this  time  it  may  keep  a tolerably  uniform  height,  but 
oftener  there  are  considerable  remissions,  which  may  even  come  to  deserve  the 
name  of  pseudo-crises.  In  such  cases  the  temperature  sinks  in  the  morning  to 
normal  or  even  lower,  so  that  we  might' believe  the  fever  ended;  but  in  the  even- 
ing the  temperature  rises  again  to  its  former  level.  These  pseudo-crises  are  most 
frequent  toward  the  end  of  the  attack,  but  do  occur  sometimes  in  the  very  first 
days.  The  absolute  height  of  the  fever  is,  as  a rule,  very  considerable.  Tempera- 
tures between  105 ’5°  and  106 -5°  (41°  and  41 ’5°  C.)  are  very  often  observed,  and  in 
themselves  are  not  especially  ominous  in  relapsing  fever.  The  highest  tempera- 
ture we  have  observed  was  107’9°  (42’2°  C.).  Sometimes  the  temperature  is  more 
moderate  (between  102°  and  104°,  39°  and  40°  C.).  The  fever  almost  always  ends 
at  the  close  of  the  attack  by  crisis,  only  rarely  by  a rapid,  gradual  decline.  The 
crisis  is  often  preceded  by  an  especially  great  rise  the  evening  before  ( perturbatio 
critica) ; so  that  the  subsequent  fall  of  temperature  is  very  considerable.  It  gen- 
erally occurs  at  night,  and  is  accompanied  by  profuse  perspiration.  The  fall  may 
amount  to  9°  or  10°  (5°  to  6°  C.).  The  temperature  sinks  almost  always  below 
normal,  often  as  low  as  95°  (35°  C.)  or  thereabouts.  Once  we  saw  it  fall  to  92’1° 
(33-4°  C.). 

To  the  first  attack  succeeds  an  interval  during  which  there  is  no  fever  (apy- 
rexia),  which  lasts  on  the  average  about  a week,  sometimes  a less  time,  and  often 
a greater.  The  longest  interval  we  have  ever  observed  lasted  seventeen  days. 
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Fio.  3.— Example  of  the  temperature  curve  in  relapsing  fever. 


During  this  interval  the  temperature,  which,  as  a rule,  is  at  first  subnormal,  rises 
to  normal,  and  then  generally  remains  tliere.  Exceptionally  there  are  slight 
evening  exacerbations  to  above  100‘5°  (38°  C.).  The.se  may  have  no  demonstrable 
cause,  or  may  result  from  some  comiilication,  such  as  otitis,  or  a furuncle.  Then 
comes  another  change,  and  generally  a sudden  one,  ushered  in  with  a chill,  and  a 
now  rise  of  temperature,  the  beginning  of  the  second  attack  or  first  relapse. 
During  this  attack  the  fever  has  the  .same  general  jicculiarities  as  in  the  Hi’s!  at- 
tack. Generally  the  first  relajise  is  briefer  by  a day  or  two  than  the  first  attack; 
but  the  reverse  is  sometimes  true.  We  will  add  that  wo  have  observed  not  iufre- 
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queutly  a rather  high  evening  temperature  (say  101‘5°,  S8'5°  C.)  for  one  or  two 
clays  before  the  second  attack  began,  as  also  before  the  third. 

Relapsing  fever  seems  in  many  epidemics  to  have  been  made  up  of  two  attacks, 
so  that  not  more  than  one  tenth  of  the  cases  liad  a third  attack.  On  the  other 
hand,  the  majority  of  the  cases  in  the  last  epidemic  had  two  relapses.  And  in 
these  cases  the  rule  was  for  the  interval  between  the  second  and  third  attacks  to 
be  one  or  two  days  longer  than  the  first  apyrexia;  but  earlier  epidemics  seem  to 
have  had  the  second  apyrexia,  if  there  was  one  at  all,  briefer  than  the  first.  The 
third  attack  is  set  down  in  all  reported  cases  as  decidedly  shorter  than  either  of  its 
predecessors.  It  lasts  genei-ally  two  or  three  days.  Exceptionally  we  have  seen 
it  persist  for  four  or  even  six  days. 

A fourth  and  even  a fifth  attack  may  occur,  but  only  exceptionally.  If  they 
do  happen,  they  are  usually  imperfectly  developed,  and  often  are  limited  to  a fever 
of  one  day’s  duration.  The  more  accurately  and  persistently  w'e  take  the  tem- 
perature during  convalescence,  the  oftener  do  we  find  slight  rises  of  temperature 
occurring  at  intervals  late  ixi  the  history  of  the  case.  These  are  probably  to  be 
interpreted  as  final,  rudimentary  attacks. 

The  Spirilli. — The  number  of  cases  of  relapsing  fever  in  which  no  spii’illi  can 
be  demonstrated  in  the  blood,  if  the  examination  be  accurate,  has  become  so  small 
that  it  can  be  disregarded  when  we  compare  it  with  the  much  greater  number  of 
cases  where  such  demonstration  is  made  with  ease  and  certainty.  The  best  way  is 
to  get  a drop  of  blood  by  pricking  the  skin,  and  examine  it  as  it  is,  without  mixing 
anything  with  it.  There  is  no  need  of  an  immersion  lens.  With  a good  Hartnack 
No.  8 [about  330  to  440  diameters,  according  to  eyepiece]  the  spirilli  are  seen  with 
perfect  distinctness.  We  have  often  seen  them  plainly  with  a No.  7 [250  to  340 
diameters].  It  requires  a little  practice  to  make  them  out;  but  this  is  easily  ob- 
tained. Often  the  attention  is  fix’st  caught  by  little  jogglings  and  motions  of  the 
red  blood-corpuscles,  and  then  we  see  the  delicate,  narrow  threads.  Their  length 
equals  about  three  to  six  times  the  diameter  of  the  red  globules  (Fig.  4).  They 
exhibit  an  active  and  almost  continuous  motion,  like  snakes.  Often  the  whole  , 
thread  bends  upon  itself,  and  then  stretches  out  again.  They  are  partly  separate 
and  partly  tied  up  in  knots  composed  of  four  to  twenty  individuals.  The  whole 
number  visible  in  one  field  vai’ies  greatly  in  individual  cases,  and  has  no  direct 

relation  to  the  severity  of  the  case.  Often 
it  requires  long  searching  to  find  a few, 
while  in  other  cases  there  may  be  twenty 
or  more  in  the  field  at  once.  A very  inter- 
esting fact  is  that  their  aixpearance  in  the 
blood  depends  upon  the  attacks  of  fever. 
On  the  first  day  of  the  attack  we  rarely  find 
spirilli,  and  then  only  one  or  two.  Upon 
succeeding  days  their  number  increases. 
Shortly  before  the  end  of  the  attack — that 
is,  before  the  crisis— they  generally  disap- 
pear entirely;  but  even  after  the  crisis  they 
have  been  found,  exceptionally  and  in  very 
small  numbei’s.  They  have  very  often  been 
found  by  the  author  as  well  as  other  ob- 

sei’vers  during  the  pseudo-crisis  described 
FIO.  4.-Spirilli  ot  relapsing  fever  in  the  blood.  temperature  has  be- 

come normal,  the  pre.sence  of  spirilli  makes  it  very  pi’obable  that  another  rise  of 
temperature  is  impending.  The  spirilli  have  thus  far  been  found  in  the  blood  only, 
in  the  catamenia,  in  bloody  urine,  or  in  blood  coughed  up  from  the  lungs,  and 
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never  in  the  organs  or  secretions  (urine,  milk,  sweat,  contents  of  herpetic  vesicles). 
There  can  hardly  be  any  doubt  that  the  spirilli  which  appear  in  the  separate  at- 
tacks are  to  be  regarded  as  separate  generations.  As  to  their  manner  and  place  of 
development  we  have  as  yet  no  knowledge.  In  the  final,  rudimentary  attacks,  we 
find  few  if  any.  If  the  patient  dies  during  an  attack,  they  are  to  be  found  in  the 
blood  after  death.  Artificial  cultivations  have  not  been  very  successful ; nor  have 
pure  cultures  of  them,  to  our  knowledge,  ever  succeeded.  Albrecht  states  that 
they  will  subsequently  develop  in  hlood  taken  from  a patient  during  the  interval 
when  he  has  no  fever. 

The  blood  is  otherwise  modified  during  relapsing  fever.  We  very  often  find  a 
slight  increase  in  the  white  corpuscles.  There  is  often  a noticeable  abundance  of 
very  small  bodies,  so-called  granular  elements  (Kornchenbildungen).  The  signifi- 
cance of  these  (the  remains  of  white  corpuscles  ?)  is  still  doubtful.  There  are, 
finally,  peculiar  cells,  rather  large,  with  fat-granules.  They  were  demonstrated 
by  Ponfick  in  the  venous  blood,  and  are  said  to  come  from  the  spleen.  We  also 
find  fatty-degenerated  endothelium  in  the  blood. 

Complications  are  on  the  whole  rare,  and  mostly  secondary.  Important  among 
these  are  troiiblesome  ophthalmic  disturbances,  especially  iritis  and  iridochoroid- 
itis.  Sometimes  parotitis,  laryngitis,  and  pneumonia  occur.  Epistaxis  is  a not 
infrequent  complication.  It  is  usually  profuse  and  persistent,  and  may  even  be 
dangerous.  Sometimes  there  has  been  rather  severe  dysenteric  trouble.  lu  one 
case  which  ended  fatally  we  observed  a very  peculiar  intestinal  lesion,  consisting 
of  haemorrhagic-necrotic  foci  in  the  colon  and  lower  ileum.  In  severe  cases  acute 
haemorrhagic  nephritis  occura  with  comparative  frequency.  At  the  autopsy  an 
important  and  characteristic  phenomenon  is  the  wedge-shaped  white  spots  which 
occur  in  the  spleen,  like  infarctions.  They  have  a clinical  interest,  as  they  may 
become  the  starting-point  of  pyasmic  conditions  or  of  peritonitis.  Splenic  ab- 
scesses have  been  observed  in  a few  cases. 

Variations  in  the  course  of  the  disease  occur  in  this,  as  in  all  other  acute  infec- 
tious diseases.  First  there  are  mild,  abortive  cases,  in  which  the  attacks  are  few 
and  brief.  Then  cases  have  been  described  resembling  intermittent  fever.  Of 
chief  importance  is  that  severe  variety  of  relapsing  fever  first  observed  in  Egypt 
by  Griesiuger,  and  described  as  “bilious  typhoid.”  There  is  no  longer  any  doubt 
about  the  x>roper  classification  of  this  disease,  for  spirilli  have  been  proved  to 
appear  in  it,  and  it  has  even  been  shown  that  its  inoculation  upon  another  per- 
son (!)  produces  a common  case  of  relapsing  fever.  Bilious  typhoid  fever  occa- 
sions successive  attacks,  like  those  of  relapsijig  fever.  The  type  is  much  more 
severe.  As  a rule,  there  appear  marked  icterus,  grave  nervous  symptoms,  hasmor- 
rhages  into  the  skin  and  mucous  membranes,  and  the  termination  is  frequently 
fatal.  Tlie  autopsy  shows  a greatly  enla)-ged  spleen,  often  containing  infarctions 
and  abscesses,  and  in  some  cases  hepatic  abscesses,  septic  nephritis,  and  similar 
lesions. 

The  prognosis  of  ordinary  relapsing  fever  is  on  the  whole  very  favorable.  In 
the  last  epidenucs  the  usual  mortality  was  only  two  to  four  per  cent.  The  fatal 
cases  could  some  of  them  be  laid  to  wretched  nursing  In  the  I’eniaining  portion 
death  resulted  from  comjdications,  such  as  i)neumonia  and  nepliritis. 

The  treatment  must  as  yet  be  purely  syinptomatic.  Antipyretic  treatment  is 
generally  needless,  since  the  fever  is  relatively  brief  and  often  quite  intermittent. 
Moreover,  most  patients  can  not  well  endure  cold  batb.s,  because  the  muscles  are 
so  painful.  As  a rule,  good  nui’sing  and  ])ro])er  food  ani])ly  suffice.  If  the  mus- 
cular pains  are  very  violent,  we  may  order  chloi-oform  liniment  as  an  embroca- 
tion. Complications  arc  to  be  treated  on  general  princi]fies. 

We  are  not  acquainted  with  any  remedy  that  can  inlluence  the  disease  itself 
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or  avert  the  relapses.  Large  doses  of  quinine,  salicylic  acid,  etc.,  have  been  fre- 
quently employed  for  this  purpose,  but  never  with  success.  Lately  there  has 
been  ascribed  to  calomel  a favorable  influence  upon  the  general  course  of  the  dis- 
ease, and  its  use  is  said  to  diminish  the  number  of  attacks.  We  must  await  fur- 
ther evidence  in  support  of  this  statement. 


CHAPTER  IV. 

SCARLET  FEVER. 

{Scarlatina.) 

We  now  begin  the  consideration  of  those  acute  infectious  diseases  which  are 
usually  embraced  under  the  name  of  the  “ acute  exanthemata.”  In  this  group  are 
reckoned,  besides  scarlet  fever,  measles,  rotheln,  small-pox,  varicella,  and  some- 
times also  facial  erysi^jelas.  The  point  which  these  diseases  have  in  common  is 
that  in  all  of  them  is  developed  a characteristic  eruption,  of  slight  clinical  signifi- 
cance in  itself,  in  most  cases,  but  of  thoroughly  characteristic  appearance  in  each 
disease,  and  hence  of  essential  importance  in  diagnosis.  A number  of  the  acute  ex- 
anthemata have  this  further  point  of  mutual  resemblance  that  they  appear  chiefly 
in  children.  These  diseases  are  scarlet  fever,  measles,  rotheln,  and  varicella. 

JEtiology. — Infection  with  the  specific  scarlatinal  poison  occui-s  almost  always 
by  contagion,  which  takes  place  very  readily.  A single  approach  to  a patient  ill 
with  scarlet  fever  may  suffice  to  communicate  the  disease.  There  is  no  doubt  that 
the  disease  may  he  transferred  by  objects  which  the  patient  has  touched,  such  as 
linen,  clothing,  furniture,  or  toys.  Persons  who  have  been  with  the  sick  may  be 
the  means  of  transmitting  the  disease,  although  themselves  unaffected.  In  Eng- 
land it  has  been  thought  that  the  contagium  may  be  carried  by  milk. 

Numerous  observations  show  that  the  scarlatinal  ijoison  is  with  gi’eat  difficulty 
destroyed,  and  may  keep  its  contagious  powere  for  months  (“tenacity  ”).  We  can 
thus  see  how  difficult,  how  impossible,  it  may  be  in  an  individual  case  to  point  out 
the  soui'ce  of  contagion.  Scarlet-fever  patients  can  communicate  the  disease  cer- 
tainly as  late  as  the  end  of  the  desquamative  period. 

Details  as  to  the  manner  of  contagion,  or  as  to  the  specific  poison  itself,  are  as 
yet  unknown.  There  have  been  repeated  statements  about  the  presence  of  bacteria 
in  the  blood  and  in  the  tissues  of  scarlatinal  patients;  but  it  is  very  imj)robable 
that  the  specific  poison  of  scarlet  fever  has  been  observed.  This  poison  must,  how- 
ever, he  contained  in  the  blood,  and  in  the  contents  of  the  miliary  vesicles,  of 
scarlet-fever  patients,  for  the  disease  has  repeatedly  been  artificially  produced  in 
healthy  persons  by  inoculation  with  these  fluids. 

Predisposition  to  scarlet  fever  is  far  less  universal  than  is  predisposition  to 
measles  or  small-pox.  In  families  with  several  children  often  only  one  or  two  fall 
sick,  while  the  rest  escape,  although  equally  exposed.  As  age  iircreases,  liability 
to  the  disease  greatly  diminishes,  although  there  are  cases  of  scarlet  fever  among 
adults.  The  majority  of  patients  are  between  two  and  ten  years  of  age.  Scarlet 
fever  is  rare  during  the  first  year  of  life.  It  is  an  interesting  fact  that  children 
with  fresh  wounds,  either  accidental  or  surgical,  are  especially  liable  to  scarlet 
fever.  An  analogous  and  familiar  fact  is  that  women  after  delivery  have  a strong 
tendency  to  the  disease.*  With  very  few  excejitions  a person  is  attacked  but  once. 


* In  puerperal  cases  genuine  scarlet  fever  and  septic  diseases  were  formerly  often  confounded. 
(See  Chapter  XVIII.) 
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so  that,  after  the  disease  is  over,  an  immunity  from  contagion  is  enjoyed;  but  there 
are  exceptions  to  this  rule. 

Scarlet  fever  is  now  spread  over  the  entire  globe.  Here  in  Germany  there  are 
almost  always  some  sporadic  cases  in  the  larger  towns,  while  from  time  to  time, 
especially  in  autumn,  there  are  more  or  less  extensive  epidemics  in  one  place  or 
another.  There  is  considerable  variation  in  the  different  epidemics  of  scarlet 
fever,  as  in  many  other  infectious  diseases,  in  the  general  character  of  the  disease, 
and  above  all  in  the  prevailing  mildness  or  severity  of  the  cases. 

Clinical  History.— The  period  of  incubation  is  about  four  to  seven  days,  or  is 
sometimes  apparently  shorter.  There  are  hardly  ever  any  decided  procb’omata 
The  disease  begins  rather  suddenly,  with  fever,  often  introduced  by  chilliness,  and 
sometimes  by  a well-marked  rigor.  There  is  almost  invariably  a painful,  scar- 
latinal sore  throat.  A further  symptom,  in  all  cases  of  any  severity,  is  cerebral 
disturbance,  generally  rather  intense.  There  may  be  headache,  dullness,  uneasy 
sleep,  delirium,  and,  in  smaller  children,  sometimes  even  convulsions.  A very 
frequent  and  characteristic  early  symptom  is  vomiting,  which  may  be  repeated. 

The  characteristic  rash  usually  appears  as  early  as  the  close  of  the  first  day,  or 
on  the  second,  and  begins  on  the  neck  and  on  the  chest  and  face,  soon  becoming 
almost  universal.  The  eruption  consists  at  fii’st  of  numberless  small  red  points, 
crowded  thickly  together  and  soon  united  into  a diffuse,  intense,  scarlet-colored 
erythema.  The  small  and  somewhat  elevated  points  almost  always  correspond  to 
the  swollen  hair-follicles.  The  diffuse  redness  is  the  result  of  an  excessive  hyperae- 
mia  of  the  skin,  and  vanishes  completely  on  pressure.  The  back  u.sually  i^resents 
the  most  vivid  tint.  In  the  face  there  is  generally  pallor  of  the  lips  and  chin,  pre- 
senting a very  striking  and  characteristic  contrast  to  the  bright-red  cheeks.  If 
some  object  like  the  end  of  a pen-holder  be  di’awn  over  the  red  skin,  there  soon 
arise  coiTesponding  white  lines,  due  to  contraction  of  the  blood-vessels.  It  is  pos- 
sible thus  to  make  letters  or  pictures  upon  the  back  of  the  patient.  We  should 
add,  however,  that  this  is  not  a peculiarity  of  the  scarlatinal  eruption,  being  seen 
in  other  erythematous  eruptions. 

The  rash  persists  for  some  three  or  four  days,  at  first  even  increasing  somewhat 
in  vividness.  It  often  appears  more  intense  by  artificial  light  than  in  the  daytime. 
Meanwhile  the  severe  general  symptoms  continue — the  fever,  the  usually  excess- 
ively rapid  pulse,  the  cerebral  symptoms,  and  the  throat  trouble.  The  spleen  is 
often  somewhat  swollen,  though  seldom  very  large.  Then  the  eruption  begins  to 
fade,  the  fever  gradually  ceases  by  lysis,  the  general  condition  and  the  difficulty 
in  swallowing  improve.  With  the  end  of  the  first  week  or  the  beginning  of  the 
second,  the  cases  which  run  the  typical  course  become  fully  convalescent.  Wlien 
the  rash  disappears,  the  epidermis  usually  begins  to  peel  off,  in  a very  characteristic 
way,  in  pieces  of  considerable  size.  The  exfoliation  upon  the  hands  and  feet  is 
especially  pronounced,  and  the  little  convalescents  often  amuse  themselves  by 
peeling  off  the  epidermis  in  strips.  Cases  which  are  apparently  the  mildest  and 
most  benign  may  have  their  convalescence  interrupted  by  the  occurrence  of  a 
secondary  scarlatinal  nephritis.  There  is  no  certain  prophylaxis  against  this. 

We  will  now  pass  on  from  this  general  summary  to  a more  complete  considera- 
tion in  detail  of  general  and  local  symptoms.  And  we  shall  see  how  manifold 
are  the  clinical  ifiienomena  presented  by  scarlet  fever. 

1.  Fever  fsee  Fig.  5). — Altliough  in  a few  undevelo])ed  cases  there  is  no  fever, 
or  scarcely  any,  almost  all  cases  of  any  importance  have  high  fever.  It  is  only 
exceptionally  that  severe  cases  ui’e  observed  whei’e  the  l)odily  temi)erature  is  little 
if  at  all  elevated.  As  a rule,  the  fever  rises  rapidly  upon  the  very  first  day,  cor- 
responding to  the  sudden  onset  of  all  the  symptoms,  to  about  104°  or  105°  (40°- 
40-5°  C.).  The  next  day  it  often  becomes  a little  higher  still,  and  then  pei*sists 
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with  but  slight  variations,  as  a rule,  so  long  as  the  eruption  is  at  its  height.  Dur- 
ing this  period  a temperature  of  105°  or  more  (40'5°-41°  C.)  is  not  infrequently 
j234.'5  6789  Observed.  When  the  eruption  fades. 
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Eruption. 

-Example  of  a normal  scarlet-fever  curve. 


and  the  other  symptoms  decline,  defer- 
vescence occurs.  This  hapj>ens  but 
rarely  by  crisis,  and  that  in  the  slight 
attacks.  It  is  almost  always  by  pro- 
longed lysis,  as  in  typhoid,  only  more 
irregularly  and  more  rapidly.  If  the 
fever  lasts  into  the  second  week  of  the 
disease,  it  is  almost  always  (though  not 
without  exceptions)  caused  by  demon- 
strable complications.  The  most  fre- 
quent causes  are  the  peivsistence  of  a 
severe  sore  throat,  the  occurrence  of  in- 
flammatory changes  in  the  cervical 
glands,  or  a purulent  otitis  media.  In 
closing  what  we  have  to  say  about  the 
fever  in  this  disease,  we  would  empha- 
size the  fact  that  the  pulse  is  often  very  rapid,  even  considering  the  height  of  the 
temperature. 

2.  The  Throat. — The  throat  presents  the  most  constant  local  lesion  of  scaidet 
fever.  Sore  throat  is  only  in  the  rarest  cases  wholly  absent;  but  its  form  and 
intensity  may  vary  extremely.  The  mildest  variety  is  a simple,  erythematous 
catarrh,  without  much  swelling,  but  exhibiting  a more  or  less  intense  reddening  of 
the  soft  palate  and  tonsils,  frequently  associated  with  enlargement  of  the  little 
mucous  follicles.  Sometimes  minute  haemorrhages  take  place  into  the  mucous 
membrane.  In  other  cases  the  scarlatinal  affection  of  the  throat  is  from  the  start 
associated  with  considerable  swelling  of  the  parts,  aud  especially  of  the  tonsils, 
justifying  the  term  “parenchymatous  sore  throat.”  Not  infrequently  small 
abscesses  form  in  the  lacunae  of  the  tonsils  or  superficial  spots  of  necrosis  develop 
which  leave  behind  them  larger  or  smaller  ulcers,  and  sometimes  occasion 
considerable  haemorrhage.  There  may  even  be  a circumscribed  gangrene  of  the 
tonsils. 

By  far  the  most  important,  because  it  is  also  the  most  dangerous,  of  the  affec- 
tions of  the  throat  resulting  from  scarlet  fever  is  the  so-called  scarlatinal  diph- 
theria— that  is,  a diphtheritic  inflammation  of  the  tonsils  and  soft  palate.  This 
usually  develops  on  the  third,  fourth,  or  fifth  day  of  the  disease,  j'eplacing  a simple 
inflammatory  condition  of  the  parts.  Whitish,  dirty-colored  spots  develop)  on  the 
tonsils,  the  arches  of  the  palate,  and  the  uvula.  These  rapidly  increase  in  size, 
and  cause  a dry  necrosis  of  the  mucous  membi'ane  aud  subsequent  ulceration. 
The  process  is  a truly  diphtheritic  one — that  is,  there  is  an  inflammation  combined 
with  an  extension  into  the  diseased  tissues  of  a fibrinous  exudation. 

It  is  especially  characteristic  of  scarlatinal  diphtheria  that  there  is  almo.st 
invariably  a considerable  swelling  of  the  cervical  lymph-glands,  except  in  those 
cases  which  die  very  quickly.  It  is  true  that  the  glands  are  usually  somewhat 
enlarged  in  the  milder  forms  of  pharyngitis  accompanying  scarlet  fever,  but  they 
seldom  attain  the  size  observed  in  the  true  dijjhtheritic  process.  In  this  there  is 
an  inflammatory  and  oedematous  infilti-ation  affecting  often  Jiot  only  the  glands 
themselves,  but  also  the  surrounding  connective  tissue,  so  that  in  severe  cases  the 
whole  cervical  region  and  the  floor  of  the  buccal  cavity  presents  a firm  and 
asually  a very  painful  enlargement.  It  should  be  added  that  the  severity  of  the 
throat  symptoms  and  the  extent  of  the  glandular  swelling  are  not  always  com- 
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mensurate.  Almost  always  the  scarlatinal  diplitheria  is  associated  with  a marked 
stomatitis,  and  very  often  also  with  a severe  purulent  or  even  diijhtheritic  rhinitis. 
At  the  aim  of  the  nose  and  the  corners  of  the  mouth  there  are  often  superficial 
ulcei-s  from  this  cause.  Otitis  is  also  a frequent  complication  of  scarlatina  {vide 
infra).  The  swelling  of  the  lymph  glands  iu  the  throat  very  often  terminates  ‘in 
su])puration.  The  influence  upon  the  general  condition  of  the  patient  of  the 
scarlatinal  diphtheria  is  apt  to  he  considerable,  apart  from  the  marked  local  dis- 
comfort. The  constitutional  symptoms  are  often  as  severe  as  in  septicmmia  or 
pymmia.  Many  cases  end  fatally  in  a few  days,  while  others  pursue  a more 
tedious  course,  lasting  perhaps  several  weeks  before  death  comes.  These  are 
often  associated  with  pyaemic  processes  in  other  parts  of  the  body. 

With  regard  to  the  pathogenesis  of  the  thi-oat  troubles  seen  in  scarlet  fever,  the 
more  simple  forms  are  in  all  probability  directly  associated  with  the  scarlatinal 
process — that  is,  they  are  direct  sequences  of  the  affection.  As  relates,  however,  to 
the  severer  forms,,  and  in  especial  the  diphtheritic  variety,  it  is  at  least  very 
probable  that  these  are  not  a direct  result  of  the  scarlatinal  poison,  hut  are  dne  to 
some  secondary  infection  which  takes  place  at  the  spot  of  the  primary  scarlatinal 
angina.  But  we  are  almost  obliged  to  suppose  that  there  is  some  intimate  con- 
nection between  the  two  varieties  of  infection,  else  why  should  this  peculiar 
secondary  disease,  the  scarlatinal  diphtheria,  be  so  often  conjoined  with  scarlet 
fever?  Yet  the  fact  deserves  emphasis  that  the  diphtheria  seen  in  scarlet  fever  has 
no  aetiological  connection  with  genuine  primary  diphtheria  (see  the  chapter  on  this 
latter  disease),  although  the  pathological  anatomy  is  almost  the  same  in  both 
diseases.  From  a clinical  standpoint  the  two  present  several  important  points  of 
difference.  In  particular  the  scarlatinal  diphtheria,  in  contrast  with  the  primary 
form  of  the  disease,  seldom  spreads  to  the  larynx.  Laryngeal  croui)  is  therefore 
but  rarely  seen  in  scarlet  fever,  and  perhaps  when  it  does  occur  it  is  to  be  ex- 
plained by  an  actual  complication  of  the  scarlatina  with  genuine  diphtheria.  The 
severe  dyspnoea  which  sometimes  develops  in  the  course  of  scarlet  fever  is 
probably  caused  by  an  inflammatory  oedema  of  the  glottis.  Another  important 
clinical  distinction  between  genuine  and  scarlatinal  diphtheria  is  that  paralysis  of 
the  soft  palate,  the  ocular  muscles,  and  other  parts  is  scarcely  ever  a sequel  of 
scarlatinal  diphtheria. 

The  definitive  answer  to  the  question  of  the  jDrimary  and  the  secondary 
varieties  of  infection  in  .scarlet  fever  must  he  postponed  until  the  individual  germs 
corres])onding  to  the  same  are  accurately  Icnown.  At  present  we  have  but  a 
single  noteworthy  item  of  information,  wliich  is  that  there  is  present  in  scarlatinal 
diphtheria  a peculiar  “chain-forming  micrococcus,”  discovered  by  Lolfler  in  the 
necrotic  mucous  membi'ane,  the  lymph-glands,  and  even  in  the  blood.  Tliis,  per- 
haps, is  the  occasion  of  the  secondary  disease. 

It  may  be  added  that,  in  ])uerperal  scarlet  fever,  affections  of  the  throat  are 
noticeably  infrequent  or  trivial,  but  the  same  question  arises  whether  here  scarlet 
fever  and  other  diseases  have  not  been  confounded. 

In  addition  to  the  I’edness  there  is  ofteu  a variable  degree  of  swelling.  These 
latter  cases  form  a connecting  link  between  the  oi-dinary  variety  and  those  cases 
of  parenchymatous  soi’e  throat  where  the  tonsils  are  intensely  swollen  and  the 
soft  palate  and  uvula  are  more  or  less  oedematous.  Tliere  may  be  .small  snpi)urat- 
ing  spots  in  the  crypts  of  the  tonsils,  or  these  organs  may  suffer  from  larger 
abscesses,  necrosis,  or  even  gangrene.  When  the  neemsed  portions  slough  off, 
there  may  in  rare  cases  occur  a considerable  hoemorrhage  from  the  tonsils. 
Often  chronic  hypertrophy  of  the  tonsils  remains  after  these  severer  forms  of 
inflammation. 

These  graver  varieties  are  almost  always  accompanied  by  swelling  of  the  sub- 


40 


ACUTE  GENEEAL  INFECTIOUS  DISEASES. 


maxillary  lympli-glauds.  Tlie  neighboring  connective  tissue  will  then  often 
present  diffuse  infiltration  and  oedematous  swelling.  This  swelling  may  in  severe 
cases  involve  the  floor  of  the  mouth  and  the  entire  neighborhood  of  the  throat. 
The  severity  of  the  trouble  in  the  throat  does  not  always  correspond  to  that  in  the 
lymph-glands.  Very  frequently  the  swelling  of  the  lymph-glands  and  the  neigh- 
boring structures  ends  in  the  formation  of  abscesses. 

The  croupous  and  diphtheritic  inflammations  of  the  throat  are  the  most  impor- 
tant and  justly  the  most  feared.  We  believe  that  it  is  a mistake  to  speak  of  a 
“ complication  of  scarlatina  with  diphtheria.”  The  diphthei’ia  of  scarlet  fever  has, 
from  an  aitiological  point  of  view,  no  relation  to  the  coinmon  genuine  diphtheria. 
It  is  a throat  trouble  having  a direct  connection  with  the  scarlatinal  process  as 
such.  It  can,  indeed,  from  its  outward  appearance,*  he  distinguished  with  diffi- 
culty, if  at  all,  from  the  primary,  genuine  variety  (q.  v.);  and  therefore,  from  an 
anatomical  point  of  view,  it  must  be  termed  a croupous  or  diphtheritic  inflam- 
mation. 

Scarlatinal  diphtheria  may  be  united  with  any  of  the  above  varieties  of  angina, 
either  appearing  at  the  very  beginning  of  the  illness,  esi^ecially  in  very  severe 
cases,  or  not  till  later,  at  the  end  of  the  first  or  even  in  the  beginning  of  the  second 
week.  It  is  almost  always  the  sign  of  a severe  attack,  and  is  therefore  generally 
associated  with  high  fever  and  grave  general  symptoms.  The  secondary  swelling 
of  the  cervical  lymphatic  glands  and  the  suiTOunding  connective  tissue  generally 
attains  a severe  grade,  and  it  is  often  very  painful.  Here,  as  in  the  other  varieties 
of  severe  angina,  there  is  almost  always  a simultaneous,  intense  stomatitis,  and  fre- 
quently a purulent  coi’yza.  There  are  often  superficial  ulcem  on  the  aim  nasi  and 
at  the  corners  of  the  mouth.  This  form  of  diphtheria  has  one  peculiarity  of  great 
interest  and  clinical  importance.  Unlike  primary  diphtheria,  it  seldom  extends 
to  the  larynx,  so  that  it  is  only  in  rare  cases  of  scarlet  fever  that  there  are  symp- 
toms of  laryngeal  croup.  A further  important  clinical  difference  between  these 
two  forms  of  diphtheria  is  that  in  scarlet  fever  there  is  scarcely  ever  any  subse- 
quent paralysis  of  the  soft  palate  or  of  the  muscles  of  the  eye.  A dangerous,  but 
fortunately  a rare,  complication  is  oedema  of  the  glottis.  This  may  quickly  cause 
death  from  suffocation.  We  may  finally  mention  that  puerperal  scarlatina  is 
said  to  have  in  many  cases  extremely  slight  throat  complications,  or  none  what- 
ever. 

3.  We  proceed  by  a natui’al  sequence  to  the  consideration  of  the  affections  of 
certain  parts  adjacent  to  the  throat,  troubles  which  must  be  regarded  as  chiefly 
the  result  of  direct  extension,  or  of  a conveyance  of  the  inflammatory  process  from 
the  throat. 

The  stomatitis  we  have  already  mentioned,  as  well  as  the  disturbance  in  the 
neighboring  lymph-glands  t and  the  surrounding  tissue.  Parotitis  is  not  rare  in 
severe  cases.  Of  especial  importance  is  the  scarlatinal  inflammation  of  the  middle 
ear,  which  often  results  in  permanent  deafness. 

This  inflammation  usually  arises  at  the  time  of  desquamation,  but  it  may  occur 
earlier.  It  is  either  a simple  catarrh  of  the  middle  ear,  or,  in  severe  cases,  an 
actual  diphtheritic  process.  The  deafness  and  earache  are  easily  overlooked,  as 
the  other  symptoms  of  the  patient  occupy  the  attention,  so  that  the  ear  trouble  is 
fii’st  recognized  by  the  occurrence  of  perforation  of  the  tympanum  and  subsequent 
purulent  otorrhcea.  After  this  declines  there  very  often  remains  behind,  as  we 


* In  microscopic  preparations,  liowcvcr,  according  to  Heubner’s  investigations,  there  are  evident 
differences  between  genuine  primary  diphtheria  and  that  of  searlet  fever. 

t It  sliould  be  remarked  tliat  not  infrequently  there  is  also  in  scarlet  fever  a slight  universal  swell- 
ing of  the  lymph-glands  (back  of  the  nock,  axilla,  groins,  etc.). 
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have  said,  permanent  deafness.  Statistics  have  shown  that  four  or  five  per  cent, 
of  all  cases  of  deafness  are  referable  to  an  attack  of  scarlet  fever  in  childhood. 
The  otitis  is  seldom  immediately  dangerous,  but  yet  cases  of  purulent  meningitis 
have  been  observed  to  follow  it. 

We  have  already  spoken  of  the  purulent  or  even  diphtheritic  rhinitis  which 
almost  always  accompanies  the  scarlatinal  sore  throat.  In  rare  cases  there  may 
also  occur  a purulent  conjunctivitis,  which  is  most  probably  the  result  of  a direct 
conveyance  of  inflammatory  secretions. 

The  tongue  in  scai-let  fever  deserves  special  mention.  The  first  coating  cleans 
off,  and  then  the  tongue  usually  presents  a very  characteristic  appearance.  It  is 
diffusely  reddened  and  covered  with  little  elevations  corresponding  to  swollen 
papillae  (strawberry  tongue,  scarlatinal  tongue). 

4.  The  characteristic  eruption,  as  developed  in  the  great  majority  of  cases,  has 
been  described  above.  It  remains  to  describe  certain  valuations  from  the  usual 
appearances. 

First,  the  eruption  may  be  rudimentary.  It  is  then  not  pronounced,  and  visible 
only  on  a limited  portion  of  the  body  (face,  trunk,  or  extremities). 

Variations  from  the  type  are  not  rare ; sometimes  the  pa^Dules  are  more  strongly 
developed  {scarlatina  papulosa) ; very  frequently  there  are  little  vesicles  {scarla- 
tina miliaris).  This  latter  foi’m  of  the  eruption  appears  by  preference  upon  the 
trunk,  but  it  also  may  come  upon  the  extremities,  and  is  often  brought  out  by  ex- 
cessive perspiration,  or  by  wrapping  up  the  patient  too  warmly.  Many  epidemics 
are  noticeable  from  the  frequent  appearance  of  this  miliary  form.  More  rarely 
the  rash  has  a spotted  look,  resembling  the  eruption  of  measles  {scarlatina  varie- 
gata).  There  may  be  minute  ecchymoses,  which  are  not  ominous.  Well-devel- 
oped cases  of  hEemorrhagic  scarlatina  are,  however,  very  dangerous,  because  here 
the  general  infection  of  the  system  is  almost  always  exceedingly  severe;  and  there 
is  besides,  as  a rule,  a genei’al  hsemorrhagic  diathesis.  Other  cutaneous  lesions, 
especially  hei’pes  and  urticaria,  are  not  so  very  unusual  in  connection  with  the 
scarlatinal  eruption.  Furunculosis  has  been  repeatedly  observed  after  the  rash 
fades. 

Desquamation  generally  begins  as  soon  as  the  rash  has  completely  disappeared, 
but  may  not  occur  till  a . few  days  or  even  one  or  two  weeks  later.  Its  extent 
corresponds  in  general  to  the  severity  of  the  eruption,  although  extensive  desqua- 
mation may  follow  a rudimentary  eruption.  It  is  seldom  bran-like  or  furfura- 
ceous,  as  in  measles.  The  rule  is  for  it  to  be  in  lamellae,  so  that,  as  we  have  stated, 
quite  large  strips  of  epidermis  may  be  detached  entire. 

In  rare  cases  an  oedema  of  the  skin  appears  after  scarlet  fever,  which  can  not 
be  shown  to  depend  upon  nephritis  {vide  infra),  but  may  perhaps  be  due  to  an 
abnormal  permeability  of  the  walls  of  the  cutaneous  blood-vessels  following  the 
eruption  {hydrops  scarlatinosus  sine  nephritide) . 

Kidneys.— l^ext  to  the  severer  forms  of  throat  trouble,  the  most  important  and 
dangerous  complications  are  located  in  the  kidneys.  They  may  appear  as  early 
a.s  the  acme  of  the  di.sease,  as  in  many  other  infectious  diseases.  The  urine  has  a 
trace  of  albumen.  In  rai’e  cases  the  amount  of  albumen  may  be  considerable. 
The  appearance  of  the  mine  is  generally  not  much  changed,  and  the  microsco])c 
reveals  but  few  abnormal  constituents.  There  are  some  Avhite  and  red  blood- 
globules,  a few  hyaline  casts,  sometimes  one  or  two  renal  epithelial  cells.  This 
initial  albuminuria  very  rarely  gives  cause  for  alarm. 

The  genuine  scarlatinal  nephritis  scarcely  ever  develo])s  much  before  the  end 
of  the  .second  or  the  beginning  of  the  third  week.  Sometimes  it  comes  even  later. 
In  one  ca.se  under  our  own  observation  it  did  not  begin  till  the  thirty-third  day  of 
the  disease.  It  may  therefore  be  regarded  to  a certain  degree  as  a localized  re- 
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lapse.  It  may  be  so  mild  as  to  cause  no  subjective  symptoms  whatever,  and 
would  be  unnoticed  if  tbS  urine  were  not  carefully  examined.  On  tbe  other 
hand,  it  may  be  accompanied  by  the  gravest  symptoms,  and  soon  terminate  fa- 
tally. It  may  follow  either  severe  cases  or  the  mildest,  so  that  the  rule  should  he 
t»  examine  the  urine  in  every  case  of  convalescence  from  scarlet  fever  as  often  and 
as  accurately  as  possible.  No  exact  statement  can  be  made  as  to  the  frequency  of 
this  complication,  for  it  is  much  more  common  in  some  epidemics  than  in  others. 

The  development  of  nephritis  is  often  marked  by  a fresh  rise  of  temperature. 
The  elevation  may  be  slight  or  it  may  reach  104°  (40°  C.).  According  to  our  o-wn 
experience,  the  fever  often  comes  a day  or  two  earlier  than  the  changes  in  the 
urine.  As  the  nephritis  goes  on,  it  is  very  often  accompanied  by  a moderate 
fever  with  remissions.  This  fever  may  be  almost  wholly  absent,  especially  in 
mild  cases.  The  pulse  generally  becomes  harder,  and  is  sometimes  quickened; 
but  in  many  cases  it  will  be  slow,  and  it  is  sometimes  irregular.  Among  other 
objective  symptoms,  the  first  to  excite  notice  is  generally  a slight  puffiuess  of  the 
face,  which  is  usually  pale.  The  eyelids,  particularly,  present  an  evident  oedema. 
In  the  milder  cases  this  oedema  remains  limited,  while  in  others  it  gradually 
increases  in  extent  and  degree,  involving  first,  as  a rule,  the  dependent  parts  of 
the  trunk,  and  later  the  extremities.  Severe  cases  develop  a pronounced  ana- 
sarca. There  are  then,  usually,  effusions  into  the  serous  cavities,  especially  ascites 
and  hydrothorax.  The  hydrothorax  is  frequently  combined  with  severe  bron- 
chitis, and  then  may  occasion  extreme  dyspnoea. 

The  urine  exhibits  the  most  important  changes.  These  may  be  insignificant  in 
the  milder  cases,  but  are  very  pronounced  in  the  severe  ones.  The  amount  is 
much  diminished.  Sometimes  there  will  be  for  several  days  almost  complete 
anuria.  In  cases  of  any  severity  the  urine  is  turbid,  dark,  often  evidently  bloody, 
with  increased  specific  gravity  (about  1015  to  1025),  and  containing  a large 
amount  of  albumen.  The  sediment  is  generally  abundant,  and  exhibits  numerous 
hyaline  casts  of  various  lengths  and  diametei’S.  To  these  may  be  attached  red  or 
white  blood-corpuscles,  detritus,  granules  of  hEematoidin,  or  bacteria,  In  cases 
of  some  duration  the  casts  are  often  moderately  fatty.  Very  frequently  there  are 
found  noticeably  long  and  broad  waxy  casts,  which  are  opaque  and  yellow.  In 
many  cases  of  scarlatinal  nephritis  the  urine  is  peculiar  in  having  very  many 
white  blood-corpuscles,  either  isolated  or  adhering  to  the  casts.  These  un- 
doubtedly originate  for  the  most  part  in  the  kidneys.  Red  globules,  some  of  them 
in  the  form  of  colorless  rings,  are  found.  They  are  usiially  present  in  small 
numbers,  but  may  become  more  abundant,  especially  for  a day  at  a time.  Renal 
epithelium  is  frequently  seen,  but  not  invariably  nor  in  very  large  amount.  It 
must  be  mentioned,  in  conclusion,  that  in  some  rare  instances  the  autopsy  dis- 
closes quite  a marked  nephritis,  although  the  urine  was  appai’ently  normal  during 
life,  or  at  least  was  not  very  abnormal. 

Uraemic  sym()toms  are  not  infrequent.  Tliey  may  be  of  all  degrees  of  severity. 
They  will  be  described  in  detail  under  diseases  of  the  kidney  {vide  infra).  The 
mmmia  may  be  so  severe  as  to  cause  convulsions,  coma,  and  death;  but  it  is 
remarkable  with  what  frequency  children  recover  from  what  seems  to  be  the 
most  pronounced  uraemia. 

The  duration  of  scarlatinal  nephritis  varies  greatly  according  to  its  severity. 
In  cases  Avhich  run  a favorable  coui’se,  tbe  urine  is  generally  abnormal  for  two  to 
four  weeks,  or  e''?en  longer.  Death  may  be  due  either  to  uraemia  or  to  dyspnoea. 
The  latter  cause  is  the  more  frequent  one,  and  may  depend  upon  the  ascites  and 
hydrothorax,  or  ujwn  pneumonia  {vide  infra).  Sometimes  death  comes  from 
cardiac  failure,  which  may  now  and  then  be  very  suddenly  developed.  The 
nephritis  may  go  on  into  chronic  renal  disease,  but  this  is  rare. 
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Pathologically,  the  kidneys  present,  in  a more  or  less  pronounced  degree,  the 
lesions  of  ordinary  acute  hjemorrhagic  nephritis  {vide  infra).  It  is  sometimes 
astonishing  to  see  how  apparently  insignificant  the  lesions  are,  in  spite  of  the 
grave  clinical  symptoms.  In  such  cases  there  is  usually  a so-called  glomerulo- 
nephritis (Klebs),  in  which  the  lesions  are  chiefly  confined  to  the  walls  of  the 
capillaries  and  to  the  epithelium  of  the  glomeruli.  If  the  nephritis  has  been  of 
some  weeks’  duration,  we  generally  find  that  well-marked  hypertrophy  of  the  left 
ventricle  has  already  developed,  as  was  first  pointed  out  by  Friedlander.  We 
have  ourselves  observed  it,  and  have  even  been  able  to  demonstrate  it  repeatedly 
during  life. 

6.  Joints. — When  desquamation  begins,  or  even  earlier,  pain  and  swelling 
7nay  attack  a certain  number  of  the  joints.  This  trouble  was  formerly  called 
scarlatinal  rheumatism,  but  now  is  usually  known  as  scarlatinal  synovitis.  It  is 
generally  mild  and  quite  temporary.  The  articular  inflammation  may,  howevei’, 
be  severe  and  even  purulent.  This  is  usually  a part  of  a general  pyaemia,  as 
evinced  by  such  other  lesions  as  empyema  and  subcutaneous  abscesses ; and  they 
all  seem  to  be  caused  by  the  above-mentioned  “chain-forming”  micrococcus, 
which  swarms  in  the  pus  found  in  all  the  affected  parts. 

We  have  seen  a few  instances  of  excessive  pain  in  the  muscles  of  the  thighs, 
accompanied  by  a moderate,  diffuse  swelling. 

7.  Another  important  complication  of  scarlet  fever  is  pneumonia.  In  severe 
cases  lobular  pneumonia  sometimes  appears  as  early  as  the  first  stage  of  the  dis- 
ease; but  it  occurs  more  frequently  in  connection  with  the  nephritis.  The 
respiration  may  be  very  seriously  intei’fered  with  by  it.  Inflammations  of  serous 
membranes  in  the  chest — viz.,  endocarditis,  pericarditis,  and  pleurisy — are  more 
rare.  They  may  or  may  not  be  accompanied  by  disturbances  in  the  joints  {vide 
supra).  Quite  severe  intestinal  symptoms,  such  as  diari’hoea,  may  appear. 
These  are  generally  the  result  of  a cataiThal  inflammation  of  the  intestinal 
follicles.  Dysentery  is  less  frequent.  The  enlargement  of  the  spleen  has  been 
already  mentioned.  The  liver  is  also  sometimes  found  to  be  considerably  en- 
larged. 

Variations  in  the  Course  of  the  Disease. — The  diversities  of  the  clinical  picture 
in  different  cases  of  scarlatina  will  be  understood  when  we  consider  the  variety 
and  number  of  the  disturbances  thus  far  cited.  It  is  to  be  added  that  the  general 
course  of  the  disease  may  exhibit  numei’ous  peculiarities,  of  which  it  is  hardly 
possible  to  give  an  exhaustive  presentation.  We  will  content  ourselves  w'ith  a 
cursory  statement  of  the  most  important  deviations  from  the  typical  course. 

1.  Rudimentary  Forms. — To  this  class,  in  which  the  disease  does  not  reach  a 
perfect  development,  belong  first  the  cases  of  simple  sore  throat  with  no  erup- 
tion, or  at  most  an  extremely  faint  and  partial  one  {scarlatina  sine  exanthe- 
mate).  Sometimes  even  tlie  sore  throat  is  hardly  to  be  seen,  and  there  is  noth- 
ing but  a brief  and  slight  fever  with  mild  symptoms  of  general  disturbance.  The 
recognition  of  these  cases  as  scarlatinal  is  i^ossible  only  when  we  consider  their 
mtiological  relation  to  other  undoubted  cases  of  scarlet  fever.  We  had  an  excel- 
lent opportunity  to  observe  them  when  the  disease  broke  out  in  the  children’s 
wards  of  the  hospital  at  Lcipsic.  The  diagnosis  is  .sometimes  confirmed  by  a 
slight  though  evident  desquamation,  affecting  the  h.ands,  feet,  legs,  and  back,  or 
by  an  acute  nephritis,  which  may  follow  tlie  mildest  attacks  of  this  sort.  Many 
cases  of  acute  nephritis,  though  apjjarently  wholly  spontaneous  and  primaiy, 
must  be  regarded  as  sotiologically  .scarlatinal. 

2.  Rudimentary  but  Pernicious  Forms. — Under  this  head  belong  those  attacks 
of  scarlet  fever  where  the  eruption  is  scanty  or  absent,  while  from  the  very  start  the 
most  violent  general  symptoms  appear.  There  is  a very  high  fever,  enormously 
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rapid  pulse,  and  delii’ium.  Such  cases  must  be  the  I’esult  of  an  uncommon! severe 
general  infection.  They  usually  end  in  s^Deedy  death.  Other  cases,  ending  fatally 
in  a few  days,  have  a well-developed  rash  without  other  localized  disturbances. 

3.  Severe  Forms  with  a more  Protracted  Course. — In  these  cases  the  long 
duration  is  not  the  exclusive  result  of  especial  complications,  but  is  likewise  due 
to  the  severity  of  the  intoxication.  One  variety  is  the  so-called  typhoid  form  of 
scarlatina,  with  persistent  high  fever  and  sevei’e  constitutional  symptoms.  An- 
other variety  is  the  haemorrhagic  form  briefly  mentioned  above,  in  which  there 
are  extensive  haemorrhages  into  the  sldn  and  into  the  mucous  and  serous  mem- 
branes. This  form  may  run  an  extremely  acute  course.  Further,  in  all  pernicious 
forms,  there  may  be  severe  local  complications,  particulaidy  diphtheritic  or  gan- 
grenous sore  throat,  inflammations  of  serous  membranes,  etc.  Attacks  of  this 
sort  are  often  not  produced  by  the  poison  of  scarlet  fever  alone,  but  by  secondary 
complicating  processes.  While  speaking  of  scarlatinal  diphtheria  it  has  already 
been  pointed  out  that  secondary  infection  of  the  body  may  result,  principally 
originating  from  the  diseased  throat,  and  occasioning  sometimes  a grave  septic 
condition  of  the  whole  body,  sometimes  local  disease  of  distinct  parts. 

4.  In  extremely  rare  cases  relapses  do  occur.  After  the  first  illness  a fresh 
eruption  breaks  out  with  all  the  other  symptoms  of  scarlet  fever.  In  anomalous 
cases,  running  a severe  course,  there  is  sometimes,  at  an  advanced  stage,  a fresh, 
imperfect  eruption  (generally  in  spots),  which  Thomas  has  termed  a pseudo-relapse. 

Diagnosis. — The  diagno.sis  of  scarlet  fever  is  made  in  most  cases  from  the  char- 
acteristic eruption  taken  in  connection  with  the  other  symjkoms.  We  should, 
however,  bear  in  mind  that  exceptionally  other  eruptions  appear  which  exhibit  the 
closest  resemblance  to  that  of  scarlet  fever.  1.  After  the  use  of  certain  drugs, 
especially  atropine  (belladonna),  quinine,  antipyrine,  morphine,  chloral  ; and  like- 
wise after  the  ingestion  of  crabs,  fish,  etc.  2.  As  a symptom  of  other  infectious 
diseases,  such  as  typhoid  fever,  small-pox;  and,  above  all,  in  septic  diseases  {vide 
infra).  In  an  anomalous  case  factors  of  importance  for  diagnosis  are  the  aetiology 
and  the  occurrence  of  desquamation  or  of  a secondary  nephritis. 

The  prognosis  must  in  every  case  he  guarded.  From  what  has  been  said  of  the 
course  of  the  disease,  it  is  evident  that,  even  in  cases  which  are  at  first  appar- 
ently the  most  favorable,  dangerous  complications  may  appear  later,  particularly 
nephritis. 

Treatment. — The  majority  of  those  cases  of  scarlet  fever  which  take  a typical 
course  will  recover  completely  without  our  aid.  In  these  the  task  of  the  physi- 
cian, so  far  as  treatment  is  concerned,  consists  in  ari'anging  the  details  of  hygiene 
and  the  general  care  of  the  patient.  The  sick-room  should  he  cool,  and  the  diet 
rather  strict,  consisting  mainly  of  milk.  Broths  and  eggs  may  also  be  allowed. 
We  should  see  that  the  skin  and  the  mouth  are  kept  clean.  To  change  the  linen 
fi-equently,  if  done  with  proper  precaution,  is  not  only  permissible,  but  very  desir- 
able. The  favorite  practice  of  rubbing  the  skin  with  fat  j)ork  has  some  merit, 
and  is  especially  to  be  recommended  if  the  skin  be  harsh  and  dry  after  the  erup- 
tion has  faded. 

[Fi'om  the  moment  that  the  disease  is  declared  the  patient  should  be  thoroughly 
anointed  daily  with  carbolized  vaseline,  lard,  or  the  like;  and  this  should  be  kept 
up  until  desquamation  has  ceased.  Not  only  is  the  comfort  of  the  patient  pro- 
moted, but  the  danger  of  the  spread  of  the  infection  is  thereby  greatly  lessened.] 

The  scarlatinal  disease  of  the  throat  must  be  treated  with  the  greate.st  attention, 
the  main  duty  of  the  physician  in  this  regard  being  to  prevent,  if  possible,  the 
ingress  of  the  above-mentioned  secondary  infection.  It  is  therefore  our  opinion 
that  in  every  case  of  scarlet  fever  the  greatest  pains  should  be  taken  from  the 
very  commencement  of  the  disease  to  maintain  complete  disinfection  of  the  mouth 
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and  throat.  Lai’ger  children  may  use  a gargle  (two-per-cent,  solution  of  chlorate 
of  potash,  one- or  two-per-cent,  solution  of  carbolic  acid).  Inhalation  of  carbolic- 
acid  spray  is  also  to  be  recommended  where  practicable.  If  there  is  prosti-ation, 
or  if  the  child  be  young  or  willful,  we  must  cleanse  the  mouth  and  throat  at  short 
intervals,  by  means  of  a spray-apparatus,  with  disinfectants,  such  as  carbolic  acid 
or  permauganate  of  potash  in  solution.  Sometimes  it  is  a good  plan  to  let  the 
patient  swallow  slowly  a half-teaspoonful  of  a solution  of  potassic  chlorate  (about 
1 to  40)  every  half-hour  or  oftener,  with  the  object  of  contributing  to  the  local 
disinfection  of  the  throat.  If  scarlatinal  diphtheria  nevertheless  develops  and 
the  cervical  lymph-glands  begin  to  increase  further  in  size,  there  is  reason  to 
hope,  according  to  the  expei'ience  of  Taube  and  Heubner,  that  pax’enchymatous 
injections  into  the  tissue  of  the  tonsils  or  the  palatine  arches  may  yet  check  the 
spread  of  the  secondary  infection.  About  6 minims  (a  Pravaz  syringe  half  full) 
of  a three-per-cent,  solution  of  carbolic  acid  may  be  injected  twice  daily  upon 
each  side  by  means  of  a long  hollow  needle  and  a subcutaneous  syringe. 

If  the  nose  be  likewise  affected,  the  chief  thing  to  do  is  frequent  cleansing  and 
syringing  while  the  head  is  bent  for wax’d.  We  should  be  on  the  watch  for  the 
possible  occurrence  of  otitis.  In  this  particular  the  physician  is  often  guilty  of 
sins  of  omission.  Much  harm  may  be  averted  by  a prompt  cleansing  of  the  ears, 
OX',  if  need  be,  by  insufflation  of  air  into  the  nxiddle  eax’,  or  paracentesis  of  the 
membrana  tyixxpani. 

Inflammation  of  the  glands  in  the  neck,  if  severe,  is  prone  to  pass  on  to  sup- 
puratioxx,  and  must  then  be  treated  sui’gically.  When  the  swelling  has  just  begun, 
or  is  still  moderate,  we  may  try  to  cure  it  by  x’ubbing  ixx  iodoform  oiixtment  (1  to 
15)  two  or  thx’ee  times  a day.  Ice  is  generally  not  so  well  boi'ne  as  warm  applica- 
tions (poultices  or  warm  bran-cushions). 

If  there  be  continuous  high  fevex’,  accoxnpaxiied  by  x’ather  severe  constitutional 
symptoms,  a moderate  employment  of  the  cold-water  treatment  is  strongly  to  be 
recommended.  The  baths  seldom  need  to  be  cooler  than  81°  to  88°  (22°-25°  R.), 
axxd  are  to  be  employed  two  or  thx-ee  times  daily,  or  oftener  in  severe  cases.  If  the 
nervous  distxxx’baxxce  be  serioxxs,  or  if  the  respiration  be  impaired,  the  patient  shoxild 
be  douched  with  cold  water  during  the  bath.  At  the  same  tixxie  wine  or  strong 
coffee  is  to  be  givexx  as  a stimulant,  or,  if  cardiac  failux’e  axxd  sigxxs  of  collapse 
appear,  the  best  remedy  is  subcutaneous  injectioixs  of  camphor.  We  are  con- 
vinced that  ixxternal  antipyretics,  such  as  aixtipyrine,  nxay  usxxally  be  dispeixsed 
with,  although  ixx  private  practice  we  may  be  obliged  to  eixxploy  them. 

If  the  pulse  is  abnoi’ixxally  rapid,  and  there  is  daxxger  of  cardiac  failure,  we  can 
employ,  besides  stiraxxlaxxts,  an  ice-bag  placed  over  the  heart.  Digitalis  xxxay  also 
be  tried  cautiously. 

The  scai’latinal  inflammatioix  of  the  joints  is  sometimes  inxpi'oved  by  .salicylate 
of  soda  (forty-five  to  sixty  grains,  grm.  3 to  4,  ixx  oixe  dose  [!]),  Sometimes,  how- 
ever, this  remedy  has  failed  xis. 

We  know  of  ixo  means  to  ayei-t  the  nephritis.  In  justice  to  himself,  the  ))hysi- 
cian  must  ahvays  at  the  start  point  out  the  possibility  of  its  occxxrrence,  and  nuist 
avoid  as  far  as  possible  errors  in  diet  or  ex])osuro  to  cold  on  the  part  of  his  pa- 
tient. He  may  thxis  e, scape  blame.  For  the  treatment  of  the  neixhritis  ixnd  its 
results,  see  the  sectioxx  on  renal  diseases.  We  must  likewise  refer  the  reader  to 
the  appi'opriate  chapters  for  the  tx-eatment  of  other  po.ssible  coinjxlications  of  seax'- 
let  fever. 

The  patiexxt  must,  as  a rule,  keep  his  bed  three  or  four  weeks,  even  if  convale.s- 
cence  be  uninterrupted. 

[This  injunction  is  rather  e.xtx’ome.  Nephritis  is  as  likely  to  follow  a nxild  as  a 
sevei’c  case,  and  occurs  sometimes  in  spite  of  every  prccaxxtiou.  The  physici.an 
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should  use  his  discretion  as  to  the  length  of  time  the  patient  is  kept  in  bed,  care- 
fully guarding  against  exposure  to  cold  and  imprudence  in  diet.] 

The  disease  is  so  dangerous  that,  whenever  a case  occurs  in  a family,  isolation 
is  absolutely  demanded,  and,  if  possible,  all  the  other  children  should  be  sent 
away.  If  this  advice  be  disregarded,  we  can  reject  all  re.sponsibility  for  any 
further  cases  and  their  results. 

[Scarlet  fever  is  a disease  at  once  so  highly  contagious  and  so  common  that  it 
may  be  taken  as  the  type  of  its  class.  Its  hygienic  treatment  and  the  measures 
needful  to  prevent  its  spread  consequently  deserve  more  minute  detail. 

The  sick-room  should  be  at  the  top  of  the  house,  if  possible,  and  ex^josed  to  the 
south ; eveiy  unnecessai’y  article  of  furniture  and  all  ornaments  should  be  I’e- 
moved  beforehand,  carpets,  curtains,  and  stuffed  or  upholstered  fm-niture  being 
included.  A Avindow  should  be  kept  open  constantly,  top  and  bottom ; in  cool 
weather  a fii'e  should  be  burning;  in  warm  weather  ventilation  is  fui-thered  by 
placing  a gas-burner  or  large  kerosene  lamp  near  the  throat  of  the  chimney. 
Out.side  the  door  of  the  sick-room  a sheet  moistened  with  a disinfectant  solution 
should  be  carefully  hung.  Only  those  whose  presence  is  absolutely  necessary  are 
to  be  allowed  in  the  sick-room,  and  the  physician,  when  his  visit  is  completed, 
should  pass  directly  out  of  the  house. 

A convalescent  should  be  kept  away  fj-om  all  who  are  liable  to  contract  or  con- 
vey the  disease  until  desquamation  has  entirely  ceased.  Several  waimi  soap-batbs 
should  be  given  before  the  child  emerges  into  every-day  life,  and  it  should  finally 
be  dressed  in  uncontaminated  clothing. 

For  further  directions  as  to  the  disinfection  of  the  room,  the  clothing,  and  the 
excreta,  see  pages  26,  27.] 


CHAPTER  V. 

MSASLSS. 

{Movbilli.) 

iEtiology. — In  contrast  with  the  malignancy  of  scarlet  fever  is  the  compara- 
tively benign  nature  of  measles,  a disease  of  childhood  which  is  but  little  feared 
even  by  mothers.  It  is  so  wide-spread,  and  the  susceptibility  to  it  is  so  universal, 
that  measles  passes  for  an  almost  unavoidable  but  comparatively  insignificant  an. 
noyance.  Indeed,  few  escape  it ; and  probably  the  reason  that  adulis  have  mea- 
sles so  much  less  frequently  than  children  is  simply  that  most  adults  have  already 
suffered  from  it  in  childhood.  A second  attack  of  measles  in  the  same  individual 
may  occur,  but  it  is  certainly  extremely  rare. 

[In  highly  civilized  countries  measles  has  prevailed  .so  long  that  it  would  seem 
that  a relative  resistance  against  the  xjoison  has  been  acquired.  The  frightful  rav- 
ages of  the  disease  when  it  was  planted  in  virgin  soil,  as  among  the  Fiji  Islanders 
not  many  years  ago,  apparently  bear  out  this  view.  The  susceptibility  to  measles 
is  greater  and  more  widespread  than  is  that  to  scarlet  fevei* — that  is  to  say,  fewer 
individuals  reach  adult  life  without  having  experienced  an  attack  of  the  former 
than  of  the  latter.] 

Measles  generally  comes  in  epidemics.  Sporadic  cases  are  exceptional.  Iii 
this  respect  measles  differs  decidedly  from  scarlet  fever.  The  I’apid  spread  of  the 
disease  when  it  has  once  broken  out  is  a result  of  its  great  contagiousness.  If  one 
child  in  a family  is  attacked,  the  others  almost  always  take  the  disease.^  The  in- 
fection may  be  transferred  even  by  well  people  and  by  means  of  articles  with 
which  the  sick  have  come  in  contact.  We  arc  not  yet  acquainted  with  the  spe- 
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cific  poison  of  measles,  althougli  its  existence  is  to  be  taken  for  granted,  nor  with 
tlie  details  of  its  transmission.  Still  it  seems  most  probable  that  the  poison  is 
inhaled  through  the  mouth  and  nose,  and  that  this  is  the  reason  why  its  effects 
are  usually  first  developed  in  the  respiratory  passages  {vide  infra).  The  disease 
can  be  artificially  produced  by  inoculation  of  healthy  childi-eu  with  the  blood  or 
liquid  secretions  of  those  suffering  from  it. 

Clinical  History— The  length  of  the  stage  of  incubation  is  tolerably  uniform. 
It  is  ten  days  to  the  beginning  of  the  first  symptoms,  and  thirteen  or  fourteen 
days  to  the  breaking  out  of  the  eruption.  These  figures  have  been  established  by 
the  observations  of  Panum,  the  opportunity  having  been  afforded  upon  the  first 
introduction  of  the  disease  into  the  Faroe  Islands.  As  a rule,  there  are  no  espe- 
cial prodromata  during  the  period  of  incubation  except  some  slight  elevations  of 
temperature.  At  the  end  of  ten  days  the  initial  stage*  begins,  generally  suddenly, 
and  with  an  abrupt  rise  of  temperature  to  102°  or  104°  (39°-40°  C.).  At  the  same 
time  the  characteristic  catarrhal  symptoms  appear:  nasal  catarrh  (coryza),  to 
be  recognized  by  the  abundant  nasal  secretion,  the  frequent  sneezing,  sometimes 
also  by  nose-bleed ; more  or  less  severe  conjunctivitis,  recognizable  by  the  photo- 
phobia, the  reddening  of  the  eyes,  and  the  increased  flow  of  tears ; and,  lastly, 
symptoms  of  a catarrh  of  the  upper  part  of  the  respiratory  tract,  usually  moderate, 
but  nevertheless  causing  hoai’seness  and  a slight  cough.  W ith  all  this  the  gen- 
eral condition  is  disturbed,  the  children  are  restless,  have  headache,  and  eat  little. 
Symptoms  of  a mild  sore  throat  are  not  infrequent,  but  are  very  far  fi’om  being  so 
prominent  as  in  scarlet  fever. 

These  initial  symptoms  last,  as  we  have  said,  three  or  four  days.  Then  the 
eruption  begins  (stage  of  eruption).  This  is  very  often  ju-eceded  for  a day  or 
two  by  a peculiar,  usually  spotted,  reddening  of  the  hard  and  soft  palates,  termed 
“eruption  upon  the  mucous  membrane.”  The  true  eruption  of  measles  begins 
almost  always  in  the  face,  on  the  cheeks,  forehead,  and  around  the  mouth  (con- 
trasting with  the  characteristic  pallor  of  the  chin  in  scarlet  fever),  and  spreads 
from  there  rapidly  downward  over  all  the  rest  of  the  body.  The  eruj)tion  consists 
at  first  of  little  papillae,  corresponding  to  the  follicles.  These  are  soon  suiTounded 
by  a pale-red,  slightly  elevated  border,  and  in  many  cases  become  confluent.  Per- 
fectly flat  elevations,  of  various  sizes  and  of  extremely  irregular,  dentated,  round- 
ish, or  angular  shape,  develop.  These  are  often  so  thickly  crowded  together  as  to 
touch  one  another,  but  usually  limited  portions  of  normal  skin  intervene  between 
them.  Within  each  raised  spot  the  little  follicular  papillae  remain  visible. 

With  the  beginning  of  the  eruption  the  fever  rises,  having  been,  as  a rule, 
slight  during  the  last  days  of  the  initial  stage.  It  attains  about  104°  or  105°  (40°- 
40  5°  C.).  In  thirty-six  to  forty-eight  hours  the  ei’uption  reaches  its  full  devel- 
opment and  its  greatest  extent.  The  fever  and  the  catarrhal  symiJtoins  also  per- 
sist for  the  same  length  of  time.  Sometimes  we  find  a slight  swelling  of  all  the 
lymph-glands.  Then  follows  a decline  of  the  fever,  usually  rapid,  and  indeed 
almost  by  crisis,  while  the  eruption  after  a short  period  of  fidl  development  begins 
gradually  to  fade  during  the  two  or  three  days  following.  At  the  same  time  the 
catarrhal  symptoms  diminish.  A more  or  less  extensive  desquamation  of  the 
epidermis  begins,  scarcely  ev^er  in  large  pieces  as  in  scarlet  fever,  but  in  little 
.scale.s,  “like  bran.”  After  eight  or  ten  days,  if  the  disease  runs  a normal  course, 
the  patient  is  fully  convalescent. 


* Wo  eottsiilor  tlio  term  “iniliiil  stiiijo”  moro  correct  than  “prodromal  ataijc.”  The  “prodromal 
symptoms  ” are  the  tirst  slight  symptoms  which  occur  during  the  time  of  ineuhation  of  an  infectious 
di.soiLse,  while  the  symptoms  presented  by  measles  before  the  breaking  out  of  the  eruption  are  a juirt 
of  the  already  developed  disease. 
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Aftei’  this  brief  description  of  the  usual  course,  we  must  consider  more  closely 
some  of  the  symptoms  and  possible  complications. 

The  fever  (see  Fig.  6)  of  measles  exhibits,  as  has  been  already  implied,  a tolera- 
bly typical  course.  It  begins  with  a rather  marked  and  rapid  rise  upon  the  com- 
mencement of  the  disease.  On  the  morning  of  the  second  day  there  is  usually  a 
marked  remission,  often  to  noiunal.  In  the  last  two  days  of  tbe  initial  stage  the 
fever  is  moderate,  very  rarely  being  so  high  as  at  the  beginning.  With  the  erup- 
tion there  is  a new,  rapid  rise,  usually  higher  than  the  initial  one,  so  that  we  may 
well  divide  the  fever  into  two  periods — the  prodromal  fever  and  the  eruptive  fever. 
This  latter  is  but  brief  and  does  not  persist,  as  in  scarlet  fever,  during  the  entire 
duration  of  the  eruption.  It  falls  by  crisis  when  the  rash  has  attained  full  de- 
velopment. There  may,  to  be  sure,  be  slight  elevations  of  temperature  during  the 
next  day  or  two ; but,  if  tbe  fever  is  considerable  and  persistent,  it  is  always  a sign 
that  complications  have  arisen,  probably  in  the  respiratory  apparatus. 

The  eruption  usually  assumes  the 
form  described  above,  but  may  present 
manifold  varieties.  Sometimes  its  de- 
velopment is  rudimentary.  Sometimes 
it  does  not  begin  in  the  face,  but  on 
some  other  part  of  the  body.  This  is 
generally  regarded  as  a sign  that  the 
case  will  be  anomalous  in  other  ways  as 
well.  The  individual  spots  may  be 
smaller  than  usual,  and  may  remain  en- 
tirely separate  from  each  other  {mor- 
hilli  papulosi).  In  other  cases  the 
eruption  is  so  confluent  (morbilli  con- 
fluentes)  that  it  resembles  the  eruption 
of  scarlatina.  The  formation  of  vesi- 
cles {morhilli  vesiculosi)  also  occui’s,  but 
much  more  rarely  than  in  scarlet  fever. 
HsemoiThagic  measles  are  also  observed, 
but  usually  only  in  the  form  of  small, 
capillary  bleeding,  and  in  cases  that 
otherwise  run  a perfectly  favorable 
course.  Very  rare  cases  bave  indeed  been  described,  with  a general  haemori’hagic 
diathesis  and  bad  symptoms,  resembling  hasmorrhagic  scarlatina.  It  is  doubtful 
whether  tbe  “ black  measles  ” of  the  old  writers  was  actually  measles  at  all.  In 
addition  to  the  proper  eruption  of  measles,  other  eruptions  sometimes  develop — 
among  others,  vesicles,  wheals,  and  pustules. 

The  complications  of  measles  are  for  the  most  part  exaggerations,  or  abnormal 
varieties  and  extensions,  of  those  troubles  which  are  ob.served  during  the  usual 
mild  course  of  the  fever.  As  in  scarlet  fever  {vide  supra),  we  often  have  to  deal 
with  the  effects  not  of  the  original,  but  of  secondary  infection.  Compared  vdth 
the  great  majority  of  mild  attacks  taking  the  typical  coiu'se,  cases  presenting  com- 
plications of  any  severity  are  rare,  and  much  less  frequent  than  in  scarlet  fever. 
Epidemics  are  only  now  and  then  distinguished  by  unusual  severity. 

Often  quite  grave  eye  diseases  are  developed,  i^articularly  blennorrhagic  con- 
junctivitis, kei’atitis,  and  iritis. 

Marked  inflammation  of  the  mucous  membrane  of  the  nose,  throat,  and  lar- 
ynx may  prolong  the  course  of  the  disease.  These  are  often  merely  exaggera- 
tions of  the  usual  catarrh.  Otitis  media  likewise  sometimes  occurs.  A laryngitis 
of  marked  intensity,  with  considerable  swelling  of  the  parts  involved,  may  pro- 
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duce  much  discomfort,  or  even  symptoms  of  stenosis  (“false  croup”).  Actual 
croupous  and  diphtheritic  lesions  of  the  throat  and  larynx  also  occur  (diphtheria 
of  measles).  This  last  is  indeed  much  rarer  than  scarlatinal  diphtheria,  but  may 
have  the  same  unhappy  termination.  It  is  worth  mentioning  that  sometimes 
genuine  laryngeal  croup  is  observed  in  measles,  unaccompanied  by  lesions  of  the 
pharynx. 

It  is,  however,  in  the  lungs  that  the  most  frequent  and  important  of  all  compli- 
cations in  measles  occur.  The  usual  mild  bronchitis  becomes  veiy  intense,  ex- 
tends into  the  bronchioles  (capillary  bronchitis),  and  then  results,  for  the  most 
part,  in  a more  or  less  extensive,  lobular,  catarrhal  pneumonia  (g.  v.).  This  is 
almost  always  to  be  suspected  when  moist  rales  are  heard  in  abundance  over  a 
large  part  of  the  chest,  and  when  there  is  at  the  same  time  persistent  fever  and  pro- 
nounced difficulty  in  respiration,  with  cough  or  dyspnoea.  We  get  decided  dull- 
ness on  percussion  only  when  the  separate  centers  of  infiltration  are  more  than 
usually  confluent.  Genuine  lobar,  croupous  pneumonia  appears  much  less  often 
than  the  lobular  variety.  It  attacks  one  lobe,  or  several,  is  attended  by  high  fever, 
and  may  end  with  a well-marked  crisis. 

The  foregoing  pulmonary  symptoms  usually  appear  at  the  height  of  the  dis- 
ease, and  persist  after  the  eruption  fades.  They  may  delay  convalescence  for 
weeks.  In  other  cases  measles  will  seem  at  the  start  to  run  a normal  coiu’se,  the 
temperature  will  have  ah’eady  fallen,  and  then  come  new  fever  and  the  appear- 
ance of  decided  pulmonary  disturbance.  This  is  always  to  be  regarded  as  a grave 
complication;  and  especially  in  feeble  children  it  may  lead  to  death,  with  the 
symptoms  of  impaired  respiration,  or  of  constitutional  exhaustion. 

Marked  intestinal  symptoms  sometimes  appear,  particularly  an  excessive  diar- 
rhoea, due  to  intestinal  catarrh.  It  is  characteristic  of  measles  that  in  severe  cases 
such  a diarrhoea  may  assume  a pronounced  dysenteric  character,  indicated  by  blood 
and  slime  in  the  dejections,  symptoms  which  usually  depend  upon  the  develop- 
ment of  follicular  colitis  with  ulcerations. 

Now  and  then  still  other  complications  may  present  themselves,  of  which  a full 
enumeration  is  impossible.  Nephritis  does  occur,  but  far  less  often  than  in  scar- 
let fever.  A simple  albuminuria  during  the  acme  of  the  disease  is  not  infrequeiit, 
but  as  a rule  has  no  especial  clinical  significance.  We  should  mention  gangi'ene 
of  the  cheek,  the  so-called  noma,  as  a complication,  which  is  very  rare  but  appar- 
ently characteristic. 

Peculiarities  in  the  course  of  the  disease  are  much  rai-er  in  measles  than  in 
scarlet  fever.  Yet  we  see,  on  the  one  hand,  unusually  mild  or  rudimentary 
cases,  in  which  either  the  rash  or  the  other  local  symptoms  are  remaihably  slight, 
and  on  the  other  hand,  abnormally  severe  cases.  These  latter  are  distinguished 
by  the  unusual  height  or  persistence  of  the  fever,  by  the  severe  constitutional  and 
nervous  symptoms,  and  further  by  the  early  appearance  of  complicatioiis.  Such 
ca.ses  have  beeii  termed  “tyifiioid  measles.”  We  have  already  mentioned  the 
severe  form  of  hmmoiuhagic  measles. 

We  should  notice  the  clinical  relation  which  mea.sles  bears  to  some  other  in- 
fectious diseases — to  whooping-cough  aiid  tuberculosis.  Measles  and  pertussis 
(q.  V.)  may  follow  each  other  in  the  same  individual  at  a short  interval,  some- 
times one  and  sometimes  the  other  taking  the  initiative:  ei)idcmies  of  the  two  dis- 
eases prevail  with  comparative  frequency  at  the  same  time.  Tidjerculosis  is  like- 
wise to  be  mentioned  as  an  important  sequela  of  measles.  Its  frequent  ajipearance 
at  the  close  of  measles  is  of  course  to  be  explained  by  supposing  either  that,  in 
children  who  are  already  the  victims  of  tubercle,  the  further  extension  of  the  tu- 
berculosis is  favored  by  measles,  or  that  the  catarrhal  inflammation  due  to  measles 
leaves  behind  it  an  especial  prcdispo.sition  to  infection  with  the  tubercular  poison. 
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The  diagnosis  of  measles,  as  of  the  othei’  acute  exanthematous  diseases,  is  based 
chiefly  upon  tlie  eruption.  Personal  experience  does  more  to  sharpen  the  percep- 
tion than  can  the  fullest  descriptions.  We  can  merely  suspect  the  disease  during 
the  initial  stage  unless  an  epidemic  prevails.  If,  beside  the  characteristic  catarrhal 
symptoms,  the  above-mentioned  erujjtion  on  the  mucous  membrane  of  the  palate 
exists,  the  diagnosis  becomes  tolerably  certain.  We  should  consider  that  erup- 
tions similar  to  that  of  measles  appear  in  other  diseases,  more  especially  in  rdtheln, 
scarlet  fever,  typhus  fever,  in  the  beginning  of  small-pox,  and  in  syphilis. 
Furthermore,  we  need  to  exclude  eruptions  due  to  such  drugs  as  autipyrine,  tur- 
pentine, and  balsam  of  copaiba.  In  doubtful  cases  we  shall  be  enabled  to  form  a 
decided  opinion  by  the  other  symptoms,  and,  above  all,  by  the  further  coiuse  of 
the  disease. 

Prognosis. — We  have  already  remarked  how  favorable  in  general  the  prog- 
nosis is,  but  we  must  here  repeat  that  all  epidemics  do  not  exhibit  the  same 
benign  character,  and  that  in  every  case  the  physician  must  bear  in  mind  the  pos- 
sibility of  complications,  and  particularly  the  danger  of  severe  pulmonary  dis- 
turbances. 

Treatment. — The  patient  should  in  general  be  kept  somewhat  warmer  than  m 
scai’let  fever.  Even  in  what  seem  to  be  the  mildest  cases  the  child  should  be 
kept  in  bed  till  desquamation  is  over.  The  sick-chamber  is  to  be  somewhat  dark- 
ened, on  account  of  the  photophobia  which  usually  exists  at  first.  In  this  way, 
normal  cases  run  on  favorably  without  any  especial  therapeutic  interposition. 
The  catarrhal  symptoms,  however,  should  always  be  heeded,  since  to  disregard 
them  may  lead  to  their  becoming  aggravated.  The  chief  requisite  is  cleanliness. 
At  regular  intervals  the  eyes,  the  nasal  cavity,  and  the  mouth  should  be  washed 
out  with  lukewarm  water. 

If,  despite  all  this,  certain  disturbances  appear  in  a worse  form  than  usual,  or 
if  complications  develop,  these  must  receive  especial  attention.  Severe  eye 
troubles  should  be  treated  according  to  the  usual  ophthalmological  practice;  and 
here  unguentum  hydrargyri  oxidi  flavi  (1  to  100)  [U.  S.  P.  is  40  to  420]  and  atro- 
pine are  chiefly  employed.  The  treatment  of  croupous  trouble  in  the  throat  or 
larynx  will  be  fully  described  in  a later  chapter.  For  the  pulmonary  troubles, 
lukewarm  baths,  combined  if  need  be  with  rather  cool  douches,  constitute  the 
most  effectual  i-emedy,  which  we  should  employ  if  it  is  in  any  way  possible.  We 
thus  evoke  deeper  inspirations  and  promote  expectoration,  and  thereby  contribute 
largely  to  preventing  the  development,  or  the  aggravation,  of  severe  lung  trouble. 
Inhalations  of  steam  or  of  medicated  fluids  are  often  advantageously  combined 
with  the  baths.  To  substitute  the  cold  pack  for  the  baths  is  in  general  justifiable 
only  when  the  baths  are  not  practicable.  Still,  the  pack  does  good.  If  em- 
ployed, it  should  be  kept  up  for  three  hours  at  a time,  two  or  three  times  a day. 
The  breathing  will  be  improved,  and  usually  the  child  will  go  quietly  to  sleep. 
We  are  not  acquainted  with  any  internal  i-emedies  for  the  lung  troubles  which 
are  at  all  reliable.  In  rare  instances  the  excessive  accumulation  of  mucus  in  the 
bronchi  requires  the  administration  of  an  emetic.  As  expectorants  we  may  try 
ipecac,  liquor  ammonii  anisatus,  or  benzoin.  If  considerable  intestinal  disturb- 
ance arises,  w'e  must  employ  small  doses  of  opium,  or  calomel,  or  subnirtate  of 
bismuth.  We  hardly  need  to  say  that,  whatever  else  is  done,  the  sti’ength  of  the 
patient  should  be  kept  up  as  much  as  possible  by  giving  wine,  broths,  milk,  eggs, 
etc.  For  at  least  two  or  three  weeks  after  the  disease  has  ended,  the  child  must  be 
very  carefully  watched. 

As  the  disease  is  usually  so  mild,  prophylaxis  is  not  very  strenuously  attempted. 
If  one  child  in  a family  is  attacked,  it  is  probably  already  too  late  to  isolate  the 
others,  and  it  is  even  an  advantage  to  the  family  to  have  all  the  children  finish  at 


EOTHELN. 


51 


once  what  they  will  hardly  be  able  eventually  to  avoid.  We  would  make  an  ex- 
ception in  favor  of  isolation  if  the  disease  prevailed  in  a severe  form. 

[It  is  not-customary  with  us  to  insist  so  strongly  upon  isolation  and  thorough 
disinfection  as  in  scarlet  fever.  But  the  tendency  of  the  present  day  is  toward  a 
wide  application  of  the  principles  of  preventive  medicine.  It  is  certainly  of  no 
advantage  to  a child  to  contract  the  measles.  Delicate  childrenj  especially  those 
with  tubercular  predisposition,  should  be  carefully  guai-ded  against  it;  and,  even 
if  it  is  decided  that  it  is  not  worth  while  to  attempt  to  confine  the  disease  to  one 
member  of  a family,  every  precaution  should  he  taken  against  infecting  other 
families.  Under  suspicious  circumstances,  consequently,  children  are  to  be  kept 
away  from  school  and  from  contact  with  others. 

If  there  is  any  reason  to  fear  the  development  of  tuberculosis,  every  possible 
hygienic  means  should  be  employed  in  order  that  full  vigor  may  be  regained.] 


CHAPTER  VI. 

ROTHELN. 

( OeiTtian  Measles.) 

Rotheln  is  a disease  similar  to  measles,  but  distinct  from  it,  although  formerly 
often  confounded  with  it,  and  perhaps  with  scarlet  fever  as  well.  The  observa- 
tions of  Steiner,  Thomas,  and  others  leave  now  no  room  to  doubt  that  these  dis- 
eases ai’e  distinct,  for  epidemics  occur  in  which  all  cases  present  the  characteristic 
peculiarities  ascribed  to  rotheln.  But  the  best  proof  is  that  children  who  have  had 
rotheln  are  not  infrequently  attacked  by  genuine  measles  later.  It  may  indeed 
be  very  difScult  in  an  individual  case  to  decide  which  disease  is  present;  but  that 
rotheln  does  exist,  as  an  independent  form  of  disease,  can  be  denied  by  those 
alone  who  have  never  seen  it. 

After  an  incubation  of  about  two  or  three  weeks  the  disease  begins  with  the 
appearance  of  the  eruption.  Initial  symptoms  preceding  the  eruption  are  either 
wholly  absent  or  at  most  last  for  balf  a day.  The  eruption  is  decidedly  like  that 
of  measles,  but  its  individual  spots  are  smaller.  They  are  seldom  larger  than 
small  peas  and  circular,  being  only  exceptionally  as  dentated  and  irregular  in 
outline  as  are  the  macula}  of  measles.  They  appear  on  the  whole  face,  the  head, 
the  trank,  and  the  extremities,  are  pale  red  (sometimes  deep  I’ed),  but  slightly 
elevated,  and  are  not  apt  to  become  confluent.  In  rare  instances,  small  vesicles 
develop  upon  the  macules.  The  soft  palate  sometimes  exhibits,  as  in  measles,  a 
faint  macular  eruption  at  the  beginning  of  the  disease.  After  two  to  four  days 
the  eruption  fades.  There  is  usually  no  decided  desquamation. 

Other  symptoms  of  disea.se  than  this  eruption  are  slight.  Fever  in  many  cases 
appears  to  be  entirely  absent.  As  a rule,  there  is  for  a day  or  two  a slight  eleva- 
tion of  temperature,  reaching  102°  (39°  C.)  at  most.  Tokens  of  a moderate  catarrh 
of  the  conjunctiva,  the  nasal  mucous  membrane,  the  throat,  and  the  larynx  are 
also  obseiwed — viz.,  photophobia,  nasal  discharge,  and  cough.  Often,  the  cervical 
lymph-glands  are  more  or  less  swollen.  The  constitutional  distiii-bance  is  gener- 
ally .so  slight  that  the  child  can  hardly  be  kept  in  bed.  Important  complications 
hardly  ever  occur. 

The  prognosis  of  rotheln  is  therefore  perfectly  favorable,  and  the  employment 
of  any  special  treatment  is  needless. 
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CHAPTER  VII. 

SMALL-POX. 

( Variola,  Varioloid.) 

.^Etiology. — Small-pox  has  been  known  for  centuries,  although  formerly  often 
confounded  with  other  diseases.*  It  is  one  of  the  most  dreaded  acute  infectious 
diseases,  and  in  earlier  times  it  has  destroyed  thousands  in  its  pestilential  progi’ess. 
It  was  the  discovery  of  the  possibility  of  prophylactic  inoculation,  and  the  ever- 
increasing  spread  of  this  precautionary  measm-e,  which  first  robbed  the  disease  of 
some  portion  of  its  terrors. 

N umerous  statements  have  been  made  about  the  occurrence  of  micro-organisms 
in  the  variolous  eruptions  on  the  skin  and  mucous  membranes,  but  we  are  com- 
pelled to  say  that  we  are  not  yet  acquainted  with  the  specific,  organized  poison  of 
small-pox,  however  strongly  justified  we  may  be  in  assuming  its  existence.  Bac- 
teria can  in  fact  easily  he  demonstrated  in  the  eruption  of  variola,  but  most  of 
them  come  from  the  suz’rounding  atmosphere,  and  have  no  relation  to  the  specific 
variolous  processes.  The  foci  of  bacteria  found  in  the  internal  organs  (liver, 
spleen,  kidneys)  are  also  due,  as  their  discoverer,  Weigert,  himself  supposed,  to  the 
secondary  ingress  of  other  varieties  of  micro-organisms,  and  are  not  directly  asso- 
ciated with  the  variolous  process,  the  diseased  condition  of  the  skin  furnishing  a 
ready  entrance  for  infectious  matter. 

Predisposition  to  variola,  except  as  diminished  by  vaccination  {vide  infra),  is 
universal.  The  disease  may  appear  at  any  age,  even  in  iitei'o.  Women  ai’c 
believed  to  be  especially  liable  to  it  during  pregnancy  and  child-bed.  It  is  said 
that  persons  ill  with  another  acute  infectious  disease,  such  as  scarlet  fever, 
measles,  or  typhoid  fever,  are,  for  the  time  being,  tolei-ably  secure  from  infection 
with  small-pox;  but  this  rule  has  exceptions.  The  same  individual  rarely  takes 
the  disease  a second  time. 

A case  of  vaiiola  is  always  the  result  of  transmission  of  the  poison  to  a healthy 
person  from  one  who  is  already  ill  with  it.  The  specific  poison  certainly  is  most 
abundant  in  the  diseased  portions  of  the  body  and  in  the  pus  of  the  suppurating 
pocks,  as  well  as  the  crusts  and  scales  which  are  left  when  these  have  diied  up ; 
but  the  disease  is  also  contagious  in  its  earlier  stages,  before  the  pustules  develop, 
and  even,  according  to  a few  observations,  during  the  stage  of  incubation.  Cer- 
tainly the  variolous  poison  is  very  volatile — that  is,  it  is  prone  to  disseminate  itself 
through  the  air  in  the  neighborhood  of  the  patient.  In  order  to  catch  the  disease 
it  is  not  necessary  to  touch  the  patient,  but  merely  to  remain  in  his  vicinity.  In 
many  cases  we  can  not,  however,  determine  with  exactness  the  mode  of  trans- 
mission, since  the  contagion  may  either  be  direct  or  by  means  of  objects  and 
utensils  with  which  a patient  has  come  in  contact — for  example,  the  soiled  linen. 
The  dead  body  is  capable  also  of  transmitting  the  disease.  In  general,  numerous 
instances  point  to  a considerable  “ tenacity  ” in  the  poison.  The  precise  manner 
of  infection  is  not  yet  Imown.  It  is  most  x>robable  that  the  poison  is  drawn  into 
the  lungs  with  the  inspired  air. 

It  has  been  demonstrated  that  the  disease  can  be  transmitted  to  healthy  izersons 
by  du’ect  inoculation  of  the  contents  of  the  variolous  pustules.  It  is  stated  that 
monkeys  and  other  animals  may  be  successfully  inoculated  in  the  same  way. 
Whether  inoculations  with  the  blood  of  the  sick  will  reproduce  the  disease  is  not 


* The  very  name  smull-po.\  {•petite  verole)  is  significant  of  its  confusion  with  sypliilis,  which  was 
termed  the  “ great  pox.” 
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yet  settled.  The  secretions  (saliva,  sweat,  xu’ine,  and  milk)  do  not  apparently  con- 
liuu  the  infectious  matter. 

Course  of  the  Disease.  Variola  and  Varioloid. — The  stage  of  incubation  lasts 
some  ten  to  fourteen  days,  often  a somewhat  shorter  time,  seldom  longer.  During 
this  period  prodromal  symptoms  are  absent  or  insignificant. 

The  disease  itself  begins  suddenly  with  what  are  usually  very  characteristic 
initial  symptoms — rigor,  fever,  headache,  and  intense  pain  in  the  loins.  It  is  only 
in  comparatively  few  cases  that  one  or  another  of  these  symptoms  is  slight  or 
wanting.  The  constitutional  symptoms  may  he  very  severe — a dry  tongue,  stupor, 
wakefulness,  dehrium.  The  fever  continues  intense  for  some  days.  The  pulse  is 
much  quickened.  There  is  almost  total  anorexia,  and  often  there  is  vomiting. 
There  is  constipation,  or,  more  rarely,  diarrhoea.  Frequently  there  is  a slight  sore 
throat,  and  sometimes  a slight  bronchitis.  The  spleen  is  enlarged  in  most  of  the 
severe  cases,  and  the  urine  often  has  a trace  of  albumen.  In  women,  menstruation 
occurs  in  a remarkably  large  number  of  cases.  The  proper  variolous  eruption 
does  not  at  once  appear,  hut  from  the  second  day  other  characteristic  efflores- 
cences are  not  rare.  These  are  termed  the  initial  rash  of  small-pox.  We  may 
find  either  a diffuse  or  macular  erythema,  extending  in  varying  degi’ee  over  the 
trunk  and  extremities,  or  a hgemoi-rhagic  eruption  -with  small  spots  appearing  by 
preference  upon  the  hypogastrium  and  the  inner  surface  of  the  thighs  (in  the  so- 
called  femoral  triangle  of  Simon).  It  is  noteworthy  that  this  particular  region  is 
said  often  to  remain  free  from  the  proper  variolous  eruption.  The  erythema  soon 
vanishes,  but  the  petechiae  remain  visible  for  some  time. 

The  initial  stage,  just  pictured,  lasts  usually  three  days.  Severe  symptoms 
occurriirg  at  this  time  do  not  exclude  the  possibility  that  the  further  course  of  the 
disease  may  prove  favorable,  while  mild  symptoms  are  of  good  omen. 

At  the  end  of  the  third  or  on  the  fourth  day  the  temperature  makes  a decided 
fall,  and  the  regular  variolous  eruption  begins  to  be  developed  upon  the  skin — the 
stadium  eruptionis.  During  this  period  an  evident  difference  among  the  separate 
cases  becomes  manifest.  This  distinction  can  not  indeed  be  always  di-awn  with  a 
narrow  line,  but  it  is  noticeable  enough  to  justify  the  establishment  of  tAvo  types 
of  variolous  disease.  We  refer  to  the  division  into  a severe  form  (variola  vera), 
and  another’,  mild  form  (varioloid).  The  variola  proper  has  a well -developed 
eruption  with  many  pustules,  and,  as  a result  of  this,  a second  stage  of  fever 
{stadium  suppurationis).  Varioloid  has  a much  more  scanty  ei’uption,  and  little 
or  no  suppurative  fever.  We  must  now  discuss  these  tAvo  forms  separately. 

Variola  Vera. 

Tire  eruption  almost  always  begins  in  the  face  and  upon  the  hairy  scalp,  ap- 
pearing somewhat  later  on  the  trunk  and  ai-ms,  and  last  of  all  upon  the  legs. 
It  begins  in  the  form  of  little  red  dots  and  spots,  which  develop  in  about  two  days 
to  small  ])apules  {stadium  floritionis).  If  the  hand  be  irassed  over  thickly  set  and 
Avell -developed  papules  of  variola,  a peculiar  soft,  satin-like  feeling  is  percciA’ed. 
On  the  points  of  these  pa])illa3  a little  vesicle  forms.  This  keeps  groAving  larger 
and  larger,  its  contents  become  turbid  and  purulent,  till  at  last,  on  the  sixth  day 
of  the  erujjtion  and  the  ninth  of  the  disea.se,  the  development  of  the  gennine  pust- 
ule of  variola  is  complete  {stadium  suppurationis).  The  pustule  usually  pro.sents 
upon  its  summit  a little  dinqfle  (“  Pocken-nabcl  ”),  and  is  surrounded  by  a red 
border  or  “ halo.”  Where  the  pocks  are  especially  close  together,  as  in  the  face, 
the  skin  between  them  is  diffusely  sAvollcn,  and  the  consequent  burning  and  ])ain 
are  excessive.  The  countenance  liecomcs  much  disfigured.  Often  the  eyes  can  not 
bo  opened  becau.se  of  the  oedoma.  The  hands  also  are  apt  to  be  intensely  atfectod. 
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especiallj'  the  back  of  the  hands,  and  also  all  parts  which  have  previously  been 
injm’ed  in  any  way  (pressure  or  friction  of  clothing,  etc.).  The  immunity  of  the 
skin  in  the  so-called  femoral  ti’iangle  has  been  already  mentioned. 

At  the  same  time  with  the  eruption  upon  the  skin,  or  even  somewhat  eaidier,  a 
perfectly  analogous  efflorescence  develops  upon  the  mucous  membranes.  The 
chief  places  for  its  appearance  are  the  mouth  and  throat,  the  tongue,  the  soft  pal- 
ate, the  nasal  cavity,  also  the  larynx,  the  trachea,  and  the  upper  part  of  the  oesopha- 
gus. In  the  vagina  and  rectum  it  is  rare  and  scanty.  In  this  mucous  efflores- 
cence, however,  tRere  are  no  proper  pustules,  but  small,  superficial  ulcers.  These 
result  from  the  maceration  of  the  uppermost  layers  of  the  mucous  membrane. 
They  sometimes  become  confluent.  The  annoyance  produced  by  this  erudition  in 
the  mouth  and  throat  is,  of  course,  very  great.  The  pocks  in  the  larynx  manifest 
themselves  by  hoarseness,  and  occasionally  by  symptoms  of  stenosis. 

As  we  have  said,  the  beginning  of  the  eruption  is  the  signal  for  a noticeable 
fall  in  the  temperatui-e.  But  in  true  variola  the  fall  does  not  reach  the  normal, 
or  only  temporarily.  The  other  symptoms  likewise  remit,  especially  the  head- 
ache and  lumbar  pain.  When,  however,  the  suppuration  begins,  the  fever  rises 
once  more,  and  there  are  fresh  symptoms  of  constitutional  disturbance.  This  is 
the  time  for  the  dreaded  attacks  of  delirium,  during  which  the  patient  must  he 
vigilantly  watched,  lest  some  untoward  event  happen.  Now,  too,  complications 
may  arise  {vide  inf^'d). 

On  the  twelfth  or  thirteenth  day  of  the  disease  the  pustules  begin  to  dry  up 
{stadium  exsiccationis).  The  pm-ulent  contents  of  the  pustules,  part  of  which 
have  burst,  form  yellow  crusts,  the  swelling  of  the  skin  subsides,  and,  a few 
days  later,  the  crusts  and  scabs  begin  to  fall  off.  With  the  beginning  of  desic- 
cation, the  fever  declines  ; the  local  as  well  as  the  constitutional  symptoms 
become  daily  slighter’,  and  convalescence  follows.  The  healing  of  the  pustules  is 
frequently  accompanied  by  an  extremely  troublesome  itching.  After  the  scabs 
have  been  cast  off,  the  skin  presents  pigmented  spots,  which  persist  for  months. 
Whei’ever  the  cutis  vera  has  itself  been  destroyed  by  the  suppuration,  a scar  is 
inevitable.  Thus  arise  the  familiar  scars  of  small-pox,  which  continue  visible 
through  life.  Very  often,  after  the  end  of  the  disease,  there  is  almost  complete 
alopecia.  The  hair  often  grows  again,  hut  not  always. 

Varioloid. 

The  distinction  between  varioloid  and  variola  vera  is  not  in  land,  but  in  de- 
gree. Varioloid  is  only  a milder  form  of  variola.  Tliere  is,  as  we  have  already 
Siiid,  no  sharp  boundary-line  between  the  two.  Varioloid  is  most  often  observed 
in  those  whose  suscejitihility  to  the  variolous  poison  has  been  diminished  by 
vaccination  {vide  infra). 

As  above  mentioned,  the  beliavior  of  the  disease  during  its  initial  stage  will 
not  permit  us  to  decide  positively  whether  variola  or  varioloid  will  be  developed. 
It  is  true  that  if  the  symptoms  be  especially  mild,  we  may  guess  that  it  will  he 
varioloid  ; and.  likewise,  the  appearance  of  the  initial  erythema  already  spoken  of 
is  regarded  as  a favorable  omen. 

Shortly  after  the  pocks  begin  to  appear,  the  decision  can  almost  always  be 
made  with  certainty.  In  varioloid  the  eruption  is  rather  scanty.  It  is  often 
irregular,  and  does  not  by  any  means  always  begin,  like  that  of  variola,  in  the 
face,  but  often  on  the  trunk.  The  individual  pocks  are  in  no  way  different  from 
those  of  variola  ; but  it  often  happens  that  they  do  not  pass  through  all  the  regu- 
lar stages  to  full  suppuration,  but  undergo  resolution  before  this  occurs.  Such 
cases,  where  there  is  nothing  beyond  papillae  or  ve.sicles,  are  sometimes  spoken  of 
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as  variolois  verrucosa  seu  miliaris.  The  scantiness  of  the  eruption  and  the 
limited  amount  of  suppuration  have  for  their  corollary  an  absence,  or  at  least  a 
very  slight  development,  of  the  suppurative  fever. 

When  the  eruption  appears  the  temperature  usually  falls  by  crisis  to  the 
normal  level  and  remains  there.  The  desiccation  may  begin  as  early  as  the 
eighth  or  tenth  day  of  the  disease,  so  that  the  whole  duration  of  varioloid  is  con- 
siderably shorter  than  that  of  variola.  Grave  complications  are  very  exceptional. 
The  pocks  may  develop  upon  the  mucous  membranes,  but  here,  too,  they  are 
scanty  and  not  very  vigorous. 


Course  op  the  Fever,  Symptoms  presented  by  Separate  Organs,  and  Com- 
plications. 

1.  Fever  {vide  Fig.  7). — In  the  initial  stage,  as  we  have  said,  the  temperature 
rises  rapidly  as  a rule,  with  a pronounced  rigor;  and  during  the  first  days  it  very 
often  reaches  104°  to  106°  (40°-41°  C.).  It  sinks  on  the  third  to  the  sixth  day, 
when  the  first  papillae  develop,  and  now,  in  the  case  of  varioloid,  falls  rapidly  to 
normal,  and  remains  there.  In  variola  the  decline  is  slower  and  less  complete ; 
and  with  the  beginning  of  suppuration  the  temperature  begins  to  rise  again.  The 
violence  of  this  suppurative  fever  is  usually  in  direct  proportion  to  the  severity  of 
the  eruption.  It  has  manifold  fluctuations,  but  seldom  lasts,  in  severe  cases,  less 
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Fio.  7.— Example  of  the  temperature  curve  in  true  small-pox. 

than  a week.  Temperatures  of  104°  (40°  C.l  and  higher  are  common.  The  fever 
declines  by  lysis.  In  case  of  approaching  death,  the  temperature  may  be  ex- 
tremely high,  even  reaching  108°  or  109°  (42°-43°  C.). 

2.  Skin. — We  have  already  described  the  macroscopic  ajipearance  of  the  erup- 
tion. It  remains  to  mention  briefly  the  histological  phenomena.  The  first  de- 
mon.strable  changes  are  in  tlie  cells  of  the  deeper  layers  of  the  rete  Maljiighi.  As 
a result  of  the  variolous  infection,  the  cells  perish,  are  swollen  by  the  lymph 
which  escapes  from  the  pajiillary  blood-vessels,  and  are  transformed  into  flakyi 
homogeneous  masses  without  nuclei  (“coagulation  necrosis”  of  Weigert).  The 
lymph  becomes  more  and  more  abundant,  and  crowds  the  cells  farther  and  far- 
ther apart.  These  .are  thereby  finally  changed  into  threads  and  membi’anes, 
forming  ,a  distinct  net-work  in  the  vesicle.  This  ex]dains  wliy,  if  such  a vesicle 
be  pricked,  its  entire  contents  are  never  discharged  at  once.  Great  numbei’s  of 
white  cor])uscles  escape',  along  with  tin*  lym])h,  from  the  blood-vessels,  and  finally 
render  the  contents  of  the  original  vesicle  purulent.  Prolifendive  processes  occur 
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in  the  surrounding  epithelial  cells,  which  are  still  intact,  and  thus  the  margin  of 
the  vesicle  becomes  elevated,  while  the  dead  portion  in  the  center  sinks  in.  Thus 
the  pock  becomes  umbilicated.  If  a portion  of  the  papilla  itself  suppurates,  a scar 
must  be  left  on  nealing.  If  the  process  remains  limited  to  the  epithelium,  complete 
regeneration  takes  place,  and  the  skin  reassumes  its  normal  appearance. 

Certain  secondary  complications,  which  sometimes  attack  the  skin,  remain  to 
he  mentioned  : abscess,  phlegmon,  erysipelas,  gangrene,  and  bed-sores.  None  of 
these  are  directly  due  to  the  specific  variolous  intoxication. 

3.  Resjnratory  Organs. — The  disturbances  here  are  in  part  symptoms  of  the 
specific  process  of  the  disease,  and  in  part  secondary.  The  frequent  occurrence  of 
secondaj-y  symptoms  in  small-pox  is  easy  to  understand  (compare  the  chapter  on 
lobular  pneumonia).  Of  the  primary  symptoms,  we  should  mention  genuine  pocks 
in  the  larynx,  the  trachea,  and  the  larger  bronchi.  As  sequels  to  these,  more  or  less 
severe  secondary  disorders  are  very  frequeiit  ; laryngeal  ulcerations,  which  may 
even  lead  to  laryngeal  perichondritis  and  oedema  of  the  glottis  ; diffuse  bron- 
chitis ; lobular  pneumonia,  often  of  great  extent,  due  to  the  inhalation  of  solid 
matter  into  the  lungs,  and  frequently  accompanied  by  pleurisy.  It  should  be 
especially  noticed  that  lobar,  croupous  pneumonia  is  not  rai’e.  Whether  this  be 
likewise  secondary  or  a direct  result  of  the  variolous  poison  is  not  yet  known. 

4.  Digestive  System. — The  genuine  pocks  often  develop,  as  stated,  in  the 
mouth  and  pharynx,  and  likewise  in  the  upper  part  of  the  oesophagus.  They  are 
not  observed  in  the  inucous  membrane  of  the  stomach  or  intestines.  The  active 
diai’rhoea  sometimes  seen  depends  upon  catarrh  of  the  intestine.  Dysentery  is 
rare.  The  eruption  in  the  mouth  and  throat  may  re,sult  hi  severe  secondary  trou- 
bles, purulent  otitis,  parotitis,  pharyngeal  diphtheria,  etc.  The  spleen  is  almost 
always  considerably  enlarged,  and  often  the  liver,  but  in  a less  degree. 

5.  Circulatory  System. — Pathological  changes  in  the  heart  are  rare,  if  we 
except  the  slight  parenchymatous  degeneration  of  its  muscular  fibers,  common  to 
almost  all  severe  infectious  diseases.  Sometimes  there  is  a slight  endocarditis 
{q.  V.),  which  is  probably  secondary.  Pericarditis  is  rather  more  frequent. 

6.  Organs  of  Special  ;Sense.— -Genuine  variolous  pustules  occur  upon  the  eye- 
lids and  the  conjunctiva.  Later  in  the  disease  there  may  be  kei'atitis,  iritis,  or 
choroiditis. 

We  have  already  mentioned  the  relative  frequency  of  am-al  disturbances,  par- 
ticularly purulent  otitis  media. 

7.  Articular  swelling  may  appear  in  the  suppurative  stage.  The  shoulders  and 
knees  are  most  apt  to  he  attacked.  Periostitis  also  occurs. 

8.  Nervous  System. — We  find  no  j)athological  changes  corresponding  to  the 
severe  neiwous  derangements  manifested  during  the  disease.  After  the  small-pox 
is  over,  spinal  diseases  sometimes  occm-,  with  either  paralysis  or  ataxia.  Westphal 
has  demonstrated  as  their  cause,  in  some  cases,  numerous  disseminated  centers  of 
inflammation  in  the  spinal  cord. 

9.  Albuminm'ia  is  quite  frequent  in  severe  attacks,  but  genuine  nephritis  is  a 
very  rare  complication. 

Anomalies  in  the  course  of  the  disease  are  manifold.  We  do  not  speak  of 
the  two  typical  forms  already  considered.  There  are  abnormally  mild  cases,  with 
scarcely  any  initial  symi^toms,  or  with  an  obscure  eruption,  or  with  no  eruption  at 
all  {febris  variolosa  sine  exantliemate).  In  such  cases  a correct  diagnosis  is  pos- 
sible only  at  the  time  an  epidemic  prevails,  and  by  the  aid  of  the  attejidant  astio- 
logical  circumstances.  There  are  also  abortive  cases  in  which  the  first  symptoms 
are  severe,  but  which  recover  with  remarkable  rapidity. 

The  abnormally  severe  cases  are  more  important.  First,  there  is  the  confluent 
variety.  This  is  merely  the  typical  process  in  its  completest  development.  The 
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initial  symptoms  are  themselves  generally  very  severe,  and  are  followed,  without 
any  considerable  remission  of  the  fever,  by  the  eruption  of  hundreds  of  pustules. 
The  skin  of  the  face  and  hands  is  one  continuous  area  of  suppuration.  The  local 
discomfort  is  extreme,  as  is  also  the  intensity  of  the  fever  and  of  the  constitutional 
symptoms.  The  nervous  system  suffers  most.  There  is  at  the  same  time  an  un- 
usually abundant  eruption  upon  the  mucous  membranes.  The  occurrence  of  the 
above-mentioned  complications  affecting  the  various  organs  of  the  body  is  fre- 
quent. Death  is  a common  result;  or,  if  recovery  takes  place,  it  may  be  delayed 
by  tedious  sequelm. 

HEemorrhagic  small-pox  is  the  worst  anomalous  form.  The  name  is  applied 
to  several  different  varieties.  In  the  first  place,  any  variolous  eruption  may  be- 
come more  or  less  haemorrhagic,  and  yet  the  general  course  of  the  disease  not 
be  essentially  altered.  Such  cases  are  more  common  among  elderly  people,  cachec- 
tic persons,  and  drunkards.  Secondly,  there  is  a very  severe  form  of  small-pox, 
which  is  generally  quickly  fatal.  The  initial  stage  is  marked  by  the  uiiusual 
severity  of  the  symptoms.  The  abundant  eruption  soon  becomes  hgemorrhagic, 
and  there  are  also  ecchymoses  in  the  mucous  membranes  and  the  internal  organs. 
This  has  been  called  black  small-pox,  and  by  Curschmann  variola  hoemorrhagica 
pustiilosa. 

There  is  another  form  of  haemorrhagic  variola,  different  from  these  but  linked 
to  them  by  transitional  varieties.  In  it  the  acute  haemorrhagic  diathesis  develops 
dui’ing  the  initial  stage.  Death  almost  always  occurs  before  the  regular  variolous 
eruption.  This  most  frightful  form  is  usually  termed  purpura  variolosa.  That  it 
is  small  pox  is  proved  by  its  aetiological  relations  alone.  Otherwise  it  would  be 
impossible  to  distinguish  it  from  certain  other  acute  septic  disorders.  It  is  prone 
to  attack  the  youthful  and  vigorous.  Chills,  headache,  and  pain  in  the  loins  are 
the  first  symptoms,  just  as  in  ordinary  cases.  Cutaneous  ecchymoses  appear  as 
early  as  the  second  or  third  day.  They  increase  in  area  so  rapidly  that  one  can 
almost  see  them  grow.  They  are  most  extensive  in  the  hypogastric  region.  There 
are  also  ecchymoses  in  the  eyelids,  the  conjunctiva,  the  mouth  and  pharynx,  and, 
as  the  autopsy  discloses,  many  in  the  internal  viscera.  The  constitutional  symp- 
toms are  most  severe,  and  the  patient  seldom  survives  tlie  fifth  or  sixth  day  of  the 
disease. 

Diagnosis. — The  certainty  with  which  we  can  make  the  diagnosis  of  small-pox  in 
any  well-developed  case  is  equaled  by  the  difficulty  of  deciding  about  it  during  the 
beginning  of  the  disease,  or  even  during  the  beginning  of  the  eruption.  At  this 
period  diagnosis  may  be  impossible.  When  the  variolous  eruption  is  in  process 
of  development,  it  may  be  confoimded  with  typhus  fever,  with  that  form  of  mea- 
sles in  which  the  papillae  are  prominent,  with  sypliilitic  eruptions,  and  with  cer- 
tain forms  of  erythema  exsudativum,  just  breaking  out.  We  can  not  here  fully 
discuss  all  the  factors  which  should  be  considered  in  making  this  diagnosis.  It  is 
importaut  not  to  regard  the  cutaneous  appearances  alone,  but  to  note  all  the  other 
symptoms  besides.  But  it  is  often  necessary  to  watch  a doubtful  case  for  some 
time  before  a diagnosis  can  be  established. 

Prognosis, — The  facts  whicli  are  of  greatest  weight  in  prognosis  have  already 
been  emjjhasized.  We  may  repeat  that  during  the  initial  .stage  the  prognosis  of 
any  individual  case  can  seldom  be  determined.  If  the  first  .sym])toms  are  mild, 
or  if  the  initial  erythema  appears,  the  case  is  regarded  hopefully.  The  abundance 
of  the  eruption  has  an  influence  u])on  the  severity  of  the  disease.  Circumstonces 
peculiar  to  the  individual  are  also  im])ortant — e.  g.,  age.  constitution,  or  alcoholic 
h.abits.  We  have  ah-oady  called  attention  to  the  danger  of  confluent  sniall-]>ox, 
and  to  the  almost  absolutely  fatal  ])rognosis  in  the  genuine  htumoriliagic  variety. 
The  morfidity  varies  greatly  in  different  ei)idemics;  on  the  average  it  may  be  taken 
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at  about  fifteen  to  thirty  per  cent.  Beyond  doubt,  the  introduction  of  vaccination 
has  decidedly  lessened  the  fatality  of  the  disease  by  diminishing  the  frequency  of 
the  severe  forms. 

Treatment.— 1.  Prophylaxis— Vaccination.— in  all  contagious  diseases, 
isolation  is  of  little  avail  unless  complete.  This  fact  has  led  to  the  erection  in  late 
years  of  small-pox  hospitals.  All  utensils  used  by  the  patient,  and  his  clothing, 
bedding,  and  the  like,  should  be  most  carefully  disinfected.  The  best  method  is  to 
employ  a high  degree  of  heat — viz.,  240°  to  250°  (115°-120°  C.). 

These  precautionary  measm-es  are  employed  in  many  other  diseases  asv'ell,  but 
for  small-pox  we  are  acquainted  with  a peculiar  method  of  prophylaxis.  It  is 
founded  upon  a fact  which  is  at  once  the  most  remarkable  and  inexplicable,  and 
the  most  beneficent,  within  the  domain  of  the  infectious  diseases.  We  refer  to 
vaccination.  It  must  long  ago  have  been  remarked  that  a person  who  has  had  the 
disease  once,  enjoys,  to  a large  degree,  immunity  from  any  fresh  infection.  This 
suggested  the  idea  of  exposing  children  purposely  to  contagion,  so  as  to  insure 
them  from  small-pox  for  the  rest  of  their  lives.  The  actual  inoculation  of  small- 
]30x  is  said  to  have  been  long  practiced  in  India  and  China.  In  the  year  1717  it 
was  employed  by  Lady  Montague,  of  England,  upon  her  own  son,  and  with  suc- 
cess. Unfortunately,  however,  the  inoculated  small-pox  proved  fatal  in  many 
instances ; and,  being  itself  contagious,  it  served  to  spread  the  disease  still  further. 
Then  appeared  an  article  written  by  the  English  surgeon,  Edward  Jenner,  in  1798. 
This  informed  the  medical  profession  of  a fact  already  known  to  the  rural  popu- 
lation of  his  native  place,  but  which  Jenner  fii-st  established  scientifically,  and 
recognized  in  all  its  importance.  There  sometimes  occurs  a disease  similar  to 
small-pox  upon  the  teats  and  udder  of  the  cow,  called  variola  vaccina.  It  is  appar- 
ently a local  trouble,  and  can  easily  be  inoculated  upon  the  skin  of  human  beings. 
Vaccine  pustules  will  be  developed  upon  the  spot  inoculated.  These  almost  invari- 
ably heal  without  any  great  constitutional  disturbance;  but  the  person  vaccinated 
possesses  the  same  immunity  from  small-pox  as  if  he  had  had  small-pox  itself. 
This  statement  of  Jenner’s  was  soon  con  finned  upon  every  side.  The  result  is 
the  continually  spreading  custom  of  prophylactic  vaccination.  In  some  coun- 
tries it  is  enforced  by  law,  and  it  can  be  opposed  only  by  ignorance  or  by  lament- 
able prejudice. 

To  explain  how  vaccination  can  protect  against  small-pox  in  this  way  is  still 
utterly  beyond  our  powers.  We  have  lately  gained  this  much  help  in  understand- 
ing it,  that  it  is  no  longer  an  isolated  fact ; for  analogies  have  been  discovered  in 
the  case  of  other  acute  infectious  diseases  (cf.  the  chapters  on  hydrophobia  and 
malignant  pustule).  We  are  likewise  in  the  dark  as  to  the  relation  between  small- 
pox and  vaccinia.  Many  authors  regard  the  virus  of  vaccinia  as  merely  a modifi- 
cation of  the  variolous  poison,  while  others  assume  that  there  is  a specific  differ- 
ence between  the  two.  As  yet,  the  infectious  material  of  neither  has  been  exhib- 
ited in  a pure  state;  and  we  must  for  the  present  therefore  leave  this  question  un- 
decided. A statement  in  support  of  the  essential  unity  of  the  two  infectious 
agents  can  be  adduced.  The  inoculation  of  cows  with  .small-pox  is  said  to  pro- 
duce vaccinia,  which,  inoculated  in  its  turn  upon  children,  will  result  in  vaccinia 
and  not  in  small-pox.  This  statement  rests  on  doubtful  evidence.  Careful  ex- 
periments made  in  1865  in  Lyons  had  a diffei’ent  result,  showing  that  the  in- 
oculation of  cows  with  the  contents  of  variolous  pustules  produces  an  eruption 
different  from  that  of  vaccinia.  Children  inoculated  from  these  cows  had  true 
variola;  while  no  case  of  small-pox  has  ever  resulted  from  genuine  vaccine 
lymph. 

We  can  mention  only  the  mo.st  important  of  the  details  relating  to  vaccination 
and  the  method  of  its  performance.  The  inoculation  is  made  either  with  animal 
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virus,  direct  from  the  cow,  or  with  humanized  virus,  obtained  from  persons  previ- 
ously vaccinated.  The  lymph  taken  from  a vaccine-pustule  can  be  kept  a long 
time,  either  jJure  or  mixed  with  glycerine,  without  deteriorating.  It  is  kept  in 
small  glass  tubes,  hermetically  sealed,  or  in  a dried  form  between  glass  plates 
which  have  been  thoroughly  disinfected  and  cemented  together,  [or  else  upon 
little  “ points  ” made  of  bone].  The  most  common  mode  of  vaccination  now  in  use 
is  to  make  three  shallow  incisions,  3 or  4 ctm.  apart,  in  the  skin  of  the  upper  arm, 
and  to  introduce  the  vaccine-lymph  into  them.  The  surrounding  tissue  becomes 
swollen  in  three  or  four  days.  In  seven  or  eight  days  the  vaccine  vesicles  are  well 
developed,  if  the  disease  takes  its  normal  course.  Next  they  become  purulent,  and 
then  dry  up,  and  finally,  on  healing  leave  the  familiar  scar  behind.  The  whole 
process  occupies  about  three  weeks.  If  the  vaccination  fails,  or  is  but  partially 
successful,  it  must  be  repeated  after  a few  months.  The  protective  power  of 
vaccination  does  not  last  indefinitely,  and  therefore  re-vaccination  is  necessary 
every  five  or  six  years.  The  first  vaccination  of  children  usually  takes  place  when 
they  are  three  or  four  months  old.  If  they  are  feeble  we  wait  longer,  unless  small- 
pox is  prevalent. 

' It  must  be  confessed  that  vaccination  is  not  without  its  dangers.  The  little 
cutaneous  wound  made  by  it  may  lead,  like  any  other,  to  sepsis  or  to  erysipelas. 
The  latter  has  been  called  vaccination-erysipelas.  But  such  misfortunes  are  ex- 
tremely rare.  The  “ vaccine  roseola  ” deserves  especial  mention.  It  appears  first 
upon  the  arm  vaccinated,  and  spreads  over  the  rest  of  the  body ; but  it  is  not  a 
serious  matter.  It  is  of  course  possible  that  other  diseases,  among  which  syphilis 
is  of  chief  importance,  may  be  inoculated  along  with  vaccinia ; but  this  is  a very 
rare  occurrence — much  more  so  than  the  enemies  of  vaccination  pretend.  If  the 
physician  exercise  proper  care  in  the  selection  of  the  person  from  whom  to  take 
humanized  virus,  it  can  be  entirely  avoided.  The  exclusive  employment  of  ani- 
mal virus  in  vaccination  does  away  with  a number  of  dangerous  possibilities,  and 
for  this  reason  it  is  constantly  growing  in  popularity. 

[The  incubation  stage  of  vaccinia  being  shorter  than  that  of  small-pox,  the 
prompt  vaccination  of  an  unprotected  individual  who  has  been  exposed  to  infec- 
tion should  always  be  practiced,  if  possible;  oftentimes  the  severe  disease  may 
thus  be  prevented.] 

2.  The  treatment  of  small-pox  is  purely  symptomatic.  When  the  disease  has 
once  begun  it  is  too  late  for  vaccination  to  have  any  influence  upon  its  further 
course.  During  the  initial  period  we  may  advantageously  employ  cool  baths  to 
diminish  the  fever  and  alleviate  the  constitutional  symptoms.  An  ice-bag  will 
relieve  tbe  headache.  We  must  not  let  the  lumbar  pains  lead  us  to  any  but  a 
cautious  use  of  local  irritants,  for  the  pocks  come  out  in  greater  abundance  upon 
such  portions  of  the  skin  as  have  been  in  any  way  irritated.  If  the  disease  ])roves, 
during  the  stage  of  eruption,  to  be  varioloid,  there  will  be  no  fiu’ther  need  of 
special  treatment.  Good  nursing  and  proper  food  will  suffice. 

The  true  small  pox,  on  the  other  hand,  demands  the  interi)osition  of  the  physi- 
cian. He  must  strive  to  guai’d  the  regular  courae  of  the  disease  in  the  skin  and  in 
those  portions  of  the  mucous  membrane  which  are  accessible  from  being  disturbed 
by  .secondary  inflammations.  For  we  have  no  doubt  that  the  ruptured  pustules 
furni.sh  a most  easy  ingress  to  septic  impurities  from  the  surrounding  atmosphere, 
so  that  later,  when  there  is  extensive  su])puration  of  the  skin,  or  analogous  aud 
severe  disturbance  in  the  mucous  membrane,  it  is  impossible  to  discriminate 
between  the  effects  of  the  small-pox  itself  and  those  due  to  tbe  secondary  supjnira- 
tion.  If  we  were  able  to  have  the  wliole  process  go  on  “ aniiseptically  ” we 
should  certainly  have  made  an  important  advance  in  theraiicutics.  Indeed,  the 
methods  of  treatment  which  have  been  up  to  this  time  recommended  fulfill  this 
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indication  up  to  a certain  point,  e.  g.,  painting  tlie  skin  with  tincture  of  iodine,  or 
with  a strong  solution  of  nitrate  of  silver — methods  formerly  much  in  vogue. 
Schwimmer’s  suggestion  seems  still  better.  He  recommends,  from  the  beginning 
of  the  eruption,  the  use  of  a i^aste  made  as  follows  : Acid,  carbol.,  parts  4 to  10; 
ol.  olivm,  40;  cretee  prmparat.,  60.  M.  et  ft.  pasta  mollis.  This  is  spj-ead  ou  pieces 
of  old  linen  and  laid  upon  those  parts  where  the  eruption  is  apt  to  he  worst — vk., 
the  forearm,  hand,  and  leg.  The  face  is  covered  with  a mask,  having  holes  corre- 
sponding to  the  mouth,  nose,  and  eyes.  The  applications  are  changed  evei’y 
twelve  hours.  Under  this  treatment  the  local  distress  is  said  to  be  diminished, 
suppuration  slight,  and  healing  comparatively  rapid.  The  pahi  and  sense  of  ten- 
sion in  the  skin  are  often  relieved  by  cold  applications,  or  by  simple  ointment  or 
oil.  Under  Hebra,  in  Vienna,  continuous  warm  baths  were  emihoyed  in  severe 
cases  with  great  success. 

The  treatment  of  the  affected  mucous  membrane  in  small-pox  must  also  meet 
the  indication  above  mentioned.  The  most  thorough  disinfection  of  the  mouth 
and  pharynx  must  be  aimed  at.  The  means  to  be  used  are  careful  washing  and 
gargling  with  solutions  of  chlorate  of  potash  (1  to  30),  carbolic  acid,  borax,  per- 
manganate of  potash,  or  liquor  ferri  chloridi.  The  eyes,  if  they  need  it,  must  also 
be  appropriately  treated.  As  to  all  other  complications,  cool  baths  are  relatively 
the  most  useful  remedy.  They  can  be  given  without  difficulty.  The  chief  indica- 
tions for  them  are  severe  pulmonary  or  nervous  symptoms,  or  continuous  high 
fever.  Internal  aiiti]3yretics,  such  as  quinine  or  antipyrine,  are  also  employed. 
Violent  nervous  disturbances,  such  as  delirium,  sometimes  require  the  cautious 
use  of  nai’cotics.  There  is  nothing  to  add  as  to  the  treatment  of  malignant  haemor- 
rhagic small-pox,  for,  as  we  have  said,  such  cases  ai-e  unfortunately  almost  hope- 
less. 


CHAPTER  VIII. 

VARICELLA. 

( Chicken-pox.) 

Varicella  is  truly  one  of  the  children’s  diseases.  Adults  very  rarely  have  it. 
It  is  contagious,  and  often  comes  in  epidemics. 

The  stage  of  incubation  does  not  last  over  thirteen  to  seventeen  days.  The 
disease  begins  with  the  appearance  of  vesicles,  the  size  of  a pea  or  a little  larger, 
usually  having  a small  red  areola,  and  varying  in  number  from  ten  to  one  hun- 
di’ed  or  more.  The  trunk  usually  bears  the  gi’eater  part  of  the  vesicles,  while  the 
extremities  have  few.  The  face  is  frequently  the  seat  of  a considerable  number, 
and  sometimes  there  are  a few  uison  the  hairy  scalp.  There  may  be  a vesicle  here 
and  there  upon  the  mucous  membrane  of  the  mouth  or  palate.  There  are  seldom 
any  prodrom’ata.  Slight  symptoms  of  fever  may  attend  the  eruption  itself.  The 
eruption  is  usually  over  in  a few  days,  although  there  may  be  repeated  crops,  so 
that  w'e  often  see  fresh  vesicles  by  the  side  of  others  Avhich  are  drying  up.  Each 
separate  vesicle  heals  quickly,  and  the  pustulation  seen  in  small-pox  is  here  excep- 
tional. The  course  of  the  disease  is  completed  in  a week  or  ten  days.  Most  chil- 
dren feel  perfectly  well  the  whole  time,  although  there  may  be  in  rare  cases  pain 
in  the  limbs,  anorexia,  and  a slight  coryza.  A severe  complication  is  hardly  ever 
seen.  An  unusual  event  is  a mild  nephritis. 

Exceptionally,  the  disease  may  be  rudimentary,  with  a varicelloid  roseola  and 
no  formation  of  vesicles.  On  the  other  hand,  some  cases  present  quite  severe  con- 
stitutional symptoms  and  a high  fever,  even  reaching  105°  (41°  C.)  temporarily. 
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In  most  cases,  however,  as  we  have  said,  the  child  is  so  slightly  disturbed  that  a 
physician  is  hardly  thought  necessary. 

The  diagnosis  is  almost  always  easy.  Formerly  varicella  "was  often  con- 
founded with  small-pox,  and  to  this  day  the  followers  of  Hebra,  in  Vienna,  fcr 
some  inconceivable  reason,  maintain  the  identity  of  the  two.  That  they  are  essen- 
tially distinct  is  shown  (1)  by  the  epidemics  of  the  two  appearing  entirely  separate 
from  each  other,  (2)  by  the  fact  that  having  one  does  not  give  immunity  from  the 
other,  and  (.3)  by  the  uniform  failure  of  attempts  to  produce  variola  by  inoculating 
varicella,  or  vice  versa.  Still,  we  must  bear  in  mind,  in  order  to  avoid  mistakes, 
that  many  dermatologists  class  the  mildest  cases  of  small-pox  as  varicella.  Those 
who  devote  themselves  to  general  diseases  are  probably  all  now  convinced  that 
varicella  is  a separate  disease. 

The  prognosis  is  perfectly  good.  There  is  usually  no  s]3ecial  treatment  ne- 
cessary, but  young  children  should  be  kept  in  bed  till  the  eruption  has  dried  up. 


CHAPTER  IX. 

ERYSIPELAS. 

{St.  Anthony's  Fire.) 

.Etiology. — Erysipelas  is  an  inflammation  of  the  skin,  excited  by  the  presence 
of  a specific,  pathogenic  micrococcus  {vide  infra),  and  recognized  by  redness, 
swelling,  and  jjain.  It  has  the  peculiarity  of  spreading  gradually,  by  dii-ect  exten- 
sion, from  its  point  of  origin  over  a larger  or  smaller  portion  of  the  skin.  There 
are  two  varieties  commonly  recognized — an  idiopathic,  or  exanthematic,  and  a 
traumatic.  The  latter  may  follow  any  cutaneous  wound  if  it  be  infected  with  the 
specific  virus  of  erysipelas.  Traumatic  erysipelas  is  therefoi’e  a surgical  disease, 
and  will  not  be  further  considered  here;  nor  shall  we  treat  of  puerperal  erysipelas, 
a possible  sequence  to  injuries  inflicted  upon  the  female  genital  organs  during  par- 
turition ; nor  of  the  erysipelas  of  the  new-born,  which  usually  has  its  origin  in 
the  navel  or  in  small  fissures  of  the  anus. 

The  so-called  idiopathic  erysipelas  appears  almost  exclusively  in  the  face,  or  at 
least  it  starts  there.  As  it  goes  on  it  very  frequently  spreads  to  the  hairy  scalp, 
and  not  infrequently  it  also  extends  down  upon  the  trimk.  The  clinical  manifes- 
tations are  ])erfectly  chai’acteristic.  It  is,  however,  a question  whether  idiopathic 
erysipelas  is  essentially  different  from  the  traumatic  variety.  There  is  good  reason 
to  suppo.se  that  facial  erysipelas  is  really  traumatic  in  every  case,  having  its  origin 
in  injuries  of  the  skin  or  mucous  membrane,  which  are  so  small  as  to  be  over- 
looked. This  view  not  only  seems  a priori  very  probable,  but  is  sui^ported  by  nu- 
merous cases.  We  see,  for  exanpfie,  erysipelas  taking  its  origin  in  excoriations  of 
the  nose  or  the  borders  of  the  nostrils,  or  in  excoriations  or  fissures  of  the  lobe  of 
the  ear.  Quite  often  coryza  ijrecedes  the  eiysipclas,  and,  in  that  case,  the  fimt  in- 
flammatoiy  swelling  of  the  skin  is  at  the  nose.  The  probable  explanation  of  this 
fact  is  that  the  nasal  catarrh  is  ajit  to  cause  slight  erosions  of  the  mucous  mem- 
brane, and  that  these  funiisli  an  op])ortunity  for  infection  Avith  erysipelas.  On 
the  other  hand,  it  can  not  bo  denied  that  there  are  cases  of  facial  erysipelas  where 
it  is  absolutely  impossible  to  make  out  any  cutaneous  excoriati<Jii,  and  where  there 
is  an  initial  stage  with  feverish  symptoms  preceding  the  localized  trouble  in  the 
skin  (vide  infra).  Such  cases  suggest  the  thought  that  erysipelas  is  like  the  acute 
eruptive  disease.s,  and  that  it  is  at  least  ixjssiblo  that  infection  may  take  place  in 
some  other  way  than  the  one  mentioned. 
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The  specific  virus  of  erysipelas  has  been  brought  to  our  knowledge  chiefly 
through  the  reseai'ches  of  Fehleisen.  He  has  demonstrated  a characteristic 
‘'chain-forming  micrococcus”  (streptococcus  erysipelatos,  vide  Fig.  8)  in  the 

lymphatic  vessels  and  serous  canaliculi  of  the 
diseased  skin.  This  micrococcus  is  distin- 
guished by  its  peculiar  behavior  in  pm'e  gela- 
tine cultui’es,  and  invariably  causes  erysipelas 
in  the  rabbits  and  the  human  beings  that  are 
inoculated  with  it. 

Facial  erysipelas  is  most  apt  to  attack  the 
young,  and  seems  to  be  somewhat  more  fre- 
quent in  women  than  in  men.  The  laity  eri’o- 
neously  regard  catching  cold  and  getting  fright- 
ened as  frequent  causes  of  the  disease.  If  we 
except  the  predisposing  causes  above  mentioned 
— viz.,  coryza,  slight  scratches,  cnts,  etc. — we 
usually  find  no  cause  of  which  we  can  feel  cer- 
tain. Often  endemic  influences  are  important. 
It  has  been  long  known  that  traumatic  erysipe- 
las can  get  so  secure  a footing  in  particular  hos- 

u.— j.  ijc:  Cl  y oiucitto.  *1  i j.  n i 

Section  through  a lymph-vesseim  the  Skin,  pitals  Or  wards  that  every  wounded  person 

ti’eated  in  them  is  in  danger  of  this  disease. 
But  the  apparently  idiopathic  variety  is  sometimes  remarkably  frequent  in  partic- 
ular places.  Likewise  several  members  of  one  family  may  have  facial  erysipelas 
simultaneously.  In  nearly  all  such  cases  the  sufferers  are  infected  from  some 
common  sonrce,  for  direct  contagion  is  certainly  exceptional.  Direct  inoculation 
can,  however,  as  has  been  proved,  convey  the  disease  from  a patient  to  other  per- 
sons or  to  animals. 

In  contrast  with  the  behavior  of  the  acute  eniptive  diseases,  erysiijelas  is  pecul- 
iarly apt  to  attack  the  same  individual  over  and  over  again.  There  are  persons 
who  have  facial  erysipelas  about  every  one  or  two  years.  Often  the  explanation 
of  this  apparently  lies  in  some  chronic  disease — e.  g.,  chronic  ozaena — which  makes 
infection  easy,  but  in  other  cases  no  cause  can  be  discovered.  Marasmus  seems  to 
predispose  to  erysipelas.  At  least  we  have  observed  that  erysipelas  occurred  with 
relative  frequency,  in  the  Leipsic  hospital,  in  j)atients  suffering  from  the  last  stages 
of  phthisis  or  cancer,  or  similar  diseases. 

Clinical  History. — In  many  cases  the  first  subjective  symptoms  are  simultane- 
ous with  the  cutaneous  swelling,  and  these  are  chiefly  local.  There  is  pain  and  a 
sense  of  tension  in  the  skin.  Soon  subjective  symptoms  of  fever  also  appear,  such 
as  general  malaise,  anorexia,  and  headache.  In  other  cases  the  disease  starts  with 
more  violent  constitutional  symptoms  : there  is  an  initial  rigor,  with  violent  head- 
ache and  great  languor.  Almost  at  the  same  time,  or  sometimes  two  or  three  days 
later,  the  patient  notices  that  the  face  is  swollen.  In  rare  instances  the  disease 
begins  with  sore  thi’oat.  We  saw  three  almost  simultaneous  cases  of  facial  ery- 
sipelas in  one  family,  where  a severe  sore  throat  lasted  for  four  or  five  days  pre- 
ceding the  appearance  of  the  cutaneous  disorder. 

The  erysipelatous  process  in  the  skin  is  almost  always  circumscribed  at  first. 
It  usually  starts  on  the  nose,  less  often  upon  the  cheek,  the  ears,  or  the  hairy  scalp. 
The  skin  becomes  considerably  swollen,  grows  red,  smooth,  and  shiny,  and  feels 
hot.  The  redness  and  swelling  keep  spreading.  There  is  usually  a sharp,  elevated 
ridge,  perceptible  to  sight  and  touch,  separating  the  diseased  from  the  still  healthy 
portion  of  the  skin.  As  long  as  the  erysipelas  is  sjneading,  we  see  stretching  out 
from  its  border,  or  somewhat  removed  L’om  it,  small  red  streaks  and  spots  which 


ERYSIPELAS. 


G3 


gradually  increase  in  area  and  intensity,  and  finally  coalesce.  Any  decided  fold  in 
the  skin  may  hinder  for  a time  the  extension  of  the  disease.  The  naso-labial  folds 
are  particularly  apt  to  limit  it.  The  border  of  the  hairy  scalp  frequently  forms  a 
terminal  line  ; but  the  whole  scalp  may  be  attacked,  the  inflammation  stopping 
only  when  it  reaches  the  nape  of  the  neck.  It  is  only  in  a relatively  small  num- 
ber of  cases  that  it  spreads  farther  yet,  attacking  the  back,  the  arms,  and  the  an- 
terior surface  of  the  trunk,  or  even  extending  to  the  feet.  This  is  known  as  ery- 
sipelas migrans.  The  facial  erysipelas  may  be  healed  long  before  the  disease 
ceases  to  extend  over  the  other  parts  of  the  body.  When  the  spreading  process  is 
about  to  cease,  the  inflammation  usually  becomes  decidedly  milder,  appears  only 
in  isolated  spots,  and  Anally  stops  completely.  In  most  cases,  only  the  face,  the 
earn,  and  a part  of  the  scalp  are  attacked. 

It  is  not  a rare  thing  for  vesicles  or  bullae  to  form  in  the  portions  of  skin  at- 
tacked. Such  cases  are  called  erysipelas  vesiculosum  or  erysipelas  bullosiim.  The 
serum  may  change  to  pus  in  these  blistere,  and  then  we  have  erysipelas  pustulo- 
sum.  Exceptionally  the  infiltration  of  the  skin  becomes  so  intense  as  to  result  in 
a localized  necrosis  or  gsa\gvene— erysipelas  gangrcenosum.  The  parts  most  apt 
to  be  attacked  by  this  are  the  eyelids. 

Microscopic  examination  of  the  skin  shows  a marked  hyperasmia  of  all  the 
blood-vessels  and  a very  considerable  inflltration  of  both  the  skin  and  the  subcu- 
taneous connective  tissue  with  serum  and  cells.  In  those  parts  where  vesicles  are 
formed  there  are  many  dead  and  disintegi’ated  epithelial  cells  in  the  rete  Malpighii. 
The  presence  of  great  numbei's  of  the  specific  chains  of  micrococci  has  been  ah-eady 
mentioned. 

The  inflammation  in  any  one  spot  usually  ends  four  or  five  days  after  it  has 
made  its  appearance  there.  There  is  usually  much  attendant  desquamation.  The 
face  is  often  left  with  a finer  complexion  than  it  had  before. 

The  other  symptoms,  of  which  the  constitutional  disturbance  and  the  fever  are 
chief,  correspond  pretty  closely  to  the  severity  and  extent  of  the  cutaneous  lesion. 
It  is  comparatively  seldom  that  this  correspondence  does  not  exist. 

The  fever  in  facial  erysipelas  usually  rises  rapidly  at  first,  and  to  a considerable 
height.  We  have  seen  but  few  cases  where  the  high  fever  was  delayed  till  a day 
or  two  after  the  skin  was  attacked.  The  temperatures  observed  in  erysipelas  are 
often  extreme  ; 106°  (41°  C.)  is  not  at  all  rare.  The  highest  we  ever  saw  was 
107‘2°  (41 '8°  C.).  While  the  erysipelas  continues  or  is  spreading,  the  fever  is  sel- 
dom continuous,  nor  are  the  remissions  insignificant.  Pronounced  intermissions, 
even  down  to  normal,  are  very  frequent,  but  are  followed  again  by  a rapid  and 
great  rise  of  temperature.  The  fever  may  terminate  with  a genuine  crisis.  In  in- 
tense cases  of  considerable  extent,  or  in  erysipelas  migrans,  the  termination  is 
more  apt  to  be  by  a more  or  less  gradual  lysis.  We  have  seen  the  cutaneous  in- 
flammation in  erysipelas  migrans  still  extend  itself  a little,  in  a rudimentary 
foi*m,  after  the  fever  had  completely  ceased. 

The  headache  is  often  intense,  and  seems  to  result  not  merely  from  the  inflam- 
mation of  the  scalp,  but  from  disturbances  of  the  circulation  in  the  underlying 
j)arts.  Other  severe  cerebral  symptoms  are  also  relatively  frecpient.  The  jxitient 
may  lie  very  restless,  excited,  and  wakeful.  At  night  there  may  be  mild  or  even 
violent  delirium  ; or  there  may  be  decided  stupor.  All  these  sym])toms  are  in 
chief  part  due  to  the  constitutional  infection,  or,  to  s])eak  moi-o  accurately,  to  the 
intoxication  caused  by  the  infection  ; but  they  also  juslify  a surmi.se,  as  we  have 
said,  that  there  is  a circulatory  derangement  in  the  meninges  and  the  brain  itself, 
resulting  from  the  inflammation  of  the  scalp.  In  drunkards,  delirium  tremens  is 
not  infrequent. 

One  of  the  most  constant  symptoms  in  facial  erysipelas  is  gastric  and  intestinal 
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disturbance.  There  is  usually  complete  anorexia.  The  tongue  is  thickly  coated. 
Vomiting  is  frequent,  not  only  at  the  beginning  but  during  the  course  of  the  dis- 
ease. There  is  constipation ; or  there  may  be  quite  severe  diarrhoea.  There  is  no 
pathological  lesion  known  corresponding  to  these  cliuical  symptoms. 

The  entire  dui-ation  of  the  disease  varies  greatly  in  different  cases.  A very 
light  case  may  get  well  in  a few  days.  Most  cases  of  average  severity  last  a week 
or  ten  days.  Erysipelas  migrans  may  continue  for  many  weeks.  We  have  sev- 
eral times  seen  a relapse  come  on  after  a number  of  days  of  complete  apyrexia. 
Either  the  face  would  be  once  more  attacked,  or  some  portion  of  the  skin  which 
had  j>reviously  esca])ed. 

Local  complications  are  comparatively  rare  in  erysipelas.  The  lyinjdiatic 
glands  of  the  throat  and  back  of  the  neck  are  very  frequently  somewhat  swollen, 
but  seldom  attain  great  size.  Bronchitis  and  lobular  pneumonia  may  develop  in 
severe  cases,  but  are  not  at  all  characteristic.  Some  observers  caU  attention  to  the 
occurrence  of  pleui’isy,  endocarditis,  and  pericarditis ; but  these  complications  also 
are  probably  secondary.  The  spleen  is  usually  slightly  .swollen.  Sometimes  there 
is  an  icteroid  hue.  The  urine  frequently  contains  a small  amount  of  albumen, 
and  in  severe  cases  of  erysipelas  acute  haemorrhagic  nephritis  is  not  so  very  rare. 
Swelling  of  the  Joints  has  been  repeatedly  observed.  It  is  more  frequent  in  the 
severe  surgical  forms  of  erysipelas,  which  are  combined  witli  universal  septic  and 
pyaemic  conditions  of  the  system.  Purulent  meningitis  may  complicate  an  ery- 
sipelas located  in  the  head,  but  it  is  very  rare.  We  should  be  exceedingly  cautious 
about  asserting  its  existence  even  when  the  cerebral  symptoms  are  very  pro- 
nounced. 

Cutaneous  comiilications  are  relatively  frequent.  We  bave  seen  herpes  labialis 
quite  often,  and  a number  of  cases  of  urticaria.  Of  much  greater  importance  are 
the  cutaneous  abscesses  which  occur  in  severe  cases.  These  are  due  to  a phleg- 
monous or  even  gangrenous  inflammation  of  the  connective  tissue.  Their  most 
frequeiit  seat  in  the  face  is  the  eyelids,  as  already  stated ; and  in  that  case  the  eye 
may  itself  be  endangered.  At  the  close  of  severe  cases  of  erysipelas  migrans, 
numerous  ab.scesses  may  develop  in  the  skin  of  the  trunk  and  extremities,  delay- 
ing convalescence. 

The  diagnosis  of  erysipelas  is  almost  always  easy  when  once  the  cutaneous 
lesion  has  developed.  Phlegmonous  inflammation  of  the  skin  and  lymphangitis 
are  to  be  eliminated;  but  this  is  always  possible,  with  proper  care.  After  a single 
examination,  we  may  confound  it  with  acute  facial  eczema  of  great  severity,  or 
even  with  a marked  urticaria.  Chief  attention  should  be  paid  to  the  characteristic 
bordei’  of  erysipelas  and  to  its  manner  of  extension. 

The  prognosis  of  facial  erysipelas,  Avhen  it  attacks  a healthy  person,  is  very 
favorable.  In  drunkards  a severe  case  may  be  complicated  by  delirium  tremens, 
and  the  issue  be  unfavorable.  We  saw  one  case  end  fatally  because  of  gangrene 
in  the  eyelids,  followed  by  ijurulent  inflammation  of  the  orbital  connective  tissue. 
Erysipelas  migrans  may  so  exhaust  the  powers  of  feeble  patients  as  to  become 
dangerous.  The  prognosis  of  sui-gical  erysipelas  is  relatively  more  unfavorable, 
but  can  not  be  considered  here. 

Treatment. — In  a case  of  not  more  than  average  severity  no  special  treatment 
is  needed.  To  lessen  the  local  discomfort,  we  usually  cover  the  skin  with  pow- 
dered starch,  or  anoint  it  with  olive-oil,  carbolized  oil,  or  vaseline.  An  ice-bag 
on  the  head  is  agreeable  to  most  jjatients.  If  we  wish  to  prescribe  something,  we 
may  choose  an  acid  mixture,  as  follows:  Acid,  muriat.  dih,  parts  8;  syrup,  15; 
aquae,  120.  M. 

In  severe  cases,  however,  the  high  fever  and  the  neiwous  symptoms  may 
demand  our  interference.  The  remedy  to  be  chiefly  recommended  is  cold  baths. 
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of  Tvliicli  two  or  three  may  be  given  in  a day,  and  which  most  patients  bear  very 
well.  The  exhibition  of  quinine,  antipyrine,  or  antifehrin  is  seldom  called  for.  as 
there  is  a tendency  to  great  spontaneous  intermissions  in  the  fever.  If  the  facial 
inflammation  proves  to  be  part  of  an  erysipelas  migrans,  the  chief  indication  for 
treatment  would  be  to  check  the  unceasing  advance  of  the  disease ; but,  unfortu- 
nately, the  means  recommended  for  this  purpose  too  often  fail.  It  used  to  be 
customary  to  cauterize  the  skin  along  the  border  of  the  erysipelas  with  nitrate  of 
silver,  but  this  has  been  almost  entirely  abandoned  as  useless.  Hueter  recom- 
mends the  injection  of  a two-per-cent,  solution  of  carbolic  acid  beneath  the  skin 
at  a little  distance  from  the  border  of  the  inflammation.  Although  this  is  cer- 
taiuly  a rational  method  of  treatment,  we  have  seldom  seen  any  brilliant  results 
from  it.  Of  more  benefit  seems  to  be  the  newly  recommended  scarification  of  the 
diseased  surface,  followed  by  the  application  of  a solution  of  corrosive  sublimate. 
For  internal  use  we  mention  fii’st  Pirogoff’s  camphor  treatment.  The  patient 
takes  every  hour  or  two  three  grains  (0‘15  grm.)  of  powdered  camphor  and  drinks 
large  quantities  of  hot  tea,  to  promote  perspiration.  In  severe  cases  this  method 
deserves  a trial.  Numerous  other  internal  remedies  have  been  recommended;  but 
we  need  not  enumerate  them.  We  have  not  seen  any  influence  upon  the  ex- 
tension of  the  disease  exerted  by  large  doses  of  salicylic  acid  or  benzoate  of  soda. 
In  England  a prominent  remedy  is  liquor  ferri  chloridi  (in  the  form  of  tr.  ferri 
chlorid.),  given  to  the  amount  of  drachms  jss.-ijss.  in  the  course  of  the  day  (6-10 
grm.).  In  the  severe  cases  the  main  point,  after  all,  is  to  maintain  the  patient’s 
strength  by  nursing  and  food.  If  cutaneous  abscesses  form,  they  should  be  opened 
promptly,  when  they  usually  soon  heal. 


CHAPTER  X. 

DIPHTHERIA. 

(BiplitluHtis.  Croup.  Cynanche  contagiosa.) 

JEtiology  and  General  Pathology. — Clinically,  “ diphtheria  ” means  a certain 
well-characterized,  specific,  acute,  infectious  disease,  the  chief  visible  lesion  of 
which  is  a croupous-diphtheritic  inflammation  of  the  pharynx  and  upper  air-pas- 
sages.  In  a purely  pathological  sense,  howevei-,  the  terms  “ croupous  ” and  “ diph- 
theritic” have  a broader  meaning.  They  denote  a certain  form  of  inflammation 
which  may  occur  in  the  mucous  membrane  of  almost  any  part  of  the  body.  It  is 
frequent  in  the  intestine  and  bladder.  There  is  great  diversity  in  the  causes  which 
may  produce  it. 

The  pathological  characteristic  of  croupous-diphtheritic  inflammation  consists 
in  the  formation  of  a fibrinous  exudation.  This  may  either  be  a croupous  mem- 
brane, which  is  grayish  white,  rather  firm,  elastic,  and  can  be  lifted  ofl:  with  com- 
parative ease  from  the  mucous  membrane  upon  which  it  rests,  or  it  maybe  a 
diphtheritic  infiltr.ation  with  necrosis  of  the  tissues.  Here  the  exudation  is  more 
or  less  deeply  imbedded  within  the  proper  structure  of  the  mucous  membrane 
itself.  There  is  no  essential  difference  between  croup  and  diphtheria;  diphtheritic 
inflammation  is  the  severer  form  of  the  disease,  ci’oupous  inflammation  the  milder. 
In  diphtheria  the  fibrinous  exudation  is  preceded  by  a necrosis  of  the  cjiithelium 
and  of  the  undeidying  tissues  of  the  mucous  membrane  as  well,  while  in  the  case 
of  croupous  exudation  the  necrosis  is  limited  to  the  epithelium.  The  croupous 
membrane  never  rests  upon  au  intact  mucous  surface,  hut  replaces  the  e])ithelium, 
which  has  already  been  totally  or  in  very  large  ])ai’t  d(;stroycd.  Flaky  remnants 
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of  the  epithelium,  no  longer  nucleated,  are  sometimes  found  in  the  meshes  of  the 
fibrin.  The  preceding  destruction  of  the  epithelium  is  essential  to  the  occurrence 
of  fibrinous,  croupous  infiammation.  The  fibrinous  exudation  can  be  formed  in 
those  places  only  where  the  cause  which  excites  the  inflammation  kills  the  epithe- 
lium at  the  same  time.  Apparently  the  epithelial  cells  have  little  if  any  share  in 
the  formation  of  the  exudation.  It  is  more  probable  that  the  material  for  the 
fibrin  comes  from  the  fibrinogen  of  the  inflammatory  matter  which  transudes 
througli  the  walls  of  tlie  vessels,  and  also  from  the  disintegrated  migratory  white 
blood-globules.  These  last  are  abundant  throughout  the  deposit  itself,  and  still 
more  numerous  in  the  enthe  tissue  of  the  mucous  membrane  beneath  the  croupous 
or  diphtheritic  exudation.  If  I’ecovery  takes  place  in  croup,  all  that  is  iieeded 
after  ihe  exudation  has  been  cast  off  is  the  renewal  of  the  epithelium,  which  can 
be  accomphshed  through  the  exclusive  agency  of  the  remnants  of  ei)ithelium  left 
along  the  borders  of  the  diseased  spot.  In  diphtheria,  however,  the  eiithe  necrotic 
portion  of  mucous  membi'ane  must  slough  off,  aline  of  demarkation  being  formed, 
and  cicatricial  tissue  replaces  the  necrosed  portion. 

The  above  is  a bare  outline  of  the  present  views  about  croupous  and  diph- 
theritic inflammations.  They  have  been  reached  gradually  through  the  labors  of 
E.  Wagner,  Weigert,  and  others.  We  have  not  yet  touched  upon  the  aetiological 
factors;  but  what  precedes  renders  it  evident  how  manifold  they  may  be,  for 
many  causes  which  destroy  the  epithelial  layer  of  the  mucous  membrane,  and  at 
the  same  time  promote  inflammation,  may  excite  croup.  We  have  mechanical 
causes,  such  as  impacted  faeces,  gall-stones,  renal  calculi;  chemical  irritauts,  caus- 
tics, like  ammonia  and  the  acids;  and,  dually,  a number  of  specific,  infectious,  dis- 
ease-producing xjoisons.  Among  these  is  the  specific  poison  of  diphtheria  proper. 

Beyond  a doubt  the  diphtheritic  jjoison  is  organized.  To  demonstrate  this, 
however,  has  been  thus  far  extremely  difficult,  for  there  are  in  the  diseased  s^iots 
a great  number  of  diverse  micro-organisms,  originating  in  the  mouth  and  throat, 
and  really  secondary  to  the  diijhtheritic  i^rocess ; but,  although  they  of  course  are 
entirely  different  from  the  specific  “ diphtheritic  bacteria,”  it  is  very  hard  to  sepa- 
rate them.  The  latest  systematic  investigations  of  Loffier  have  made  us  acquainted 
with  a bacillus  which  can  be  found  in  most  cases  of  diphtheria,  while  at  other 
times  it  is  very  rarely  foimd  in  the  mouth.  Loffler’s  bacilli  are  little  cylinders 
with  a iicculiar  club-like  swelling  at  their  ends.  In  croupous  membranes  they  are 
found  in  colonies.  Inoculated  ux^on  animals,  they  have  a decidedly  pathogenic 
power,  and  produce  a disease  similar  to  diphtheria.  That  they  constitute  the 
long-sought  dixjhtheritic  XJoison  is  therefore  x^robable,  but  it  is  by  no  means  con- 
clusively proved. 

Dix>htheria  is  chiefly  a disease  of  childhood.  It  is  much  less  frequent  in  those  . 
over  ten  years  of  age  than  in  earlier  life.  In  the  larger  towns  sporadic  cases  are 
occurring  all  the  time,  but  now  and  then  the  cases  become  so  numerous  as  to  be 
endemic  or  epidemic.  As  to  the  precise  way  in  which  a human  being  becomes 
infected  the  oxiinions  of  x^hysicians  differ.  We  think  it  most  x^robablo  that  the 
XJoison  reaches  the  x>harynx  along  wuth  the  ins])ired  air  or  in  some  other  way,  and 
here  penetrates  into  the  mucous  membrane.  It  is  very  rare  for  the  larynx  to  be 
the  point  of  entrance  {vide  infra).  It  first  excites  a local  disturbance,  to  which 
the  general  infection  of  the  system  (vide  infra)  is  only  a sequel.  At  the  same 
time  secondary  infection  xfiays  often  an  important  part  in  diphtheria,  just  as  m 
many  other  infectious  diseases.  The  seat  of  the  x^rimary  diphtheritic  process 
pi'omotes  and  x^eUiaxjs  gives  the  first  ox^x^ortunity  for  a colonization  of  other 
varieties  of  micro-organisms ; and  these  change  for  the  worse  the  original  chai’acter 
of  the  disease.  It  is  especially  XJrobable  that  many  cases  of  so-called  “ sex>tic  dix>h- 
theria  ” (vide  infra)  are  due  to  a complication  of  the  primary  simxfle  diphtheria 
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with  a septic  infection.  A confirmatory  and  remarkable  fact  has  been  discovered 
by  Ldlfler.  He  has  found  in  the  diseased  tissues  of  the  throat,  and  also  in  the  in- 
ternal viscera,  in  severe  cases  of  diphtheria,  the  same  “ chain-building'  micrococcus  ” 
with  which,  as  the  cause  of  certain  severe  forms  of  scai’latinal  angina  (see  p.  39), 
we  have  already  become  acquainted.  Accoi’dnig  to  A.  Fraaikel,  this  organism  is 
identical  with  the  streptococcus  pyogenes. 

The  original  source  of  the  infectious  material  is  probably  always  some  other 
case  of  diphtheria.  Sometimes  a direct,  immediate  transmission  of  the  poison 
(contagion)  is  extremely  probable — e.  g.,  diie  to  coughing,  or  to  sucking  out  bits  of 
membrane  after  tracheotomy.  The  latter  is  a comparatively  frequent  cause  of  the 
disease  in  physicians  and  nurses.  The  infection  is  often  spread  by  some  person 
who  may  himself  escape  the  disease,  or  by  fomites,  playthings  and  other  objects, 
to  which  the  poison  is  adherent.  The  potency  of  the  infectious  matter  is  not 
easily  destroyed  by  such  external  influences  as  desiccation  or  changes  of  tempera- 
ture. In  other  words,  it  possesses  great  “ tenacity.”  As  to  what  extent  the  diph- 
theritic poison  may  have  a power  of  independent  reproduction  outside  the  body — 
e.  g.,  in  the  ground,  or  in  the  floor  of  dwellings — -we  remain  in  complete  igno- 
rance. Finally,  we  should  notice  that  of  late  attention  has  been  called  to  the 
possibility  of  catching  diphtheria  from  diseased  animals.  Poultry,  doves,  and 
calves  have  diseases  that  are  at  least  similar  to  diphtheria. 

[While  it  seems  in  the  highest  degree  probable  that  the  poison  is  usually  purely 
local  at  the  start,  cases  occur  which  suggest  that  constitutional  infection  through 
the  pulmonary  blood-vessels  may  precede  the  local  manifestations.  Infection 
through  the  alimentary  canal  is  not  probable,  though  its  occuri’ence  can  not  he 
positively  denied. 

There  are  still  points  in  the  aetiology  and  pathology  of  this  affection  which  are 
involved  in  obscrrrity.  Much  has  been  said  and  written  in  this  country  and  in 
England  about  the  relations  of  filth  and  diphtheria.  That  filthy  surroundings 
contribute  a soil  favorable  to  the  development  of  the  poison,  and  at  the  same  time 
diminish  the  resisting  power  of  the  human  organism,  can  not  be  doubted;  but,  as 
long  as  the  parasitic  theory  of  infectious  diseases  prevails,  sewer-gas  and  the  like 
must  he  classed  among  the  predisposing  or  accessory  causes. 

Some  of  the  frightfully  virulent  epidemics  of  diphtheria  in  spareely  settled 
country  districts  and  on  the  Western  plains  are  difficult  to  explain  under  the 
theory  that  each  case  is  mediately  or  immediately  the  result  of  a previous  case; 
these  difficulties  will,  however,  doubtless  be  cleared  away  in  time.] 

Clinical  History. — The  incubation  is  rather  brief,  seldom  exceeding  two  to  five 
days.  The  disease  itself  almost  always  begins  with  general  malaise,  headache, 
fever,  and  pain  on  swallowing.  Little  children,  however,  often  do  not  complain 
of  this  last  symptom,  and  in  older  children  the  sore  throat  may  not  bo  very 
troublesome  at  first.  It  is  therefore  a very  important  rule  for  the  physician  to 
examine  the  throat  carefully  in  every  child  who  pi-esents  ill-defined  general  symp- 
toms. If  diphtheria  is  beginning,  wo  find  redness  of  the  soft  palate,  and  more  or 
le.ss  swelling  of  the  tonsils.  Upon  the  inner  surface  of  the  latter,  and  perhaps 
upon  the  arch  of  the  ])alate  and  the  uvula  also,  are  spots  covered  with  a grayish- 
white  coating,  which  is  quite  firmly  adherent  to  the  mucous  inombraue.  They  are 
lass  frequent  upon  the  j)ostcrior  wall  of  the  ])liarynx  and  the  hard  palate.  Their 
extent  varies  greatly  ill  different  cases.  In  the  mildest  they  are  ehielly  conlined 
to  the  tonsils,  attacking  the  soft  jialate  or  the  tonsillar  surface  of  the  uvula  but  lit- 
tle if  at  all.  In  severer  attacks  the  spread  of  the  false  membrane  during  the  first 
days  of  illness  is  rajiid.  Almost  invariably  there  is  a very  early  and  con.sider- 
able  swelling  of  the  lymph-glands  at  the  angle  of  the  jaw.  The  constitutional 
symptoms  iiersist.  The  children  are  restless.  There  is  complete  anorexia,  and 
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frequently  vomiting.  The  temperature-curve  is  not  typical.  It  is  irregular,  but 
is  often  rather  elevated,  reaching  101°  (40°  C.)  or  more.  On  the  other  hand,  fever 
may  be  slight  or  almost  absent,  even  in  the  worst  cases.  The  pulse  Ls  very  rapid. 
The  urine  may  have  a trace  of  albumen. 

In  mild  cases  the  local  and  constitutional  symptoms  remain  moderate ; and  at 
the  end  of  a week  or  ten  days  there  is  decided  improvement,  with  rapid  convales- 
cence. In  severe  cases,  however,  dangerous  symptoms  appear,  perhaps  early ; the 
croupous  inflammation  involves  neighboring  organs,  or  a severe  constitutional 
infection  is  developed. 

The  diphtheria  very  frequently  extends  into  the  nose.  This  “diphtheritic 
coryza,”  though  not  in  itself  dangerous,  is  usually  a sign  that  the  case  is  a severe 
one.  The  inflammation  of  the  nasal  mucous  membrane  may  be  simply  muco- 
purulent, but  it  may  also  be  croupous.  It  is  betrayed  by  the  abundant  purulent 
discharge.  Excoriations  and  superficial  ulcers  ai-e  usually  soon  produced  at  the 
edge  of  the  nostrils.  There  may  be  nose-bleed. 

A much  more  dangerous  complication  is  the  extension  of  the  process  into  the 
larynx.  This  creates  a mechanical  hindrance  to  respiration,  which  proves  fatal  in 
a great  many  cases,  as  the  child’s  larynx  is  so  small.  Formerly  “croup” — i.  e., 
croupous  inflammation  of  the  larynx — was  regarded  as  a different  disease  from 
diphtheria.  Many  specialists  in  childi-en’s  diseases  still  maintain  this  view ; but 
it  is  in  direct  opposition  to  the  teachings  of  pathological  anatomy  as  well  as  of  the 
clinical  symptoms.  We  grant  that  there  are  cases  where  tbe  pharynx  is  slightly 
affected,  while  the  crouj^ous  inflammation  of  the  larynx  is  extreme;  and  once  in 
a great  while  the  diphtheritic  infection  results  in  croupous  laryngitis  and  trache- 
itis alone,  the  pharynx  escaping  disease.  Still  the  proposition  that  there  are  two 
distinct  diseases,  “croup  ” and  “ diphtheria,”  is  absolutely  untenable.  In  the  over- 
whelining  majority  of  cases  the  throat  is  fli’st  affected  and  then  the  lai’ynx.  We 
should  also  conside]*  how  easily  slight  lesions  in  the  pharynx  might  be  over- 
looked, especially  if  located  upon  the  posterior  surface  of  the  soft  palate  or  upon 
the  epiglottis.  Cases  of  what  is  called  “ ascending  croup,”  in  which  the  laiyngeal 
affection  precedes  the  appearance  of  the  disease  in  the  pharynx,  are,  to  say  the 
least,  very  exceptional. 

Usually  hoarseness  is  the  first  indication  that  the  diphtheria  has  attacked  the 
larynx.  Then  follows  the  peculiar,  harsh,  ringing,  “croupy  cough,”  so  dreaded  by 
the  parents,  and,  finally,  there  are  signs  of  beginning  laryngeal  stenosis.  Respira- 
tion is  not  much  accelerated,  but  is  labored,  and  the  accessory  muscles  of  respira- 
tion ai’e  called  more  and  more  into  action.  The  child  becomes  more  restless  and 
anxious.  Its  face  grows  pale  and  livid.  The  chief  cause  of  the  dyspnoea  is  un- 
doubtedly the  mechanical  stenosis  due  to  the  croupous  deposit.  Paralysis  of  the 
laryngeal  muscles  may  perhaps  be  a factor.  If  portions  of  the  false  membrane 
become  partially  detached,  they  may  act  like  valves,  being  sucked  in  at  each 
inspiration,  and  pushed  aside  by  the  current  of  expired  air.  If  stenosis  occurs, 
respiration  becomes  noisy,  resembling  snoring.  Inspiration,  particularly,  is  pro- 
longed and  “ sawing,”  and  is  attended  by  marked  depression  of  the  larynx  toward 
the  sternum.  An  important  diagnostic  point  is  tbe  drawing  in  during  inspiration 
of  the  supra-sternal  region,  the  e)ngastrium,  and  the  lower  part  of  the  sides  of  the 
thorax.  This  is  the  dii’ect  result  of  the  obstructed  flow  of  air  into  the  lungs.  As 
the  lungs  do  not  expand  enough  to  correspond  to  the  inspiratory  dilatation  of  the 
thorax,  the  parts  mentioned  are  forced  in  by  atmospheric  pressure.  The  degree  of 
dvspnoea  may  vary  at  diffei-ent  times.  The  false  membrane  may  be  loosened  and 
coughed  up,  rendering  respiration  easier  for  a time,  till  fresh  exudations  oi’  dis- 
placements of  membrane  cause  renewed  distress.  Recovery  is  still  possible.  The 
membrane  may  be  expectorated  and  no  more  be  formed.  Unfortunately,  this 
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happy  termination  rarely  occurs.  In  most  cases  the  symptoms  of  suffocation  in- 
crease more  and  more,  respiration  grows  quicker  and  more  superficial,  and  the 
child  becomes  more  and  more  stupefied  by  the  excess  of  carbonic  dioxide  in  the 
blood.  The  pulse  gets  very  small,  rapid,  and  irregular.  There  are  mild  convul- 
sions and  then  death. 

The  autopsy  in  these  cases  discloses  usually  that  the  croupous  inflammation 
has  extended  into  the  larger  bronchi  or  even  into  the  smaller.  The  lumen  of  the 
bronchioles  may  be  almost  completely  occluded  by  false  membrane.  There  is 
also  sometimes  a genuine  croupous  inflammation  of  the  pulmonary  parenchyma. 
Lobular  pneumonia  in  the  lower  lobes  is  much  more  frequent,  however.  It  is 
probably  secondary  and  to  be  regarded  as  a pneumonia  from  inhalation.  During 
life  the  pulmonary  complications  may  be  suspected,  but  can  hardly  be  diagnosti- 
cated. If  we  hear  abundant  moist  rales  over  the  lower  lobes  we  are  usually  justi- 
fied in  supposing  that  lobular  infiltration  exists,  even  if  there  be  no  dullness  on 
percussion.  The  croupous  bronchitis  as  such  gives  rise  to  no  especial  auscrfltatory 
signs.  If  it  is  very  extensive  and  reaches  into  the  smaller  bronchi,  it  may  prove 
fatal,  even  if  there  be  no  laryngeal  stenosis.  This  is  more  apt  to  occur  in  adults. 

Another  danger  from  diijhtheria  is  through  the  general  infection  of  the  system, 
which  may  cause  a fatal  result.  Although  diphtheria  does  seem  to  start  as  a local 
disease,  yet  infectious  matter  (or  poisonous  substances)  are  certainly  absorbed  from 
the  primary  lesion  into  the  general  system.  These  exert  their  deleterious  influ- 
ences mainly  upon  the  nervous  system.  We  have  already  pointed  out  (p.  66) 
that  the  exact  interpretation  of  these  phenomena  is  rendei’ed  difficult  by  our 
inability  as  yet  to  distinguish  between  the  effects  of  the  primary  and  of  the 
secondary  infection  of  the  body.  Of  especial  practical  inqjortance  are  those  cases 
in  which  we  see  the  child  sink  into  somnolence,  and  finally  into  complete  sopor; 
its  pulse  becomes  weaker  and  weaker,  and  more  and  more  rapid,  reaching  200  or 
more,  and  at  last  there  is  “paralysis  of  the  heart”  and  death.  All  this  occurs 
without  any  great  degree  of  laryngeal  stenosis.  Such  cases  of  severe  constitu- 
tional infection,  or  “septic  diphtheria,”  are  most  frequent  when  the  local  disorder 
in  the  pharynx  is  of  unusual  intensity,  and  the  croupous  exudation  is  replaced  by 
deeper-reaching,  necrotic,  or  even  gangrenous  inflammation  within  the  m\icous 
membrane.  This  has  been  called  “ gangrenous  diphtheria.”  In  such  cases,  also, 
the  cervical  lymph-glands  are  usually  intensely  inflamed.  It  must  be  noted  that, 
exceptionally,  a comparatively  mild  local  disorder  may  co-exist  with  tlie  worst 
general  symptoms.  A question  of  gi-eat  interest,  but  which  can  not  yet  be 
answered,  here  presents  itself.  It  is  whether  the  constitutional  symptoms  are  in 
every  ca.se  directly  dependent  upon  the  diphtheria,  or  whether  the  diphtheria  is 
not  re-enforced  by  a peculiar,  secondary,  septic  infection,  proceeding  from  the 
diphtheritic  ulcerations.  We  regard  the  latter  view  as  probable.  In  adults  the 
constitutional  infection  is  a prime  factor  of  danger,  for  in  them  laryngeal  stenosis 
is  less  apt  to  occur,  as  the  parts  are  so  much  larger  than  in  children. 

As  to  the  part  which  the  other  organs  play  in  diphtheria,  we  should  mention 
that  the  process  may  extend  not  only  into  the  nose  and  larynx,  but  into  the  Eu- 
stachian tube  and  the  middle  ear.  It  may  also  attack  the  antcrioi’  portion  of  the 
nioutli,  the  gums,  and  the  lips,  or  it  may  travel  through  the  nose  and  the  na.sal 
ducts  to  the  conjunctivae.  Very  exceptionally  the  crou])ous  ])rocc.ss  extends  into 
the  ccsophagus.  Tlie  infectious  matter  may  be  transferred,  by  the  finger  or  in 
some  similar  way,  to  excoriations  or  accidental  lesions  of  the  skin,  and  excite  diph- 
theritic exudations  upon  them.  Tlie  frotiuent  cases  of  inilammation  of  the  eyes 
probably  originate  in  the  same  manner,  and  also  the  di])htheria  of  the  external 
genitals  seen  in  children.  With  regard  to  other  organs,  it  should  be  mentioned 
that  there  is  not  infrequently  a splenic  tumor.  Intestinal  complications  (diar- 
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rhcea)  are  generally  rare;  nor  is  swelling  of  the  joints  frequent.  The  heart  and 
kidneys,  however,  always  need  watching.  It  has  already  been  stated  that  in 
severe  cases  of  diphtheria  the  pulse  becomes  remarkably  small  and  rapid.  It  is 
also  often  irregular.  Further,  even  in  cases  that  otherwise  seem  mild,  sudden 
cai-diac  failure  may  occur,  ushered  in  by  excessive  rapidity  of  the  pulse,  and  often 
proving  quickly  fatal.  This  misfortune  often  happens  at  a time  wdien  con- 
valescence seems  to  be  fully  established.  Small  islets  of  myocarditis  are  fre- 
quently found  in  diphtheria,  but  it  is  probable  that  the  collapse  is  not  so  much  due 
to  them  as  to  derangement  of  the  cardiac  nerves,  particularly  the  vagus  (vide 
infra).  Renal  disturbance  betrays  itself  through  the  {greater  or  less  degree  of 
albuminuria  existing  in  most  of  the  severe  cases.  It  usually  appears  when  the 
disease  is  at  its  height,  less  often  at  a later  period.  We  often  fijid  a few  casts  in 
the  urine,  but  seldom  much  blood.  CEdema  is  rare.  At  tbe  autopsy  there  is 
generally  little  macroscopic  alteration  of  the  kidnej’-s.  The  microscope  reveals 
the  ordinary  degenerative  changes  of  acute  nephritis  (vide  infra). 

The  Nervous  Sequelae  of  Diphtheria.— The  convalescent  from  diphtheria  is 
liable  to  be  attacked  by  certain  neiwous  sequelae.  Of  these,  diphtheritic  paralysis 
is  the  most  important.  It  appears  about  one  or  two  weeks  after  the  throat  ti’ouble 
ceases,  or  perhaps  earlier,  and  it  is  quite  as  likely  to  follow  mild  cases  as  severe 
ones.  It  attacks  the  soft  palate  by  preference.  The  tone  becomes  nasal  and 
deglutition  difficult.  The  naso-pharynx  is  imperfectly  cut  off  during  the  act  of 
swallowing,  and  with  each  attempt  liquid  regurgitates  through  the  nose.  Usually 
the  pharyngeal  mucous  membrane  is  anaesthetic  at  the  same  time,  and  deprived  of 
its  reflex  excitability.  There  may  also  be  paralysis  of  the  vocal  cords  upon  one 
or  both  sides,  and  this  again  is  frequently  combined  with  anaesthesia  of  the 
mucous  membrane  of  the  throat.  There  may  be  paralysis  of  the  ocular  muscles, 
of  which  those  controlling  accommodation  are  most  apt  to  be  affected,  rendering 
tbe  vision  for  near  objects  imperfect.  Paralysis  of  the  muscles  of  the  trunk  and 
extremities  is  least  frequent,  but  it  may  be  very  extensive.  Sometimes  several  of 
these  parts  are  paralyzed  simultaneously.  Thus  we  see  quite  often  paralysis  of  the 
soft  palate  and  of  the  muscles  of  accommodation  combined.  In  some  cases  there 
is  well-marked  ataxia  of  the  lower  limbs  with  or  without  paresis.  This  renders 
the  gait  vei’y  uncertain  and  tottering,  the  tendon  reflex  is  almost  always  abolished, 
while  sensation  is  affected  slightly  if  at  all.  Very  rarely  diphtheria  is  followed 
by  contracture  of  the  hands  or  other  parts,  by  difficulty  in  articulation  and  paresis 
of  the  bladder.  A paralysis  of  the  pharynx  is  sometimes  left  behiud,  so  that  the 
children  have  to  be  fed  for  weeks  through  an  oesophageal  tube.  It  is  a remark- 
able fact  that  not  only  in  almost  evei’y  case  of  the  nervous  disorders  which  Ave 
have  mentioned,  but  often  also  in  indiAnduals  avIio  have  entirely  escaped  them, 
there  is  no  patellar  reflex  after  diphtheria  for  weeks  or  even  months.  With 
regard  to  the  pathological  state,  it  is  probably  a degenerative  condition  of  the 
corresponding  peripheral  nerves,  not  orrly  in  the  post-diphtheritic  paralysis,  hut 
also  in  the  cases  of  post-diphtheritic  ataxia.  This  harmonizes  with  the  u.sually 
favorable  termination  of  the  nervous  sequelae  of  diphtheria.  But  there  is  one 
pai’alysis  which  is  highly  dangerous — that  of  the  heart,  as  already  mentioned. 
It  may  occur  suddenly  during  convalescence.  Probably  it  is  analogous  to  the 
other  nervous  derangements,  and  the  result  of  degeneration  in  the  fibers  of  the 
pneumogastric. 

Diagnosis. — The  physician  Avill  seldom  mistake  a case  of  actual  diphtheria  if 
he  pays  proper  attention.  The  characteristic  deposit  and  the  severe  general  ajid 
local  symptoms  make  the  diagnosis  certain.  It  is  much  more  common  to  take 
other  forms  of  sore  throat,  particularly  in  adults,  for  diphtheria.  The  most  decep- 
tive ai’e  follicular  and  necrotic  tonsillitis  (vide  infra).  V^e  must  not  suppose  that 


DIPHTHERIA. 


71 


every  white  spot  upon  the  tonsils  is  diphtheritic.  The  above-mentioned  forms  of 
sore' throat  are,  however,  frequent  during  epidemics  of  diphtheria,  and  even,  as 
we  have  often  observed  of  late  years,  in  families  where  there  ai’e  simultaneously 
cases  of  genuine  diphtheria;  so  that  the  thought  is  suggested  that  they  may 
Eetiologically  have  some  relation  to  true  dij^htheria.  It  is  at  any  I’ate  advisable 
not  to  omit  proper  j^recautionary  measures,  especially  if  there  ai'e  children  about. 

[When  the  membranes  are  confined  to  the  nose,  the  diagnosis  may  be  more  or 
less  difficult;  but  it  is  especially  in  cases  in  which  the  nasal  mucous  membrane  is 
involved  that  we  encounter  great  swelling  of  the  glands  at  the  angles  of  the  jaw. 
There  is  also  apt  to  be  a thin,  acrid,  bloody,  or  sero-purulent  discharge. 

Jacobi  states  that  while  diffuse  phai’yngeal  injection  may  or  may  not  point  to 
imminent  diphtheria,  marked  local  congestion  is  either  traumatic  or  diphtheritic. 
An  examination  of  the  urine  should  never  be  neglected  in  doubtful  cases:  in  diph- 
theria a trace  of  albumen  is  very  common;  in  simple  or  folhcular  sore  throat, 
albumen  is  very  rare,  if  indeed,  it  occurs  at  all.] 

Prognosis. — The  unfavorable  prognosis  of  the  disease  is  universally  known, 
even  by  the  laity.  The  very  fact  that  the  best  developed  and  healthiest  children 
so  often  fall  victims  to  it  associates  the  name  diphtheria  with  the  saddest  mem- 
ories. There  ai’e  indeed  many  mild  cases  which  recover  in  a week  or  two,  and 
severer  ones  which  end  happily  in  three  or  four  weeks ; but  in  most  cases,  where 
the  process  extends  into  the  larynx,  or  the  symptoms  of  a severe  constitutional  in- 
fection occur,  medical  interference  has,  unfortunately,  no  power  to  control  the 
unfavorable  issue.  What  the  dangers  ai’e,  and  how  recognized,  can  be  well 
enough  inferred  from  the  preceding  description  of  the  symptoms.  We  will  only 
remind  the  reader  how  carefully  the  physician  should  watch  the  behavior  of  the 
heart,  since  danger  is  apt  to  arise  from  this  source,  even  when  the  case  seems 
otherwise  to  be  taking  a favorable  course. 

Treatment. — If  we  take  the  ground  that  diphtheria  begins  as  a merely  local 
process,  then  local  treatment  of  it  certainly  seems  rational,  at  least  at  first.  Un- 
fortunately, the  practical  result  bears  out  the  theory  very  imperfectly.  An  actual 
and  complete  destruction  of  the  croupous  exudation  is  but  seldom  possible;  and 
the  attempt  to  accomplish  this  in  a struggling  child  is  so  difficult  and  cUsagreeable 
that  to-day  most  physicians  have  entirely  abandoned  the  application  with  a brush 
of  caustics  or  other  substances  to  the  throat.  If  it  does,  nevertheless,  seem  de- 
sirable to  try  energetic  local  measures  at  the  commencement  of  tlie  disease,  the 
best  agents  to  choose  are  a concentrated  solution  of  argentic  nitrate  (1-10),  or  a 
solution  of  corrosive  sublimate  (1-1,000),  or  a mixture  containing  equal  parts  of 
carbolic  acid  and  alcohol.  If  the  disease  has  already  made  some  progress,  we  may 
well  spare  the  patient  needless  torture  and  consider  that,  by  destroying  the  mucous 
membrane  and  by  wiping  off  the  exudation,  we  are  likely  to  contribute  to  a fur- 
ther extension  of  the  diphtheritic  process.  The  author  has  not  used  energetic  local 
treatmc7it  for  years,  regarding  it  as  a useless  disturbance  of  the  ]7atient. 

We  do  not,  thci’efore,  regard  active  local  interference  as  justifiable  excej)t  at 
the  very  beginning  of  the  di.sease;  but  we  do  believe  that  both  then  and  at  a later 
period  it  is  extremely  desirable  to  disinfect  the  mouth  and  throat  as  thoroughly 
as  possible.  Although  this  has  little  effect  upon  the  diphtheria  itself,  it  is  at  least 
a factor  in  preventing  secondary  septic  infection,  and  thus  of  great  therapeutic 
importance.  Adults  and  older  children  .should  rinse  the  mouth  and  gargle  fre- 
quently. using  disinfectant  solutions,  e.  g.,  of  potassic  clilorato  or  carbolic  acid. 
Often,  however,  gargling  proves  jiainful.  Inlialations  ai’e  very  ai)])ro]iriate. 
Tliey  are  usually  well  borne  when  cither  lime-water  (diluted  with  equal  ))ai’ts  of 
distilled  water)  or  simple  salt  .solution  is  used,  while  the  sti’onger  disinfectants, 
such  as  a one-per-cent,  or  two-per-cent,  solution  of  carbolic  acid,  often  cause  a 


72 


ACUTE  GENERAL  INFECTIOUS  DISEASES. 


burning  sensation.  Nevertheless,  it  is  advisable  to  keep  up  a carbolic  spray  in 
the  neighborhood  of  the  patient.  We  may  sometimes  try  rinsing  out  the  mouth 
with  a fountain  syringe,  using  for  the  purpose  a weak  solution  of  salicylic  acid  or 
some  similar  antiseptic.  The  frequent  introduction  of  a few  teaspoonfuls  of  cold 
water  into  the  nose  has  also  been  recommended  as  an  appropriate  treatment — 
“ cold  nasal  bath.” 

We  sliall  mention  only  a few  of  the  numerous  other  remedies  which  have 
been  recommended.  There  is  another  local  remedy.  xDapayotin,  which  is  obtained 
from  the  milky  juice  of  a certain  plant,  and  has  the  x>roi)erty  of  digesting  albu- 
men. If  a diphtheritic  exudation  be  frequently  touched  with  a tive-x)er-cent.  solu- 
tion of  this,  it  will  sometimes  disaxjpear  rapidly ; but  the  drug  can  not  he  shown 
to  have  an  active  influence  uijon  the  disease  itself.  Of  internal  remedies,  we 
should  mention  jDotassic  chlorate,  which  has  been  much  vaunted  as  a specific, 
when  given  internally  in  rather  large  doses.  We  recommend  it,  but  it  should  be 
used  as  follows:  a half-teaspoonful  of  a two-  or  three-per-cent,  solution  should  be 
slowly  swallowed  about  every  half-hour.  The  aim  is  to  obtain,  not  a constitu- 
tional, but  a local  antiseptic  action.  It  should  not  be  given  in  larger  amounts 
than  drachm  j-jss.  (grm.  5-6)  in  twenty -four  hours,  lest  it  cause  hmmoglobinuria 
or  other  toxic  sym^Dtoms.  Several  x^hysicians  have  lately  recommended  sph’its  of 
turpentine  very  highly,  one  half  to  one  teasxioonful  being  given  several  times  a 
day.  It  has  not  become  popular.  The  same  may  be  said  of  the  internal  use  of 
X)otassic  iodide.  Injections  of  pilocaiq^ine  have  also  been  x^i’aised.  They  are 
said  to  xifomote  the  detachment  of  the  false  membrane;  but  then'  efficacy  is 
doubtful. 

[The  tincture  of  the  chloride  of  iron  is  mucli  used  in  this  country  in  the  treat- 
ment of  diphtheria,  and  ax^x^ears  to  be  of  real  service ; but  it  must  be  given  in  large 
doses.  The  following  prescription  is  recommended  by  Jacobi,  whose  exxjerience 
has  been  very  large,  for  a child  of  two  years: 


R Tinct.  ferri  chloridi 3 ij ; 

Potas.  chlorat gr.  xx; 

Glycerin,  pur §j; 

AquEe I V. 


M.  S. : Teaspoonful  every  fifteen,  twenty,  or  thirty  minutes. 

Turpentine  is  better  as  an  inhalation  than  by  the  stomach;  a teaspoonful  or  two 
of  the  oil  can  be  poured  in  water  kept  at  the  boiling  point  by  an  alcohol-lamp. 
The  whole  air  of  the  room  is  thus  charged  with  the  remedy.  No  drug  should  be 
used  which  disorders  the  stomach.  Tablet  triturates  containing  one  one  thou- 
sandth of  a grain  of  corrosive  sublimate  can  be  allowed  to  melt  in  the  mouth  with 
the  greatest  freedom,  and  seem  sometimes  to  exert  a distinctly  beneficial  local 
action.  The  dose  is,  however,  too  small  to  secure  the  systemic  effects  of  the  di’ug 
unless  the  case  is  a mild  one  and  free  frojn  notable  dysphagia.] 

If  the  larynx  is  attacked,  and  the  consequent  laryngeal  stenosis  threatens  to 
cause  suffocation,  tracheotomy  is  our  only  resort.  It  is  never  indicated  by  the 
disease  itself  nor  by  the  severity  of  the  case,  but  only  by  x^ersistent  obstruction  of 
the  larynx.  It  is  therefore  not  invariably  easy  to  decide  whether  tracheotomy  is 
called  for  in  any  particular  case.  If  the  general  condition  be  bad  and  respiration 
already  iinx^aired,  it  may  be  very  difficult  to  determine  whether  laryngeal  stenosis 
exists.  Tracheotomy  will  be  of  no  avail  if  tlie  croux)  has  already  extended  to  the 
bronchi,  or  if  the  dangerous  condition  of  the  x^atient  is  due  to  the  severity  of  the 
constitutional  infection  or  to  incipient  paralysis  of  the  heart.  This  explains  why 
the  results  of  tracheotomy  are  not  remarkably  bi'illiant.  On  an  average,  only 
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about  one  third  or  one  fourth  of  the  cases  operated  upon  get  well;  but  even  this 
number  is  enough  to  make  us  prize  the  operation  very  highly.  How  it  is  per- 
formed, and  in  what  the  after-treatment  consists,  must  be  learned  in  the  text-books 
on  surgery.- 

The  attempt  to  expel  the  false  membrane  from  the  larynx  by  inducing  vomit- 
ing is  still  often  made,  but  seldom  succeeds,  and  tortures  and  exhausts  the  child. 
AVarm  baths  with  cold  douches  may  prove  very  beneficial.  They  excite  deep  res- 
piration and  more  vigorous  coughing,  and  also  tone  up  the  whole  nervous 
system.  The  wet  pack  is  also  often  employed,  and  sometimes  with  great  benefit. 
Outward  applications  upon  the  throat  are  of  little  use.  In  general,  we  prefer  the 
cold,  wet  compress  to  the  ice-bag  and  ice-poultice,  which  are  likewise  often  em- 
ployed. 

[Dr.  Geo.  W.  Gay  says  (“  Phila.  Med.  Times,”  1884):  “Not  a single  case  of 
pseudo-membranous  laryngitis  has  ever  recovered  in  the  Boston  City  Hospital 
without  operation.”  In  twenty  years  tracheotomy  has  been  done  one  hundred 
and  eighteen  times  with  thirty-nine  recoveries. 

Four,  if  not  five,  successful  cases  were  practically  moribund  at  the  time  of 
operation. 

Lovett  and  Munro  bring  the  Boston  City  Hospital  statistics  down  to  Jan.  1, 
1887.  Tracheotomy  for  croup  was  done  three  hundred  and  twenty -seven  times, 
all  the  cases  but  thirty  dating  from  1880.  There  was  recovery  in  ninety-five,  or 
29 '05  percent.  “ The  following  table  shows  the  recovery  rate  incases  operated 
upon  within  one,  two,  three,  and  four  days  after  the  beginning  of  the  obstructed 
respiration  ” : 


Day  of  operation. 

Number  of  cases. 

Recovery. 

Per  cent,  of  recovery. 

1 

123 

40 

32  5 

2 

86 

24 

28-0 

3 

33 

8 

25-3 

4 

7 

1 

14-0 

“Since  Dr.  Gay’s  article  was  written  there  have  been  two  recoveries  from 
moderate  dyspnoea  without  operation.  ...  Of  forty-two  patients  under  two  years 
of  age  only  three  recovered.” 

Intubation,  as  devised  by  Dr.  O’Dwyer,  is  a procedure  which  makes  a distinct 
advance  in  the  treatment  of  laryngeal  stenosis.  In  permitting  the  free  access  of 
air  to  the  trachea,  intubation  may  save  life  without  resort  to  the  serious  operation 
of  tracheotomy;  or  it  may  tide  over  a time  until  tracheotomy  becomes  absolutely 
necessary  or  until  the  consent  of  the  parents  can  be  obtained  to  the  use  of  the 
knife.  In  hopeless  cases  it  may  promote  euthanasia.  Of  eight  hundred  and  six 
cases  collected  and  analyzed  by  Dillon  Brown  two  hundred  and  twenty-one  re- 
covered, 27 '4  per  cent.] 

In  most  cases  of  septic  diphtheria,  treatment  usually  proves  completely  futile. 
We  must  seek  to  avert  cardiac  paralysis  as  well  as  we  can  by  stimulants,  such  as 
wine,  camphor,  and  strophanthus,  and  endeavor  to  improve  respiration  and  the 
condition  of  the  nervous  system  l)y  lukewarm  baths  combined  with  douches. 
Finally,  we  repeat  that  the  physician  should  never  neglect  to  maintain  the 
patient’s  strength,  as  far  as  possible,  by  proper  nourishment. 

The  nervous  sequehe  of  diphtheria  are  best  treated  with  the  constant  current. 
As  an  internal  remedy,  iron  is  good,  and  also  nux  vomica  or  strychnine.  The  last 
may  be  given  subcutaneously,  if  desired,  in  doses  of  gr.  jiV-aV  0‘001-0’002). 

[Dii)htheria  is  a disease  whicb  involves  commonly  mucb  exhaustion,  and  too 
much  stress  can  hardly  be  laid  on  the  importance  of  admiuisteriug  the  maximum 
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amount  of  nourislimeut  ui  the  most  assimilable  and  easily  swallowed  forms  from 
the  start. 

It  is  also  important  to  give  stimulants  early  in  most  cases,  not  waiting  for 
signs  of  exhaustion.  Enormous  quantities  of  brandy  can  often  be  given  to  small 
children  without  the  slightest  toxic  effect.  No  general  rule  can  be  laid  down; 
the  requirements  of  each  case  must  be  studied  and  met. 

When  painful  deglutition  interferes  with  nutrition,  peptonized  milk,  eggs, 
brandy,  and  the  like,  must  be  given  by  the  rectum.  Rectal  alimentation  and 
stimulation  are  also  to  be  resorted  to  in  cases  of  post-diphtheritic  paralysis  of  the 
oesophagus.] 


CHAPTER  XI. 

INFLUENZA. 

{La  Grippe.) 

Influenza  is  a specific,  acute,  infectious  disease  which  is  especially  dis- 
tinguished by  the  enormous  extent  of  its  epidemics.  While  often  years  and 
decades  pass  without  any  especial  attention  being  called  to  the  disease,  suddenly 
cases  of  it  will  appear  with  such  frequency  that  the  lai’gest  part  of  the  population 
are  attacked,  and  the  disease  may  better  be  described  as  pandemic  than  epidemic. 
Pandemics  of  influenza  can  be  traced  back  with  certainty  into  the  sixteenth 
century.  In  the  present  century  the  influenza  during  the  years  1830-’33  traversed 
almost  all  ot  Asia  and  of  Europe,  then  later  there  appeared  numerous  smaller 
epidemics,  but  these  aroused  general  attention  so  little  that  the  disease,  upon  its 
last  pandemic  appearance  in  the  winter  of  1889-’90  was  almost  unknown. 

.ffitiology. — Although  we  have  every  reason  to  suppose  that  the  true  cause  of 
influenza  is  the  infection  of  the  body  with  a specific,  organized  pathogenic  germ, 
yet  this  latter  has  as  yet  evaded  discovery.  It  is  evident  that  we  have  to  do  with 
some  micro-organism  which  at  certain  times  appears  over  an  immense  territory, 
the  spores  of  which  are  pi’obably  scattered  by  the  wind  over  large  areas  and  ai'e 
inspired  with  the  atmospheric  air  by  human  beings.  Many  observations  upon 
the  appearance  of  the  disease  in  isolated  institutions  (convents  and  the  like)  ren- 
der it  quite  probable  that  the  poison  may  also  be  carried  by  a person  suffering 
from  the  influenza  to  regions  previously  unaffected.  Nevertheless,  this  contagious 
manner  of  spreading  plays  no  great  role  in  comijarison  with  the  direct  infection 
from  the  outer  world,  this  latter  mode  being  everywhere  possible  during  an  epi- 
demic of  influenza. 

Tliere  is  scarcely  any  reason  for  speaking  of  especial  predis])osing  causes  of 
influenza,  inasmuch  as  at  the  time  of  a well-marked  epidemic  the  overwhelm- 
ing majority  of  the  jjopulation  are  attacked,  both  the  healthy  and  the  diseased,  the 
vigoi’ous  and  the  feeble.  Sex  certainly  makes  no  difference,  and  age  only  to  this 
exteiff,  that  the  disease  is  seen  more  rarely  in  little  children  under  one  year  old 
than  in  older  children  and  adults.  That  catching  cold  has  no  special  setiological 
significance  is  evident  from  the  fact  that  influenza  often  ajjpears  in  patients  who 
are  already  sick  in  bed. 

It  should  finally  be  mentioned  that  animals  also,  and  in  particulai’  hox’ses,  may 
be  attacked  by  the  influenza;  but,  nevertheless,  it  is  as  yet  a doubtful  question 
whether  all  the  diseases  in  animals  which  are  desci’ibed  under  this  name  are  actu- 
ally identical  with  genuine  influenza. 

Symptoms  and  Clinical  History.— The  best  general  idea  of  the  extremely  mani- 
fold symptoms  of  the  disease  is  to  be  obtained  if  we  bear  in  mind  that  the  influ- 
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enza  causes  both  a mai’kecl  infectious  (or  toxic)  general  constitutional  disturbance 
of  the  body,  and  also  certain  local  lesions  with  local  symptoms.  The  clinical 
picture  therefore  varies  greatly  according  to  the  predominance  of  one  or  the 
other  group  of  symptoms,  and  also  according  to  the  special  form  of  the  local 
disease. 

The  onset  of  influenza  is  generally  rather  sudden.  As  a rule  the  marked  cases 
begin  with  rather  high  fever,  ushered  in  with  a chill,  violent  headache,  marked 
constitutional  depression,  and  usually  considerable  pain  in  the  back  and  loins. 
The  weakness  of  the  patient  may  be  so  great  that,  even  if  a vigorous  individual, 
he  will  at  once  take  to  his  bed.  Severe  nervous  symptoms,  such  as  stupor  and  de- 
lirium, are  exceptional.  Sometimes,  but  not  very  often,  there  is  initial  vomiting. 
The  pains  in  the  back  are  often  associated  with  pains  in  the  muscles  and  joints. 
Oppressive  pain  in  the  eyes  is  quite  characteristic  also.  This  is  particularly  felt 
upon  moving  the  eyeballs,  and  therefore  is  probably  located  in  the  external 
muscles.  The  spleen  is  sometimes  somewhat  swollen,  but  any  great  increase  in  its 
size  is  exceptional. 

If  the  clinical  symptoms  as  the  case  progresses  are  mainly  limited  to  the  above- 
named  constitutional  symptoms — fever,  languor,  headache,  pain  in  the  muscles, 
we  may  speak  of  a typhoid  form  of  the  disease.  Usually,  however,  certain  local 
symptoms  put  in  an  early  appearance,  and  it  is  especially  the  resjiiratory  appa- 
ratus which  is  attacked.  The  precise  symptoms  vary  considerably  in  different 
cases.  Sometimes  the  upper  portion  of  the  respiratory  ti’act,  the  nose,  larynx,  and 
trachea  are  involved ; sometimes,  from  the  start,  the  smaller  bronchi.  In  the  first 
instance  there  is  marked  coryza  or  hoarseness,  in  the  other  case  there  is  cough, 
due  to  a dry  bronchitis,  which  can  be  easily  detected  upon  auscultation,  and  which 
involves  especially  the  lower  portion  of  the  lungs.  If  these  local  symptoms  out- 
weigh the  constitutional,  the  case  is  described  as  belonging  to  the  “catarrhal  form 
of  influenza.” 

Sometimes  the  influenza  is  localized  in  the  digestive  apparatus.  This  “ gastro- 
intestinal form  ” is  much  rarer  than  the  catarrhal.  In  this  case,  in  addition  to  the 
more  or  less  strongly  characterized  constitutional  symptoms,  there  is  marked  dis- 
turbance of  the  stomach  and  intestines,  as  shown  particularly  by  nausea  with  per- 
sistent vomiting,  diarrhoea,  abdominal  pain,  etc.  In  one  case  we  obsex’ved  jaun- 
dice. We  may  also  mention  in  this  connection  the  appearance  of  an  initiatory 
pharjmgitis. 

The  already  mentioned  pains  in  the  back,  loins,  and  extremities  may  persist 
with  unusual  violence,  and  this  peculiar  form  of  the  disease  is  known  as  the 
“rheumatoid.”  Probably  the  muscles  and  the  muscular  attachments  are  the  chief 
seat  of  these  pains,  which  may  be  so  violent  that  the  patient  does  not  know  how 
to  lie,  and  sometimes  keeps  up  a continual  moaning.  The  loins,  in  particular, 
may  be  the  seat  of  most  acute  pajn,  also  the  u]jper  arms,  the  knees,  the  thighs,  and 
the  eyes.  Objective  changes  in  the  painful  parts,  such  as  swelling  of  the  joints, 
are  scarcely  ever  .seen,  nor  are  the  nerve-trunks  as  a rule  especially  sensitive  to 
pressure.  The  painful  muscles  are  usually  weaker  than  normal. 

The  grouping  of  the  clinical  varieties  of  influenza  under  the  four  forms  already 
named  renders  it  easier  to  obtain  a general  idea  of  the  manifold  .symptoms  of  (he 
disease,  but  this  division  into  se])arate  forms  must  not  be  carried  out  too  strenu- 
ously, for  in  reality  numerous  cases  of  the  disease  occur  which  present  transition 
forms  and  combinations  of  the  various  groups  of  symptoms.  Moreover,  in  all  (ho 
fonns  a distinction  must  be  made  between  mild  and  severe  uttiick.s,  for  in  intlu- 
enza,  ju.st  as  in  most  other  infectious  di.seases,  there  are  numerous  rudimentary 
and  mild  cases  as  well  as  the  fully  developed  ones,  and  some  could  not  be  properly 
interpreted  but  for  the  presence  of  the  epidemic. 
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The  diu’ation  of  the  disease  is  hest  determined  by  the  duration  of  the  fever.  In 
the  very  mildest  cases  there  may  be  no  fever  whatever,  or  simply  a slight  evening 
rise  of  temperature.  As  a rule,  there  is  a moderate  fever,  say  between  101  "5°  and 
103°  F.  (38'5°  and  39‘5°  C.),  although  higher  temperatures  even  to  104°  F.  (40°  C.) 
and  more  are  not  infrequent.  In  the  beginning  of  every  severe  attack  the  fever 
rises  abruptly.  After  a duration  of  several  days,  say  four  to  seven,  it  may  fall 
again  in  a manner  approaching  a crisis.  More  frequently,  especially  when  there 
exists  diffuse,  catarrhal  trouble  in  the  lungs,  the  fever  ends  by  lysis.  With  com- 
parative frequency  there  are  found  to  be  noticeable  deviations  in  the  temperature 
curve;  thus,  for  example,  the  high  fever  of  the  onset  sinks  on  the  second  or  third 
day,  to  he  followed  by  an  almost  afebrile  period  of  one  or  two  days,  whereupon  a 
marked  rise  of  temperature  ensues.  With  this  change  in  the  temperature  there 
are  usually  also  corresponding  variations  in  other  symptoms. 

We  see,  then,  that  the  duration  of  simple,  uncomplicated  influenza  is  in  the  mild 
cases  about  three  or  four  days,  in  the  severer  cases  about  seven  to  ten  days.  To  be 
sure,  we  should  also  consider  in  this  connection  that  convalescence  is  often  sur- 
prisingly slow,  so  that  the  after-pains  (as  it.  were)  of  the  disease  are  felt  for  weeks. 
These  consist,  for  instance,  in  a certain  degree  of  debility,  and  in  iiainfulness  of 
the  muscles.  Sometimes  also  there  are  complete  relapses,  so  that  directly  or  a 
short  time  after  the  disease  has  ended  the  symptoms  begin  anew.  The  special 
form  of  the  disease  may  change  in  this  case,  so  that,  for  example,  the  relapse  of  an 
influenza  with  predominant  constitutional  symptoms  assumes  the  pronounced 
catari'hal  form.  Again,  during  the  same  epidemic  it  is  not  very  rare  for  a iiatient 
to  suffer  from  two  attacks  of  influenza  separated  by  a considerable  interval  of 
time. 

Complications  and  Sequel®. — Wliile  all  the  symptoms  of  influenza  which  wc 
have  thus  far  described  are  the  direct  effects  of  the  original  pathogenic  cause,  the 
majority  of  the  frequent  complications  are  undoubtedly  dependent  ujion  the  in- 
gress of  secondary  infection.  The  system  when  attacked  by  influenza  is  greatly 
exposed  to  these  secondary  influences,  and  almost  all  the  dangerous  and  tedious 
cases  of  influenza  become  such  only  because  of  a mixed  infection  of  this  sort. 
This  is  particularly  true  of  the  lungs,  in  which  secondary  disease  occm’s  most  fre- 
quently— sometimes  even  in  the  first  days  of  illness,  but  also  in  other  cases  later. 
The  conditions  here  are  similar  to  those  seen  in  measles  and  whooping-cough. 
The  simple,  mild  catarrh  belongs  to  the  original  disease ; the  severe  pulmonary 
affections  are,  however,  invariably  secondary  complications  occasioned  by  new 
pathogenic  influences.  These  influences  are  not  always  the  same.  According  to 
the  investigations  of  Ribbert,  Finkler,  and  others  it  is  chiefly  the  pneumonia  dip- 
lococcus  and  the  .streptococcus  which  are  the  true  excitants  of  the  secondary  imeu- 
monia  seen  in  influenza.  These  cases  of  pneumonia  are  either  extensive  catarrhal 
pneumonia  especially  affecting  the  lower  lobes,  or  more  rarely  croupous  pneu- 
monia with  its  characteristic  sputum.  The  whole  picture  is  theii  overshadowed 
by  the  pulmonary  affection.  The  patient  is  oppressed  for  breath,  has  a severe 
cough,  looks  pale  and  cyanotic,  and  suffers  from  high  fever.  These  symptoms 
persist  for  two  or  thi’ee  weeks,  and  then  gradually  abate.  It  is  in  this  way  that 
influenza  becomes  dangerous  for  elderly  and  feeble  or  sickly  persons.  With 
noticeable  frequency,  pleurisy  with  effusion  is  conjoined  with  the  influenza  pneu 
monia.  The  exudation  is  generally  serous,  but  exceptionally  it  is  purulent. 

Complications  in  other  organs  ai*e  less  frequent.  We  should  mention  chiefly 
purulent  otitis  media  and  keratitis  and  other  sevei'e  diseases  of  the  eye.  We  have 
several  times  observed  cases  of  acute  nephritis,  but  this  has  always  pursued  a mild 
course.  Among  cutaneous  eruptions  herpes  lahialis  is  a frequent  phenomenon  in 
all  forms  of  influenza,  even  the  milder.  Other  exanthems,  such  as  urticaria  and 
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roseola,  are  much  less  frequent.  Many  of  the  complications  named  may  continue 
even  after  the  fever  and  all  other  symptoms  have  ceased,  so  that  they  must  be  re- 
gai-ded  as  sequelae.  This  is  particularly  true  of  the  diseases  of  the  ear  and  eye  and 
of  pei-sistent  bronchitis,  but  only  rarely  of  a pneumonia  assuming  the  chronic 
form.  An  important  and  for  the  patient  a troublesome  and  painful  sequel  is 
furunculosis,  especially  if  the  separate  boils  are  located  in  the  axilla  or  near  the 
anus.  Very  often  neuralgic  pains  in  the  distribution  of  the  trigeminus  or  in  the 
course  of  the  sciatic  or  other  nerves  will  persist  for  a considerable  time  after  the 
influenza  has  ceased.  But  these  pains  may  sometimes  be  located  in  the  muscles ; 
thus,  for  example,  the  frequent,  persistent,  and  troublesome  pain  in  the  eyes. 

Diagnosis. — The  diagnosis  of  influenza  is  in  general  not  difficult  if  one  has  to 
deal  with  a well-marked  case.  The  characteristic  initial  symptoms  of  fever,  head- 
ache, and  pain  in  the  loins  are  to  be  considered  first  of  all.  Their  onset  is  much 
more  rapid  than,  for  example,  in  typhoid  fever.  Later  on  the  pain  in  the  various 
muscles  as  well  as  the  catarrhal  symptoms  are  the  most  characteristic  phenomena. 
The  diagnosis  is  very  uncertain  in  many  mild  rudimentary  cases.  Often  it  is 
merely  the  fact  of  tha  prevailing  epidemic  that  justifies  one  in  calling  these  influ- 
enza. Nevertheless,  one  should  be  very  careful  not  to  make  a_  diagnosis  too 
quickly,  and  it  is  indubitable  that  during  the  time  of  an  epidemic  many  cases  are 
wrongly  called  influenza. 

Prognosis. — For  an  individual  who  is  healthy  and  vigorous,  influenza  is  not  a 
dangerous  disease,  eveu  in  its  severer  forms ; for  elderly  persons  or  invalids  it  may, 
however,  be  a serious  affection.  Patients  with  heart  disease  or  pulmonary  disease, 
or  those  suffei’ing  from  chronic  nervous  troubles,  sometimes  succumb  to  it ; so  that 
the  general  mortality  at  the  time  of  a great  epidemic  of  influenza  is  always  con- 
siderably increased.  The  above-enumerated  pulmonary  complications  are  by  far 
the  most  dangerous ; less  often  is  a fatal  termination  caused  by  general  or  cardiac 
wealaiess. 

Treatment. — No  specific  remedy  for  the  disease  is  Icnown.  Many  physicians 
maintain  that  the  exhibition  of  calomel  at  the  beginning  of  the  attack  decidedly 
shortens  its  course,  but  confirmatory  experience  is  wanting.  In  general  we  must, 
therefore,  pursue  a purely  symptomatic  method  of  treatment.  For  the  initiatory 
fever,  the  headache,  and  the  pain  in  the  loins,  antipyrine  is  sometimes  a good 
remedy,  and  the  same  may  be  said  also  of  quinine,  phenacetine,  and  antifebrin. 
These  drugs  are  also  prescribed  for  the  persistent  pains  in  the  muscles  which  come 
on  later.  Soothing  liniments  and  ointments  may  be  employed,  with  friction,  for 
the  same  pur])ose.  The  treatment  of  the  pulmonary  complications  is  according  to 
the  established  methods.  Morphine  is  mainly  used  for  the  troublesome  cough. 
Apomorphine,  senega,  and  other  expectorants  may  be  employed,  and,  if  indicated, 
external  remedies  such  as  an  ice-bag  or  dry  cupping.  If  the  patient  becomes  very 
feeble,  stimulants  such  as  champagne  and  sti'ophanthus  are  demanded. 


CHAPTER  XII. 

DYSENTERY. 

.ffitiology. — By  “ dysentery  ” is  meant  a di,soiuso  of  the  colon,  which  appears 
sporadically,  but  moi-e  often  in  epidemics-,  it  is  excited  by  infection  wiUi  an 
organized  pathogenic  ])oison,  about  which  we  have  as  yet  no  further  knowl- 
edge; and  the  infection  is  probably  at  first  a local  one.  Tbo  true  home  of 
dysentery  is  in  warmer  and  tropical  countries,  where  the  disease  is  jnuch  more 
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violent  and  wide-spread  than  here.  For  example,  the  mortality  among-  the  soldiers 
of  the  Anglo-Indian  army  due  to  dysentery  is  said  to  be  thirty  ])er  cent,  of  the 
entire  number  of  deaths.  In  our  climate  most  of  the  epidemics  occur  at  the  end 
of  summer  and  in  autumn.  Endemic  influeirces  are  certainly  important.  The 
condition  of  tlie  soil  in  some  j)laces  is  evidently  very  favorable  for  the  develop- 
ment and  dissemination  of  dysenteric  germs,  and  that  of  other  places  is  equally 
unfavorable.  There  can  he  no  other  explanation  of  the  immunity  of  some 
localities  contrasting  with  the  great  prevalence  of  the  disease  in  others.  How 
infection  occurs  we  do  not  yet  know.  Dysentery  does  not  seem  to  be  directly 
contagious;  but  that  it  can  be  spread  through  the  medium  of  the  fmcal  dejections 
of  the  sick — e.  g.,  from  iirivies,  chamber-vessels,  and  bed-linen — is  very  probable. 
Many  cases  were  formerly  referred  to  catching  cold  or  to  some  error  in  diet ; but 
we  must,  of  course,  regard  these  merely  as  predisposing  influences. 

The  objective  pathological  lesion  of  the  colon,  in  all  severe  cases,  consists  in 
a pronounced  crouxious-diphtheritic  inflammation.  The  remarks  as  to  the  general 
pathology  of  such  inflammations  made  in  the  preceding  chapter  are  equally  ap- 
plicable to  the  analogous  dysenteric  inflammation.  In  this  case,  too,  there  is  first 
a destruction  of  the  epithelium  and  then  the  formation  of  a fibrinous  exudation 
occuxjyiug  its  place,  and  penetrating  down  intj  the  tissue  of  the  mucous  mem- 
brane itself.  At  the  same  time  there  is  an  intense  x^urulent  infiltration  of  the 
mucous  and  submucous  tissue,  accompanied  by  extensive  ecchymoses.  In  the 
most  virulent  cases  the  macroscopic  apjjearances  are  marked  thickening  of  the 
whole  wall  of  the  intestine,  congestion  of  the  serous  layer,  and  the  conversion  of 
the  inner  surface  into  a mottled,  dark-red,  irregularly  roughened  area  of  ulcera- 
tion. The  disease  may  be  confined  to  the  rectum  and  the  sigmoid  flexure,  but  in 
severer  cases  it  involves  the  entire  colon  as  far  as  the  ileo-csecal  valve,  or  even 
extends  to  the  lower  portion  of  the  ileum.  Besides  this  severe  form  of  diph- 
theritic or  even  gangrenous  dysentery,  there  is  a milder  variety,  termed  catarrhal 
dysentery.  In  this  the  mucous  membrane  is  found  in  a state  of  intense  purulent 
inflammation,  with  ecchymoses.  Even  here  little  masses  of  croupous  exudation, 
which  can  be  torn  ofl:,  have  replaced  the  epithelium;  hut  they  never  form  con- 
tinuous layers  of  great  extent.  There  is  no  sharp  boundary-line  between  the  two 
forms,  the  milder  catarrhal-croupous  and  the  severer  diphtheritic  dysentery. 
Numei-ous  tran.sitional  and  combined  varieties  exist. 

We  must  remark,  in  conclusion,  that  precisely  the  same  anatomical  changes 
as  are  presented  in  true  dysentery  may  result  from  other  causes.  Important 
among  these  is  persistent  fmcal  impaction  in  the  rectum,  which,  by  a purely  me- 
chanical effect  upon  the  epithelium,  may  excite  a diphthei-itic  inflammation  in  the 
mucous  membrane.  And  any  severe  constitutional  disease  whatsoever,  such  as 
typhoid  fever,  measles,  small-pox,  septiemmia,  or  phthisis,  may  be  attended  by  a 
so-called secondary  dysentery.'’  This  is  most  frequent  in  hospitals.  Whether 
it  has  the  same  aetiology  as  genuine  dysentery  is  uncertain. 

Clinical  History. — Throughout  the  entire  illness  the  most  prominent  symptoms 
are  intestinal.  There  may  be  first  of  all  some  .slight  irregularity  of  the  bowels  for 
a few  days,  and  then  appears  a moderate  diarrhoea.  The  stools  are  at  first 
feculent,  although  thin,  and  number  two  to  six  daily.  After  a few  days  the  dis- 
charges increase  in  fi-equency,  and  become  extremely  characteristic. 

The  stools  are  very  frequent,  occurring  ten  to  twenty,  and  even  sixty  or  more, 
times  in  twenty-four  hours.  In  severe  cases  there  may  be  a distressing  and  almo.st 
constant  desire  to  evacuate  the  bowels.  After  every  operation,  and  to  some  extent 
during  it,  there  is  tenesmus  attended  by  intense  burning  pain  in  the  anus.  The 
stools  soon  lose  their  usual  feculent  character  in  gi-eat  part  if  not  entirely.  They 
become  scanty,  so  that  not  more  than  about  half  au  ounce  is  evacuated  each 
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time.  For  the  most  part  they  usually  consist  of  a sero-mucous  fluid,  in  -which 
are  suspended  numerous  shreds  W particles  of  varying  size.  These  are  blood- 
stained bits  of  mucus,  little  coagula  of  blood,  and  necrosed  pieces  of  mucous  mem- 
brane. Oiie  or  another  of  these  constituent  parts  may  predominate,  so  that  there 
may  be  slimy,  purulent,  or  bloody  stools,  or  all  sorts  of  combinations  of  these 
varieties.  We  often  find,  besides,  a few  small  masses  of  faeces,  usually  covered 
with  mucus.  We  sometimes  see  numerous  clumps  of  mucus,  resembling  sago  or 
frog’s  spawn;  they  are  probably  mucous  casts  of  the  follicles.  Under  the  micro- 
scope the  greater  part  of  the  dysenteric  discharge  is  seen  to  consist  of  pus-corpus- 
cles and  blood.  There  are  also  cylinder  epithelium  and  an  enormous  amount  of 
detritus,  and  the  bacteria  of  putrefaction.  A purely  dysenteric  stool  has  no  bad 
odor,  except  that  in  the  worst  cases  of  gangrenous  dysentery  the  discharges  become 
blackish  and  extremely  offensive. 

The  rectal  tenesmus  may  be  accompanied  by  a cramp-like  pain  during  micturi- 
tion. There  are  ofteu  violent  attacks  of  colic.  The  abdomen  is  usually  rather 
tense,  and  tender  on  pressure  along  the  line  of  the  colon,  but  without  tympanites. 
The  anus  may  be  rra,  inflamed,  and  excoriated.  Gastric  symiitoms  are  on  the 
whole  infrequent,  if  we  except  the  complete  anorexia  which  exists  in  all  severe 
cases.  Sometimes  there  is  repeated  vomiting.  Occasionally  hiccoughs  prove  dis- 
tressing. The  tongue  usually  has  a dry,  greasy  coating. 

Tlie  symptoms  just  depicted  last  about  a week  or  ten  days.  If  the  ease  is  of 
much  intensity,  the  general  condition  is  also  greatly  affected.  The  patient  seems 
much  collapsed,  and  is  very  languid  and  feeble,  with  a small  and  rapid  pulse. 
The  skin  becomes  cool  and  rough,  the  voice  weak  and  hoarse.  There  is  pain  in 
the  muscles.  The  patient  wastes  away.  The  temperature  has  little  that  is  char- 
acteristic or  typical.  In  many  cases  there  is  no  fever  at  all,  and  the  temperature 
may  even  be  subnormal.  In  most  cases,  however,  there  is  an  irregular  fever, 
seldom  exceeding  104°  (40°  C.),  and  having  remis.sions. 

In  the  worst  cases  the  general  weakness  may  increase  more  and  more,  and 
death  occur ; but  with  us  a favorable  termination  is  much  more  frequent.  The 
distress  gradually  diminishes,  the  stools  assume  more  and  more  of  a feculent  chai’- 
acter,  the  patient  becomes  .stronger’,  and  after  one  and  a half  to  three  weelvs  coir- 
valescence  is  established.  It  may  be  a long  while,  however,  before  a patient  com- 
pletely recovers  from  a severe  attack.  A third  possibility  is  the  transition  of  the 
acute  into  a chronic  dysentery.  In  this  the  symptoms  of  a clironic  colitis,  usually 
attended  with  cachexia,  may  persist  for  months  and  years. 

Mild,  rudimentary  forms  of  dysentery  also  occur,  xrresenting  less  violent  inte.s- 
tinal  symptoms,  and  recovering  at  the  end  of  a few  days.  In  these  cases,  too, 
great  sensitiveness  of  the  intestine  to  disturbing  influences  frequently  pereists  for 
quite  a long  time  after  the  illness.  There  may  be  exacerbations  of  the  disease,  and 
rela])sos. 

Complications  of  dysentery,  localized  in  other  organs,  are  rare,  at  least  in 
epidemics  here.  Abscess  of  the  liver  is  mentioned  oftenest  by  physicians  in  warm 
climates,  and  probably  is  best  explained  as  the  result  of  metastasis  by  way  of  the 
portal  system.  Articular  disturbances  also  occiu’,  and  inflammation  in  the  serous 
membranes.  A few  cases  of  ]>eritonitis  due  to  perforation  have  been  t)b.served, 
and  a combination  of  dysentery  and  a “ general  scorbutic  diathesis  ” has  been  de- 
scribed. 

The  diagnosis  is  rarely  very  diflicult.  It  is  based  e.xclusively  upon  the  intesti- 
nal symptoms  and  the  character  of  the  stools.  It  is  only  the  cases  of  secondary 
dysentery  which  occur  in  the  course  of  other  sevei'b  diseases  that  can  easily  escape 
observation. 

The  prognosis  is  mainly  influenced  by  the  character  of  the  eiiidemic,  which,  as 
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we  have  said,  is  in  our  climate  usually  benign.  There  may  be  danger,  particu- 
larly to  elderly  people,  from  bodily  weakness  an&  collapse. 

Treatment. — Prophylaxis  demands  that  the  isolation  of  the  patient  and  the  dis- 
infection of  the  stools  be  as  complete  as  possible.  The  healthy  must  be  very  care- 
ful during  an  epidemic  not  to  catch  cold,  and  to  avoid  errors  in  diet,  for  experi- 
ence shows  that  an  opposite  couree  i>redisposes  to  the  disease. 

The  i^atient  must  be  kept  warm,  and  must  not  leave  his  bed,  even  if  the  attack 
be  mild.  The  diet  must  be  rigorous.  If  the  strength  is  fair,  thin  i^orridge,  milk, 
and  broths  suffice  for  some  days.  To  a feebler  person  we  should  give  somewhat 
stronger  nourishment  from  the  start,  e.  g.,  eggs,  peptonized  meat,  and  wine.  Most 
patients  bear  liquids  that  are  lukewarm  better  than  those  which  are  cold. 

As  to  drugs,  the  habit  of  almost  all  experienced  physicians  is  to  give  at  first  a 
mild  laxative.  Although  opium  does  not  usually  control  the  diarrhoea  and  tenes- 
mus at  all,  it  is  the  rule  for  decided  imijrovement  to  follow  the  exhibition  of  the 
laxative.  During  the  first  days,  or,  if  need  be,  later,  we  give  two  to  four  table- 
spoonfuls of  castor-oil  daily.  If  this  medicine  is  very  disagreeable  to  the  patient, 
we  can  replace  it  by  a strong  mfusiou  of  rhubarb  (10-100).  fn  southern  countries 
large  doses  of  calomel  (gr.  x to  xv,  grm.  O'5-l)  are  customary,  and  are  highly 
pi’aised  by  the  physicians  there.  Further  on  in  the  disease  we  may  content  our- 
selves with  giving  mistura  amygdalae ; or  we  may  administer  bismuth  in  the  follow- 
ing mixture:  Bismuthi  subnit.,  parts  5;  mucilaginis  acacise,  syrupi  simpL,  aa  15; 
aquae  destil.,  120 — to  be  shaken  before  taking.  But  if  the  disease  should  get  worse 
again,  we  should  always  try  a laxative. 

Emetics  at  the  beginning  of  the  disease  are  often  employed  in  the  tropics,  but 
seldom  with  us.  Ipecacuanha  (radix  antidysenterica),  given  in  large  doses  of  fif- 
teen to  thirty  grains  (1-2  grm.),  is  even  regarded  by  many  as  a specific.  Numer- 
ous attempts  have  been  made  at  local  treatment  by  enemata.  Yet  no  brilliant 
results  can  be  claimed  for  any  of  these  methods  or  medicines.  A decidedly  pallia- 
tive effect  can  be  obtained  from  the  injection  of  thin  starch  to  which  twenty  or 
thirty  drops  of  laudanum  have  been  added.  Suppositories  of  cocoa  butter  con- 
taining extract  of  opium  often  mitigate  the  tenesTnus.  Other  injections  are  recom- 
mended, each  to  measure  § ij  to  iijss.  (grm.  60-100),  and  to  contain  either  argenti 
niti-at.,  gr.  j to  vj  (grm.  0-05-0'30),  or  plumbi  acetat.,  gr.  ij  to  viij  (grm.  OT-0'5), 
or  potassii  chlorat.,  gr.  xv  to  xx  (grm.  1-1'5).  Many  other  solutions  are  used. 
The  success  of  this  treatment  is,  however,  dubious.  In  all  cases  the  margins  of  the 
anus  must  be  protected  from  inflammation  by  frequently  washing  and  anointing 
the  skin. 

The  treatment  of  weakness  and  collapse  is  by  the  usual  stimulants — wine, 
ether,  camphor,  and  the  like.  In  chronic  dysentery  the  main  point  is  to  persevere 
in  a strict  control  of  the  diet.  We  may  exhibit  astringents,  such  as  taniiin  and 
columbo.  Subnitrate  of  bismuth  is  also  given,  and  nitrate  of  silver  and  acetate  of 
lead.  And  in  these  chronic  cases  a long-continued  and  thorough  use  of  rectal 
irrigation  with  fluids  containing  some  mild  astringent  or  disinfectant  may  have  a 
good  effect. 

[Sporadic  dysentery  is  a self-limited  disease,  and,  as  has  been  shown  by  Flint, 
runs  its  course  within  ten  days  without  medication.  Treatment,  however,  adds  to 
the  comfort  of  the  ijatient  and  shortens  the  course.  It  is  not  customary  with  us 
to  use  daily  la.xatives.  If  there  is  any  doubt  as  to  whether  the  intestines  have  been 
emptied,  a saline  should  be  given,  the  action  of  which  should  be  followed  by 
opium  in  sufficient  doses  to  allay  pain  and  tenesmus.  Subsequent  action  of  the 
bowels  is  best  obtained  by  simple  large  enemata.  In  weak  persons  castor-oil  is  to 
be  preferred  to  salines. 

In  epidemic  dysentery  active  treatment  is  much  more  important.  Laxatives 
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are  contra-indicated  by  sei-o-sanguinolent  dejections  or  by  asthenia,  but  enemata 
can  be  freely  used.  Stimulation  is  often  required ; nutrition  must  be  carefully 
looked  after,  such  articles  being  chosen  as  are  digested  and  absorbed  by  the  upper 
portions  of  the  intestinal  tract,  leaving  as  little  residue  as  possible  to  pass  on  to 
the  inflamed  colon.  Opium  is  often  demanded  and  tolerated  in  large  doses,,  and 
astringents,  such  as  the  acetate  of  lead,  gallic  acid,  and  the  pernitrate  of  iron,  are 
of  service. 

In  acute  dysentery  the  patient  should  be  instructed  not  to  yield  to  the  desire  to 
go  to  stool  if  he  can  help  it,  and  tenesmus  can  often  be  much  diminished  by 
simple  irrigation  of  the  lower  bowel  with  water,  which  may  be  warm  or  cold, 
whichever  the  patient  finds  more  agreeable. 

Chi'onic  dysentery  is  one  of  the  most  difficult  maladies  with  which  we  have  to 
deal.  In  its  treatment  a sea  voyage,  or  removal  for  at  least  some  mouths  to  a 
climate  other  than  that  in  which  the  disease  originated,  is  of  far  more  value  than 
drugs. 

Amcebic  Dysentery. 

The  amoeba  coli,  first  found  by  Losch  in  the  stools  of  a dysenteric  patient,  has 
received  very  careful  study  at  the  Johns  Hoplrins  Hospital,  and  forms  the  subject 
of  a most  exhaustive  and  valuable  monograph  by  Councilman  and  Lafleur. 

The  living  organism  is  I’eachly  seen,  and  recognized  especially  by  its  active 
amoeboid  movements  on  the  warm  stage  of  the  microscope.  If  the  faeces  contain 
small  gelatinous  masses,  these  will  be  found  to  provide  the  most  fruitful  field  for 
search.  The  numbers  of  the  organisms  vary  widely  in  different  cases,  and  even 
in  the  same  case,  from  day  to  day.  They  are  said  to  be  present  in  this  form  of 
dysentery  alone,  and  have  been  found  in  secondary  abscesses  of  the  liver  and  the 
lung,  alike  after  death  and  during  life.  They  should  be  sought  for  in  all  obstinate 
cases  with  dysenteric  symptoms. 

The  prognosis  is  uncertain,  and  the  cases  ai*e  apt  to  drag  along  with  exacerba- 
tions and  remissions  of  the  symptoms.  But  recovery  does  take  place.  There  is 
notable  danger  of  the  formation  of  secondary  abscesses,  in  which  event  re- 
covery is  hardly  to  be  hoped  for.  The  only  treatment  which  seems  to  have  been 
of  much  service — beyond  a general  hygienic  and  supportive  regimen — consists  in 
the  use  of  copious  injections  into  the  intestinal  canal  of  solutions  of  quinine, 
in  the  strength  of  one,  to  one  thousand  or  even  five  thousand.  Losch  found  that 
contact  with  a solution  of  the  latter  strength  for  one  minute  suffices  to  kill  the 
amoebse.] 


CHAPTER  XIII. 

CHOLERA. 

{Asiatic  Cholera.) 

Historical  Remarks.— The  home  of  genuine  Asiatic  cholera  is  India.  The  first 
epidemic  with  which  wo  are  accurately  acquainted,  and  which  was  very  wide- 
spread, occurred  in  1817.  Tiie  disease  was  probably  endemic  there  at  an  earlier 
period.  In  the  next  few  years  the  choiera  spread  in  all  directions,  and  reached 
Astrakhan  by  way  of  Persia.  Between  1880  and  1882  the  disease  made  its  first 
great  epidemic  progress  over  Euro])e.  Inv.'iding  all  European  Russia,  it  reached 
Germany  in  1881,  and  Prance  and  England  in  1882.  Then  came  many  smaller 
epidemics  uj)  to  1888,  when  there  was  a complete  ce.ssation  till  184(i,  in  which  year 
tiie  disetise,  again  starting  from  Asi.a,  ovci’spread  Europe.  There  have  since  then 
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been  epidemics  in  many  places,  but  we  can  not  here  enter  into  the  particulars 
of  them.  The  last  time  that  cholera  occurred  to  any  extent  in  Germany  was 
in  18G6,  during  the  German-Austrian  war.  No  one  has  forgotten  the  somewhat 
violent  epidemic  which  prevailed  a few  years  ago  (1883  and  1884)  in  France  and 
Italy. 

iEtiology.— Some  time  ago  it  had  become  evident  that  the  real  cause  of  cholera 
consists  in  the  infection  of  the  system  by  a specific  mio’o  organism.  Koch  was, 
however,  the  first  to  succeed  in  the  search  for  the  poisonous  agent.  He  was  in 
charge  of  the  scientific  expedition  sent  out  by  the  German  Government  in  1883  to 
Egypt  and  India  for  the  purpose  of  investigating  the  disease.  Koch  found  in  the 
intestines  of  all  the  victims  of  cholera  whose  bodies  he  examined  a certain  kind 
of  micro-organism  which  he  named  the  comma  bacillus.  It  is  shorter  than  the 
bacillus  of  tuberculosis,  but  somewhat  thicker,  and  it  is  usually  bent  in  the  shape 
of  a comma,  or  even  like  a semicircle  (see  Fig.  9).  In  the  culture-preparations, 
the  special  peculiarities  of  which  we  can  not  give  in  detail,  the  comma  bacilli 
gi'ow  into  long  spiral  threads,  i-esembling  the  spirilli  of  recm-rent  feA'er.  Exam- 
ined in  a liquid,  the  individual  bacilli  are  seen  to  make  vigorous  movements. 
They  flourish  best  at  a temperature  between  86°  and  104°  (30°  and  40°  C.}.  Below 
61"  (16°  C.)  they  cease  to  grow,  but  they  are  not  killed  even  by  a greater  degree  of 
cold.  The  free  access  of  oxygen  is  absolutely  iiidispeusable  to  their  growth.  They 
multiply  vei*y  rapidly  in  liquids — e.  g.,  broth  or  milk— and  they  may,  under 
favorable  circumstances,  retain  their  vitality  for  many  weeks,  while  they  can  be 
readily  destroyed  by  desiccation.  In  this  again  they  resemble  the  genuine  spirilli, 
which  can  maintain  their  existence  only  in  fluids.  An  endogenous  formation  of 
spores,  as  we  shall  see  below  to  be  the  case  with  the  anthrax  bacilli,  does  not  take 
place,  but  Hueppe  has  established  by  actual  observation  that  frequently  two  small 
spherical  bodies  appear  on  some  indeterminate  spot  of  the  above-mentioned  spiral 
threads,  by  which  the  continuity  of  the  thread  is  interrupted.  This  process  goes 
on  until  finally  the  thread  is  replaced  by  a considerable  number  of  very  minute 
round  cells,  which  are  apparently  united  to  one  another  by  a kind  of  jelly  (forma- 
tion of  zoogloea).  It  is  certain  that  the  round  cells  do  not  subdivide.  The  way 
in  which  they  are  formed  corresponds  with  quite  similar  processes  in  other  spiro- 
chsetae.  They  are  called  “ arthrospores,”  and  perhaps  represent  a permanent  form 
of  the  comma  bacilli ; for  they  resist  desiccation  and  other  injurious  influences 
much  better  than  do  the  comma  bacilli  themselves.  By  a process  of  growth  the 
spherical  bodies  may,  under  favoi’able  circumstances,  give  rise  in  their  turn  to 
new  comma  bacilli. 

These  discoveries  of  Koch  have  since  been  confii'ined  by  all  competent  investi- 
gator’s, while  the  various  alleged  refutations  of  Koch’s  results  have  proved  errone- 
ous. It  has  been  shown  that  in  every  case  of  genuine  Asiatic  cholera  the  comma 
bacilli  are  present  in  the  intestine,  and  that  they  are  never  found  under  any  other 
circuirrstances.  Even  the  last  postulate  which  was  needed  to  show  their  patho- 
genic significance  has  been  fulfilled.  Rietsch  and  Nicati,  followed  by  Koch  him- 
self, have  succeeded  in  producing  cholera  in  a guinea-pig  by  introducing  into  its 
duodenum  pure  comma  bacilli.  ' 

Investigation  as  to  the  oi’igin  of  cholera  must,  therefore,  now  nreet  this  culmi- 
nating question  : Under  what  circumstances  and  through  what  channel  do  the 
comma  bacilli  penetrate  into  the  human  system,  and  in  what  manner  do  they 
there  excite  the  characteristic  processes  of  the  disease?  There  can  be  no  doubt 
that  among  us  Europeans,  and  probably  everywhere  exce]jt  in  India,  the  cholera 
is  invariably  imported.  It  is  equally  cei’tain  that  the  dejections  of  cholera  patients, 
which  are  rich  in  comma  bacilli,  are  the  chief  if  not  the  only  agent  by  which  the 
disease  is  spread.  The  bacilli  which  escape  into  the  outer  world  with  the  stools 
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Fiq.  9.— (From  Koch.V  Comma  bacilli  from  a 
cholera  dejection  which  had  lain  for  two 
days  on  a wet  cloth.  The  _S-shaped  bacilli 
are  at  a.  600  diameters. 


find  abundant  means  to  prolong  their  existence.  They  continue  their  growth 
upon  moistened  bed-clothes,  or  in  water  which  contains  a sufficient  amount  of 
oro-anic  substances,  or  in  food,  such  as  fruit  or  milk,  or  in  moist  earth  ; and  the 
ways  by  which  they  can  in  turn  enter  the  system  of  a healthy  human  being  are 
infinite  in  number.  It  is  easy  to  under- 
stand why  certain  iiersons — e.  g.,  laundress- 
es and  nurses — are  more  liable  to  infection 
than  others;  and  it  is  equally  intelligible 
that  the  spread  of  the  disease  should  often 
bear  a relation  to  certain  outward  circum- 
stances. The  fact  has  long  been  a familar 
one,  that  the  cholera  almost  always  pro- 
gresses along  the  world’s  most  frequented 
highways,  and  that  it  never  travels  faster 
than  the  means  of  human  intercommunica- 
tion render  possible.  This  is  important, 
because  it  shows  plainly  that  the  germs  of 
the  disease  are  not  disseminated  by  currents 
of  air.  It  is  easy  to  understand  that  the 
distribution  of  the  disease  should  sometimes 
coiTespond  with  that  of  water  destined  for 
personal  use.  Apparently  in  every  case  the 
disease-producing  poison  enters  the  intesti- 
nal canal,  for  the  comma  bacilli  are  found 
exclusively  in  the  intestine,  never  in  the  other  internal  viscera;  and  this  is  true 
not  only  in  the  early  but  also  m the  later  stages  of  the  disease.  We  must 
therefore  suppose  that  the  bacilli  are  swallowed,  and,  if  not  destroyed  by  the 
gastric  juice,  develop  their  pathogenic  functions  in  the  intestine.  In  apparent 
agreement  with  this  is  the  frequently  observed  fact  that  gastric  catarrh,  however 
acquired,  existing  at  the  time  of  an  epidemic,  always  predisposes  to  the  disease. 

The  views  thus  far-  expressed  are  opposed  by  Pettenkofer.  He  ascribes  to  the 
condition  of  the  soil,  varying  with  time  and  place,  the  chief  rdle  in  the  spread  of 
cholera.  He  doubts  whether  the  poison  as  contained  in  the  stools  is  as  yet  effi- 
cient. It  must,  he  thinks,  undergo  further  development  in  an  appropriate  soil 
before  it  can  acquire  fresh  pathogenic  potency.  His  main  argument  is  drawn 
from  the  fact  that  certain  places,  particularly  those  on  rocky  soil,  enjoy  immu- 
nity; the  rai’ity  of  attacks  upon  shipboai’d  is  analogous.  He  points  out  that  in 
cholera  as  well  as  in  typhoid  (g.  v.)  there  is  an  evident  harmony  between  the 
frequency  of  the  disease  and  the  varying  stand  of  the  water  which  underlies  the 
surface  of  the  ground.  Further  investigations,  which  will  now  for  the  first  time 
have  a firm  foundation,  afforded  by  the  discovery  of  the  comma  bacillus,  must 
decide  how  much  influence  the  condition  of  the  soil  does  exert  upon  the  dissemi- 
nation of  the  pathogenic  poison.  As  it  is,  we  feel  certain  that  to  give  exclusive 
prominence  to  the  condition  of  the  soil,  and  to  deny  the  possibility  of  infection  in 
any  other  way,  is  to  put  a violent  interpretation  u])on  the  observed  facts;  wdiile 
the  correctne.ss  of  the  above-shitcd  views  of  Koch  is  becoming  more  and  more 
probable.  With  regard  to  the  constant  presence  of  other  micro-organisms  than 
the  comma  bacilli  in  the  intestine  and  the  internal  viscera  of  the  victims  of  cholera, 
as  claimed  by  Emmerich  and  othei’S,  we  must  regard  them  as  associated  appeai'- 
ances  which  have  nothing  to  do  with  the  true  choleraic  jn’oeess. 

Most  cholera  epidemics  ha])i)ou  in  the  months  of  summer.  Liability  to  the  dis- 
ease is  very  wide-spread,  although  some  remarkable  exceptions  are  seen.  Sex  is 
unimportant.  Age  has  more  influence.  The  di.seasc  occurs  in  sucklings,  but. 
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as  a rule,  is  more  rare  among  children  than  among  adults.  Elderly  people  are 
very  apt  to  take  the  disease,  while  of  typhoid  fever  the  opposite  is  true.  Most 
authoi-s  lay  great  stress  upon  predisposing  causes.  Among  these,  taking  cold 
is  not  so  important  as  are  errors  in  diet  and  mild  attacks  of  gastro-iutestinal 
catarrh,  which  are  shown  by  numerous  observations  to  predispose  strongly  to 
the  disease  {vide  supra).  The  stage  of  incubation  seldom  lasts  over  one  to  three 
days. 

Clinical  History. — As  is  the  case  in  most  acute  infectious  diseases,  the  intensity 
of  the  illness  varies  between  the  extremes  of  mildness  and  severity,  so  that  usually 
a correct  intei’pretation  of  the  mildest  cases  is  rendered  possible  only  by  the  fact 
that  an  epidemic  exists.  These  insignificant  cases  are  called  simple  choleraic 
diarrhoea.  The  symptoms  are  those  of  a violent  acute  intestinal  catarrh;  the 
dejections  are  watery,  rather  large,  painless,  and  number  about  three  to  eight  in 
twenty-four  hours.  There  is  considerable  malaise,  complete  anorexia,  and  thirst, 
and  there  may  already  be  indications  of  severer  choleraic  symptoms — vomiting, 
slight  pains  in  the  calves  of  the  legs,  and  diminished  secretion  of  urine.  Many 
cases  recover  after  a few  days  or  a week,  but  in  others  the  first  mild  diarrhoea 
is  succeeded,  at  the  end  of  about  one  to  tliree  days,  or  rai’ely  later  still,  by  a 
severe  attack  of  cholera.  In  such  cases  we  speak  of  a “ premonitory  diarrhoea  of 
cholera.” 

The  mild  form  is  succeeded  in  a gradual  transition  by  the  cases  designated 
as  “cholerine.”  Cholerine  exhibits  the  symptoms  of  a violent,  rather  sudden 
cholei’a  morbus.  It  often  begins  at  night.  To  the  diarrhoea,  which  now  and  then 
displays  even  at  this  time  the  characteristics  of  pronounced  cholera,  vomiting  is 
soon  added.  The  accompanying  constitutional  symptoms  are  rather  severe.  There 
is  great  languor  and  depression.  The  voice  grows  weak,  the  extremities  are  cool, 
the  pulse  is  small  and  accelerated,  painful  cramps  occur  in  the  calves  of  the  legs, 
the  urine  grows  scanty  and  perhaps  albuminous.  The  whole  attack  lasts  about  a 
week  or  two,  till  recovery  is  complete.  The  course  of  the  disease  is  not  infre- 
quently varied  by  repeated  improvements  and  relapses. 

From  these  cases  of  medium  severity  there  is  again  a continuous  line  of  transi- 
tion to  the  pronounced  severe  foi-m  of  cholera  proper.  Statistics  as  to  the  fre- 
quency of  the  separate  forms  can  not  be  given,  since  many  of  the  milder  cases 
escape  observation. 

The  true  attack  of  cholera  may  begin  suddenly  with  the  severest  symptoms. 
As  a rule,  however,  it  is  preceded,  as  already  stated,  by  a first  stage  of  brief  pre- 
monitory diarrhoea.  This, 'after  one  to  three  days,  is  replaced  with  equal  sudden- 
ness by  the  severe  symptoms  of  the  second  or  “ algid  stage,”  or  “ cholera  asphyxia.  ” 
Its  first  symptoms  are  the  abrupt  appearance  of  great  bodily  weakness,  chilliness, 
and  vertigo.  The  characteristic  gastro-intestinal  symptoms  soon  declare  them- 
selves. 

The  diarrhoea  grows  very  violent.  At  short  intervals  there  are  copious  painless 
dejections,  which  at  first  retain  somewhat  of  a feculent  character,  but  very  soon 
present  a characteristic  resemblance  to  “rice-water”  or  “whey.”  A single  stool 
will  measure  a little  less  than  half  a pint  (grm.  200).  The  stools  have  no  color  and 
almost  no  odor.  They  are  watery,  and  usually  deposit  a finely  granular,  grayish- 
white  sediment  upon  standing.  Their  reaction  is  neutral  or  alkaline.  Only  one 
or  two  per  cent,  is  solid  matter,  with  a little  albumen  and  a relatively  large  amount 
of  sodic  chloride.  In  many  severe  cases  the  dejections  contain  more  or  less  blood. 
The  microscope  reveals  epithelium,  triple  phosifiiate,  and  numerous  mici’o-organ- 
isms.  Of  these  la.st  a part  are  the  comma  bacilli,  and  a part  are  bacteria  of  putrefac- 
tion, etc.  If  the  comma  bacilli  be  demonstrated,  of  course  the  diagnosis  is  absolute. 
To  accomplish  this  we  take  a coagulum  of  mucus  from  the  stool,  and,  spreading  it 
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upon  a cover-glass  in  as  thin  a layer  as  possible,  carefully  warm  the  glass  by  pass- 
iuo-  it  repeatedly  through  a flame,  in  order  to  dry  the  mucus  and  fix  it  in  its  place. 
The  preparation  is  then  stained  with  an  aqueous  solution  of  methyl  blue.  If  the 
bacilli  be  very  abundant,  the  microscopic  examination  suffices  for  their  demon- 
stration, although  complete  certainty  about  their  identity  depends  upon  their 
behavior  in  pure  culture-preparations.  These  must  therefore  be  instituted  in  all 
doubtful  cases;  but  it  would  lead  us  too  far  if  we  entered  upon  the  particulars 
relating  to  such  cultures. 

These  excessive  evacuations  are  but  very  rarely  absent  or  nearly  absent. 
They  are  more  apt  to  fail  if  death  occurs  at  the  end  of  a few  hours — cholera  sicca. 

[In  cholera  sicca  the  intestines  after  death  contain  the  characteristic  rice-water 
material  which,  perhaps  owing  to  paralysis  of  the  muscular  coat,  was  not  expelled 
during  life.] 

The  appearance  of  the  diarrhoea  is  soon  followed  by  frequent  though  rarely 
distressing  vomiting.  The  vomitus  consists  in  part  of  ingested  liquids  and  in  part 
of  an  actual  transudation  through  the  mucous  membrane  of  the  stomach  and  intes- 
tine. Hiccoughs  may  accompany  and  follow  the  emesis. 

In  addition  to  these  prominent  digestive  symptoms  of  vomiting  and  profuse 
diarrhoea  there  are  complete  anorexia  and  excessive  thirst.  The  tongue  has  a thick, 
dry  coat.  The  abdomen  is  usually  fiat  and  soft,  or  it  may  be  concave  and  hard. 
Sometimes  we  may  feel  fluctuation  in  the  intestines,  due  to  their  being  filled  with 
fluid.  There  is  not  much  real  abdominal  pain ; what  there  is,  is  described  as  a 
“ feeling  of  heat  and  pressure  ” around  the  umbilicus. 

At  the  same  time  very  severe  symptoms  develop  in  other  organs.  The  circu- 
latory system  is  chiefly  affected. 

The  action  of  the  heart  may  be  stimulated  at  the  beginning  of  the  attack.  The 
patient  complains  of  palpitation  and  great  precordial  anxiety.  After  a brief  time, 
however,  cardiac  weakness  appears,  and  continually  increases.  The  action  of  the 
heai’t  becomes  very  weak,  and  the  heart-sounds  feebler  and  feebler.  The  pulse  at 
the  wrist  grows  very  small,  and  is  usually  somewhat  accelerated.  In  a severe  case 
the  pulse  vanishes  completely  after  a few  hours. 

This  collapse  of  circulation  makes  itself  quickly  evident  in  the  appearance  of 
the  patient.  The  face  and  extremities  grow  cool,  and  then  ice-cold;  the  complex- 
ion becomes  partly  livid  and  partly  a bluish  gray;  the  lips  are  almost  black.  The 
surface  temperature  may  fall  below  95°  (35°  C.),  while  in  the  rectum  febrile  tem- 
peratures may  often  be  observed,  reaching  102°  (39°  C.)  and  higher.  The  eye  and 
cheek  grow  very  hollow,  the  skin  becomes  wrinkled,  and  loses  all  its  elasticity. 
The  voice  grows  hoai-se  and  feeble  (voice  of  cholera).  Respiration  is  laborious 
and  superficial.  The  mind  may  remain  unclouded  to  the  end,  but  usually  there  is 
great  apathy,  and  all  acuteness  of  perception  is  impaired.  But  few  patients  are 
restless  and  excited.  Reflex  action  is  much  impaired. 

One  characteristic  symptom  is  the  cramps  in  the  muscles.  These  are  usually 
very  painful,  and  consist  in  tojiic  contractions  of  the  muscles,  particularly  those 
of  the  calf  of  the  leg,  but  also  those  of  the  toes,  thighs,  arms,  and  hands.  The 
cramps  occur  spontaneously  or  upon  the  least  provocation,  last  a few  minutes,  and 
recur  at  short  intervals.  The  precise  reason  of  their  occurrence  is  not  yet  known. 
It  may  be  the  effect  of  poison  (vide  infra).  They  can  be  observed  in  other  severe 
acute  diseases,  although  most  marked  in  cholera.  They  sometimes  occur  in  cholera 
morbus. 

In  a wcll-develo])cd  attack  of  cholera  there  is  almost  invariably  oliguria  or 
anuria.  The  urine,  if  any  be  secreted,  is  concentrated,  with  abundant  sediment, 
and  very  often  contains  albumen.  In  many  cases  not  one  drop  of  urine  roaches 
the  bladder  for  days,  and  this  condition  peraists  till  death  or  recovery. 
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The  symptoms  tlius  far  depicted,  if  taken  as  a whole,  represent  the  algid  stage, 
which  seldom  lasts  more  than  one  or  two  days.  In  many  cases  death  occurs 
during  this  period.  It  is  ushered  in  by  the  tokens  of  extreme  genei-al  prostration, 
and  may  take  place  after  a few  hours,  or  more  frequently  in  the  second  half  of  the 
first  day.  But  in  other  cases  the  “stage  of  reaction”  succeeds.  This  may  be  a 
true  compensatory  j>eriod,  leading  directly  to  convalescence.  The  evacuations 
become  less  frequent  and  more  feculent,  and  the  vomiting  ceases.  The  pulse 
becomes  stronger,  the  cyanosis  and  coolness  of  the  extremities  diminish,  and  an 
abundant  perspiration  is  not  infrequent.  After  a few  days  urine  is  again  excreted, 
which  is  almost  invariably  quite  albuminous,  and  usually  contains  casts  and  red 
blood-globules.  If  convalescence  be  uninterrupted,  however,  the  urine  very  soon 
becomes  perfectly  normal,  and  after  a week  or  two  the  patient  is  to  be  regarded  as 
completely  recovered. 

Departures  from  this  favorable  course  of  the  stage  of  reaction  are  frequent. 
Recovery  may  be  interrupted  by  repeated  relapses  into  the  previous  condition,  and 
sometimes  with  a fatal  result.  Or,  instead  of  convalescence,  there  is  developed  a 
severe  third  stage,  usually  with  fever.  This  stage  ordinarily  bears  the  generic 
name  of  cholera  typhoid,  although  it  is  subject  to  manifold  variations  in  its  clin- 
ical symptoms  as  well  as  its  exciting  causes. 

Cholera  typhoid  may  present  an  actually  typhoidal  general  condition  with, 
severe  fever.  There  is  a considerable  elevation  of  temperature,  headache,  and 
dullness.  The  pulse  is  full  and  rapid,  the  face  flushed.  The  skin,  particulai'ly 
that  of  the  extremities,  sometimes  presents  the  so-called  choleraic  eruption,  in  the 
form  of  an  erythema,  roseola,  urticaria,  or  the  like.  This  variety  of  cholera 
typhoid  ends  after  a few  days  in  recoveiy,  or  else  passes  into  one  of  the  following 
conditions. 

A second  form  of  cholera  ty])hoid  is  distinguished  by  the  development  of  the 
most  diverse  local  inflammations.  Thus,  there  may  be  a severe  dysenteric  or  diph- 
theritic inflammation  of  the  small  and  large  intestine,  attended  by  offensive  puru- 
lent and  bloody  stools.  Pneumonia  is  also  possible,  as  well  as  purulent  bronchitis, 
diphtheritic  inflammation  of  the  larynx,  pharynx,  bladder,  and  female  genitals, 
parotitis,  and  sometimes  erysipelas  and  pymmia.  And  when  we  consider  that, 
besides  all  these  conditions,  the  usual  intestinal  symptoms,  or  those  of  choleraic 
nephritis,  may  exist  also,  it  is  evident  how  varied  the  clinical  picture  may  be. 
The  development  of  these  local  affections  frequently  lays  the  foundation  for 
numerous  sequelae. 

Choleraic  nephritis  gives  rise  to  the  third  or  uraemic  variety  of  cholera  typhoid. 
The  secretion  of  urine  is  almost  suspended.  The  little  that  is  still  passed  contains 
numerous  casts,  albumen,  and  frequently  renal  epithelium  and  white  and  red 
blood-globules.  Somewhere  toward  the  end  of  the  first  week,  or  possibly  earlier, 
there  are  grave  nervous  symptoms,  to  be  regarded  as  uraemic:  first  there  is  head- 
ache and  vomiting,  then  sopor  and  coma,  or  delirium  and  convulsions.  Most  of 
these  cases  are  fatal. 

Pathology. — We  are  now  acquainted  with  the  manifold  sj^mptoms  and  varieties 
of  tlie  disease.  If  we  seek  for  the  pathological  changes  which  control  the  process, 
and  endeavor  to  find  some  correspondence  between  them  and  the  symptoms,  we 
shall  be  disappointed.  At  least,  in  its  early  stages,  cholera  is  merely  a severe,  local 
disease  of  the  intestine.  We  find  the  serous  layei-  of  the  coils  of  the  small  intes- 
tine rose-red  from  congestion.  The  mucous  membrane  is  in  a state  of  catarrhal 
inflammation:  it  is  swollen,  reddened,  and  at  first  covered  with  a layer  of  tough, 
transparent  mucus  5 but  very  soon  an  abundant  transudation  flows  into  the  canal, 
so  that  the  intestinal  coils  are  filled  with  a large  amount  of  clear  fluid,  looking 
like  “rice-water”  or  “gruel,”  and  so  devoid  of  bile  as  to  indicate  the  suspension  of 
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its  secretion.  The  signs  of  inflammation  of  the  mucous  membrane  now  grow  more 
pronounced.  The  solitary  follicles  and  Payer’s  patches  become  swollen,  with 
edo-es  of  a vivid  red,  and  frequently  there  are  many  small  ecchymoses  m the 
mucous  membrane.  The  extensive  desquamation  of  the  epithelial  lining  of  the 
intestine  has  also  been  regarded  as  important,  because  it  was  regarded  as  in  part 
the  cause  of  the  cojjious  transudation.  Still  it  may  be  questioned  whether  the 
desquamation  is  not,  at  least  to  some  extent,  a post-mortem  change.  In  yet  later 
stages  of  the  disease  the  intestinal  trouble  very  frequently  assumes  a croupous- 
diphtheritic  character.  The  surface  is  necrosed  and  ulcerated  in  many  places,  and 
the  contents  of  the  intestine  are  no  longer  colorless,  but  sanious  and  bloody,  with  a 
foul  odor. 

Otherwise  most  of  the  post-mortem  lesions  correspond  to  what  was  obvious 
at  the  bedside.  The  muscles  exhibit  an  early  and  persistent  rigor  moi-tis,  and  fre- 
quently conti’act  in  such  a way  as  to  throw  the  corpse  into  some  unusual  posture. 
All  the  internal  organs  are  remarkably  dry,  pale,  and  anaemic.  The  left  ventricle 
is  contracted.  The  blood  lies  mostly  in  the  large  veins,  the  right  side  of  the 
heart,  and  the  cerebral  sinuses.  It  is  thickened,  is  but  little  clotted,  and  is  said  to 
resemble  the  juice  of  bilberi-ies  or  huckleberries.  The  spleen  is  not  enlarged— an 
exception  to  the  rule  in  infectious  diseases.  The  kidneys  present  marked  passive 
congestion,  most  pronounced  in  the  cortex.  The  microscope  reveals  a greater  or 
less  degree  of  parenchymatous  neplu’itis,  with  great  destruction  of  the  epithelium. 
If  death  takes  place  at  a rather  advanced  stage  of  the  disease,  the  tissues  have  lost 
their  characteristic  dryness,  and  the  most  diverse  local  lesions,  including  neplu’i- 
tis, may  be  found  to  have  occasioned  death. 

If  we  search  for  the  connection  between  the  pathological  changes  just  de- 
scribed and  the  cause  of  the  disease,  or  again  between  these  lesions  and  the  clini- 
cal symptoms,  the  first  point  to  guide  us  is  that  the  comma  bacilli  are  found 
only  in  the  lumen  of  the  intestine,  and  never  in  the  blood  or  in  other  parts  of 
the  body.  The  intestinal  sym])toms  ai’e  satisfactorily  explained  by  this  abnor- 
mal state  of  the  intestine,  but  for  all  the  other  grave  symptoms  we  have  to 
seek  some  special  cause.  The  desiccation  which  the  body  undergoes  as  a result 
of  the  excessive  liquid  dejections  can  not  fail  to  affect  the  tissues,  but  can  not 
fully  explain  the  symptoms,  for  at  least  the  circulatory  disturbances  and  the 
cardiac  failure  may  develop  before  large  evacuations  have  occuri’ed.  It  has  also 
been  settled  beyond  question  by  means  of  the  newer  investigations  that  precisely 
the  woret  symptoms  of  cholera,  namely,  the  muscular  cramps,  the  subnormal  tem- 
perature, and  the  changes  in  the  blood,  are  occasioned  by  the  chemical  results  of 
tissue  metamorphosis  in  the  comma  bacilli,  that  is,  by  the  so-called  toxines. 
Many  of  these  have  been  already  isolated  chemically  by  Brieger.  In  this  connec- 
tion the  fact  discovered  by  Hueppe  is  of  the  greatest  interest,  that  the  lack  of 
oxygen  which  the  bacilli  in  the  intestinal  canal  must  experience  favors  the 
abundant  production  of  toxines. 

As  to  the  complications  which  occur  in  the  later  stages  of  the  disease  and  which 
are  embraced  undei’  the  generic  name  of  cholera  typhoid,  we  regard  them  iis 
mainly  secondary.  The  choleraic  process  itself  does  not  cause  them,  but  is  mei’ely 
the  occasion  for  their  appearance.  The  examination  of  the  intestine  in  such  cases 
shows  that  numerous  other  varieties  of  bacteria  follow  closely  upon  the  comma 
bacillus,  gaining  entrance  to  the  system  by  treading  in  its  footsteps. 

The  diagnosis  of  a pronounced  case  of  cholera  has  no  dilliculties  at  the  time  of 
an  epidemic.  We  must  always  bo  somewhat  cautious  about  sporadic  cases,  for 
violent  intestinal  disturbance,  simulating  perfectly  the  milder  forms  of  cholera, 
may  be  excited  by  other  causes.  In  this  connection  we  should  mention  the 
cholera  morbus  common  among  us;  and  poisoning,  particularly  acute  arsenical 
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poisoniug,  may  give  rise  to  symptoms  wonderfully  like  cholera.  But  now  that 
Koch’s  discovery  has  been  made,  the  diagnosis  of  all  such  doubtful  cases  becomes 
perfectly  certain  if  we  can  demonstrate  the  presence  of  comma  bacilli  in  the 
stools  {vide  siq^ra).  We  have  no  doubt  that  this  demonstration  will  also  lead 
us  to  a decisive  conclusion  as  to  the  setiological  importance  of  mild  choleraic 
attacks. 

The  prognosis  should  always  he  guarded  at  the  beginning,  even  if  the  symptoms 
be  mild,  foi‘,  as  already  mentioned,  a simple  diarrhoea  may  prove  to  be  “ premon- 
itory ” of  a severe  attack  of  cholera.  During  the  real  attack  the  prognosis  grows 
gravel’  in  proportion  as  the  case  presents  the  characteristics  of  asphyxia  and 
cyanosis.  The  mortality  in  many  epidemics  is  frightful.  All  the  inhabitants  of  a 
house  or  street  may  in  a brief  period  be  swept  away.  Minute  statistics  are  diffi- 
cult to  give.  If  we  count  the  typical  cases  alone,  the  mortality  is  not  infrequently 
fifty  to  seventy  per  cent.  In  about  two  thirds  of  the  fatal  cases  death  occurs  during 
the  fii’st  days  of  the  stage  of  asphyxia,  and  in  about  one  third  during  the  second 
period,  known  as  “ cholera  typhoid.”  The  influence  of  the  diet  and  the  hygienic 
surroundings  of  the  patient  before  his  illness  is  important.  A greater  proportion 
of  children  and  old  people  perish  than  of  the  middle-aged. 

Treatment. — The  measures  to  be  taken  to  prevent  the  spread  of  the  disease, 
when  it  has  once  started  in  a place,  we  can  not  here  discuss.  We  can  merely  say 
that  the  greatest  care  should  be  taken  to  have  the  ingesta  pure,  particularly  the 
milk  and  water,  that  the  further  extension  of  the  disease  may  be  hindered  simply 
by  isolating  the  localities  attacked  as  completely  as  possible,  or  at  least  regulating 
intercourse  with  them  very  sti’ictlj’^.  We  must  try  to  prevent  the  communication 
of  the  disease  by  isolating  individuals  attacked,  and  by  disinfecting  the  dejections 
with  five-per-cent,  carbolic  solution,  and  likewise  disinfecting  everything  that 
may  have  been  contaminated  by  the  excreta,  such  as  linen  and  bed-clothes,  for 
which  dry  heat  is  the  agent.  We  must  content  ourselves  with  a brief  mention  of 
tlaese  facts.  It  is  very  important  to  disinfect  the  stools  as  pi’omptly  as  possible^ 
since  Wood  has  discovered  the  remarkable  fact  that  the  cholera  bacilli  in  the 
intestine,  because  of  the  lack  of  oxygen  there,  become  much  more  sensitive  to  ex- 
ternal influences  although  they  produce  more  toxine,  as  stated  above.  Individual 
proj)hylaxis  is  of  the  greatest  importance.  It  has  been  proved  again  and  again 
that  a mild  mtestinal  catarrh  will  predispose  to  cholera,  and  will  aggravate  the 
attack  if  cholera  does  occur;  so  that  the  slightest  gastric  or  intestinal  disturbance 
at  the  time  of  an  epidemic  of  cholera  demands  the  greatest  attention  both  as  to 
diet  and  medicine.  We  may  well  quote  from  the  last  proclamation  of  the  Prus- 
sian Department  of  Public  Improvement  (Cultusministerium),  that,  “by  exercising 
and  promoting  cleanliness  and  moderation,  each  person  will  not  only  best  pro- 
tect himself,  but  also  most  efficiently  support  the  efPoi’ts  of  the  authorities  in 
behalf  of  the  common  weal.” 

[The  vital  importance  of  the  serious  treatment  of  a beginning  diarrhoea  during 
a cholera  epidemic  can  not  be  too  strongly  insisted  on.  Rest,  simple  diet,  and  a 
little  medication  will,  in  the  vast  majority  of  instances,  entirely  prevent  serious 
consequences.  The  apparently  trifling  character  of  the  symptoms  is  apt  to  lead 
people  into  a false  security.  Those  who  can  leave  an  infected  district  should  do 
so  without  delay. 

With  reference  to  the  prevention  of  an  epidemic,  a ))ure  water  supjjly  and 
strict  cleanliness  in  its  broad  sense  possess  far  more  virtue  than  cordons  of  troops 
or  measures  of  quarantine.  It  is  more  jji’acticable  to  destroy  the  soil  than  to  keep 
out  the  seed  in  these  days  of  constant  and  rapid  international  communication.  The 
systematic  disinfection  of  all  cholera  discharges  or  articles  soiled  by  them  should 
be  a matter  of  course.] 
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The  drug  chiefly  used  at  the  beginning  of  cholera  is  opium,  which  forms  the 
chief  constituent  of  the  various  '*  cholera  drops.”  The  best  form  is  the  tincture,  in 
doses  of  ten  to  twenty  drops,  or  gr.  i to  j (0 '03-0 -05  grin.)  of  powdered  opium, 
repeated  every  two  or  three  hours.  A more  complicated  formula  is : Tr.  opii,  1 
grm. ; vin.  ipecac.,  3;  tr.  valerian,  seth.  [P.  G. : valer.,  part  1;  sps.  aethei’is,  5],  10; 
ol.  menth.  pip.,  gtt.  v.  M.  S. : Twenty  to  thirty  drops.  Or  we  may  give  tinctura 
opii  benzoica  [an  elixir  of  which  two  hundred  parts  contain  one  part  of  opium, 
four  of  benzoic  acid,  and  two  parts  each  of  camphor  and  oil  of  anise]. 

The  opium  treatment  approved  itself  in  the  last  epidemic,  although  a few 
physicians  regai-d  it  as  irrational,  and  prefer  to  give  at  the  beginning  of  the  disease 
one  or  two  good-sized  doses  of  calomel  (gr.  v to  viij,  grm.  0‘3  to  0'5).  Cantani  and 
other  Italian  physicians  praise  highly  enemata  of  a solution  of  tannin  (warm 
water,  previously  boiled,  two  quarts  (2,000  grammes);  tannin,  gr.  xlv-xc  (3-0-6'0); 
acaciae,  | ij  (50 -0);  tinct.  opii,  gtt.  30-50)  or  some  disinfectant.  Hueppe  advises 
large  doses  of  salol  internally. 

When  the  attack  is  fully  developed  we  usually  continue  the  use  of  opium. 
The  patient  is  wrapped  up  in  warm  blankets  and  subjected  to  friction ; or  wai’m 
oil  may  be  rubbed  into  the  skin.  Hot  tea  may  be  given,  or  strong  coffee,  or  broth, 
or  mulled  wine.  Hot  baths,  to  which  mustard  may  be  added,  have  proved  bene- 
ficial in  repeated  instances.  Vomiting  is  to  be  controlled  by  morphine  or  ice. 
The  painful  cramps  in  the  calf  of  the  leg  require  subcutaneous  injections  of 
morphine.  The  feebler  the  action  of  the  heart  becomes,  the  more  energetic  must 
be  the  stimulants  employed.  We  may  give  champagne,  or  inject  camphor  or  ether. 
The  attempt  has  been  made  again  and  again  to  make  good  the  loss  of  fluid  by 
injecting  a solution  of  common  salt  beneath  the  skin  or  into  the  veins.  Samuel 
recommends  for  this  purpose  a solution  containing  six  parts  of  sodic  chloride  and 
one  part  of  sodic  carbonate  in  one  thousand  parts  of  water,  at  a temperature  of 
about  100°  (38°  C.).  Finally,  injections  have  been  made  into  the  peritoneal  cavity 
of  a 0'5  percent,  solution  of  sodic  chloride,  or  in  other  cases  of  a 0’3  per  cent, 
solution  of  sodic  carbonate,  and,  it  is  claimed,  with  benefit. 

Great  caution  must  be  exercised  about  the  diet,  not  merely  during  the  attack 
itself,  but  for  a considerable  time  afterward.  At  first  we  can  allow  only  thin  por- 
ridge, milk  broths,  and  possibly  a soda  biscuit.  It  is  advisable  to  administer  dilute 
hydrochloric  acid  with  the  food. 

The  treatment  of  cholera  typhoid  varies  greatly,  of  course,  according  to  the 
kind  of  attack.  The  separate  affections  should  receive  their  customary  treatment. 

[In  the  first  stage,  absolute  rest,  opium,  and  lumps  of  ice  by  the  mouth  ad  libi- 
tum are  the  chief  measures  on  which  reliance  is  to  be  placed.  It  should  be  remem- 
bered that  the  entire  function  of  the  intestinal  tract  is  reversed;  thiis,  instead  of 
an  absorbing,  it  has  become  an  excreting  surface. 

In  the  stage  of  collapse  the  nervous  system  is  more  or  less  paralyzed,  the  blood 
is  damaged  by  the  loss  of  its  watery  constituents,  and  the  circulation  of  that  fluid 
is  greatly  impeded.  The  subcutaneous  or  gastric  absorption  of  drugs  is  conse- 
quently delayed  or  suspended.  The  utility  of  any  active  internal  treatment  dur- 
ing this  stage  is  very  questionable.  Certainly  narcotism  by  opium  is  highly  un- 
desirable. Mild  external  stimulation  and  the  tentative  administration  of  ice  and 
small  quantities  of  champagne  or  food  are.  at  all  events,  not  likely  to  do  lumn. 
Nature  sometimes  reasserts  hei’self  when  the  conditions  are  seemingly  desperate, 
and  the  third  stage,  or  that  of  reaction,  comes  on.  In  this  stage,  careful  nursing 
and  a sensible  symptomatic  but  in  no  way  meddle.some  treatment  are  most  like- 
ly to  be  followed  by  good  results.] 
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CHAPTER  XIV. 

MALARIAL  DISEASES. 

{Intei'mittent  Fever*  Fever  and  Ague.  Swa7np  Fever.') 

.Etiology  and  Pathological  Anatomy.— Malarial  poisoning  is  the  best  example 
of  a purely  “ miasmatic  ” affection.  The  poison  which  produces  the  disease  is 
Avithout  doubt  localized  in  certain  places,  in  which  every  human  being  is  liable  to 
become  its  victim.  But  if  an  infected  person  comes  to  a place  free  from  malaria 
and  not  naturally  favorable  to  its  development,  there  is  no  danger  that  he  will 
cause  the  disease  in  others.  The  di.sease  is  never  caught  through  contact  with  the 
patient.  It  is  not  at  all  contagious ; the  malarial  poison,  after  it  has  once  pene- 
trated into  the  body,  has  practically  no  opportunity  to  escape  again  in  an  efficient 
form  from  the  diseased  system  into  the  outer  Avorld.  But  the  blood  of  a patient 
injected  into  a healthy  person  may  transfer  the  disease  (Gerhardt  and  others). 

If  we  except  the  polar  zones,  there  are  few  regions  where  malaria  is  not  endem- 
ic in  certain  parts,  at  least  from  time  to  time,  if  not  constantly.  There  is,  how- 
ever, great  variation  in  the  virulence  as  well  as  in  the  number  of  cases.  While  the 
common  forms  of  intermittent  fever  are  very  frequent  in  Germany,  in  numerous 
places,  yet  the  grave  forms  of  the  disease  are  very  rare.  Other  lands  are  notorious 
for  the  severe  malarial  diseases,  e.  g.,  Hungary,  the  lands  lying  on  the  lower 
Danube,  the  Roman  Campagna,  the  Pontine  marshes,  Sicily,  and  numerous  dis- 
tricts in  other  parts  of  the  world,  chiefly  tropical.  Numerous  observations  have 
only  served  to  confirm  the  statement  that  the  soil  is  the  true  home  and  cradle  of 
the  malai’ial  poison,  and  that  the  virus,  escaping  thence  into  the  loAver  strata  of 
the  atmosphere,  may  be  taken  into  the  system,  probably  during  inspiration.  Per- 
manent dampness  of  the  soil  is  essential  to  the  development  of  the  malaidal  poison. 
This  explains  why  marshy  disti'icts  are  so  often  malarial.  The  ground  must  not 
be  covered  by  a great  amount  of  water,  but  must  during  the  dry  season  lie  ex- 
posed to  the  atmospheric  air.  The  access  of  air  to  the  moist  soil  seems  to  be  a 
second  essential  condition  for  the  development  of  the  malarial  germs.  A third 
influential  factor  is  the  temperature  of  the  air,  as  proven  by  the  great  prevalence 
of  the  disease  in  southern  countries  and  in  the  summer  season. 

With  regard  to  the  nature  of  the  malarial  poison,  the  work  of  late,  and  in 
especial  of  Italian,  investigator  (Marchiafava  and  Celli,  Golgi,  and  others),  has  led 
to  interesting  conclusions.  According  to  these  authorities,  the  generators  of 
malarial  disease,  the  malarial  “ plasmodia,”  belong  to  the  lowest  class  of  animal 
life,  the  jjrotozoa,  and  to  that  subdivision  known  as  sporozoa.  The  plasmodium 
enters  the  blood  and  penetrates  the  red  blood- corpuscles,  where  it  has  a lively 
amoeboid  motion.  It  evidently  lives  upon  the  tissue  of  the  red  corpuscles.  The 
haemoglobin  of  the  latter  is  thus  changed  into  melanin,  a substance  which  ap- 
parently contains  no  iron,  and  the  black  granules  of  which  are  usually  seen  in  the 
body  of  the  plasmodium.  After  the  red  globule  occupied  by  the  plasmodium  is 
completely  destroyed,  the  jnicro-organism  becomes  free  in  the  blood-current. 
Particles  of  pigment  collect  in  its  center,  while  on  its  periphery  new  generations 
are  formed  by  splitting  and  subdivision.  These  new  bodies  apijear  to  be  mainly 
present  in  the  spleen,  liver,  and  marrow  during  the  afebrile  interval;  while  at 
the  time  of  the  paroxysms  of  fever  they  enter  the  blood  once  more  and  penetrate 
into  the  red  globules.  It  is  a very  interesting  fact  that  the  different  forms  of  in- 
termittent fever,  and  in  especial  the  tertian  and  quartan  varieties,  probably  owe 
their  development  to  different  kinds  of  ])lasmodia,  in  which  the  developmental 
phases  occupy  different  lengths  of  time.  We  can  therefore  by  means  of  inocula- 
tion transfer  from  one  human  being  to  another  only  that  variety  of  intermittent 
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which  the  first  patient  exhibits,  whether  tertian  or  quartan.  The  quotidian  type 
is  probably  due  to  the  development  of  two  cases  of  tertain  fever  in  the  same  in- 
dividual, side  by  side;  whereby  each  separate  tertian  owes  its  development  to  a 
special  generation  of  the  plasmodium.  It  is  Golgi's  view  that  the  severe  tertian 
forms  of  malaria  are  caused  by  a special  variety  of  plasmodmm,  which  is  distin- 
guished by  the  appeai-ance  of  crescentic  forms  of  development. 

Although  no  one  has  yet  been  successful  in  establishing  this  view  of  the 
jjlasmodia  by  means  of  pure  cultures  and  inoculation  of  the  same,  yet  the  relation 
of  the  plasmodium  to  malaria  seems  evident  from  the  fact  that  in  every  patient 
vdth  malaria  the  plasmocha  can  be  easily  demonstrated  in  the  blood  (even  without 
any  staining),  while  these  same  forms  are  never  detected  in  the  blood  except  in 
malaria.  The  way  in  which  the  plasmodia  enter  the  human  body  is  not  yet 
known.  It  may  be  by  inhalation  or  by  the  stings  of  insects. 

The  investigations  with  regard  to  the  plasmodium  of  malaria  have  also  ex- 
plained the  long-recognized  fact  that  in  chronic  malaria  large  amounts  of  pigment 
collect  in  the  internal  viscera.  These  deposits  are  most  abundant  in  the  spleen, 
which  in  the  chronic  varieties  of  the  disease  develops  into  a ftrm,  hard  tumor ; but 
they  are  also  found  in  the  bone-marrow,  liver,  bi’ain,  and  kidneys,  leading  finally 
in  the  liver  and  the  kidneys,  in  frequent  instances,  to  processes  of  chronic  degen- 
eration and  inflammation.  It  is  especially  noteworthy  that  in  those  patients  who 
present  the  most  marked  cerebral  disturbances  (pernicious  comatose  fever,  vide 
infra),  the  cerebral  capillaiaes  are  found  to  be  completely  occluded  with  pigmented 
plasmodia. 

[Periodical  fever  is  very  widely  distributed  in  the  United  States,  and  in  the 
southern  portions  occurs  in  severe  though  not  in  the  severest  forms.  Some  regions 
which  were  formerly  fi'ee  from  it  are  no  longer  so,  and,  vice  versa,  some  regions 
which  were  gi’eatly  subject  to  it  are  now  exempt;  these  changes  are  closely  con- 
nected with  the  clearing  and  upturning  of  virgin  soil  largely  impregnated  with 
decaying  vegetable  matter,  and  with  the  subsequent  cultivation  of  the  same  for 
considerable  periods  of  time.  The  poison  does  not  extend  far  above  the  surface  of 
the  ground,  as  is  shown  by  the  relative  safety  of  sleeping  in  the  upper  as  compared 
with  the  lower  story  of  a house;  during  the  night  the  poison  seems  to  exist  in 
greater  intensity  than  during  the  day.  Attacks  are  more  liable  to  occur  during 
the  spring  and  autumn  than  at  other  seasons, 

The  hopes  which  have  been  entertained  in  some  quarters  that  malarial  regions 
might  be  rendered  healthy  by  large  plantations  of  the  Australian  eucalyptus  globu- 
lus, a rapidly  growing  tree  which  absorbs  immense  quantities  of  water,  do  not 
seem  likely  to  be  realized  in  the  light  of  French  experience  in  Africa,  and  in  that 
of  the  Trappist  monks  in  Italy.] 

Klebs  and  Tommasi-Crudeli  have  made  extensive  investigations  as  to  the  nature 
of  the  malarial  poison.  We  must  regard  it  as  organic.  The  authorities  just 
named  state  that  the  true  cause  of  malaria  is  a specific  variety  of  bacillus.  They 
found  peculiar  bacilli  and  their  spores  both  in  the  earth  of  malarial  regions  and 
in  the  adjacent  strata  of  the  atmosphere;  and,  by  infecting  rabbits  with  these, 
they  were  able  to  induce  attacks  of  fever,  swelling  of  the  spleen,  and  the  charac- 
teristic formation  of  ])igment  matter  {vide  infra).  Before  this,  bacilli  and  s])oro.s 
had  been  found  in  the  blood  and  spleen  of  jiatients  suffering  from  malaiMa.  It  can 
not  yet  be  said  just  how  much  significance  the.se  discoveries  have. 

[To  Laveran  really  belongs  the  credit  for  the  discovery  and  accurate  descriji- 
t’.on  of  the  plasmodium.  His  work  in  Algiers  has  been  substantiated  by  observers 
in  widely  separated  malarial  regions,  and,  at  the  same  time,  no  very  important 
additions  have  been  made  to  it. 

It  is  difficult  to  overrate  the  diagnostic  and  therapeutic  importance  of  this  dis- 
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covery.  The  ordinary  intermittents  are  usually  easy  of  diagnosis,  but  the  remit- 
tent forms  often  simulate  typhoid  fever,  while  the  pernicious  form  may  resemble 
urmmia  or  iutracranial  disease.  Especially  in  pernicious  cases  hfe  may  be  saved 
by  prompt  and  appropriate  treatment,  which  must  he  based,  of  course,  on  accurate 
diagnosis.  The  following  details  may  be  of  use  to  those  who  are  not  familiar  with 
the  method  of  blood  examination.  The  finger  tips  should  first  be  scrubbed  with  a 
nail-brush,  and  soap  and  water,  and  then  washed  in  alcohol  or  ether,  to  obviate  the 
danger  of  mistaking  mhiute  particles  of  dirt  for  the  pigment-granules  derived  from 
the  destruction  of  red  blood-corpuscles.  A portion  of  a drop  of  blood  is  then  to  be 
received  on  a scrupulously  clean  object-  or  cover-glass,  and  squeezed  out  between 
the  two,  so  that  a thin  layer  of  blood  with  separation  of  the  inihvidual  corpuscles 
is  secured.  The  amoeboid  forms  of  the  plasmodium  retain  then’  movements  for  a 
number  of  minutes  in  a warm  room,  much  longer,  of  course,  with  a warm  stage. 
The  presence  of  pigment  granules  in  the  red  corpuscles  may  be  the  readiest  indi- 
cation of  the  presence  of  the  organism.  The  crescentic  foi'ms  are  found  more 
especially  in  chronic  cases  which  have  been  under  treatment  by  quinine,  as  is 
stated  by  Osier.  Many  of  the  other  forms  can  be  found  in  the  blood  only  during 
a paroxysm.  The  editor  has  seen  them  in  abundance  in  a cachectic  malarial 
patient  from  Panama,  and  failed  to  find  them  again  after  a single  large  dose  of 
quinine,  which  terminated  the  chills. 

In  dried  and  stained  specimens  it  is  easier  to  detect  the  oi’ganisms,  but  amoeboid 
movement  is,  of  course,  lost.] 

Liability  to  the  disease  is  very  wide-spread.  No  race,  no  age,  no  sex,  enjoys 
immunity.  It  is  a noticeable  fact  that  those  who  have  had  the  disease  once  ai’e 
all  the  more  apt  to  have  it  again.  Former  patients,  although  they  feel  perfectly 
well  in  a non-malarious  region,  are  very  liable  to  fresh  attacks,  or  at  least  much 
discomfort,  as  soon  as  they  re-enter  an  infected  district.  The  time  of  incubation 
does  not  seem  to  be  constant.  It  is  put  at  from  six  to  twenty  days,  but  may  be 
shorter.  We  shall  consider  below  chiefly  the  common  forms  of  intermittent,  such 
as  appear  among  us  in  Germany,  contenting  om’selves  with  a very  brief  description 
of  the  severer  forms. 


Varieties  of  Malarial  Disease. 

1.  Intermittent  Fever. — This  is  the  simplest  form,  and  has  for  its  especial  char- 
acteristic the  relative  brevity  of  the  febrile  attacks,  which  almost  always  exhibit  a 
remarkably  uniform  type.  A febrile  attack  of  this  kind  is  frequently  the  very 
first  symptom  of  the  disease.  In  other  cases  the  paroxysm  of  fever  is  preceded  by 
a prodromal  stage  lasting  several  days,  during  which  the  patient  feels  languid, 
has  no  real  a]ipetite,  complains  of  headache  and  pain  in  the  back  of  the  neck  and 
in  the  limbs,  and  often  even  thus  early  presents  a slightly  yellowish  complexion 
and  an  enlarged  spleen. 

In  the  typical  attack  of  intermittent  fever  there  are  three  stages.  The  attack 
begins  with  a chill.  There  is  pronounced  malaise,  attended  by  intense  chilliuess 
and  more  or  less  shivering.  The  skin  is  cool  and  pale,  the  face  may  be  somewhat 
livid.  The  temperature  of  the  interior  of  the  body  is  elevated,  and  rapidly  rises 
higher.  In  by  far  the  greater  number  of  cases  the  attack  occui’s  in  the  morning, 
or  at  least  before  noon,  and  but  seldom  later  in  the  day.  This  cold  stage  varies 
greatly  in  length,  usually  lasting  an  houi-  or  two. 

The  chilliness  is  followed  by  the  hot  stage.  The  sldn  grows  burning  hot,  the  face 
flushes  the  pulse,  which  was  before  small,  becomes  full,  and  the  action  of  the  heart 
is  excited.  At  first  the  temperature  continues  to  increase,  and  reaches  in  this  stage 
its  maximum  for  the  attack.  It  is  exceptional  for  it  to  i-emaiu  under  104°  (40°  0.), 
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and  by  no  means  rare  for  it  to  touch  106°,  or  even  107°  (41°-41‘5°  C.).  This  staf?e 
almost  always  lasts  longer  than  the  preceding,  generally  about  three  to  five  hours. 
The  temperature  may  begin  to  fall  as  early  as  the  latter  part  of  the  hot  stage,  but 
may  persist  till  the  beginning  of  the  third  stage. 

in  this,  sweating,  stage  the  skin  grows  moist,  and  there  is  soon  a profuse  gen- 
eral pei-spiration.  The  patient  begins  to  feel  much  better.  In  a few  hours  the 
temperature  usually  becomes  normal,  and,  after  lasting  in  all  about  eight  to  twelve 
liours,  the  attack  is  over.  It  may  be  shorter  or  rarely  longer.  Usually,  however, 
the  temperature  keeps  on  sinking  slowly,  so  as  to  be  still  subnormal  eveii  on  the 
next  morning,  perhaps  not  above  97°  (36°  C.). 

There  are  certain  peculiarities  in  the  temperature-curve  which  we  have  our- 
selves observed.  The  elevation  of  temperature  is  almost  invariably  more  rapid 
than  its  decline.  The  rise  is  most  rapid  during  the  first  houi's  of  the  cold  stage, 
and  slower  during  the  fii’st  portion  of  the  hot  stage.  The  ascent  is  but  very  sel- 
dom interrupted.  During  the  hot  stage,  when  the  fever  is  highest,  in  the  neigh- 
borhood of  106°  F.  (41°  C.),  there  are  not  infx’equently  two  little  summits  to  the 
fever-cm've,  if  the  temperatm-e  be  taken  at  short  intervals.  But  the  temperature 
may  for  hours  remain  the  same.  The  temperature  generally  begins  to  fall  some 
little  time  before  the  perspiration  is  evident.  The  decline  is  slow.  It  may  be  per- 
fectly continuous,  or  it  may  be  interrupted  by  fresh  elevations,  which  are  some- 
times slight  and  sometimes  considerable.  Lx  many  cases  the  descent  is  by  steps, 
the  tempex’ature  remaining  the  same  for  half  an  hoxxr  on  an  hour,  axxd  then 
abrxxptly  falliixg  a couple  of  degx’ees  and  x’emaiuing  for  a time  at  this  new  level. 

The  chief  charactei'istic  is  not,  howevei’,  the  nature  of  the  siixgle  attacks,  but 
the  peculiar  manner  of  their  i-epetition.  If  the  case  is  not  under  treatment,  the 
single  attacks  keep  recxxrring  for  a time,  either  daily,  as  in  the  quotidiaxx  variety, 
or  every  second  day.  This  latter  type  of  tertian  intei’mittent  fever  (cf.  Figs.  10 
and  11)  is  probably  the  most  fx’equexit.  There  may  exceptioxxally  be  still  longer 


Fio.  10.— Quotidian  Intermit- 
tent fever. 


Fio.  11. — Tertian  intermittent  fever. 


[C'liinin  1!'0  = Quinine,  30  grains.] 


afebrile  intervals.  Tims  we  have  quartans,  quintans,  etc.  If  there  are  two  at- 
tacks ill  one  day,  a rare  event  among  ns,  we  have  a double  quotidian.  If  there  is 
a violent  attack  every  second  day,  and  on  the  intervening  days  there  are  milder 
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attacks,  it  is  a case  of  double  tertian.  Very  often  the  attacks  do  not  recur  at  just 
the  same  time  of  day,  but  a few  hours  earlier  each  time.  Less  frequently  they 
are  later.  This  peculiarity  is  expressed  by  the  term  “ anticipating”  or  “retard- 
ing,” as  the  case  may  be— e.  g.,  a retarding  tertian  ague.  In  cases  of  long  stand- 
ing, the  paroxysms  may  finally  lose  all  regularity,  so  that  the  fever  is  described  as 
“ erratic.” 

Next  to  the  febiale  attacks,  the  swelling  of  the  spleen  is  the  most  constant  and 
important  symi)tom.  It  is  usually  considerable  and  capable  of  demonstration  by 
percussion  and  palpation.  At  first  the  tumor  increases  with  every  fresh  attack, 
and  diminishes  but  little  during  the  intervals.  After  the  patient  is  freed  from  his 
attacks  of  fever  the  spleen  may  continue  enlarged  for  some  time.  It  is  tender  on 
pressure.  The  liver  may  likewise  be  swollen,  but  this  is  less  constant  and  also 
less  important. 

Certain  changes  in  the  skin  are  very  characteristic,  chief  among  which  is  a 
peculiar  yellowish-brown  discoloration.  This  is  due  to  an  abnormal  deposition  of 
pigment  in  the  skin.  Herpes  on  the  lips  or  nose  is  seen  very  frequently  dm’ing 
the  attacks.  We  have  seen  one  case  of  herpes  on  tlie  cornea.  Mention  has  also 
been  made  of  urticaria,  purpura,  and  other  eruptions. 

Other  internal  organs  than  those  already  spoken  of  are  rarely  much  disturbed. 
One  symptom  should  be  mentioned,  which  we  have  ourselves  seen  several  times,  viz., 
a quite  marked  acute  dilatation  of  the  heart  during  the  attack.  There  were  no  bad 
results,  and  the  normal  condition  was  soon  re-established.  We  may  hear  during 
the  attack  functional  cardiac  murmurs  of  a blowing  character.  Thoracic  exam- 
ination, particularly  if  made  during  the  attack,  may  afford  the  signs  of  a dry 
bronchitis.  Sometimes  there  is  considerable  diarrhoea,  or  other  evidence  of  intes- 
tinal derangement.  Catarrhal  jaundice  is  confined  to  the  severer  cases.  Some- 
times the  urine  has  a moderate  amount  of  albumen.  Genuine  nephritis  is  met 
with  only  in  the  graver  varieties  of  the  disease.  The  increased  excretion  of  urea 
on  the  days  of  the  fever  results,  as  in  any  fever,  from  the  increased  destruction  of 
albumen.  Severe  pain  in  the  cervical  and  upper  dorsal  vertebrae  is  regarded  as 
characteristic  of  intermittent. 

Besides  the  typical  attacks,  rudimenhiry  and  modified  ones  are  not  rare,  in 
which  the  separate  stages  are  ill  defined,  or  in  part  wanting.  We  are  most  apt  to 
see  this  in  cases  which  have  been  already  treated  with  quinine.  Children  do  not 
have  a true  rigor.  They  mei’ely  become  jiale  or  livid.  They  may  present  marked 
nervous  symptoms. 

2.  Pernicious  Intermittent  Fever— This  dangerous  form  occurs  only  in  the 
true  malarial  districts,  and  is  often  preceded  by  a few  attacks  of  a milder  charac- 
ter. Then  appear,  in  addition  to  the  more  or  less  perfectly  marked  stages  of  the 
febrile  attack,  other  graver  symptoms  which  not  infrequently  end  in  death.  Severe 
nervous  symptoms  are  most  frequent.  There  may  be  unconsciousness,  coma, 
delirium,  or  epileptiform  or  tetanic  convulsions.  None  of  these  symptoms  persist 
longer,  as  a rule,  than  does  the  common  sort  of  an  attack,  and  in  a favorable  case 
vanish  completely  when  the  sweating,  which  is  usually  profuse,  begins.  The 
great  danger  comes  from  the  recurrence  of  the  attacks.  A .second  form  of  perni- 
cious intermittent  fever  causes  violent  gastro-intestiual  symptoms,  which  may 
almost  exactly  imitate  the  algid  stage  of  cholera,  with  vomiting,  diarrhoea,  and  col 
lapse;  or  there  may  be  severe  cardialgia,  dysentery,  and  the  like.  In  the  so-called 
pernicious  intermittent  with  jaundice,  intense  jaundice  appears  during  the  attack, 
with  vomiting  and  diarrhoea,  and  sometimes  the  gravest  nervous  symptoms. 
There  are  certain  very  peculiar  forms,  in  which  local  diseases,  such  as  pleurisy  or 
pneumonia,  can  be  demonstrated  during  every  attack,  but  vanish  wholly  or  in 
part  when  the  temperature  declines,  only  to  appear  again  during  the  next  attack. 
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[The  pernicious  form  occurs  in  isolated  cases  wherever  the  ordinary  variety  of 
the  disease  prevails,  but  is  much  more  common  in  the  Southern  and  Western 
States,  and  there  varies  in  frequency  in  ditferent  years.  Periodicity  in  the  attack 
is  not  always  observed.  The  pernicious  character  is  not  always  manifested  in  the 
first  attack,  one  or  more  mild  paroxysms  being  often  precedent.  In  this  country 
the  algid  form  of  pernicious  periodic  fever  is  often  called  “ congestive  chills,”  and 
this  form  is  more  common  than  the  comatose  or  another  form  not  mentioned 
by  the  authoi — the  haemorrhagic.  In  the  latter  the  blood  escapes  from  the  kidneys, 
and  less  constantly  from  the  mucous  membrane.  During  the  late  civil  war  the 
mortality  in  the  white  soldiers  of  the  United  States  army  from  pernicious  malarial 
fever  was  23’9i  per  cent.] 

3.  Eemittent  and  Continuous  Forms  of  Malarial  Fever. — These  are  generally 
severe,  and  are  seen,  like  the  preceding,  only  in  the  worst  haunts  of  malaria.  The 
proof  that  they  have  the  same  aetiology  as  intermittent  fever  lies  in  the  fact  that 
they  are  sometimes  developed  out  of  the  milder  forms;  but  it  is  to  be  noticed  that 
many  types  of  disease  which  physicians  in  the  tropics  describe  as  malai’ial  affec- 
tions have  not  yet  been  pi’oved  to  our  satisfaction  to  have  an  actual  identity  of 
origin  with  the  common  intermittent  fever.  The  symptoms  of  this  variety  are 
likewise  those  of  a severe  constitutional  infection.  Gastro-intestinal  symptoms 
may  predominate;  or  there  may  be  such  grave  nervous  symptoms  as  coma,  delir- 
ium, and  convulsions;  or  thei’e  may  be  jaundice,  hsematuria,  and  even  a general 
hEemori’hagic  diathesis ; or  various  local  disorders  may  exist,  such  as  pneumonia, 
nephritis,  and  hepatic  and  splenic  abscesses.  The  fever  is  high,  but  without  any 
sort  of  regular  intermissions,  maintaining ^ for  one  or  two  weeks  a remittent  or  a 
tolerably  continuous  type.  Milder  forms  may  end  in  recovery  after  eight  to  four- 
teen days,  but  often  death  ensues  at  this  time,  or  even  earlier. 

[The  remittent  form  apparently  shows  a greater  intensity  of  the  poison  or  a 
greater  susceptibility  of  the  individual.  In  the  United  States  army,  from  1861  to 
1866,  its  mortality  was  twelve  times  as  great  as  that  from  the  intermittent  form.] 

4.  Chronic  Malarial  Cachexia. — This  occurs  in  the  true  malarial  regions,  and 
affects  not  only  people  who  have  had  frequent  attacks  of  pronounced  intermittent 
or  remittent  fever,  but  also  those  who  have  never  had  acute  attacks.  The  condi- 
tion is  chronic.  It  may  exhibit  a genuine  intermittent  character.  The  patient 
usually  has  a decidedly  yellowish,  malarial  complexion,  and  almost  always  the 
spleen  is  evidently  enlarged.  There  are  no  regular  febrile  attacks,  but  merely 
symptoms  of  general  debility,  anorexia,  tendency  to  diari’hoea,  or,  more  I’arely, 
constipation,  vertigo,  wakefulness,  frequent  perspiration,  pains  in  the  muscles  and 
joints,  dyspnoea,  and  palpitation.  There  may  be  such  nervous  symj)toms  as  trem- 
bling, paralysis,  and  mental  disturbance;  or  we  may  see  intestinal  symptoms  and 
jaundice.  Dropsy  occurs ; also  epistaxis,  cutaneous  ecchymoses,  and  other  signs 
of  a scorbutic  condition.  The  spleen  and  liver  gradually  become  greatly  hyper- 
trophied and  melanotic.  At  the  same  time  there  may  be  an  irregular  fever, 
approaching  either  an  intermittent  or  a remittent  in  type.  Finally,  secondary 
diseases  are  possible — e.  g.,  tuberculosis,  amyloid,  or  dysentery — and  these  may 
prove  the  immediate  cause  of  death.  The  milder  forms  may  be  cured,  but  seldom 
unless  the  patient  aband<ms  for  ever  the  malarial  district. 

.6.  Masked  Intermittent. — This  is  the  designation  of  c.ases  where,  although 
there  is  no  fever,  certain  other  disturbances  arise  in  regular  ijitermittent  attacks. 
Chief  among  these  is  neuralgia.  Its  favorite  scat  is  the  su])ra-orbital  branch  of 
the  trigeminus.  It  may  occur  in  the  other  branches  of  (he  same  nerve,  or  in  the 
sciatic,  the  anterior  crural,  the  nei'vcs  of  the  brachial  ])lexus,  and  elsewhere.  Car- 
dialgia  and  enteralgia  may  occur  in  the  same  way.  These  attacks  last  from  thirty 
minutes  to  several  hours,  and  are  frequently  associated  with  all  sorts  of  constitu- 
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lional  symptoms,  but,  as  we  have  said,  are  afebrile.  There  may  be  a splenic  tumor, 
which  aids  diagnosis ; but  this  sign  may  be  wanting. 

Numerous  other  intermittent  disorders  besides  neuralgia  have  been  described 
as  masked  intermittent.  The  list  includes  anaesthesia,  convulsions,  and  paralysis; 
also  intermittent  haemorrhage,  oedema,  cutaneous  affections,  and  intestinal  symp- 
toms. We  must  add,  however,  that  those  who  have  described  diseases  of  this  sort, 
some  of  which  seem  strange  enough,  have  not  always  been  as  critical  as  they 
ought,  and  have  omitted  to  prove  satisfactorily  that  such  cases  should  be  refei-red 
to  malarial  i^oisoning. 

Diagnosis. — It  is  often  very  difficult  to  diagnosticate  a case  of  intermittent  fever 
at  the  first  visit,  particularly  in  a place  where  malarial  poisoning  is  infrequent. 
The  history  of  the  case  is  by  no  means  always  enough  to  i>ut  one  on  the  right 
track ; and  a single  examination  of  the  patient  may  prove  equally  negative  in  its 
practical  results,  whether  it  is  made  during  the  febrile  stage  or  in  the  interval. 
Continued  observation,  however,  will  almost  always  disclose  the  regularity  of  the 
febrile  attacks,  the  splenic  tumor,  the  characteristic  complexion,  and  the  herpes; 
and  our  diagnosis  becomes  evident.  Still  it  is  not  very  exceptional  for  an  intei’- 
mitting  fever  to  be  taken  at  first  for  an  intermittent  malarial  one.  while  event- 
ually some  quite  different  disease  is  found  to  produce  the  symptom.  Pyaemia 
may  give  rise  to  mistakes  of  this  kind ; also  purulent  phlebitis,  acute  ulcerative 
endocarditis,  and  even  tuberculosis.  We  should  be  very  cautious  in  making  a 
hasty  diagnosis  of  “ irregular  intermittent  fever.  ” Our  own  experience  has  taught 
us  that  almost  invariably  the  case  tui-ns  out  to  be  something  else.  Where  there  is 
doubt  we  may,  in  addition  to  a careful  consideration  of  all  the  symptoms  and  a 
thorough  physical  examination,  be  aided  by  the  therapeutic  action  of  quinine 
{vide  infra).  If  a high  fever  of  intermitting  type  is  affected  by  large  doses  of 
quinine  but  temporarily  if  at  all,  then  a diagnosis  of  malarial  intermittent  fever  is 
rendered  doubtful. 

Treatment. — Malarial  poisoning  is  one  of  the  few  diseases  upon  which  Ave  can 
make  a direct  attack  with  assured  success.  In  quinine  we  possess  a remedy  which 
probably  acts  upon  the  very  cause  of  the  disease,  and  the  therapeutic  efficiency  of 
which  is  undisputed.  Quinine  is  therefore  the  sovereign  remedy  in  all  fonns  of 
malarial  ijoisoning,  and  is  often  the  only  ch’ug  employed.  In  the  mild  cases, 
which  are  the  only  kind  that  occur  among  us,  we  do  not  usually  give  the  remedy 
upon  the  instant  that  the  patient  comes  under  treatment.  It  is  best  to  wait  for 
one  or  two  attacks,  partly  to  make  sure  of  our  diagnosis,  and  partly  to  learn  what 
the  type  of  the  fever  is,  whether  quotidion,  tertian,  anticipating,  or  recurring  at  the 
same  hour.  And  in  most  cases  this  delay  wox’ks  no  harm  to  the  patient.  Dm-- 
ing  the  attack  itself  there  is  seldom  any  use  in  special  treatment.  Of  course, 
the  patient  mxxst  stay  in  bed  and  be  kept  AA’^arm  during  the  cold  stage,  and  have 
lighter  coverings  during  the  hot  stage.  During  the  afebrile  interval  the  ixatient 
may  be  up  if  he  feels  sti’ong  enough  and  is  careful.  Quinine  is  given  about  five 
or  six  hours  before  the  next  attack  is  due.  It  is  best  to  administer  one  large 
dose  of  twenty  to  thirty  grains  (l’5-2  grin.),  either  in  solution  or  in  capsules  of 
seven  grains  (0'50  grm.)  each.  If  the  quinine  be  given  in  powder  or  cajisules,  it 
is  a good  way  to  folloAV  it  with  a feAV  drops  of  muriatic  acid,  to  promote  its  solu- 
tion in  the  stomach.  Often  one  large  dose  prevents  the  next  attack.  In  other 
cases  it  does  occur,  but  with  less  subjective  disturbance,  no  chill,  and  more 
moderate  fever.  We  must  then  give  another  large  dose  before  the  second  at- 
tack is  expected.  If  the  attack  does  not  take  place,  then  we  may  give  for  several 
days  quinine  to  the  amount  of  eight  grains  (0 ‘5  grm.)  per  dfeia.  After  all,  re- 
lapses are  possible,  even  at  the  end  of  several  weeks ; but  they  yield  readily  to 
quinine. 
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Juclo-ing  from  our  own  experience,  conchinine  is  tlie  only  one  of  the  other  prep- 
arations of  cinchona  which  is  as  efficient  as  quinine.  It  costs  only  half  as  much, 
and  is  prescribed  hi  just  the  same  way.  A disadvantage  is  that  it  is  more  apt  than 
quinine  to  excite  vomiting.  All  the  other  preparations  of  Peruvian  bark,  such  as 
chinoidine  and  cinchonine,  are  much  more  uncertain  in  their  action. 

In  the  treatment  of  pernicious  intermittent  fever,  of  the  masked  forms,  of  the 
remittent  and  continued  fevers,  and  of  malarial  cachexia,  the  chief  remedy  is  like- 
wise quinine,  given  in  sufficient  doses.  Baccelli  has  shown  that  sometimes  in 
pernicious  fever  the  direct  injection  of  quinine  into  a vein  may  save  life.  In  all 
cases  of  considerable  duration  it  is  also  of  the  greatest  importance  to  remove  the 
patient  from  the  malarial  region,  if  it  can  possibly  be  done.  This  often  proves  to 
be  the  only  way  to  avoid  relapses  and  attain  a perfect  cure. 

In  cases  of  longer  standing,  quinine  sometimes  loses  its  power.  Then  we  resort 
to  arsenic.  It  is  frequently  employed  in  malarial  cachexia  and  in  intermittent 
neuralgia,  either  alone  or  combined  with  iron.  We  give  gtt.  v to  viij  of  Powder’s 
solution  two  or  three  limes  a day  in  water.  It  is  still  better  to  give  pills  of  ai’seni- 
ous  acid  containing  gr.  jo-gV  (0 ’002-0 '003)  and  gradually  increasing  to  a daily 
dose  of  gr.  (0 ’010-0 ’012).  It  maybe  added  that  arsenic  is  also  said  to  have 
a prophylactic  virtue : a long-continued  use  of  it  is  stated  to  render  a person  proof 
against  malarial  poisoning.  It  may  also  be  mentioned  that  a favorite  remedy  for 
chronic  malarial  cachexia  among  the  Italian  peasants  is  a decoction  of  lemons.  It 
is  even  highly  praised  by  local  physicians.  A finely  sliced  lemon  is  put  with  three 
glassfuls  of  water  and  boiled  down  to  one  glassful.  We  will  not  speak  of  the 
numerous  other  remedies  recommended,  such  as  eucalyptus,  piperiue,  pilocarpine, 
berberine,  and  many  others,  for  they  can  be  entirely  dispensed  with. 

The  management  of  the  severe  varieties  of  malarial  disease  involves  sympto- 
matic treatment  as  well  as  the  administration  of  quinine.  We  can  not  enter  into 
the  particulars.  In  combating  the  grave,  nervous,  intestinal,  pulmonary,  and  renal 
symptoms,  the  dropsy  and  the  anaemia,  the  physician  must  conform  to  the  general 
rules  of  treatment. 

[There  is  nothing  to  be  gained  by  allowing  a patient  to  have  an  unnecessary 
chill.  If  there  is  a reasonable  probability  that  his  paroxysms  are  due  to  malaria, 
a pronqk  effort  should  be  made  to  cut  them  short.  Four  hours  is  the  shortest 
time  that  it  is  safe  to  allow  for  quinine  by  the  stomach  with  probability  that  the 
expected  chill  will  be  prevented.  The  drug  acts  much  more  promptly  when 
given  hypodermically.  The  hydrobromate  is  preferred  by  some  to  the  sulphate 
for  subcutaneous  use  on  account  of  the  necessity  of  rising  acid  to  dissolve  the 
latter,  and  the  consequent  risk  of  abscess.  Such  a risk  should  have  no  weight  if 
the  physician  has  any  suspicion  that  he  has  to  deal  with  the  pernicious  form  of 
the  disease.  If  the  stomach  is  irritable,  the  remedy  can  be  given  by  enema. 
Quinine  can  also  be  given  by  suppository,  though  it  may  thus  produce  some  irri- 
tability of  the  rectum.  But  the  impossibility  of  disguising  the  bitter  taste  of  the 
remedy  or  of  making  children  swallow'  capsules  renders  this  a valuable  means  of 
treatment  sometimes  in  infants  and  young  childi’eii. 

Warburg’s  tincture  is  an  antijDcriodic  which  docs  good  service  in  cases  which 
do  not  yield  to  the  ordinaiy  methods  of  treatment. 

The  hypodei’mic  iiijection  of  pilocarpine  is  reported  to  abort  an  impending 
chill. 

Some  prefer  divided  and  smaller  to  the  single  and  largo  dose  of  quinine  or  one 
of  its  substitutes,  a difference  of  view  which  is  of  minor  importance. 

In  the  rernitteut  forms  boldness  in  the  use  of  quinine  is  required.  Ciuchonism 
should  be  induced  as  jtromptly  as  may  be,  and  maintained  to  a mild  degree  for 
several  days;  the  quantity  of  the  drug  can  then  be  gradually  diminished. 
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The  treatment  of  the  pernicious  forms  of  periodic  fever  presents  itself  under 
three  main  heads : 

1.  The  ijrevention  of  pernicious  paroxysms. 

2.  The  treatment  of  the  paroxysm  when  present. 

3.  The  j)revention  of  a recurrence. 

1.  We  have  seen  that  very  frequently  the  pernicious  character  is  manifested 
after  the  occurrence  of  one  or  more  mild  attacks ; consequently,  in  localities  and 
seasons  marked  by  the  occurrence  of  grave  cases  it  is  an  imperative  duty  to  treat 
every  mild  case  promptly  and  energetically,  a course  which  imquestionably  saves 
many  a life. 

2.  The  management  of  the  paroxysm  differs  according  to  the  form  which  it 
assumes ; in  other  words,  is  largely  symptomatic.  Remiss  (Pepper’s  ‘‘  System  of 
Medicine  ”)  says : “ The  cure  of  a congestive  chill  is  one  of  the  most  cUfRcult  prob- 
lems the  physician  can  possibly  encounter.”  Heat  externally,  opium  and  chloro- 
form by  the  mouth,  and  morphine  and  atx'opine  subcutaneously,  nutrition  by  the 
stomach  or  rectum,  according  to  circumstances,  and  alcoholics  if  the  action  of  the 
heart  is  feeble,  are  the  measures  of  widest  application. 

Whatever  the  type  of  the  attack,  a weak  heart  calls  for  alcoholic  stimulation. 
Cinchonism  is  always  to  be  induced  as  rapidly  as  possible. 

In  the  comatose  form  it  is  to  be  remembered  that  the  cerebral  and  other  nervous 
symptoms  are  not  due  to  congestion,  but  probably  to  a combination  of  the  malarial 
and  secondary  blood-poisons.  To  quote  Remiss  again : “ Efforts  to  nourish  the 
patient  must  never  be  relaxed.  One  must  see  many  of  these  cases  befox’e  he  can 
realize  how  often  they  recover  from  conditions  apparently  hopeless  when  promptly 
treated  and  properly  nourished.” 

The  haemorrhagic  form,  like  the  others,  demands  cinchonism  and  careful  nutri- 
tion, but  also  haemostatics.  Purgative  doses  of  calomel  are  indicated  in  some  cases 
of  each  form,  but  should  not  be  given  in  a routine  manner. 

3.  Prompt  cinchonism  is  the  chief  means  of  attaining  the  third  aim  of  treat- 
ment. Removal  to  a healthy  locality  should  be  secured  if  possible,  and  the  general 
condition  of  the  patient  requires  careful  attention. 

It  remains  to  add  that  those  going  to  a malarial  region  can  often  avoid  con- 
tracting the  disease  by  taking  advice  of  a local  physician  as  to  hygienic  precau- 
tions, and  by  moderate  divided  doses  of  quinine.] 


CHAPTER  XV. 

TYPHO-MALARIAL  FEVER. 

[This  is  not  a distinct  disease,  but  expresses  a combination  in  the  same  indi- 
vidual at  the  same  time  of  the  effects  of  the  special  poison  causative  of  each  affec- 
tion. Typhoid  being  a continued  fever,  its  complication  with  malaria  results  in  a 
pyrexia  of  a remittent  type.  Typho-malarial  fever  occurs  in  malarial  regions, 
especially  in  the  Southern  States,  aud  may  be  seen  in  non-malarial  regions  in  the 
persons  of  those  in  whom  malaria,  contracted  elsewhere,  is  in  a more  or  less 
active  state. 

The  chax’acterLstic  symptoms  of  the  two  diseases  are  intermingled,  those  of 
typhoid,  the  graver  disease,  usually  predominating.  The  history  of  the  case 
and  careful  observation  of  the  symptoms  will  generally  clear  up  any  doubts 
felt  as  to  the  diagnosis  in  the  early  stages.  It  would  naturally  be  supposed  that 
the  combined  affections  must  produce  an  illness  more  severe  in  character  and 
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more  unfavorable  as  regards  prognosis  than  belongs  to  simple  typhoid.  Such 
does  not,  however,  seem  to  be  the  case.  Woodward’s  statistics  show  that  the 
mortality  of  uncomplicated  typhoid  was  far  greater  among  the  white  and  col- 
ored troops  alike  during  our  late  civil  war  than  was  the  mortality  of  typho-mala- 
rial  fever.  - 

The  treatment  as  regards  the  typhoid  fever  differs  in  no  way  from  that  suitable 
for  cases  of  the  ordinary  affection;  the  periodic  element  demands  the  manage- 
ment appropriate  to  simple  intermittent  or  remittent  fever.] 


CHAPTEE  XVI. 

DENGUE. 

[This  affection  has  never  appeared  in  Germany,  and  hence,  doubtless,  was 
omitted  by  the  author.  The  name  “ dengue  ” is  supposed  to  be  a Spanish  corrup- 
tion of  dandy,  the  term  dandy  fever  having  been  applied  to  the  disease  by  the 
West  India  negroes  on  account  of  the  stiff  carriage  of  those  affected  by  it.  An- 
other name  is  “break-bone  fever.” 

The  disease  generally  appears  in  epidemics,  and  is  almost  exclusively  confined 
to  tropical  and  semi-tropical  countries.  In  1780  an  epidemic  supposed  to  be 
dengue  prevailed  in  Philadelphia,  and  outbreaks  have  occured  repeatedly  in  the 
Southern  States  during  this  century.  In  1880  Charleston,  Savannah,  New 
Orleans,  and  other  Southern  cities  were  visited  by  it.  There  are  those  who  main- 
tain that  dengue  and  epidemic  influenza  are  identical,  a view  which  the  facts  do 
not  seem  to  the  editor  to  hear  out. 

^Etiology. — As  to  the  causation  but  little  is  known.  Those  who  have  had 
opportunities  of  studying  the  disease  consider  it  both  contagious  and  infectious, 
and  the  inference  that  it  depends  on  a specific  germ  is  readily  suggested.  It 
seems  to  prefer  Tow  lands  along  the  sea-shore,  and  to  be  uafluenced  by  meteoro- 
logical conditions  in  that  it  generally  prevails  during  the  summer  and  disappears 
as  cold  weather  comes  on.  Neither  age,  sex,  nor  condition  affords  any  ]3rotection 
from  the  disease;  it  was  thought  by  Dickson  that  one  attack  generally  confers  im- 
munity for  life. 

Pathology. — The  disease  is  so  rarely  fatal  that  few  opportunities  have  been 
afforded  for  its  post-mortem  study.  So  far  as  is  known,  it  has  no  peculiai'  lesions. 
Tlie  prominence  and  the  character  of  the  muscle  and  joint  pains  have  led  some 
observers  to  think  the  affection  related  in  some  way  to  rheumatism. 

Symptoms  and  Course. — The  onset  is  usually  sudden,  but  a pronounced  chill  is 
said  never  to  occur.  Pj’odromata  similar  to  those  of  other  infectious  diseases  are 
sometimes  observed,  but  the  first  symptom  is  very  often  pain  and  stiffness  in  the 
muscles  and  joints,  with  frequent  swelling  of  the  latter.  The  large  and  small 
joints  are  equallj'  affected,  and  the  pain  is  increased  by  motion.  With  tlie  pain 
there  is  a rise  in  temperature  and  in  the  frequency  of  the  pulse.  The  pain  is  apt 
to  increase  during  the  first  two  or  three  days  and  disappear  on  the  fiftli,  but  irregu- 
lar remissions  are  liable  to  occur.  As  the  thermometer  falls  tlie  pain  and  other 
symptoms  diminish,  but  reappear  in  full  force  with  any  subsequent  rise.  During 
the  later  days  of  the  disease  a skin  eruption  appears  on  the  iqipcr  part  of  the  body, 
and  in  severe  cases  becomes  general  in  about  two  days.  This  eruption  is  very 
variable  in  character;  it  may  api)ear  simply  as  an  erythema,  or  simulate  the  erup- 
tions of  scarlet  fever,  rubeola,  lichen,  or  urticaria  ; it  is  apt  to  be  associated  with 
wcll-inai‘ked  heat  and  itching  of  the  skin.  In  mild  cases  the  eruption  is  evanes- 
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ceiit  or  absent.  Swelling  of  tlie  lymijbatic  glands  is  not  uncommon ; in  severe 
cases  the  mucous  membrane  of  the  mouth,  throat,  and  nose  is  reddened,  and  hsem- 
oi  rhage  from  the  outlets  of  the  body  has  been  ob.served.  Pregnant  woman  are 
apt  to  miscarry.  Delirium  is  rare  in  adults,  but  common  in  children;  the  face  is 
generally  flushed,' and  the  eyes  are  injected;  the  tongue  becomes  increasingly 
coated  as  the  disease  progresses,  the  appetite  is  lost,  nausea  is  not  uncommon, 
vomiting  is  rare.  The  bowels  and  the  Iridneys  present  no  constant  or  distinctive 
symptoms. 

In  mild  cases  recovery  is  sometimes  rapid;  sometimes,  and  especially  after 
severe  cases,  convalescence  is  very  tedious,  the  muscular  and  articular  pain  and 
stiffness  passing  off  gradually,  and  the  glandular  swelling  lasting  for  weeks. 
Copious  skin  eruptions  are  followed  by  desquamation. 

Diagnosis  and  Prognosis. — As  to  diagnosis  there  can  seldom  be  any  difficulty 
during  the  prevalence  of  an  epidemic.  The  first  cases  are  the  only  ones  which  are 
liable  to  be  mistaken,  and  even  their  natm’e  can  not  remain  long  in  doubt.  The 
prognosis  is  uniformly  good. 

Treatment. — We  are  acquainted  with  no.  agent  capable  of  aborting  or  cutting 
short  the  disease;  nor  is  there  any  known  measure  of  prophylaxis  except  for  an 
individual  to  keep  away  from  those  places  in  whidi  the  affection  is  known  to  pre- 
vail. 

The  ti'eatment  of  the  attack  is  simply  sym2)tomatic ; notable  pain  calls  for 
oijium  in  some  form.  Quinine  has  not  seemed  to  be  of  service.  Debility  follow- 
ing the  attack  demands  suitable  alimentation  and  tonics.] 


CHAPTER  XVII. 

YELLOW  FEVER. 

[This  disease  is  not  a visitant  of  Germany,  but  its  consideration  can  not  be 
omitted  from  a text-book  on  the  practice  of  medicine  for  use  in  America.  In  the 
following  descrijition  the  aim  will  be  to  bring  out  the  more  important  features  of 
the  disease,  while  for  fuller  details  the  reader  is  referred  to  larger  works  and 
monograjihs. 

.etiology. — Yellow  fever  is  an  acute  infectious  disease,  confined  within  certain 
geogi’aijhical  limits,  and  occurring  chiefly  in  epidemics  of  greater  or  less  extent. 
In  certain  localities,  notably  Havana  and  New  Orleans,  a season  rarely  passes 
without  some  sporadic  cases.  The  influence  of  temperature  is  well  established; 
the  disease  jirevails,  namely,  during  the  summer  or  the  warm  season,  and  is 
abruptly  arrested  by  one  or  two  decided  frosts;  dampness  is  favorable  to  it.  That 
it  depends  ultimately  on  a S2>ecial  cause  and  does  not  originate  de  novo  are  undis- 
Ijuted  facts ; hut  we  still  remain  in  ignorance  as  to  the  jirecise  nature  of  this  s^jecial 
cause.  The  poison  ai>pears  to  be  more  active  at  night  than  during  the  day,  2>refers 
low-lying  districts,  and  in  them  hugs  the  ground  to  a certain  extent.  Bad  sanitary 
conditions  are  most  important  accessory  causes  of  the  disease,  fimnishing  the  soil 
for  the  multiplication  of  the  poison.  Thei’e  can  be  little  doubt  that,  under  the 
observance  of  strict  pereonal  and  public  cleanliness,  yellow  fever  visitations  might 
be  made  simply  a matter  of  history.  The  transmission  of  the  poison  probably 
takes  iilace  solely  through  the  atmospheric  air,  thus  finding  its  way  to  the  blood 
through  the  lungs;  conclusive  evidence  is  lacking  that  it  gains  entrance  to  the 
system  through  the  alimentary  canal.  While  the  air  is  the  medium  of  transmis- 
sion, the  distance  to  which  the  iioison  can  be  carried  by  the  ah*  alone  is  very  short; 
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it  can,  however,  be  transported  to  an  indefinite  distance  by  foinites,  especially  if  in- 
closed in  trunks,  packing-cases,  letters,  and  the  like.  Its  vitality  may  thus  be  main- 
tained for  veiy  long  periods.  It  is  a remarkable  fact  that  in  large  cities  the  infec- 
tion may  be  of  great  virulence,  but  confined  to  a limited  district  or  districts,  by 
carefully  shunning  which  unprotected  persons  ai*e  comparatively  safe.  An  in- 
fected area  is  apt  to  extend  itself,  but  the  progi’ess  is  slow,  and  is  interrupted  by 
streams  of  water,  high  walls,  or  simply  streets. 

That  the  disease  is  not,  strictly  speaking,  contagious  is  the  nearly  unanimous 
opinion  of  those  competent  to  form  one.  In  other  words,  the  poison  is  not  thrown 
off  in  a matured  state  from  the  body  of  an  individual  suffering  from  the  disease ; 
but,  after  being  so  thrown  off,  remains  in  the  atmosphere  or  lodges  on  solid  bodies, 
and  then  undergoes  changes  which  render  it  active  for  evil.  One  attack  of  the 
disease  renders  the  system  of  that  person  insusceptible  forever  after ; the  natives 
of  a yellow-fever  district  are  far  less  liable  to  contract  the  disease  than  are  those 
who  move  into  the  district  from  elsewhere ; until  these  have  passed  through  an 
attack  they  can  not  consider  themselves  as  acclimated.  The  negro  race  is  sus- 
ceptible to  the  disease,  though  in  a less  degree  than  the  whites,  and  in  the  colored 
the  affection  is  far  less  fatal.  Neither  age  nor  sex  has  any  special  bearing  on  sus- 
ceptibility. That  fear,  anxiety,  worry,  or  anything  which  tends  to  depress  the 
nervous  system  increases  the  individual  liability  is  liighly  probable.  The  stage 
of  incubation  is  very  variable,  ranging  from  one  day  to  three  weeks  or  even 
more. 

Pathological  Anatomy. — The  disease  involves  no  constant  and  peculiar  lesions. 
In  rapidly  fatal  cases,  congestion  and  often  haemorrhage  are  found,  especially  in 
the  nervous  system,  liver,  kidneys,  and  digestive  tract.  In  fatal  cases  of  longer 
duration  more  or  less  parenchymatous  degenei’ation  is  found.  A fatty  degenera- 
tion of  the  liver  is  quite  common,  and  imparts  a yellow  coloration  to  the  organ, 
giving  rise  to  the  terms  cafe  au  lait,  or  box-wood  liver.  Jaundice  of  the  skin  and 
tissues  generally  is  also  observable  after  death,  and  depends  upon  causes  in  no  way 
connected  with  mechanical  obstruction  to  the  flow  of  bile  into  the  intestine  during 
life.  Splenic  enlargement  is  conspicuous  by  its  absence. 

Course  and  Symptoms. — The  onset  of  the  disease  is  generally  sudden,  but  may 
be  preceded  for  si  few  days  by  malaise  and  other  signs  of  general  constitutional 
disturbance ; the  initial  chill  is  seldom  severe,  reaction  following  soon  and  the 
thermometer  rising  to  102°-105° ; hyperpyrexia  is  rare.  The  pulse-rate  does  not 
increase  proportionately  with  the  fever.  The  face  becomes  flushed  and  the  eyes 
injected  and  watery;  headache  and  pain  in  the  back  are  early  and  usually  very 
prominent  symptoms.  The  bowels  are  confined;  the  tongue  is  apt  to  be  clean  if 
it  was  so  before  the  disease  came  on ; the  stomach  is  usually  somewhat  irritable, 
and  there  may  be  vomiting ; moderate  epigastric  tenderness  is  common ; the  mind 
remains  clear,  as  a rule,  but  delirium  is  not  very  uncommon,  and  in  children  a 
convulsion  may  usher  in  the  attack  as  in  other  acute  infectious  diseases;  the  con- 
dition of  the  urine  is  at  first  not  remarkable,  but  albumen  may  soon  appear.  This 
hot  or  febrile  stage  may  last  from  twelve  hours  to  several  days.  The  pulse  gen- 
ally  declines  in  frequency  before  the  disease  has  reached  its  maximum.  As  the 
fever  disappears  the  other  symptoms  vanish  also,  and  the  second,  or  “ sfiige  of 
calm,”  begins.  From  this  j)oint  recovery  may  be  rapid  and  uninterrupted,  the 
whole  disea.se  consisting  of  but  a single  felirile  paroxysm  of  greater  or  less  inten- 
sity and  of  .short  duration. 

In  grave  cases,  and  gravity  is  often  foreshadowed  in  the  fir.st  stage  by  marked 
cajjillarj'  congestion  of  tlie  surface  of  the  body  irrespective  of  the  intensity  of  the 
other  symptoms,  and  after  a stage  of  calm  lasting  for  some  hours,  but  rarely  ex- 
ceeding twenty-four,  more  distinctive  .symptoms  aiipear.  The  pulse  is  very  com- 
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pressible,  the  surface  of  the  body  is  cool,  vomiting  occurs  or  becomes  more  promi- 
nent, and  bmmoiThage  is  now  apt  to  take  place.  The  escape  of  blood  into  the 
stomach,  its  retention  and  the  changes  which  it  there  undergoes,  and  its  subse- 
quent expulsion,  explain  the  dreaded  and  characteristic  symptom  known  as  “black 
vomit.”  Tarry  stools  sometimes  are  observed.  Haemorrhage  elsewhere  is  also 
common,  occurring  from  the  gums,  the  nose,  eyes,  uterus,  kidneys,  into  the  skin, 
etc.  Alhuminuria  with  casts  is  very  common.  Jaundice,  sometimes  of  a lemon- 
yeUow  hue,  comes  on,  and  is  rarely  lacking  in  severe  cases.  From  this  symptom 
the  name  of  the  disease  is  derived. 

In  cases  marked  by  more  or  less  complete  suppression  of  urine,  coma  and  con- 
vulsions, probably  largely  uraemic,  come  on.  Some  severe  cases  ai’e  of  the  “ walk- 
ing ” type,  the  patients  going  about  while  the  malady  is  far  advanced,  or  even  up 
to  the  time  of  death.  As  a rule,  however,  muscular  prostration  is  marked. 

If  the  disease  does  not  prove  fatal  in  this  third  stage,  convalescence  comes  on 
more  or  less  gradually,  and  is  followed  hy  complete  recovery ; relapses,  however, 
occasionally  occur. 

The  duration  of  the  affection  is  variable  but,  on  the  whole,  short,  usually  being 
less  than  a week. 

Diagnosis. — In  mild  cases  the  symptoms  are  not  distinctive,  and  the  diagnosis 
at  the  commencement  of  an  eijidemic  is  not  likely  to  be  reached  except  by  an 
experienced  observer,  and  even  by  him  more  or  less  conjecturally.  During  an 
epidemic  the  severe  lumbar  pain,  the  headache,  the  suffusion  of  the  eyes,  and  the 
moderate  gastric  irritability,  are  all-sufficient  for  diagnostic  purposes.  Severer 
cases  are,  also  marked  by  capillary  congestion  of  the  surface  of  the  body,  and  the 
third  stage  with  the  black  vomit,  hmmorrhage,  jaundice,  slow  pulse,  scanty  urine, 
and  prostration  is  characteristic.  Of  course,  all  the  above  syraiJtoms  are  not  pres- 
ent in  every  case.  The  only  disease  which  can  well  give  rise  to  confusion  is  remit- 
tent fever  with  jaundice.  This  affection  has  a different  temperature  curve,  is  not 
confined  to  the  yellow-fever  zone,  is  controlled  by  quinine,  and  is  not  accompanied 
hy  black  vomit. 

Prognosis. — This  vailes  in  any  given  locality  with  the  character  of  the  preva- 
lent epidemic.  The  death-rate  is  sometimes  very  high,  sometimes  moderate ; it  is 
greater  in  hospital  than  in  itrivate  practice. 

In  the  first  stage  of  the  disease  the  chief  element  in  the  formation  of  the  prog- 
nosis seems  to  be  the  presence  of  marked  and  general  capillaiy  congestion  of  the 
skin,  a symptom  which  foretells  a severe  attack.  The  absence  of  this  symptom  is 
rather  less  imi)ortant  than  its  presence.  Cases  may  turn  out  to  be  sevei’e  in  which 
it  is  lacking.  The  frequent  deceptiveness  of  the  stage  of  calm  is  to  be  remem- 
bered. 

Yellowness,  black  vomit,  and  sujjpression  of  urine  are  symptoms  denoting  the 
greatest  gravity,  but  do  not  justify  the  complete  abandonment  of  hope. 

Treatment. — There  are  no  means  in  our  power  of  aborting  the  disease.  Pre- 
vention is  to  he  attained  by  cleanliness  in  its  large  sense,  and  by  careful  quaran- 
tine agauist  things  rather  than  pereons.  Individuals  from  infected  localities  may 
safely  be  admitted  into  non-infected  localities,  provided  that  they  and  their  cloth- 
ing and  effects  are  thoroughly  disinfected.  Merchandise,  the  mails,  and  the  like, 
must  be  excluded  or  disinfected.  So  also  vessels  and  all  other  means  of  commu- 
nication. 

The  earlier  proper  treatment  can  be  instituted,  the  better.  Absolute  rest  and 
good  ventilation  are  the  first  requisites.  Emetics  and  cathartics  are  not  indicated 
by  the  disease  itself ; the  condition  of  the  stomach  and  bowels  should  be  inquired 
into,  and  indigestible  food  or  an  accumulation  of  fasces  should  be  removed  if 
present.  A hot  mustard  foot-bath  early  in  the  attack  is  useful.  For  the  lumbar 
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pains,  opium  or  morphine  are  indicated.  Sinapisms,  or  other  similar  external 
counter-irritants,  with  ice  internally,  and  hydrocyanic  acid  or  chloroform,  are 
serviceable  against  gastric  irritability.  High  fever  is  to  be  combated  by  cold 
spongings,  the  wet  pack,  and  the  cold  hath.  For  haemorrhage,  styptic  remedies 
may  be  used,  though  it  is  doubtful  whether,  when  given  internally,  they  are  really 
of  much  benefit.  Of  course,  no  medication  is  to  be  resorted  to  whicli  is  likely  to 
heighten  a tendency  to  emesis. 

Suppression  of  urine  is  to  be  met  by  dry  cups  to  the  loins,  diuretic  remedies 
internally  if  the  condition  of  the  stomach  allows,  or  the  hot-au-  bath.  The  results 
of  pilocarpine  are  disappointing  according  to  Bemiss,  who  states  that  he  has  seen 
good  effects  from  lai'ge  enemata  of  water,  preferably  cold,  if  there  be  notable  fever 
in  these  cases.  Prostration  is  an  indication  for  the  use  of  alcoholic  stunulants, 
among  which  iced  dry  champagne  ranks  high.  It  will  be  seen  that  the  treatment 
is  entirely  symptomatic.  The  disease  is  self-limited,  has  a short  course,  and  the 
patient  will  recover  if  he  can  be  kept  alive  until  the  poison  is  exhausted.  During 
the  attack  and  until  convalescence  is  thoroughly  established  the  management  of 
the  diet  is  all-important.  Small  quantities  of  the  most  easily  assimilable  food 
may  be  given  at  short  intervals  if  they  ai’e  tolerated  by  the  stomach ; if  not,  ali- 
mentation must  be  by  the  rectum,  and  the  lower  bowel  in  this  disease  is  generally 
in  a fair  condition  for  this  method  of  nutrition. 

Courage  and  hopefulness  on  the  part  of  the  i^hysician  may  do  much  good,  and 
the  services  of  a skillful  and  experienced  nurse  are  of  the  utmost  importance.  I 
am  told  that  in  New  Orleans,  and  perhaps  elsewhere,  it  is  customary,  for  those 
who  are  not  iDi’otected  and  can  afford  this  course,  to  secure  in  advance  a nuree  as 
soon  as  an  epidemic  breaks  out.  They  then  take  to  their  beds  at  the  fii’st  sign  of 
illness.] 


CHAPTER  XVHI. 

EPIDEMIC  CEREBRO-SPINAL  MENINGITIS. 

{Spotted  Fever.  Cereh'0-«pinal  Fever.) 

.ffitiology. — The  epidemic  form  of  cerebro-spinal  meningitis  has  been'  known 
only  since  the  beginning  of  this  centuiy.  The  first  epidemics  'were  observed  in 
southern  France  and  in  Geneva.  Smaller  ones  occurred  in  Germany  in  1822  and 
1853;  but  it  was  not  till  1863  that  the  disease  became  at  all  frequent  among  us. 
Since  that  date  there  have  been  more  or  less  extensive  epidemics  almost  every 
year.  The  southern  and  central  ijortions  of  Germany  are  particulaidy  liable  to 
them.  Sporadic  cases  may  occur  at  any  time. 

Most  of  the  epidemics  appear  in  the  winter  and  spring.  We  do  not  know  any 
particular  factors  which  promote  the  disease.  It  often  seems  to  be  decidedly 
endemic.  Barracks,  work-houses,  and  the  like  have  been  marked  by  tolerably 
extensive  eijidemics.  Whether  the  disease  can  be  carried  by  patients  to  places 
previou.sly  free  from  it  is  still  uncertain.  It  is  not  duectly  contagious.  Children 
and  young  adults  are  the  most  frequent  victims ; but  now  and  then  elderly  persons 
are  attacked.  Sex  can  not  be  shown  to  have  much  influence. 

That  the  disease  is  infectious  is  clearly  shown  not  only  by  its  epidemic  and  en- 
demic chai’acter,  but  by  its  whole  course.  The  peculiar  pathogenic  organisms 
and  the  manner  of  infection  have  not  yet,  howcvei’,  been  ascertained.  It  is  an 
interesting  fact  that  Frankel’s  pneumonia  bacilli  have  been  recently  several 
times  detected  in  the  purulent  exudation  upon  the  meninge.s,  .so  that  .some  investi- 
gators have  suggested  that  croupous  pneumonia  and  epidemic  meningitis  may 
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be  closely  related  from  an  cetiological  standpoint,  even  if  they  are  not  actually 
two  forms  of  a single  disease.  ‘ The  author  can  not  as  yet  wholly  accept  this 
view.  It  is  indeed  certain  that  the  pneumonia  bacilli  may  sometimes  secondarilv 
reach  the  meninges  and  here  excite  a purulent  suppuration  (“pneumatic  menin- 
gitis,” that  is,  metastatic  menmgitis  complicating  pneumonia);  nor  is  it  impos- 
sible that  the  pneumonia  bacilli  sometimes,  and  particularly  at  the  time  of  an  epi- 
demic of  pneumonia,  do  enter  directly  into  the  meninges  and  occasion  a menin- 
gitis ; but  for  the  genuine  epidemic  meningitis  we  must  seek  some  special  pathog- 
enic cause.  Otherwise  it  would  be  impossible  to  explain  why  the  same  germs 
should  sometimes  find  their  way  exclusively  into  the  lungs  and  at  other  times 
and  in  other  localities  invariably  into  the  cerebral  meninges. 

With  regard  to  the  gate  of  entrance  of  infection  in  primary  epidemic  menin- 
gitis, perhaps  the  specific  poison  may  enter  through  the  nostrils  and  the  cribriform 
plate  to  the  otherwise  so  well  protected  envelopes  of  the  central  nervous  system. 

[Sanitary  conditions  seem  to  play  a less  important  rdle  in  this  than  in  many 
other  infectious  diseases.  During  the  epidemic  which  visited  New  England  in 
1873  the  writer  was  interne  at  the  Massachusetts  General  Hospital,  and  there  saw 
a number  of  cases.  The  disease  was  also  prevalent  among  horses  at  the  same 
time,  and  it  is  curious  to  note  that  a like  association  of  the  affection  in  men  and 
animals  was  observed  in  Vermont  in  1811,  and  in  New  York  city  in  1871.  During 
the  year  1873,  216  deaths  were  returned  as  due  to  this  malady  in  the  city  of 
Boston.] 

Pathological  Anatomy. — The  autopsy  discloses  an  acute  purulent  cerebro- spinal 
leptomeningitis.  It  is  only  in  rapidly  fatal  cases  that  slight  and  incipient  lesions 
have  been  met  with.  As  a rule,  the  extent  and  intensity  of  the  objective  lesions 
correspond  to  the  severity  of  the  symptoms.  In  the  brain  the  purulent  inflamma- 
tion attacks  the  convexity  as  well  as  the  base.  It  is  usually  most  marked  along 
the  larger  blood-vessels  and  in  the  fissures  of  the  cortex.  Of  the  spinal  cord  the 
posterior  surface  suffers  most.  Frequently  the  lumbar  portion  is  more  affected 
than  the  parts  above.  It  is,  howevei’,  exceptional  for  the  disease  to  be  limited  to 
the  meninges  ; it  is  prone  to  extend  into  the  underlying  parenchyma.  The  micro- 
scope reveals  clumps  of  pus-corpuscles  about  the  blood-vessels,  where  they  pene- 
trate into  the  tissues,  and  not  infrequently  there  are  numei’ous  centers  of  genuine 
encephalitis.  These  latter  may  be  visible  to  the  naked  eye.  Exceptionally  there 
may  even  be  cerebral  abscesses  of  considerable  size.  The  vessels  are  distended 
with  blood,  clear  into  the  central  ganglia,  and  ecchymoses  are  frequent.  The 
cerebral  ventricles  are  usually  enlarged,  and  filled  with  a cloudy  serum,  or  even 
with  pus.  It  is  plain  that  these  lesions  of  the  cerebro-spinal  parenchyma  greatly 
modify  the  clinical  pictui-e,  and  that  they  must  frequently  have  more  to  do  with 
the  severity  of  the  symptoms  than  has  the  leptomeningitis  itself. 

Clinical  History.— Prod romata  are  relatively  rare,  and  if  present  they  are  not 
severe,  being  confined  to  general  malaise,  with  slight  headache,  and  pain  in  the 
limbs.  Usually  the  disease  begins  rather  suddenly;  there  is  intense  headache, 
often  mainly  felt  in  the  back  of  the  head,  pain  and  stiffness  in  the  back  of  the 
neck,  and  great  general  discomfort.  It  is  not  rare  for  vomiting  to  occur  at  first. 
Very  often  there  are  among  the  early  symptoms  such  important  mental  disturb- 
ances as  stupor  or  delirium.  There  is  usually  fever  from  the  first.  An  initial 
rigor  may  occur,  but  it  is  not  the  rule. 

The  intensity  of  these  fi7-st  symifioms  is  uncertain.  Subsequently  to  them 
the  course  of  the  disease  may  vai'y  greatly.  First  there  are  very  acute,  vio- 
lent forms,  termed  “explosive”  {meningitis  cerehro-spinalis  sidemns,  m6ningite 
foudroyante),  where  the  cerebral  symptoms  are  very  severe,  and  the  patient 
survives  only  a few  days  or  even  hours.  Again,  there  are  abortive  cases.  These 
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befrin  with  equally  threatening  symptoms,  but  after  a few  days  completely 
recover  with  remarkable  rapidity.  The  majority  of  cases  last  about  two  to 

"weeks.  In  severe  cases  death  may  come  as  early  as  the  fiist  week.  The 
disease  is  often  protracted  to  six  or  eight  weeks’  duration,  or  even  longer,  and 
may  end  in  death  after  all.  Cases  that  last  a good  while  sometimes  exhibit 
a remarkably  intermittent  character.  Finally,  the  number  of  mild  cases  is  not 
small  in  which  none  of  the  symptoms  are  very  pronounced,  and  recovery  is 
relatively  early. 

The  symptoms  of  the  disease  may  be  divided  into  (1)  the  severe  general  symp- 
toms, referable  to  the  brain  and  spinal  cord ; (2)  the  more  localized,  nervous  symp- 
toms ; and  -(3)  the  results  of  the  constitutional  infection,  including  fever  and  dis- 
eases localized  in  other  parts  of  the  body. 

1.  Among  the  less  definite  cerebral  symptoms  headache  is  important.  It  is 
usually  terribly  severe.  It  is  chiefly  occipital,  but  sometimes  is  frontal  or  tem- 
poral. Like  most  of  the  symptoms  of  meningitis,  the  headache  undergoes  very 
frequent  changes  in  intensity  during  the  course  of  the  disease.  For  a time  it  may 
remit,  only  to  recur  with  fresh  severity.  Marked  vertigo  and  a sense  of  fullness 
in  the  head  may  accompany  it. 

Tlie  pain  in  the  head  is  re-enforced  by  intense  pain  in  the  nape  of  the  neck  and 
back,  due  to  the  spinal  meningitis.  There  is  almost  always  considerable  tender- 
ness along  the  whole  spinal  column.  The  erector  spinae  is  contracted,  making 
the  back  straight  and  rigid,  or  even  producing  opisthotonos;  and  the  head  is 
bent  backward  by  the  reflex  contraction  of  the  muscles  in  the  back  of  the  neck. 

In  most  of  the  severe  cases  intelligence  is  blunted;  we  find  all  degrees  of  dis- 
turbance, from  slight  drowsiness  to  delirium  on  the  one  hand,  or  deep  coma  on  the 
other.  These  symptoms  likewise  may  undergo  frequent  variation  in  their  inten- 
sity. General  convulsions  occur  in  veiy  severe  cases  alone,  and  are  of  evil  omen. 

The  vomiting  is  also  to  be  regarded  as  of  cerebral  origin.  It  frequently  is  an 
early  symptom,  but  may  be  deferred. 

2.  Symptoms  referable  to  the  individual  cerebral  nerves  arc  manifold  and 
variable.  The  most  frequent  disturbances  are  in  the  nerves  that  supply  the  mo- 
tores  oculi.  They  include  strabismus ; nystagmus,  or  slow  movements  independ- 
ent of  volitioii;  unilateral  or  bilatei-al  ptosis;  slow  reaction  of  the  pupils,  or 
inequality  of  them,  or  myosis  or  mydriasis.  In  the  area  of  distiabution  of  the 
facial  there  is  often  a noticeable  contraction  of  the  muscles,  giving  the  face  a 
peculiar,  painfully  distorted  look.  Trismus,  or  tetanus  of  the  masseters,  is  rai’e,  and 
usually  a bad  sign. 

Disturbance  of  the  nerves  of  special  sense  is  frequent.  Deafness  may  be 
due  to  the  stupor,  but  is  often  the  result  of  an  extension  of  the  infiammation 
to  the  acoustic  nerve.  The  purulent  infiammation  may  be  propagated  as  far  as 
the  labyrinth,  or  even  into  the  middle  ear.  Tinnitus  aurium  is  also  frequent. 
Disturbances  of  vision  are  far  less  frequently  observed,  but  optic  neuritis  has 
been  repeatedly  found  by  the  ophthalmoscope.  Severe  purulent  irido-choroiditis 
has  been  also  observed.  It  is  probably  due  to  extension  of  the  inflammation 
along  the  sheath  of  the  optic  nerve.  Conjunctivitis  and  keratitis  sometimes  occur; 
but  they  are  probably  caused  by  external  injuries  rendered  possible  by  the  imper- 
fect closure  of  the  lids,  or  the  diminished  sensitiveness  of  the  parts.  We  have 
.several  times  found  the  sense  of  smell  diminished. 

Disturbances  in  the  .area  of  distribution  of  the  spinal  nerves  are,  on  the  whole, 
less  frequent.  The  only  one  of  value  in  diagnosis  is  the  cutaneous  hypcnnsthc.sia. 
It  is  apt  to  be  particularly  severe  in  the  cxti’cmities,  and  it  may  he  so  extreme  that 
the  light  touch  of  a finger  or  a needle  causes  great  ])ain.  Sometimes  there  is  a 
slight  twitching  in  the  muscles  of  the  extremities.  This  has,  how'cver,  no  special 
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significance.  There  is  often  rigidity  and  stiffness  of  the  muscles.  Kernig  has 
called  attention  to  the  frequent  appearance  of  flexure  contractions  in  the  legs, 
and-  sometimes  also  in  the  arms,  if  the  patients  are  caused  to  sit  up  or  if  the 
thigh  is  passively  bent  upon  the  trunk.  As  might  be  expected,  there  is  no 
invariable  rule  about  the  reflexes.  The  cutaneous  reflexes  are  usually  well 
marked,  and  the  tendon  reflexes  may  he;  but  in  some  cases  we  have  found  the 
tendon  reflexes  markedly  diminished  or  even  abolished.  Such  a condition  is 
probably  due  to  some  lesion  of  the  fibers  of  the  posterior  nerve-roots. 

All  of  the  nervous  symptoms  above  enumerated  result  from  one  of  two 
causes — either  the  roots  of  the  nerves  are  affected  by  the  purulent  exudation, 
or  the  inflammation  extends  inward  to  the  central  organs  themselves.  This 
extension  is  the  explanation  also  of  other  symptoms  sometimes  observed — viz., 
hemiplegia,  paraplegia,  partial  convulsions,  and  aphasia. 

3.  In  addition  to  all  these  nervous  disturbances,  we  see  also  symptoms  refer- 
able to  other  parts  of  the  body.  Of  this  class  there  is  one  cutaneous  affection  which 
is  a very  valuable  aid  to  diagnosis.  Herpes  labialis  or  herpes  facialis  is  apt  to 
appear  soon  after  the  beginnmg  of  the  meningitis.  It  is  seen  in  more  than  half 
the  cases,  and  as  frequently  in  severe  as  in  mild  attacks.  Other  eruptions  occur 
now  and  then — e.  g.,  roseola,  urticaria,  or  petechise.  Sometimes  they  are  so  sym- 
metrically distributed  upon  the  two  halves  of  the  bodj'^  as  to  suggest  the  idea  of  a 
nervous  origin. 

The  digestive  system  seldom  displays  severe  symptoms  beyond  the  vomiting 
already  mentioned.  Anorexia  and  constipation  are,  indeed,  usually  present,  as 
in  many  grave  diseases.  We  have  seen  mild  dysentery  a few  times.  Now  and 
then  a slight  jaundice  has  been  noticed.  The  spleen  is  often  somewhat  swollen, 
but  very  rarely  attains  great  size. 

Swelling  of  the  joints  has  been  observed  quite  often;  it  is  much  moi’e  frequent 
in  some  epidemics  than  in  others.  The  enlargement  jnay  be  an  early  or  a later 
symptom.  It  does  not  usually  prove  to  be  of  grave  omen. 

The  urinary  apparatus  is  seldom  affected.  The  urine  may  contain  some  albu- 
men and  a few  casts.  Polyuria  is  an  interesting  symptom,  probably  of  nervous 
origin.  It  is  more  apt  to  occur  in  the  latter  part  of  the  disease.  In  a number  of 
cases  sugar  has  been  found  in  the  urine.  Cystitis  is  a secondai’y  disorder  which 
is  not  very  rare,  particularly  in  severe  cases  where  the  catheter  has  been  used. 

Pulmonary  and  bronchial  symi^toms  are  likewise  secondary.  They  occur  very 
often  in  bad  cases.  It  is  evident  how  easily  the  stupor  of  the  patient  may  lead  to 
the  inhalation  of  solid  matter,  with  consequent  bronchitis  and  lobular  pneu- 
monia. 

Lesions  of  the  circulatory  system  are  rare.  Acute  endocarditis  has  been  ob- 
served only  a few  times.  The  pulse  is  usually  somewhat  accelerated,  seldom  ren- 
dered slower.  Very  frequently  the  pulse-rate  is  remarkably  variable,  undoubt- 
edly because  of  variation  in  the  supply  of  nervous  force.  Slight  iri’egularities  in 
the  pulse  are  also  common. 

4.  The  fever  in  epidemic  meningitis  conforms  to  no  single  type.  It  does  not 
correspond  at  all  to  the  severity  of  the  other  symptom*;  the  worst  cases  may  run 
their  course  with  little  or  no  fever.  In  most  cases  the  fever  has  irregular  remis- 
sions. It  seldom  exceeds  104°  (40°  C.).  Sometimes  the  fever  exhibits  a decidedly 
intermittent  character.  It  is  in  these  cases  particularly  that  we  And  the  variation 
in  the  intensity  of  all  the  symptoms  of  which  mention  has  been  made  repeatedly. 
The  variations  in  the  temperature  do  not,  however,  always  run  ]5arallel  with  the 
changes  in  the  other  symptoms.  In  mild  cases  the  fever  is  usually  moderate  and 
brief.  The  abortive  attacks  may  present  high  temperatures  at  first,  but  these 
quickly  abate.  In  case  of  a fatal  issue  there  is  sometimes  hyperpyrexia  before 
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death,  reaching  108°  to  100°  (42°-43°  C.).  In  the  severer  but  not  fatal  cases  the 
fever  declines  slowly  but  irregularly.  The  fever  may  be  over,  long  before  the 
other  symptoms  disappear. 

It  is  impossible  to  portray  all  the  forms,  symptoms,  and  courses  the  disease 
may  have.  The  chief  forms  have  been  already  mentioned;  but  in  reality  these 
are  only  types  which  run  into  one  another  without  sharply  defined  border-lines. 
It  is  in  itself  a characteristic  of  epidemic  meningitis  that  most  of  the  more  tedious 
cases  have  a variable,  uncertain  coui-se.  We  may  even  meet  with  a complete 
intermission  of  all  the  symptoms,  lasting  for  quite  a while,  so  that  the  return  of 
the  trouble  may  fairly  be  called  a relapse. 

Sequelae  are  not  rare  after  severe  cases.  Persistent  deafness  is  the  most  fre- 
quent. It  results  from  the  complications,  already  mentioned,  which  affect  the 
labyx-inth  and  the  middle  ear.  Little  children  may  become  deaf  and  dumb. 
Again,  vision  may  be  deranged,  because  of  retinitis,  atrophy  of  the  optic  nerve, 
or  corneal  opacities,  etc.  It  is  not  very  rare  for  meningitis  to  leave  grave  nerv- 
ous disorders  behind  it.  These  are  frequently  the  symptoms  of  a chronic  hydro- 
cephalus. We  may  observe  headache,  sudden  unconsciousness,  or  even  convul- 
sions, mental  impairment,  and  weakness  of  the  extremities.  Or  there  may  be 
localized  disturbances  due  to  permanent  injury  of  limited  portions  of  the  brain  or 
spinal  cord,  such  as  hemiplegia,  paraplegia,  and  aphasia.  From  many  of  these 
conditions  there  may  be  a gradual  recovery,  but  others  prove  incui’able. 

The  diagnosis  of  cerebro-spinal  meningitis  is  not  difficult  in  a well-developed 
case,  particulai’ly  if  the  prevalence  of  an  epidemic  puts  us  in  mind  of  the  disease. 
Diagnosis  is  more  difficult  in  sporadic  cases,  and  most  of  all  when  the  patient 
does  not  come  under  observation  till  he  is  very  ill  and  when  we  can  not  obtain  the 
previous  history.  Important  factors  are  the  abruj)t  onset,  the  speedy  appearance 
of  grave  cerebral  symptoms,  the  characteristic  headache  and  pain  in  the  back,  the 
stiffness  of  the  neck,  and  the  herpes  labialis. 

If  we  find  evident  symptoms  of  meningitis,  we  have  still  to  decide  whether  the 
case  is  one  of  primary  epidemic  disease,  or  secondary,  perhaps  due  to  extension 
from  some  other  part.  Bearing  this  last  possibility  in  mind,  we  should  examine 
the  ears  carefully;  for,  as  is  well  known,  chx’onic  otitis  media  may  set  up  a pvxru- 
lent  meningitis.  Again,  it  may  be  very  difficult  to  exclude  a tubercular  menin- 
gitis. Here  we  should  consider  other  conditions  that  might  render  tuberculosis 
probable,  such  as  the  general  condition  of  the  patient,  heredity,  previous  pleurisy, 
the  results  of  thoracic  examination,  or  scrofulous  disease  of  the  bones  ox’  joints. 
The  existence  of  herpes  points  toward  epidemic  meningitis,  for  it  is  exceptional 
in  the  other  forms  of  the  disease.  It  is  sometimes  difficult  to  distinguish  betweexi 
meningitis  and  severe  cases  of  other  acute  infectious  diseases — e.  g.,  typhoid 
fever  and  septic  diseases.  Here  we  must  weigh  all  the  circumstances  carefully. 

This  is  a good  ojxportunity  to  mention  the  secondary  meningitis  which  is 
said  to  occur  with  relative  frequency  just  at  the  time  of  an  epidemic.  The  com- 
bination of  croupous  pneumonia  (q.  v.)  with  purulent  meningitis  has  been 
repeatedly  obseiwed.  Still,  it  is  not  easy  to  determine  whether  the  cause  of  this  sec- 
ondary meningitis  is  actually  identical  with  that  of  the  epidemic  form  {ride 
supra).  In  other  acute  diseases,  like  typhoid  and  ai’ticular  rlieunialism,  when 
they  occur  at  the  time  of  an  epidemic,  the  ‘‘ tendency  to  meningitis  ” is  jxotent 
enough  to  make  meningeal  symptoms  more  frequent  than  usiuil.  It  lias  not  been 
clearly  demonstrated,  however,  that  this  fact  is  actually  due  to  the  epidemic  men- 
ingitis. 

The  prognosis  depends  chiefly  upon  the  severity  of  the  cerebral  .synqxtoms. 
Yet  we  should  be  guarded  in  our  xittei'ances,  even  when  the  case  seems  mild,  or 
has  apparently  made  the  first  steps  toward  convalescence.  The  disease  sometimes 
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changes  for  the  worse  at  a late  period.  In  general  the  mortality  is  about  thirty  to 
forty  per  cent.  Probably  this  estimate  does  not  take  into  account  many  vei-y 
mild  cases. 

Treatment  is  purely  symptomatic.  There  is  no  specific  for  meningitis.  A 
valuable  remedy  is  cold  applications.  Ice-bags  are  placed  upon  the  head,  and,  if 
possible,  along  the  spine.  There  are  long  and  narrow  rubber  ones  for  the  latter 
purpose.  These  applications  are  borne  Avell  by  most  patients  and  afford  decided 
relief.  The  local  abstraction  of  blood  has  also  an  undeniably  beneficial  influence, 
however  difficult  this  may  be  to  explain.  Leeches  are  put  behind  the  ears,  and 
cupping-glasses  on  the  back  of  the  neck  and  along  the  spine.  Mercui’ial  ointment 
is  often  rubbed  in,  not  only  locally  but  also  in  the  same  Avay  as  in  treating  syj)hi- 
lis.  Its  use  is  doubtful.  The  narcotics  are  of  great  value.  The  best  is  morphine 
given  subcutaneously.  It  lessens  the  pain,  and  often  affords  the  uneasy  and  deliri- 
ous patient  rest  and  sleep.  Chloral  and  bromide  of  potash  may  also  be  employed. 
Iodide  of  potash  is  often  given  internally,  to  the  amount  of  twenty  to  thirty  grains 
(grm.  l'o-2)  in  a day.  It  is  said  to  act  as  an  ‘‘absorbent,”  particularly  in  tedious 
cases. 

The  fever  hardly  ever  requires  special  treatment.  If  the  fever  intermits,  still 
quinine  exerts  no  permanent  influence.  Antipyrine  is  better  borne,  and  it  also 
sometimes  relieves  the  nervous  symptoms.  Bathing  involves  manipulations  which 
most  patients  find  unpleasant  and  painful,  so  that  baths  can  seldom  be  employed, 
at  least  in  the  more  acute  stages  of  the  disease.  Latei’,  wax-m  baths  ai‘e  often 
beneficial.  Local  complications — e.  g.,  affecting  the  eye  or  the  ear — I’equh’e  special 
treatment.  The  swelling  of  the  joints  which  sometiixies  occurs  we  have  thought 
to  be  somewhat  i-elieved  by  salicylic  acid. 


CHAPTER  XIX. 

SEPTIC  AND  PY.EMIO  DISEASES. 

(Spontaneous  Septicopyoimia.) 

The  septic  and  pysemic  processes  which  follow  serious  injuries  or  operations 
belong  to  surgery ; but  analogous  diseases  occur  in  pei’sons  who  ai’e  apparently  in 
pex’fect  condition.  They  take  the  form  of  an  extremely  severe  acute  infectious 
disease,  usually  fatal.  Thei’e  is  often  the  gi’eatest  difficulty  in  diagnosticating 
these  cases  durhxg  life.  Probably  the  most  intelligible  way  in  which  to  present 
these  interesting  and  clinically  impoi’tant  diseases  will  be  to  stai’t  with  their 
pathology,  and  subsequently  to  speak  of  their  aetiology  and  clinical  histoiy. 

Pathological  Anatomy  and  .Etiology. — The  most  sticking  featxn’es  at  the  autopsy 
of  such  cases  is  that  there  is  never  found  a lesion  of  one  organ  exclusively.  Sevei’al, 
or  it  may  be  almost  all  of  the  oi’gans,  exhibit  numei’ous  limited  foci  of  disease.  The 
lesions  sometimes  consist  for  the  most  paid  of  multiple  abscesses,  sometimes  of 
numerous  ecchymoses,  and  sometimes  of  combinations  of  the  two.  The  abscesses 
are  found  chiefly  in  the  lungs,  kidneys,  livei’,  spleen,  muscles,  heart,  bi’ain,  and 
thyroid  gland.  Quite  extensive  pui-ulent  inflammation  is  also  found.  This  attacks 
the  joints  by  preference,  but  also  the  pleui’a  and  meninges  and  the  eye,  where 
it  causes  purulent  choi’oiditis,  panophthalmitis,  and  purulent  degenei’ation  of  the 
vitreous.  The  ecchymoses  ai’e  most  fi-equent  upon  the  surface  of  the  body,  the 
serous  membranes  (e.  g.,  tbe  pericardium  and  the  pleura),  the  I'etina,  and  conjunc- 
tiva; and  also  in  the  brain  and  the  pelvis  of  the  kidney.  Besides  these  multiple 
abscesses  and  ecchymoses,  there  is  frequently  another  disorder,  which  seems  to  be 
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the  very  focus  of  the  disease,  viz.,  acute  ulcerative  endocarditis  (cf.  the  appro- 
priate chapter).  This  usually  attacks  the  mitral  valve,  more  rarely  the  valves 
of  the  aorta,  and  quite  exceptionally  the  valves  of  the  right  side  of  the  heart. 
Finally  come  a number  of  changes  common  to  all  severe  constitutional  infectious 
diseases — acute  splenic  tumor,  “ cloudy  swelling  ” of  the  liver  and  kidneys,  a dry- 
ness and  dark-red  color  of  the  muscles,  etc. 

A glance  over  this  pathological  picture  makes  us  feel  certain  that  some  per- 
nicious agency  pervades  the  whole  system.  And  this  factor  we  can,  in  all  cases, 
demonstrate  beyond  a doubt  to  be  bacteria.  In  this  way  is  established  the  etio- 
logical unity  of  many  forms  of  disease  which  were  once  regarded  as  quite  distinct 
because  of  their  different  locahzations,  for  instance,  endocarditis,  osteomyelitis,  and 
phlegmon.  These  micro-organisms  are  found  not  only  in  the  exudations  due  to  the 
endocarditis,  but  also  in  the  midst  of  numerous  small  foci  of  inflammation  situated 
in  the  internal  organs,  where  they  usually  completely  fill  some  little  blood-vessel 
with  what  is  called  an  embolus  of  micrococci.  The  large  foci  of  inflammation  visi- 
ble to  the  naked  eye  are  mostly  purulent — i.  e. , are  abscesses.  Most  of  the  internal 
viscera  also  contain  very  minute  foci,  devoid  of  nuclei,  and  in  a state  of  “ coagula- 
tion-necrosis.” These  are  visible  through  the  microscope  alone.  They  may  be 
combined  with  ecchymoses,  and  usually  they  are  when  seen  already  surrounded 
by  a zone  of  secondary  inflammation.  This  necrosis  of  tissue  seems  to  he  the  first 
thing  which  the  bacteria  accomplish.  The  cutaneous,  retinal,  and  other  ecchy- 
moses are  frequently  attended  by  the  presence  of  bacteria ; hut  this  relation  is  not 
always  observed.  The  I’elations  here  are  perplexed,  because  we  have  to  consider 
not  merely  the  especial  peculiarities  of  the  different  forms  of  bacteria  {vide  infra), 
but  also  the  dii’ect  effect  of  the  micro-organisms  themselves  in  distinction  from  the 
chemical  poisons  (“toxines”)  generated  by  the  same.  The  formation  of  pus  itself 
seems  to  he  invariably  dependent  upon  the  presence  of  bacteria,  while  on  the  other 
hand  the  haemorrhages  may  apparently  follow  purely  chemical  intoxication.  The 
prevailing  custom  is  to  term  the  cases  of  multiple  abscess  pyaemic,  and  those  where 
there  are  merely  ecchymoses  and  foci  of  inflammation,  without  actual  suppura- 
tion, septic  in  the  narrower  sense  of  the  term.  But  as  the  two  forms  are  often 
combined,  we  also  speak  of  a “ septicopyaemia.”  From  a strictly  aetiological  stand- 
point it  is  not  probable  that  all  the  septicopyaemic  diseases  are  to  be  regarded  as 
identical.  It  is  certain  that  in  most  cases  of  pymmia  the  Streptococcus  pyogenes 
may  be  regarded  as  the  special  cause  of  the  disease.  In  less  frequent  instances  it 
is  the  Staphylococcus  pyogenes  aureus  which  entei’s  into  the  general  circulation 
and  produces  pymmic  conditions,  and  it  is  probable  that  still  other  varieties  of 
bacteria  are  sometimes  concerned.  Whether  in  human  beings  specific  septicsemic 
bacteria  are  ever  present  is  still  unsettled.  The  general  opinion  is,  as  already 
mentioned,  that  septieaemia  in  the  nari'ower  acceptation  of  the  word  corresponds 
more  to  an  intoxication  of  the  body,  whether  due  to  the  toxines  of  putrefaction  or 
to  those  generated  by  the  ]>yogenic  bacteria.  Brieger’s  admiralde  investigations 
have  shown  that  the  Streptococcus  pyogenes  produces  large  amounts  of  trimethyl- 
amin  and  the  staphylococcus  large  amounts  of  ammonia. 

Of  course  the  bacteria,  which  are  the  real  cause  of  the  disease,  must  have  pene- 
trated into  the  body  from  the  external  world.  In  fact,  cai'eful  search  will  reveal, 
in  the  great  majority  of  cases,  the  place  of  infection.  It  follows  tliat  the  idea  of 
an  actual  “spontaneous”  pyaemia,  arising  within  the  system,  must  bo  entirely 
abandoned. 

The  factoi’s  which  most  frequently  o.xcite  .septic  or  pyaemic  infection  are  as  fol- 
low: 1.  The  condition  subsequent  to  labor  or  abortion,  particularly  the  latter. 
The  raw  surface  of  the  uterus  furnishes  ingress  to  tlie  septic  iioison.  Nor  is  it  by 
any  means  the  invariable  rule  that  the  uterus  aud  its  appendages  should  exhibit 
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any  considerable  pathological  change  as  a result  of  this  absorption.  We  do  find, 
often  enough,  diphtheritic  and  gangrenous  inflammation  at  the  ]fiace  where  the 
placenta  was  inserted,  or  pm-ulent  thrombi  in  the  veins  of  the  uterus  and  of  the 
pelvis;  hut  in  other  cases  the  uterus  is  merely  a gate  of  entrance  for  the  poison, 
remaining  itself  unharmed.  2.  The  septic  poison  may  also  be  absorbed  thi-ough 
slight  abrasions  of  the  skin,  etc. ; and  these  may  be  almost  completely  healed  by 
the  time  the  severe  symptoms  of  disease  are  developed.  Bed-sores  belong  in  this 
category.  3.  Ulcers  of  the  mucous  membranes  may  give  i-ise  to  infection.  This 
is  the  explanation  of  those  cases  of  sepsis  which  complicate  typhoid  fever,  dysen- 
tery, or  diphtheria.  4.  Lastly,  we  sometimes  find  no  other  source  for  the  pyaemia 
than  a suppurating  disease  of  the  bones,  joints,  or  other  pai’ts,  previously  existing. 
The  above  enumeration  by  no  means  exhausts  all  the  possibilities.  Still,  it  will  be 
found  to  explain  most  cases.  The  more  minutely  we  search  for  a possible  place 
of  entrance  for  the  septic  virus,  the  less  often  we  fail  to  find  one.  [The  editor  has 
seen  two  clear  cases,  one  confirmed  by  autopsy,  of  general  sejitic  infection  and 
malignant  endocarditis  as  a sequel  of  gonorrhoea.] 

When  the  poison  has  once  made  its  way  into  the  system,  it  can  be  disseminated 
through  various  channels.  It  may  be  carried  by  the  lymphatics  into  the  general 
circulation.  A purulent  phlebitis  may  be  excited  at  the  point  of  infection;  and 
this  in  turn  may  excite,  cbiefiy  thi-ough  embolism,  secondary  abscesses.  These 
abscesses  occur  first  in  the  lungs  and  then  in  other  organs.  It  seems  to  be  possi- 
ble for  a purulent  phlebitis  to  arise  in  a vein  i*emote  from  the  i^lace  of  infection. 
The  valves  of  the  heart  often  greatly  promote  the  dissemination  of  the  septic  mat- 
ter. The  virus  is  prone  to  fasten  upon  them,  probably  purely  from  mechanical 
causes.  This  results  in  acute  endocarditis.  In  such  a case  w^e  must  regard  the 
endocarditis  merely  as  one  of  the  symptoms  of  the  universal  sei3tic  infection.  But 
the  valves  are  a fertile  soil  for  the  propagation  of  the  poison,  and  emboli  carry 
away  from  them  a great  deal  of  infectious  matter  to  the  various  organs;  and  so 
the  acute  endocarditis  becomes  in  many  instances  the  central  factor  in  the  whole 
process.  Yet  in  other  cases  there  is  little  or  no  endocai-ditis. 

Clinical  History. — It  is  our  intention  to  discuss  below  those  cases  chiefly  which 
are  of  interest  to  the  physician  rather  than  the  surgeon— i.  e.,  whei’e  the  septico- 
pymmia  is  an  apparently  primary,  acute,  and  grave  disease.  Many  of  the  essential 
traits  of  this  type  of  disease  are  identical  with  those  of  the  pyasmia  which  compli- 
cates the  effects  of  serious  wounds  or  the  inflammation  subsequent  to  cliildbirth ; 
but  it  is  precisely  because  no  cause  at  all  presents  itself  that  many  cases  of  the 
disease  seem  so  obscure,  and  are  so  often  wrongly  diagnosticated.  Besides,  the 
patient  may  be  very  ill  indeed  before  the  physician  sees  him ; and  this  adds  greatly 
to  the  difficulties  of  a correct  diagnosis. 

The  beginning  of  tlie  disease  is  usually  rather  abrupt.  An  apparently 
healthy  person  is  attacked  with  febrile  symi)toms,  headache,  and  “ rheumatic  ” 
pains  in  the  muscles,  joints,  and  loins.  There  may  also  be  gastro-intestinal  symp- 
toms of  considerable  severity,  including  vomiting  and  diarrhoea.  Usually  the 
patient  feels  ill  enough  to  take  speedily  to  his  bed.  The  symptoms  now  increase 
rapidly,  and  develop  into  a severe  illness  which  may  resemble  either  a bad  case  of 
typhoid  fever  or  miliary  tuberculosis.  Or  the  cerebral  symptoms,  such  as  head- 
ache. stupor,  and  deliilum,  may  become  so  inominent  that  the  attack  seems  like 
meningitis.  If  the  trouble  in  the  joints  {vide  infra)  iiredominates  and  there  are 
signs  of  endocarditis,  the  disease  may  at  first  be  taken  for  a violent  attack  of  acute 
articular  rheumatism. 

Taking  up  the  separate  symptoms,  we  shall  first  name  those  which  belong  to 
every  severe  acute  infectious  disease  and  have  nothing  characteristic  about  them. 
In  this  list  belong  the  general  prostration,  the  anorexia,  the  mental  disturbance, 
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the  stupor  and  delirium,  the  headache,  the  subjective  symptoms  of  fever,  the  dry- 
ness of  the  tongue,  and  finally  the  acute  splenic  tumor  which  can  often  he  made 
out.  There  are,  liowever,  other  and  more  characteristic  symptoms;  and  it  is 
chiefly  upon  these  that  the  diagnosis  rests,  provided  we  can  make  one  at  all. 
These  are : 

1.  The  Course  of  the  Fever.— 1\\  many  cases  it  must  be  confessed  that  this  is 
not  at  all  chai’acteristic.  It  may  even  be  so  like  that  of  typhoid  fever  as  to  lead  to 
a wrong  diagnosis.  But  in  other  cases  the  temperature-curve  does  aid  us  greatly, 
viz.,  when  it  represents  an  intermitting  fever  with  marked  elevations,  reaching 
106°  (41°  C.)  and  higher,  and  often  accompanied  by  a chill,  and  with  subsequent 
deep  depressions.  The  curve  may  thus  come  to  resemble  closely  that  of  a quotid- 
ian or  even  tertian  intermittent  fever.  Sometimes,  again,  the  course  of  the  fever 
is  made  up  of  similar  paroxysmal  elevations,  separated  by  periods  of  ordinai’y  re- 
mitting fever. 

2.  Cutaneous  Symptoms. — These  are  very  frequent,  and  a great  aid  to  diag- 
nosis. The  brnmorrhages  into  the  skin  are  of  chief  importance.  They  may  be 
either  punctiform  petechise  or  more  extensive  ecchymoses.  If  petechiae,  it  may 
he  very  hard  to  distinguish  between  sepsis  and  the  piu’piu’a  of  small-pox  (g.  v.). 
Of  other  cutaneous  appearances,  the  first  in  relative  frequency  is  an  erythema 
resembling  scarlatina.  It  is  not  improbable,  as  we  have  ali-eady  said,  that  many 
cases  which  have  been  described  as  severe  scarlet  fever  occurring  during  child- 
bed were  in  reality  septic  disease.  Eoseola,  wheals,  pustulous  eruptions,  herpes, 
and  phlegmonous  inflammations  have  also  been  observed. 

3.  Ocular  Disturbances. — The  purulent  inflammations  of  the  eye,  which  are 
probably  of  embolic  origin  and  which  may  develop  into  diffuse  septic  panoph- 
thalmitis, have  been  known  for  some  time.  Lately,  Litten  and  others  have  called 
attention  to  more  minute  changes  in  the  fundus  of  the  eye.  These  are  revealed 
through  the  ophthalmoscope,  and  have  great  diagnostic  value.  Chief  among 
them  is  I’etinal  haemorrhage,  which  is  sometimes  accompanied  by  a white  spot  in 
the  center,  corresponding  to  a necrosis  of  the  retina  in  that  place ; but  there  may 
be  similar  white  spots  without  haemorrhage. 

4.  Circulatory  Disturbances. — An  ability  to  recognize  the  cardiac  lesions 
would  be  very  desirable ; but  often  this  is  impossible  before  death.  The  pulse  is 
indeed  frequently  much  accelerated  and  irregular;  but  such  signs  alone  lead  to 
no  definite  conclusion.  Endocai'dial  murmurs  are  often  wanting,  even  in  cases 
where  the  autopsy  discloses  abundant  exudation  and  ulcers  upon  the  valves. 
Still,  in  some  cases  of  this  .sort  we  have  found  the  heart-sounds  noticeably  deficient 
in  clearness.  Sometimes  we  hear  blowing  sounds,  which  might,  however,  quite 
naturally  be  regarded  as  functional.  There  are  no  noticeable  changes  in  the 
blood.  Bacteria  have  not  yet  been  demonstrated  in  the  blood  of  the  patient  during 
life.  Sometimes  a distinct,  though  moderate,  increase  in  the  number  of  white 
blood-coi-puscles  is  obseiwed. 

.5.  The  grave  cei’ebral  symptoms  are  for  the  most  part  quite  analogous  to  those 
in  other  .severe  acute  infectious  diseases.  They  may  be  present,  and  yet  no  marked 
objective  lesions  may  be  found  after  death.  In  other  cases  they  have  an  anatomi- 
cal ba.sis — in  inirulcnt  meningitis,  ha3inon*hagic  pachymeningitis,  cerebral  luemor- 
rhage,  or  abscess.  These  conditions,  just  enumerated,  may  excite  localized  cerebral 
symptoms,  c.  g.,  hemiplegia. 

6.  Affections  of  the  joints  are  compai’atlvely  frequent,  and  of  great  value  in 
diagnosis.  We  may  find  purulent  inflammation,  or  even  periarticular  abscesses. 
If  they  appear  early  in  the  attack,  they  may,  as  we  have  said,  load  to  an  erroneous 
diagno.sis  of  acute  articular  rheumatism.  Supimrative  processes  afl'ceting  the 
periosteum  and  the  marrow  of  the  bones  not  infrequently  accompany  the  joint 
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affections.  If  there  is  decided  suppuration  in  the  bones  we  speak  of  an  acute 
osteomyelitis,  especially  in  the  lower  extremities.  This  .condition  is  almost 
always  occasioned  by  the  staphylococcus  aureus.  In  earlier  times  such  cases 
were  termed  bone-typboid.  Finally,  abscesses  in  the  muscles  are  not  uncommon. 

7.  Renal  changes  are  frequent,  but  seldom  produce  striking  clinical  symptoms, 
or  prove  of  value  in  diagnosis.  The  urine  often  contains  a moderate  amount  of 
blood  and  albumen;  but  yet  it  may  not  be  essentially  altered  in  cases  where  the 
autopsy  discloses  extensive  renal  abscesses  or  ecchymoses,  or  haemorrhages  into 
the  mucous  membrane  of  the  pelvis.  In  other  cases,  however,  an  acute  septic 
nephi’itis  is  conjoined  with  the  infarctions  and  abscesses,  and  then  the  urine 
exhibits  all  the  characteristics  of  acute  Bright’s  disease,  having  a large  amount  of 
albumen,  red  and  white  blood-coi’puscles,  epithelium,  and  casts. 

8.  The  pulmonary  symptoms  are  in  part  secondary.  Bronchitis  and  lobular 
pneumonia  develop  as  in  all  other  severe  constitutional  diseases.  The  pulmonary 
abscesses  of  themselves  give  rise  usually  to  no  objective  symptoms— ox’,  at  most,  to 
a mai’ked  dyspnoea,  out  of  all  proportion  to  the  scanty  ixhysical  signs.  Empyema 
is  a not  infrequent  result  of  infection  of  the  pleui’a,  due  to  the  foci  of  disease 
which  are  situated  upon  the  outer  sui’face  of  the  lungs.  If  the  aspirating-needle 
shows  the  actual  existence  of  empyema,  this  fact  may  make  the  diagnosis  of  the 
constitutional  disease  much  easier. 

9.  Of  the  abdominal  symptoms  we  have  already  mentioned  the  acute  splenic 
tumor.  It  is  almost  impossible  to  diagnosticate  infai’ctions  and  abscesses  in  the 
spleen.  If  the  spleen  is  enlarged  and  noticeably  painful,  we  may  suspect  their 
existence.  There  are  sometimes  quite  severe  intestinal  symptoms,  such  as  a pro- 
fuse ‘‘  septic  diai'rhoea,”  in  cases  whei’e  the  autopsy  does  not  show  any  particulaxdy 
grave  lesions.  Still  intestinal  ecchymoses  and  intestinal  diphtheria  have  some- 
times been  observed.  We  should  mention  that  often  the  skin  has  a faint 
jaundiced  hue.  This  is  sometimes  the  result  of  duodenal  catari'h,  but  perhaps  it  is 
at  other  times  hsematogenous. 

Course  of  the  Disease  and  Prognosis. — The  enthe  course  of  a septic  case  may 
be  com]3rised  within  a few  days,  for  a severe  attack  is  always  thus  quickly  termi- 
nated by  death.  Proti’acted  cases  ai’e  also  seen,  where  the  sufferings  last  one  to 
two  weeks,  or  even  longer;  but  in  these,  again,  the  end  is  almost  invariably 
unfavox’able.  It  is  not  impossible  that  there  are  milder  and  curable  forms. 
Our  acquaintance  with  these  last  is,  however,  so  slight  that  we  can  not  state  any 
particulars  about  them. 

Diagnosis. — It  is  self-evident  that  a disease  which  combines  symptoms  so 
manifold  and  so  ambiguous  must  be  very  difficult  to  recognize.  We  will 
recapitulate  the  chief  diseases  to  be  excluded.  A case  may  greatly  resemble 
typhoid  fever  when  there  is  persistent  prostration,  diaiThoea,  an  eruption  like 
I'oseola,  and  an  enlarged  spleen.  In  discriminating,  we  should  consider  with  gi’eat 
cai’e  the  possible  mtiology — e.  g.,  external  injuries;  and  we  should  look  for  septic 
retinitis,  swelling  of  the  joints,  cutaneous  ecchymoses,  and  an  intermitting  foi-m 
of  fever.  It  is  all  the  moi'e  possible  for  the  disease  to  resemble  meningitis,  because, 
as  we  have  said,  meningeal  disturbance  may  be  one  of  the  symptoms  of  the  sepsis 
and  color  the  whole  picture.  Hei’e  tbe  symixtoms  of  septic  poisoxxing  already  men- 
tioned would  be  of  some  value  in  diagnosis,  and  the  physical  signs  of  endocarditis 
or  of  a greatly  enlai’ged  spleexx  would  be  ■wox’th  still  moi’e.  Thei’e  may  be  equal 
difficxilty  in  the  differential  diagnosis  between  acute  sepsis  and  acute  miliai’y  tubei’- 
culosis.  Here  we  should  consider  carefully  each  sepai’ate  symjxtom,  and,  above 
all,  the  aetiology,  searching  for  something  that  would  explain  the  occurrence  of 
sepsis  on  the  one  hand,  or  of  acute  miliary  tuberculosis  {q.  v.)  on  the  other. 
If  we  found  miliary  tubercles  in  the  choroid  by  means  of  the  ophthalmoscope, 
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or  tubercle  bacilli  in  tlie  blood,  all  doubt  would  vanish.  At  the  beginning  of  a 
septic  attack  the  rigors  may  arouse  suspicions  of  intermittent  fever.  Usually  the 
early  appearance  of  other  symptoms  corrects  this  idea;  but,  if  not,  the  powerless- 
ness of  quinine  will.  If  a severe  acute  nephritis  has  developed  itself  in  a septic 
case,  all  the  symptoms  may  be  erroneously  referred  to  uraemia.  But  persistent 
observation  will  usually  lead  us  to  the  right  conclusion.  As  to  the  conditions  of 
great  prostration  resembling  acute  sepsis,  which  occur  in  acute  (primary)  ulcer- 
ative endocarditis  and  in  severe  articular  rheumatism,  see  the  appropriate 
chaptei-s. 

The  treatment  can  be  merely  symptomatic.  Of  course  we  try  again  and  again 
to  cut  short  the  attacks  of  fever  by  large  doses  of  quinine  or  antipyrine,  but 
never  with  any  hut  temporary  success.  Baths,  stimulants,  and,  if  necessary, 
narcotics  ai’e  the  other  chief  i-emedies  employed. 


CHAPTER  XX. 

HYDROPHOBIA. 

{Rabies  canina.) 

^Etiology.  Rabies  in  Dogs. — A peculiar  infectious  disease  sometimes  occurs  in 
dogs,  and  more  rarely  in  some  other  animals— -viz.,  the  wolf,  fox,  cat,  cow,  and 
hoi-se.  Men  who  are  bitten  by  the  animal  may  catch  the  disease,  and  thus  become 
the  victims  of  terrible  symptoms  originating  in  the  central  nervous  system. 

Two  forms  of  madness  are  distinguished  in  dogs — the  raving  madness  and  the 
quiet  madness.  Bollinger  describes  the  raving  form  as  beginning  with  prodro- 
mata,  the  melancholy  stage,  lasting  one  to  three  days.  The  animal  is  low-spirited, 
timorous,  and  without  appetite.  Then  comes  the  stage  of  iriitation  or  of  mania, 
in  which  the  animal  is  attacked  with  an  impulse  to  bite.  It  seems  determined  to 
run  away  and  rove  about,  and  it  utters  a i>eculiar  howl.  The  dog  will  not  touch 
his  ordinary  food,  but  often  swallows  straw,  hair,  earth,  bits  of  wood,  etc.  In  the 
third  or  iiaraljUc  stage  paralysis  appears.  The  dog  looks  lean  and  wretched,  and 
always  dies  on  the  tenth  day  at  the  latest.  In  what  is  called  the  quiet  madness 
there  is  no  maniacal  stage.  The  symptoms  of  paralysis,  affecting  chiefly  the  hind 
limbs  and  the  lower  jaw,  occur  earlier  and  are  sooner  fatal.  Marked  pathological 
changes  are  not  found.  There  are  pulmonaiy  and  intestinal  catarrh  and  passive 
congestion  of  the  viscera,  and  the  stomach  often  contains  foreign  bodies  in  place 
of  the  usual  partially  digested  food. 

[On  the  Western  plains  hydrophobia  is  said  not  infrequently  to  follow  skunk 
bites.  The  bite  is  inflicted  during  sleep  on  persons  passing  the  niglit  in  the  open 
air  or  in  tents  to  which  the  animal  can  gain  access.] 

Rabies  is  transferred  to  the  human  being  almost  invariably  by  the  hite  of  some 
raving  animal,  and  this  animal  is  almost  always  a dog.  The  poison,  which  is 
not  yet  known  m its  pure  form,  is  evidently  contained  in  the  saliva  or  slaver  and 
m the  blood  of  mad  animals,  and  can,  by  means  of  these  substances,  be  success- 
fully inoculated  upon  other  animals.  Pasteur  has  discovered  another  way  to  pro- 
duce the  disease  experimentally.  He  takes  minute  portions  of  the  brain,  iiiedulla 
oblongata,  or  some  other  internal  viscus  of  a mad  dog,  and  either  injects  them 
into  the  veins  of  a healthy  animal,  or  trephines,  and  then  inserts  them  beneath 
the  meninges.  The  virulence  of  the  rabic  poison  when  thus  manipulated  undergoes, 
under  special  conditions,  very  peculiar  alterations,  which  will  be  detailed  at  the 
close  of  this  chapter. 
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The  liability  to  rabies  does  not  seem  to  be  universal  among  human  beings. 
About  one  half  of  those  who  are  bitten  by  mad  animals  exhibit  no  subsequent 
symptoms.  Still  this  can  be  only  in  part  due  to  inherent  immunity  from  the  dis- 
ease, and  must  in  part  result  from  imperfect  infection.  The  duration  of  incu- 
bation till  rabies  finally  breaks  out  seems  to  vary  greatly.  As  a rule  it  is  about 
three  to  six  mouths,  but  observers  have  reported  instances  both  of  shorter  and  of 
much  longer  duration. 

Clinical  History.  The  disease  begins  with  a general  feeling  of  indisposition, 
anorexia,  headache,  and  uneasiness.  This  last  is  partially  explained,  to  he  sure’ 
by  a di’ead  of  what  is  impending.  If  the  hite  was  in  the  face,  frequent  convulsive 
sneezing  may  oceur.  Even  now,  in  this  prodromal  stage,  a marked  aversion  to 
liquids  is  a usual  and  early  symptom.  The  attempt  to  swallow  excites  slight  con- 
vulsive disturbances.  Painful  sensations  may  arise  once  more  in  the  bitten  place, 
although  this  has  usually  been  cicatrized  long  before,  and  the  neighboring  lymph- 
glands  ai’e  often  found  to  be  swollen. 

Only  a day  or  two  later  the  second,  hydrophobic  stage  begins.  The  especial 
characteristic  of  this  consists  in  the  peculiar  attacks  of  tonic  convulsions.  The 
pharynx  suffers  most,  but  convulsions  also  seize  the  muscles  of  respiration  and  those 
of  the  trunk  and  extremities.  A terrible  feeling  of  anxiety  and  oppression  accom- 
panies these  attacks,  so  that  one  who  has  once  witnessed  the  sight  can  never  forget 
it.  The  convulsions  always  seem  to  be  reffex,  and  are  produced  by  the  slightest 
causes,  particularly  by  any  attempt  to  swallow,  or  sometimes  by  the  very  sight  of 
water.  They  recur  at  gradually  diminishing  intervals,  and  last  from  a few  min- 
utes to  half  an  hour.  The  excitement  of  the  patient  may  reach  the  pitch  of  delir- 
ium or  mania.  The  pulse  is  full  and  rapid.  The  temperatm-e  is  usually  only 
slightly  elevated,  but  it  may  be  high.  There  is  great  thirst,  accompanied  by  burn- 
ing pain  in  the  throat.  Often  there  is  marked  salivation. 

This  condition  lasts  one  to  three  days.  Then  death  occurs,  ushered  in  by  vio- 
lent convulsions.  Or  death  may  be  preceded  by  a brief  third  stage  of  par^ysis, 
during  v/hich  there  are  no  convulsive  attacks.  Cases  of  recovery  in  man,  if  they 
ever  happen,  are  extremely  rare. 

The  result  of  the  autopsy  is  practically  negative.  The  disease  is  an  infectious 
one,  and  therefore  we  should  hardly  think  it  a priori  certain  that  such  object- 
ive cerebral  lesions  would  be  found  as  might  of  themselves  account  for  the  grave 
clinical  symptoms.  The  microscope  has  repeatedly  detected  very  minute  htem- 
orrhages,  clusters  of  lymph-cells  around  the  blood-vessels,  etc.  The  throat  may 
present  the  signs  of  catarrh.  The  lungs  are  congested,  and  often  oedematous. 
The  blood  is  dark,  with  few  clots.  The  heart,  liver,  and  spleen  are  apparently 
normal. 

The  diagnosis  is  usually  easy,  particularly  if  we  know  of  the  possibility  of 
infection.  We  are  guided  by  the  convulsions  following  attempts  to  swallow,  as 
well  as  by  the  whole  group  of  symptoms.  Hydrophobia  is  distinguished  from 
traumatic  tetanus  by  the  absence  of  trismus  and  of  the  characteristic  tension  of 
the  muscles  of  the  back  and  abdomen,  by  the  convulsions  coming  in  separate 
attacks,  and  by  the  usually  greater  length  of  incubation.  There  is  only  one 
form  of  tetanus  which  bears  very  great  resemblance  to  rabies,  viz.,  the  so-called 
hych’ophobic  tetanus  {vide  infra).  It  should  be  mentioned  that  the  mere  dread 
of  hy^’ophobia  may  cause  an  easily  excited  person  to  have  the  nervous  symp- 
toms of  the  disease,  but  of  course  without  disastrous  results.  Hysteria,  also, 
may  give  rise  to  convulsions  on  swallowing  somewhat  resembling  those  of  hydro- 
phobia. 

However  hopeless  treatment  seems,  we  must  at  least  try  to  mitigate  the  pa- 
tient’s suffering.  Narcotics  accomplish  this  best — e.  g.,  opium  or  chloral,  or,  most 
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\iscful  of  all,  the  inhalation  of  chloroform.  Curare  has  been  administered  repeat- 
edly, and  does  seem  to  lessen  the  violence  of  the  attacks. 

Prophylaxis  is  extremely  important.  We  can  not  consider  in  detail  the  regu- 
lations (muzzling)  which  the  government  should  make  in  order  to  prevent  the 
spread  of  the  disease.  As  to  individual  prophylaxis,  every  suspicious  bite  should 
be  very  thoroughly  disinfected,  and  then  cauterized  either  with  ; nitrate  of  silver, 
caustic  potash,  or  the  red-hot  iron.  It  has  also  been  recommended  that  the  entire 
wound  or  scar  should  be  excised,  along  with  any  swollen  lymphatic  glands  which 
may  he  found  in  the  neighborhood.  Internal  remedies  to  prevent  the  outbreak 
of  the  disease  are  probably  quite  useless.  Cantharides,  belladonna,  calomel,  and 
arsenic  have  been  given  for  this  purpose,  hut  without  success.  On  the  other  hand, 
Pasteur  has  recently  made  a series  of  extremely  remarkable  observations  which 
have  led  to  a special  method  of  prophylactic  inoculation  against  rabies  in  human 
beings.  If  a bit  of  the  spinal  marrow  taken  from  a mad  dog  is  introduced  beneath 
the  dura  mater  of  a rabbit  by  means  of  trephining,  the  animal  exhibits  the  symp- 
toms of  rabies  after  fourteen  days’  incubation.  If  in  the  same  way  a second  rab- 
bit is  inoculated  from  the  first,  and  so  on,  the  virulence  of  the  inoculated  material 
increases  gradually  with  every  inoculation,  while  the  period  of  incubation  grows 
shorter  and  shorter,  till  it  lasts  but  seven  days.  Beyond  this  point  the  period  of 
incubation  does  not  seem  to  diminish.  If,  on  the  other  hand,  the  same  series  of 
inoculations  are  made  on  apes,  the  virulence  of  the  poisonous  matter  does  not  in- 
crease, but  diminishes.  And  if  dogs  are  inoculated  with  material  artificially 
attenuated  in  this  manner,  the  animals  remain  in  good  health,  and  furthermore 
attain  an  immunity  against  more  virulent  inoculations,  so  that  they  may  be  bitten 
by  mad  dogs  without  becoming  infected. 

Pasteur  has  also  announced  a still  more  simple  and  valuable  method  of  artifi- 
cial attenuation  of  the  virus.  He  removes  small  portions  of  the  spinal  marrow  of 
rabbits  which  are  suffering  from  rabies  in  its  most  violent  form  produced  by  the 
above  detailed  method,  and  these  bits  of  marrow  he  exposes  to  air  Avhich  has 
been  wholly  deprived  of  moistm-e.  In  this  w’ay  the  poison  contained  in  the  spinal 
marrow  gradually  and  progressively  loses  its  vii’ulence,  until  it  finally  becomes 
inert.  A portion  of  spinal  marrow  which  by  long  drying  has  completely  lost 
its  original  virulence  is  then  rubbed  up  in  sterilized  bouillon  and  injected  into 
some  animal — for  instance,  a dog — and  then  in  regular  succession  pieces  of 
marrow  which  have  been  dried  for  shorter  and  shorter  periods  and  so  contain 
more  and  more  of  the  poison,  until  finally  the  point  is  reached  when  it  is  pos- 
sible to  use  for  the  injection  pieces  which  are  perfectly  fresh  and  extremely  poi- 
sonous, without  affecting  the  animal’s  health.  That  is,  the  animal  has  attained 
immunity  from  the  disease.  This  second  method  has  now  been  emploj^ed  by 
Pasteur  on  several  thousands  of  human  beings  who  were  said  to  have  been  bitten 
by  mad  dogs;  and  he  claims  that  only  a comparatively  small  number  of  the  indi- 
viduals inoculated  by  him  have  eventually  suffered  from  rabies. 

It  is  true  that  many  doubts  are  still  expressed  with  regard  to  the  practical  value 
of  Pasteur’s  investigations.  The  above  detailed  experimental  observations  must, 
however,  have  some  foundation  in  fact,  although  they  should  be  tested  carefully 
and  repeatedly.  If  we  compare  Pasteur’s  statements  with  the  facts  known  about 
prophylactic  inoculation  with  anthrax  (see  the  appropriate  chapter)  and  about 
vaccination,  we  certainly  can  not  restrain  the  thought  that  we  are  here  upon  the 
threshold  of  discoveries  the  future  significance  of  which  is  immeasurable. 
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CHAPTER  XXI. 

GLANDERS. 

{Farcy.) 

.ffitiology.— Glanders  is  a disease  of  the  horse  and  some  animals  allied  to  it— 
viz.,  the  ass  and  mule.  It  can,  however,  be  transferred  to  man.  It  is  characterized 
by  peculiar  new  growths,  either  like  nodes  (“  farcy-buds  ”),  or  more  rarely  diffuse. 
These  are  very  prone  to  suppurate  and  break  down.  Such  nodes,  and  the  ulcers 
which  they  leave  behind  them,  occm*  most  frequently  in  the  mucous  membrane 
of  the  nose.  In  horses  the  purulent  nasal  discharge  is  one  of  the  earliest  and  most 
important  symptoms  of  the  disease.  Similar  nodes  are  found  in  the  larynx, 
lungs,  liver,  spleen,  and  kidneys,  and  often  also  in  the  sldn.  The  cutaneous  swell- 
ings and  deep,  crater-like  ulcers  belong  to  that  form  of  the  disease  which  is  called 
“farcy.”  The  corresponding  lymphatic  vessels  and  glands  are  usually  much 
swollen.  The  animal  has  fever,  grows  weaker  and  weaker,  and  alniost  invariably 
dies  at  the  end  of  one  to  three  weeks. 

Glanders  in  man  is  always  referable  to  infection  from  a diseased  animal, 
although  in  certain  instances  it  is  impossible  to  demonstrate  the  source.  The 
disease  is  therefore  commonest  among  peraons  who  have  much  to  do  with  horses 
— e.  g.,  hostlers,  coachmen,  farmers,  and  cavalrymen.  The  virus  is  usually  con- 
veyed by  the  pus  and  nasal  secretions  of  the  diseased  animals.  A little  of  this 
falls  ixpon  some  excoriation  on  the  hand  or  some  crack  in  the  skin,  and  is  absorbed. 
Man  does  not  seem  very  liable  to  the  disease ; it  is  of  rare  occurrence. 

Loffler  and  Schutz  have  discovered  the  specific  disease-producing  agent.  These 
investigatore  were  able  to  demonstrate  in  all  the  products  of  glanders  delicate 
bacilli  about  the  size  of  the  bacilli  of  tuberculosis.  These  bacilli  could  be  reared 
artificially,  and,  if  inoculated  upon  horses  and  other  animals,  gave  rise  to  a typical 
attack  of  glanders  in  every  instance.  The  bacilli  of  glanders  can  scarcely  ever  be 
detected  in  the  blood.  It  is  also  very  interesting  that  they  rapidly  lose  their  viru- 
lence in  purified  cultures  outside  of  the  living  body.  This  is  one  more  proof  of 
the  fact,  which  is  lately  coming  more  and  more  into  pi’ominence,  that  the  external 
infiuences  surrounding  the  life  of  bacteria  modify  greatly  their  biological  pecul- 
iarities. 

Clinical  History. — The  period  of  incubation  lasts  about  three  to  five  days,  and 
sometimes  longer.  The  first  symptoms  are  local,  if  the  infection  has  resulted  from 
a visible  in  jury.  There  is  considerable  swelling  and  pain  in  this  spot,  and  usually 
considerable  lymphangitis  in  its  neighborhood.  In  other  cases,  however,  the  dis- 
ease begins  with  indefinite  constitutional  symptoms,  such  as  fever,  headache,  and 
pain  in  the  limbs,  so  that  there  may  be  some  resemblance  to  a beginning  typhoid 
fever.  The  local  and  general  disturbances  increase,  and  the  disease  soon  attacks 
other  parts  of  the  body.  There  are  usually  pustules,  or  larger  abscesses  in  the 
slrin.  These  burst  and  discharge  offensive  pus,  leaving  behind  them  irregular, 
deep  ulcers.  Not  infrequently  the  joints  are  swollen.  The  mucous  membranes 
are  also  attacked ; chief  among  these  troubles  are  ulcers  in  the  nose.  The  nose 
swells  as  if  with  erysipelas,  and  there  is  a purulent,  foul-smelling  discharge.  The 
nose  rarely  escapes.  The  conjunctivae,  throat,  mucous  membrane  of  the  mouth, 
and  the  larynx  also  undergo  inflammation  and  ulceration.  A violent,  diffuse 
bronchitis  develops.  Sometimes  there  is  considerable  distm-bance  of  the  stomach 
and  intestine,  giving  rise  to  vomiting  and  diarrhoea.  At  the  same  time  the  con- 
stitutional symptoms  become  more  and  more  severe.  The  patient  grows  stupid  or 
delirious.  In  some  few  cases  the  severe  cerebral  symptoms  are  due  to  a purulent 
meningitis,  perhaps  through  extension  of  the  inflammation  by  contiguity  from 


GLANDERS. 


117 


the  nose.  The  fever  is  high.  Sometimes  it  is  quite  continuous.  More  rarely 
there  are  chills  and  gi'eat  elevations,  as  in  the  fever  of  pyaemia.  The  pulse  is  rapid 
and  small.  The  spleen  is  seldom  much  enlarged.  The  urine  may  contain  a trace 
of  albumen. 

In  these  severe  acute  cases  the  termination  is  almost  always  fatal.  Death 
occurs  at  the  end  of  about  two  to  four  weeks.  There  are  cases  with  atmore  chronic 
course,  with  tedious  persistence  of  the  troubles  in  the  skin  and  mucous  membranes, 
and  milder  febrile  and  constitutional  symptoms.  Such  attacks  appear  at  first  tol- 
erably favorable,  but  may  later  assume  the  acute  form,  or  they  may  run  on  for 
months,  and  at  last  end  in  complete  recovery. 

The  autopsy  reveals  a condition  greatly  resembling  that  in  pyaemia.  We  find 
abseesses  in  many  parts,  particularly  the  muscles  and  the  lungs,  and,  next  in  fre- 
quency to  them,  the  spleen,  brain,  and  other  viscera.  In  the  mucous  membrane  of 
the  nasal  cavities,  the  pharynx,  and  the  larynx,  are  found  nodes  and  ulcers,  such 
as  occur  in  the  horse.  As  in  septicaemia,  there  are  often  numerous  haemorrhages 
into  the  serous  and  mucous  membranes.  It  has  already  been  mentioned  that  the 
specific  bacilli  of  glanders  are  present  in  the  abnormal  secretions. 

Diagnosis. — Without  the  aid  of  aetiological  factors  the  diagnosis  of  glanders 
is  often  veiy  difficult.  Indeed,  until  recently  there  have  been  instances  where 
even  the  autopsy  did  not  suffice  to  exclude  pyaemia.  But  now  that  the  specific 
bacilli  have  been  discovered  we  can  clear  up  all  doubts.  We  can  not,  however, 
enter  into  a particular  description  of  the  distinguishing  characteristics  of  these 
bacilli.  Their  demonstration  requires  pure  cultures.  At  the  bedside  also  aeti- 
ology is  all-important  in  diagnosis — e.  g.,  exposure  to  infection,  or  occupation. 
Experience  with  a limited  number  of  cases  renders  it  x^robable  that  in  the  future 
we  shall  be  able  to  demonstrate  the  bacilli,  during  the  life  of  the  patient,  in  the 
nasal  secretions  or  the  contents  of  the'  abscesses.  The  most  characteristic  symp- 
toms are  the  nasal  and  cutaneous.  In  a case  that  takes  a chronic  course  there  is  a 
possibility  of  mistaking  the  cutaneous  ulcers  for  syphilitic  sores. 

We  have  already  implied  that  the  treatment  of  acute  cases  is  almost  hopeless. 
We  must  do  all  we  can  in  the  way  of  cleanliness  and  dismfection  to  improve  the 
local  condition  of  the  skin,  the  nose,  and  the  throat.  Appi’opriate  agents  are  car- 
bolic and  salicylic  acids  and  chlorine-water.  Further  treatment,  by  means  of 
baths,  quinine,  and  stimulants,  should  be  in  accordance  with  the  general  rules  for 
the  care  of  severe  acute  infectious  diseases.  Potassic  iodide  has  been  recom- 
mended as  an  internal  remedy. 


CHAPTER  XXII. 

MALIGNANT  PUSTULE. 

{Anthrax.  Charbon.  Splenic  Fever.  Mycosis  inteslinalis.  Carbunculns  contayiosiis.) 

.ZEtiology. — The  cause  of  malignant  pmstule  is  the  infection  of  the  body  with  a 
specific  kind  of  bacilli,  the  6cicz7Ztts  a?if7i?’ac?'s.  This  organism  was  discovei’cd  by 
Pollcnder  in  1849,  and  a few  years  later,  indexoendently,  by  Brauell. 

These  bacilli  are  very  minute  cylinders,  about  seven  to  twelve  micromilli- 
mctrcs  in  diameter.  They  are  found  in  enormous  numbers  in  the  blood  and 
organs  of  animals  which  die  of  anthrax.  Aniline-staining  makes  them  more 
easily  visible.  By  means  of  blood  containing  the  bacilli,  Davaiue  (186.‘5)  and 
others  have  inoculated  many  animals  with  the  disease,  including  mice,  rats, 
guinea-pigs,  cows,  sheep,  goats,  and  birds.  The  bacilli  can  also  bo  isolated  and 
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cultivated,  and  then  produce  infection.  This  is  proof  positive  that  they  are  the 
actual  carriers  of  contagion.  The  rapid  increase  of  the  anthrax  hacilli  in  the 
blood  goes  on  by  subdivision.  In  the  artificial  cultivations,  however,  the  bacilli 
grow,  as  Koch  has  shown,  into  quite  long  threads,  in  which  shortly  appear  minute, 
brilliant  egphaped  bodies  (cf.  Figs.  12  a and  12  B).  The  threads  become  disinte- 
grated, setting  free  the  little  shining  ovoids,  the  spores  of  anthrax,  to  grow  into 


bacilli.  The  bacilli  can  live 
only  a relatively  brief  time; 
but  the  spores  have  un- 
usual tenacity  of  existence. 
They  may  remain  dried  up 
for  yeai*s,  and  then  he 
brought  to  further  develop- 
ment if  placed  in  favorable 
concUtions  of  heat  and 
moisture.  If  the  spores  are 
transferred  to  animals,  they 
develop  into  bacilli,  and 
there  is  scarcely  room  to 
doubt  that  men  and  animals 
are  quite  as  often  infected 
by  spores  as  by  full-groAvn  bacilli.  There  are  facts  which  render  it  not  improb- 
able that  the  anthrax  bacilli  exist  in  other  places  than  the  bodies  of  men  or  ani- 


A B 

Fig.  12a.— Anthrax  bacilli.  (From  Koch.)  650  diameters.  A,  from 
the  blood  of  a guinea-pig.  B,  from  the  spleen  of  a mouse  after 
three  hours’  culture  in  the  aqueous  humor. 


Fig.  12 d.— Anthrax  bacilli  ; spore  formation  and  spore  germination.  (From  Koch.)  A,  from  the  spleen 
of  a mouse  after  twenty-four  hours’  culture  in  the  aqueous  humor,  spores  arranged  like  strings  of 
beads  in  the  filaments.  630  diameters.  B,  germination  of  the  spores.  650  diameters.  C,  the  same, 
with  a higher  power.  1650  diameters. 


mals,  and  may  there  complete  their  circle  of  development.  Such  places  are 
manshes,  the  banks  of  streams,  and  the  like.  If  it  is  possible  for  them  to  be 
carried  by  high  water  to  the  pasture  lands,  we  have  an  explanation  of  those 
sudden  endemic  appearances  of  anthrax  which  sometimes  occur  in  places  pre- 
viously free  from  the  disease. 

Anthrax  in  animals  is  of  great  practical  importance,  because  its  favorite 
victims  are  the  herbivorous  domestic  animals — viz.,  the  cow,  sheep,  and  horse. 
Among  these  it  is  terribly  desti’uctive.  It  is  remarkable  that  the  carnivora  enjoy 
almost  complete  immunity.  The  disease  usually  runs  a very  acute  course  in  ani- 
mals. Indeed,  it  often  seems  like  apoplexy ; the  apparently  healthy  animal  sud- 
denly falls,  suffers  for  a few  minutes  from  convulsions  and  dyspnoea,  and  dies. 
Other  cases  have  a somewhat  longer  and  more  intermittent  course,  but  in  these 
also  recovery  is  very  rare. 
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Probably  human  beings  are  infected  in  most  cases  by  direct  inoculation.  Shep- 
herds, farmers,  butchers,  and  others  who  come  in  contact  with  animals  suffering 
from  anthrax,  are  liable  to  infection  through  any  little  wound  or  scratch  upon  the 
hands.  Very  often  the  disease  is  caught  from  hides,  hair,  or  other  parts  of  dead 
animals.  In  workshops  and  factories  where  wool  and  hides  have  beep  used  which 
came  from  diseased  animals,  anthrax  has  repeatedly  occui-red.  Curriers,  rope- 
makers,  paper-makers,  and  those  who  handle  horse-hair  and  wool,  are  all  exposed. 
Anthrax  has  also  earned  the  name  of  “ rag-pickers’  disease.’’  Another  way  of  infec- 
tion, supposed  to  happen  among  animals  as  well  as  men,  is  through  the  sting  of 

insects e.  g.,  flies — bringing  the  poison  from  diseased  animals.  It  is  not  likely 

that  the  virus  can  be  absorbed  through  the  unbroken  skin,  or  by  the  lungs.  It  is 
certain,  however,  that  the  intestine  may  afford  ingress  to  the  infectious  mattei . 
Koch  has  proved  this  by  putting  spores  in  the  food  of  sheep.  Intestinal  mycosis 
in  man  {vide  infra)  may  very  possibly  be  due  to  a similar  mode  of  infection. 
Many  cases  of  poisoning  from  eating  meat  have  been  referred  to  the  ingestion  of 
the  flesh  of  animals  who  died  from  anthrax. 

Clinical  History. — Anthrax  in  man  has  two  distinct  forms.  These  may  appear 
in  combination.  The  first  begins  with  a local  disorder  of  the  skin  at  the  point  of 
iufection— viz.,  the  malignant  pustule,  or  anthrax  carbuncle.  The  second  and 
rarer  form  presents  the  symptoms  of  a severe  acute  constitutional  infection.  An 
accompanying  cutaneous  disorder  is  sometimes  observed. 

1.  The  malignant  pustule  usually  comes  on  the  hand,  the  arm,  or  the  throat, 
and  appeal’s  from  three  to  seven  days  after  infection.  A vesicle  forms  at  the 
infected  spot,  grows  rapidly,  becomes  excoriated,  and  usually  takes  on  a charac- 
teristic appearance,  being  of  a dark-bluish  or  black  color.  The  surrounding 
parts  become  diffusely  swollen  and  red.  Secondary  vesicles  may  surround  the 
original  one.  The  swelling  becomes  more  and  more  extensive.  Inflamed  lymph- 
vessels  or  veins  radiate  in  red  lines  from  the  pustule,  and  the  neighboring  glands 
are  also  affected.  These  appearances  are  accompanied  by  fever,  and  more  or  less 
prostration.  In  a favorable  case  the  swelling  subsides,  the  scab  falls  off,  and 
there  is  at  last  comiflete  recovery.  But  in  other  cases  the  constitutional  iufection 
becomes  more  and  more  prominent,  and  eclipses  the  local  disorder.  The  fever  and 
prostration  increase.  Severe  intestinal  symptoms  appear,  or  else  stupor,  delirium, 
and  other  nervous  disturbances ; and  death  may  ensue  after  a few  days’  illness. 

2.  Intestinal  Mycosis. — A better  name  would  be  intestinal  anthrax.  A quite 
different  picture  is  presented  by  this  second  form,  which  gets  its  name  from  the 
marked  intestinal  lesions.  In  this  the  cutaneous  disorder,  if  it  exists  at  all,  is 
insiguiflcant,  compared  with  the  severe  constitutional  disturbance.  It  is  only 
within  a few  years  that  the  labors  of  Buhl,  Waldeyer,  E.  Wagner,  Leube,  and 
others  have  shown  that  attacks  of  this  kind  have  any  connection  with  anthrax. 
So  few  cases  have  thus  far  been  observed  that  it  is  impossible  at  present  to  give  a 
definite  and  complete  description  of  the  disease. 

In  cases  of  this  sort  the  attack  is  usually  rather  sudden,  beginning  with  chilli- 
ness, vomiting,  headache,  and  languor.  The  diagnosis  is  usually  very  obscure  at 
first,  unless  the  calling  of  the  patient  suggests  the  possibility  of  anthrax.  On 
careful  exammatiou,  we  may  find  some  places  where  the  skin  is  broken,  or  pos- 
sibly a small  characteristic  piistule.  In  a case  which  came  under  our  own  obser- 
vation a pustule  had  existed  on  the  back  of  the  right  hand  for  some  weeks  before 
severe  symptoms  ai)pcarcd,  but  had  not  attracted  the  attention  of  the  patient  at  all. 
In  this  case,  therefore,  the  constitutional  infection  seems  to  have  come  from  the 
local  disease.  But  in  other  cases  cutaneous  troubles,  in  the  form  of  small  car- 
buncles may  occur  secondarily  in  the  course  of  the  disease.  Htemorrhages  into 
the  skin  and  mucous  membranes  also  occur. 
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Of  other  symptoms,  the  gastro-intestiiial  deserve  to  be  mentioned  first.  Vomit- 
ing occurs  frequently,  and  also  a moderate,  painless,  and  sometimes  bloody  diar- 
rhoea. There  is  usually  severe  dyspnoea,  and  a marked  sense  of  oppression  in  the 
thorax,  but  without  objective  pulmonary  signs.  Very  soon  there  is  collapse;  the 
nose  and  extremities  grow  cool;  the  pulse  is  rapid,  but  small;  and  there  is  hvid- 
ity.  In  a few  instances  tetanic  or  epileptiform  convulsions  have  been  observed. 
The  temperature  is  seldom  much  elevated.  It  may  be  subnormal.  In  a few  days 
the  prostration  becomes  complete,  and  death  ensues. 

Milder  forms  apparently  occur,  but  here  the  diagnosis  may  not  be  absolutely 
certain.  We  have  seen  a few  such  cases  originating  in  a rope- walk  where  Russian 
hair  was  used.  The  constitutional  symptoms  v'ere  only  moderately  severe,  the 
fever  was  mild,  and  recovery  occurred  after  about  two  or  three  weeks. 

Pathology.— In  the  fatal  cases  of  anthrax  the  intestinal  lesions  are  the  most 
characteristic.  Besides  the  signs  of  catarrhal  inflammation,  we  find  peculiar 
lesions  in  the  mucous  membrane  of  the  small  intestine,  and  sometimes  in  the  upper 
portion  of  the  colon.  These  consist  of  dark,  infiltrated  spots,  with  heemorrhages, 
the  spots  being  somewhat  larger  than  a silver  dime.  The  microscope  reveals 
numerous  collections  of  anthrax  bacilli,  situated  chiefly  in  the  lumen  of  the 
blood-vessels.  The  spleen  is  usually  only  moderately  enlarged,  but  dark  and  con- 
gested. There  may  be  ecchymoses  in  the  kidneys,  the  bi-aiu,  and  the  serous  mem- 
branes. Often  there  is  swelling  of  the  lymph-glands.  In  one  case  which  we 
saw,  with  slight  intestinal  lesions,  the  mesenteric  glands  wei’e  considerably  en- 
larged, and  the  bronchial  lymph-glands  were  perfectly  enormous.  The  bacilli 
are  found  in  all  the  organs  mentioned. 

The  diagnosis  of  a malignant  pustule  is  seldom  diflBcult,  pai’ticularly  if  atten- 
tion he  directed  to  the  setiology.  All  doubt  is  over  if  we  find  the  bacilli.  The 
cases  of  intestinal  mycosis  may  be  more  obscure.  Here,  too,  the  demonstration  of 
bacilli  in  the  blood  is,  of  course,  of  the  greatest  importance,  but  reports  have  thus 
far  been  scanty  of  endeavors  to  find  them  during  life  in  man. 

Treatment. — 1.  Prophylactic  inoculation.  Toussaint  and  Pasteur  were  the  fii’st 
to  show  that  the  virulence  of  anthrax  bacteria  can  be  artificially  diminished  by 
certain  extermal  influences.  If  the  bacilli  are  kept  under  cultivation  for  several 
weeks  at  an  unchanging  temj)erature  of  106°  to  107‘5°  (42°-43°  C.),  they  pre- 
serve their  external  appearance  completely,  as  well  as  their  ability  to  grow,  but 
gradually  lose  their  power  of  infection.  Inoculations  made  with  this  “vaccine 
virus  ” produce  at  most  an  insignificant  disturbance.  But  what  is  especially  re- 
markable is  that  the  animals  thus  vaccinated  are  said  to  enjoy  immunity  thereafter 
from  infection  with  actual  anthrax.  Pasteur  was  the  first  to  make  this  assertion ; 
and  he  j)roposed  that  the  prophylactic  inoculation  of  sheep  and  other  animals 
liable  to  anthrax  should  be  undertaken  on  a large  scale,  promising  the  farmers 
that  very  great  benefit  would  result.  This  promise  has  not  yet  been  completely 
fulfilled,  although  thei’e  can  be  no  doubt  that  in  general  Pasteur  was  correct.  Ex- 
periments instituted  by  Koch  and  others  have  shown  that,  although  Pasteur’s  vac- 
cination protects  against  the  artificial  inoculation  of  anthrax,  it  does  not,  at  least 
as  now  performed,  afPord  immunity  from  the  natural  anthrax,  which  usually 
results  from  infection  within  the  intestine.  French  investigators  have  lately 
made  known  new  methods  of  producing  an  artificial  diminution  of  the  growth 
and  virulence  of  anthrax  bacilli,  and  in  jiart  also  of  other  varieties  of  bacteria. 
Chauveau  has  found  that  cultures  of  anthrax  bacilli  exposed  for  several  days  to 
an  atmospheric  pressure  of  three  to  tvvelve  atmospheres,  or  to  compressed  oxygen, 
lose  a i^ortion  of  their  virulence;  and  that  animals  inoculated  with  bacilli  thus  at- 
tenuated gain  an  immunity  to  inoculations  with  the  original  antlu’ax  poison.  The 
statements  of  Ai'loing  are  very  remarkable.  He  says  that  the  direct  play  of  sun- 
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light,  or  even  of  a concentrated  artificial  light,  upon  the  cultures  exercises  a re- 
straining influence  upon  the  growth  and  poisonous  properties  of  the  bacilli,  and 
that  inoculation  material  weakened  in  this  way  may  be  employed  for  the  protec- 
tion of  animals. 

2.  The  treatment  of  malignant  pustule  is  surgical.  Cauteri2ation  is  often  tried 
with  such  materials  as  caustic  potash,  nitric  acid,  or  cai’bolic  acid ; but  it  should 
always  be  borne  in  mind  that  such  manipulations  may  easily  contribute  to  a local 
extension  of  the  antmax  poison.  For  the  same  reason  one  should  hesitate  to 
incise  or  to  excise  the  pustules.  We  are  therefore  usually  obliged  to  confine  our- 
selves to  the  prescription  of  a suitable  position  for  the  affected  member,  and  the 
application  of  an  ice-bag  over  the  diseased  spot.  The  treatment  of  intestinal  my- 
cosis must  be  purely  symptomatic.  We  may  try  the  effect  of  calomel,  salicylic 
acid,  stimulants,  and  baths. 


CHAPTER  XXIII. 

TRICHINOSIS. 

( TricMnatous  disease.) 

The  Natural  History  of  Trichinse. — The  trichina  spiralis,  one  of  the  class  of 
round  worms  or  uematoda,  has  long  been  known  to  occur  occasionally  in  the  mus- 
cles of  men  and  certain  animals ; but  it  was  not  mitil  I860  that  Zenker  showed 
that  trichinae  are  capable  of  exciting  in  man  a dangerous  and  sometimes  fatal  dis- 
ease. Since  then  numerous  individual  cases  and  quite  extensive  epidemics  have 
been  reported ; and  the  labors  of  Virchow,  Leuckart,  and  others  have  taught  us  the 
anatomy  and  mode  of  development  of  this  peculiar  parasite. 

The  trichina  appears  in  two  shapes — as  intestinal  trichina  and  as  muscular  tri- 
china. The  intestinal  form  is  a small  white  worm,  visible  to  the  naked  eye.  The 
female  is  3-4  mm.  long,  the  male  only  1-1'5  mm.  They  have  well-developed 
digestive  and  sexual  organs.  The  male  is  distinguished  by  two  little  processes  at 
the  tail.  The  muscular  trichina  {vide  Fig.  13)  is  a small  worm  O'7-l  mm.  long. 
It  is  found  coiled  up  among  the  muscular  fibers,  inside  a connective-tissue  capsule, 
which  is  often  calcified. 

The  events  in  the  life  of  the  trichina  are  remarkable.  If  living  muscular  tri- 
chinae reach  the  human  stomach,  viz.,  through  the  eating  of  trichinatous  pork,  the 
capsules  are  dissolved,  and  the  trichinae,  thus  set  free,  grow  in  two  or  three  days 
into  sexually  perfect  intestinal  trichinae.  In  the  uterus  of  the  impregnated  female 
the  eggs  develop  into  embryos,  which  are  born  already  hatched.  The  birth  of  em- 
bryos begins  seven  days  after  the  ingestion  of  the  muscular  trichinae,  and  seems  to 
continue  for  some  time.  A single  female  is  said  to  produce  more  than  one  thou- 
sand embryos.  These  latter  begin  their  travels  soon  after  birth,  and  reach  the  vol- 
untary muscles.  As  to  the  routes  they  choose  we  are  still  somewhat  in  doubt. 
Some  authorities  state  that  the  trichinm  penetrate  through  the  walls  of  the  intes- 
tine and  the  abdominal  cavity  into  the  connective  tissue.  Others  allirm  that  they 
enter  the  lymphatic  vessels,  oi*  exceptionally  the  blood-vessels.  They  penetrate 
into  the  primitive  fibers  ot  the  muscles,  and  cause  them  to  disintegrate.  Finally, 
they  coil  thein.sclves  up,  attain  the  size  of  muscular  trichiiiEC  in  about  fourteen 
days,  and  become  encapsulated.  Each  capsule  usually  contains  but  one,  although 
it  may  inclose  as  many  as  four.  The  capsule  is  formed  partly  by  an  cxcretioir 
from  the  trichina,  and  partly  from  the  rcllex  hyperplasia  of  the  surrounding  con- 
nective tissue.  The  process  of  development  is  now  complete.  The  muscular  tri- 
chinae seem,  unlike  the  intestinal  fonn,  to  have  a very  long  lease  of  life,  and  usually 
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endure  till  tlie  death  of  their  host.  They  are  often  found  accidentally  at  autopsies. 
They  are  most  abundant  in  the  diaphragm,  the  intercostal  muscles,  the  muscles 
of  the  larynx  and  throat,  and  in  the  biceps. 

.^Etiology  of  Trichinosis. — The  only  cause  yet  Imown  for  trichinatous  disease  in 
man  is  the  ingestion  of  trichinatous  raw  or  underdone  pork — e.  g.,  smoked  ham. 

Swine  are  pre-eminently  subject  to  trichinse.  They 
probably  become  infected  in  various  ways,  e.  g.,  from 
the  fmces  of  human  beings  and  swine  suffering  from 
tricliinosis,  or  through  the  ingestion  of  the  trichinatous 
flesh  of  other  swine.  The  waste  of  slaughter-houses  is 
often  fed  out  to  swine,  and  the  disease  thus  disseminated. 
Many  affirm  that  swine  are  also  infected  by  eating  rats 
infested  with  trichinae. 

Clinical  History.^ — The  symptoms  in  man  correspond 
in  general  to  the  developmental  and  vital  x^rocesses  of 
the  trichinae,  as  above  depicted.  In  individual  cases, 
however,  the  separate  stages  are  quite  often  obscured, 
Xn’obably  because  all  the  x>arasites  do  not  develop  simul- 
taneously, or  because  there  are  relaijses.  The  first 
symptoms  are  gastro-intestinal.  At  the  commencement 
there  is  a feeling  of  pres.sure  in  the  epigastrium,  with 
nausea  and  vomiting.  Later,  diarrhoea  is  prominent, 
becoming  in  some  cases  so  violent  as  to  remind  one  of 
cholera.  It  is  not  impossible,  although  rax’e,  to  find  in- 
testinal trichinae  iq  the  stools.  Sometimes  there  is  con- 
stipation instead  of  diarrhoea.  In  some  cases  the  initial 
gastro-intestinal  symptoms  are  but  slight.  Frequently, 
even  in  the  beginning  of  the  disease,  there  is  complaint 
of  pain  and  stiffness  in  the  muscles,  too  early  for  it  to 
be  due  to  the  migrations  of  the  trichinae. 

The  genuine  severe  muscular  symptoms,  due  to  the 
myositis  pi’oduced  by  the  trichinae  in  the  muscles,  do 
not  begin  till  the  second  week,  or  even  later.  In  many 
cases,  where  the  invading  parasites  seem  to  be  relatively 
few  in  number,  the  muscular  symxDtoms  are  slight,  or 
wholly  absent.  In  the  more  severe  cases,  however,  they 
may  be  extremely  violent  and  distressing.  The  muscles 
become  swollen,  firm  and  hard,  very  tender  on  x^ressure, 
and  very  painful.  The  patient  avoids  all  movements 
and  contraction  of  the  muscles  as  much  as  possible,  lying, 
with  flexed  arms  and  with  legs  either  extended  or  like- 
wise flexed,  motionless  in  bed.  The  patellar  reflex  almost  always  disappears,  and 
on  testing  the  electrical  reactions  there  is  found  a considerable  diminution  of  mus- 
cular excitability  to  both  the  galvanic  and  fai’adic  currents,  sometimes  associated 
with  delayed  contractions,  and  abnormally  long  duration  of  the  same  after  the 
stimulus  ceases  (Eisenlohr).  The  masseters  and  the  pharyngeal  and  laryngeal 
muscles  are  attacked,  so  that  there  is  difficulty  in  mastication  and  deglutition,  and 
hoarseness.  The  particii^ation  of  the  motores  oculi  causes  pain  in  the  eyes.  The 
condition  of  the  diaphragm,  intercostals,  and  abdominal  muscles  causes  serious 
difficulty  in  respiration.  There  is  distressing  dysimoca,  and  expectoration  is  so 
hampered  that  secretions  accumulate  in  the  air-passages.  Some  of  the  fatal  cases 
of  trichinosis  are  xJrincixially  due  to  this  impairment  of  resx^iration.  The  condi- 
tion may  be  aggravated  by  diffuse  bronchitis  or  lobular  pneumonia. 


Fio.  13.— (From  Heller.)  An 
isolated  primitive  bundle 
with  two  free  tricliiu®  in 
the  sheath  of  the  sarco- 
lemma.  Much  enlarged. 
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Third  in  the  list  of  important  symptoms  comes  oedema.  It  appears,  toward  the 
end  of  the  first  week,  in  the  eyelids.  Somewhat  later  it  involves  the  upper  and 
lower  extremities.  What  produces  it  is  not  quite  clear.  It  has  been  regarded  as 
in  part  infiammatory  and  in  part  the  result  of  occlusion  and  throinbosis  of  the 
smaller  lymphatics.  Cutaneous  eruptions  also  develop — e.  g.,  vesicle?,  wheals, 
petechia?,  and  pustules.  Frequently  there  is  profuse  perspiration,  consequent 
upon  which  abundant  crops  of  miliaria  or  sudamina  may  appear. 

In  well-marked  cases  there  may  be  quite  high  fever  and  other  severe  constitu- 
tional symptoms  in  addition  to  the  local  disturbances  already  discussed.  The 
temperature  may  for  a time  reach  104°  to  106°  (40°-41°  C.);  but  the  fever  is 
seldom  continuous  for  any  length  of  time,  being  usually  interrupted  by  fre- 
quent and  considerable  intermissions.  There  are  also  a rapid  pulse,  headache, 
stupor,  and  other  symptoms  suggesting  typhus  or  typhoid  fever.  In  fact,  the  first 
case  in  which  trichinosis  was  recognized  at  the  autopsy  (by  Zenker  of  Dresden) 
had  been  regarded  before  death  as  typhoid.  The  urine  may  be  albuminous ; and, 
in  rare  instances,  nephritis  is  seen. 

The  duration  of  the  disease  varies  widely.  There  are  mild  cases  often  unrec- 
ognized, which  get  well  after  slight  symptoms  have  lasted  two  or  three  weeks. 
More  pronounced  cases  occupy  six  to  eight  weeks,  or  even  a much  longer  time.  Of 
the  more  severe  cases  about  one  third  prove  fatal,  usually  from  the  fourth  to  the 
sixth  week.  Sometimes  death  is  caused  by  the  severity  of  the  constitutional  dis- 
turbance, but  usually  from  disabled  respiration.  Even  if  the  case  ends  favorably, 
recovery  is  often  very  tedious. 

Pathology. — The  autopsy  reveals  little  that  is  characteristic  excepting  the 
changes  in  the  muscles.  There  are  sometimes  the  signs  of  hsemorrhagic  catarrhal 
inflammation  of  the  small  intestine.  The  spleen  is  not  enlarged.  Very  often 
the  liver  is  decidedly  fatty.  What  should  cause  this  in  trichinosis  has  not  yet 
been  determined.  The  lungs  often  present  islets  of  lobular  pneumonia,  or  even 
sometimes  of  gangrene.  The  trichinae  are  found  in  the  muscles,  beginning  with 
the  fifth  week.  They  can  be  recognized  by  the  naked  eye  as  little  whitish  lines. 
We  have  already  named  the  muscles  chiefly  infested.  Under  the  microscope 
we  see  the  fibers  in  which  the  trichina?  lie  transformed  into  a fine  granular 
mass.  The  nuclei  of  the  muscular  fibrillse  are  greatly  increased  in  number  in  the 
neighborhood  of  the  coiled-up  parasite.  Finally,  the  sarcolemma  collapses,  and 
becomes  greatly  thickened  upon  its  external  surface  by  a hyperplasia  of  connect- 
ive tissue.  The  muscles  also  present  many  other  degenerative  changes,  such  as  a 
flaky  disintegration,  waxy  degeneration,  and  the  formation  of  vacuoles.  There 
is  furthermore  a marked  increase  of  nuclei  in  the  intei’stitial  tissue  of  the  muscles. 
Within  the  intestines  are  sometimes  to  be  found,  even  after  several  weeks’  illness, 
numerous  living  intestinal  trichina? — a fact  of  importance  from  a therapeutic 
point  of  view. 

Treatment. — The  trichinae  may  still  be  alive  in  pork  that  has  been  smoked 
or  salted  or  half-cooked — e.  g.,  many  sausages  are  unsafe.  The  only  possible 
prophylaxis,  as  far  as  the  individual  is  concerned,  is  therefore  to  avoid  all 
such  food.  A real  protection  for  the  public  against  the  disease  is  also  afforded 
by  governmental  microscopic  inspection  of  meat,  as  already  established  in  many 
places.  ^ 

When  an  individual  has  become  infected  with  trichino?,  if  it  is  possible 
that  intestinal  trichina?  still  arc  present,  the  treatment  must  always  begin  with 
the  exhibition  of  purgatives,  such  as  compound  infusion  of  senna,  calomel,  or 
castor-oil.  Of  the  I’emedics  which  are  calculated  to  destroy  the  intestinal  trichina?, 
glycerine,  which  was  first  recommended  by  Fiedler,  seems  to  be  the  most  efficient. 
It  must  be  given  in  rather  large  doses,  say  a tablespoonful  every  hour.  Other 
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drugs  are  mucli  less  reliable,  but  we  will  name  among  them  benzine  in  the  dose 
of  one  to  two  drachms  (grm.  4 to  8)  in  capsules,  and  picric  acid  in  pills — the  daily 
dose  heing  5 to  8 grains  (grm.  0’3-0’.5). 

Later  on,  when  the  invasion  of  the  muscles  has  ah’eady  begun,  we  are  unfortu- 
nately almost  without  resource.  The  muscular  pains  can  be  alleviated  by  nar- 
cotics, particulai’ly  morphine  subcutaneously,  poultices,  and  chloroform-oil  as  an 
embrocation.*  Protracted  warm  baths  are  excellent.  Antipyrine  and  salicylic 
acid  are  also  said  to  do  good  in  many  cases. 


* Generally  one  part  of  chloroform  to  ten  of  olive-oil.  It  is  not  officinal  in  Germany,  but  is  weaker 
than  the  linimentuin  chloroformi  (U.  S.  P.). — Tkans. 
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SECTION  I. 

Diseases  of  the  Nose* 

CHAPTER  I. 

CORYZA. 

{Snu-ffies.  Bhinitii.) 

Etiology. — The  well-known  symptoms  of  coryza  depend  upon  a catarrhal 
inflammation  of  the  nasal  mucous  membrane.  Although  this  catarrh  may  often 
be  due  to  infectious  influences,  still  we  can  not  deny  that  it  is  one  of  those  dis- 
eases which  may  be  caused  by  taking  cold.  Daily  experience  teaches  us  how  often 
coryza  follows  an  evident  exposure  to  cold,  like  wetting  the  feet.  We  may  men- 
tion its  contagiousness  as  an  argument  in  favor  of  its  infectious  character,  and 
this  may  be  illustrated  by  the  fact  that  it  may  he  conveyed  by  handkerchiefs, 
kissing,  etc.,  but  an  experimental  ti-ansmission  of  common  coryza  has  not  yet  been 
successful. 

Coryza  may  also  arise  from  the  action  of  chemical  mutants  or  mechanical  irri- 
tants, like  dust,  on  the  nasal  mucous  membrane.  The  iodine  coryza,  which  occurs 
from  the  internal  use  of  iodine,  is  especially  noteworthy.  In  this  form  iodine 
can  easily  be  detected  in  the  nasal  secretion.  The  idiosyncrasy  of  many  people  to 
ipecacuanha  is  also  well  known,  the  very  smell  of  it  setting  up  a coi’yza.  A 
severe  coryza  is  the  chief  symptom,  too,  in  hay  fever, f which  is  iDrohably  due  to 
the  action  of  the  pollen  of  certain  grasses  on  the  respiratory  mucous  membrane. 


* Special  treatises  on  the  pathology  and  therapeutics  of  nasal  diseases  are  to  be  found  in  the  follow- 
ing works:  Michel,  “Krankheiten  dor  Nsisenhohle.”  Fraenkel,  “Diseases  of  the  Nose,”  in  “Zicms- 
sen’s  Cyclopedia.”  Stork,  “ Klinik  dor  Krankheiten  dos  Kehlkopfes,  der  Na.se,  und  des  Eachens.” 
Schech,  “ Krankheiten  der  Mundhohlo,  des  Eachens,  und  der  Nase.”  Moldenhauer,  “ Krankheiten  dor 
Nasenhohlen,”  etc. 

t The  disoa.se  called  hay  fever  {catarrh, us  cestivus)  is  of  frequent  occurronco  in  England  and  North 
America,  although  rare  with  us  in  Germany.  It  usually  affects  men  in  middle  life,  less  often  women. 
Some  individuals  arc  pcoullariy  liable  to  the  disease.  For  them  an  attack  may  bo  produced  merely 
by  walking  across  a meadow  or  near  a grain-fleld  at  that  season  when  the  grasses  are  in  bloom,  i.e., 
about  May  to  .July.  As  already  intimated,  it  is  supposed  that  the  grains  of  pollen  excite  the  disease, 
being  diffused  in  the  air  and  thus  drawn  into  the  nostrils.  At  any  rate,  they  have  repeatedly  boon 
found  in  the  nasal  secretion  and  also  in  the  tears  of  affected  persons.  Tlio  symptoms  consist  in  a very 
severe  coryza,  with  huniing  of  the  nose  and  violent  snoozing.  The  erectile  tissue  of  the  nose  is  probably 
acutely  swollen.  Usually  these  symptoms  arc  aocompanied  by  a well-marked  conjunctivitis  with 
oedema  of  the  eyelids.  In  severer  casus  there  is  furthermore  a catarrh  of  the  larynx  and  bronchi. 
There  is  frequently  a tendency  to  violent  attacks  of  asthma  (“hay-asthma”),  capocially  at  night 
(see  the  chapter  on  bronchial  asthma).  The  treatment  consists  first  in  avoiding  the  cause  by  change 
of  residence,  aS  by  going  to  the  sea-shore.  For  the  nasal  catarrh  douches  are  chiefly  recommended, 
such  as  a solution  of  1 part  of  quinine  to  .'>00-1,000  parts  of  water,  or  a solution  of  carbolic  acid.  Tho 
administration  of  iodide  of  potassium  might  bo  tried,  particularly  where  there  is  asthma. 
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Finally,  we  must  bear  in  mind  that  coryza  may  often  be  only  a symptom  of  an- 
other disease  like  measles,  syphilis,  or  glanders,  and  that  severe  purulent  inflam- 
mation of  the  nasal  mucous  membrane  may  be  excited  by  the  presence  of  the 
secretion  from  a gonorrhoeal  or  blennorrhoeal  conjunctivitis. 

The  symptoms  of  coryza  are  in  most  of  the  milder  cases  of  a local  nature  only. 
The  secretion  is  troublesome ; at  first  it  is  scanty  and  mucous,  but  later  it  becomes 
more  abundant  and  watery ; and  sometimes  it  is  purulent.  The  nasal  passages  are 
not  infrequently  closed  from  the  swelling  of  the  mucous  membrane.  The  patient 
necessarily  has  to  breathe  through  the  mouth,  which  explains  the  w^ell-known 
nasal  speech.  This  closure  of  the  nares  may  give  rise  to  dangerous  attacks  of 
dyspnoea  in  children,  especially  in  infants,  who  have  to  breathe  through  the  nose 
when  sucking  at  the  breast.  The  sense  of  smell  is  always  diminished.  The  local 
sensations  of  pain  and  burning  ai’e  due  chiefly  to  a mild  inflammation  of  the  skin 
of  the  nostrils  and  upper  lip  set  up  by  the  irritation  of  the  secretion.  The  irri- 
tated condition  of  the  inflamed  mucous  membrane  occasions  a feeling  of  tick- 
ling and  itching  in  the  nose,  and  frequently  hy  a reflex  action  violent  sneezing. 
The  symptoms  are  more  severe  if  the  cavities  adjacent  to  the  nose  are  attacked  hy 
catarrh,  and  if  in  them  accumulations  of  secretion  occur.  Marked  pain  in  the 
forehead  occurs  in  catarrh  of  the  frontal  sinuses.  The  sinuses  of  the  ethmoid  and 
sphenoid  bones,  and  the  antrum  of  Highmore,  may  also  be  implicated.  Much 
more  frequently  a severe  coryza  sets  up  an  inflammation  in  adjacent  mucous 
membranes.  Thus  we  And  following  a coryza  a conjunctivitis,  an  affection  of 
the  ear,  a sore  tlu’oat,  or  a laiyngitis.  In  persistent  coryza  an  eczema  is  not 
infrequently  excited  on  the  skin  of  the  upper  lip,  and  mention  has  already  been 
made  of  the  fact  that  coryza  may  sometimes  act  as  the  exciting  cause  of  an  ery- 
sipelas. 

In  severe  coryza  we  may  sometimes  have  quite  a marked  general  disturbance, 
and  often  slight  elevations  of  temperature.  The  “coryza  fever”  in  children,  for 
instance,  is  well  known. 

Treatment. — Special  treatment  is  usually  unnecessary,  for  most  cases  recover 
of  themselves  in  a few  days.  With  abundant  secretion,  especially  in  fresh  cases, 
Hager’s  “ coryza  remedy  ” [as  an  inhalation]  is  worthy  of  trial ; this  consists  of 
ten  parts  each  of  alcohol  and  carbolic  acid,  and  flve  parts  of  ammonia- water.  A 
snuff  of  calomel  is  also  greatly  pi-aised.  When  the  secretion  forms  abundant  dry 
scabs,  an  attempt  should  be  made  to  wash  them  out  by  injections  of  warm  fluids, 
like  warm  milk.  The  upper  lip  and  the  nostrils  should  be  smeared  with  vaseline 
or  simple  ointment  to  protect  the  skin  from  the  action  of  the  secretion.  Only  in 
the  rare  cases  of  a severe  purulent  catarrh  can  an  energetic  local  treatment  of  the 
nasal  mucous  membrane  be  necessary.  Here  we  may  use  douches,  sprays,  or 
inhalations  of  astringents  like  tannin  or  alum,  or  we  may  apply  caustics  like 
nitrate  of  silver. 


CHAPTER  II. 

CHRONIC  RHINITIS. 

{Rhinitis  chronica  hypertrophica  and  atrophica.  Ozcena.) 

1.  Chronic  Rhinitis. — It  is  in  many  cases  impossible  to  determine  the  causes  of 
hypertrophic  rhinitis.  Sometimes  the  condition  seems  to  develop  as  a sequel  to 
frequently  repeated  nasal  catarrh,  although  in  this  case  the  relation  is  often 
reversed — it  being  the  chronic  rhinitis  which  occasions  a predisposition  to  the 
frequent  acute  exacerbations  of  the  catarrh.  Certain  diatheses  (anaemia,  scrofula) 
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appear  to  influence  the  development  of  the  disease.  This  is  also  true  of  occupa- 
tions which  expose  the  individual  to  dust  or  smoke,  and  sometimes  of  malforma- 
tion of  the  nose  (for  instance,  deviation  of  the  septum)  and  perhaps  also  of  heredi- 
tary predisposition. 

The  anatomical  changes  consist  in  a slow  but  progressive  swelling  and  hyper- 
trophy of  the  mucous  membrane.  This  seems  spongy,  and  of  a red  or  reddish- 
gi-ay  color.  The  greatest  change  is  almost  always  found  over  the  inferior  turbi-  ' 
nated  bone,  and  next  to  that  over  the  middle.  In  advanced  cases  the  mucous 
membrane  presents  rough,  uneven  swellings,  and  even  polypi.  These  changes 
are  often  visible  upon  inspection  of  the  nostrils  anteriorly,  hut  they  may  escape 
discovery  until  a rhinoscopic  examination  of  the  posterior  choanse  is  made. 

The  disturbance  occasioned  by  chronic  hypertrophic  rhinitis  may  be  very  con- 
siderable. Nasal  respiration  is  obstructed,  the  voice  nasal,  the  senses  of  smeU 
and  taste  impaired.  The  nasal  secretion  is  for  the  most  part  increased,  but  it  may 
he  diminished.  Often  there  is  a tendency  to  nose-bleed.  Many  patients  complain 
also  of  headache. 

The  frequent  involvement  of  neighboring  organs  is  important.  This  applies 
particulai’ly  to  the  ear.  Deafness  is  caused  both  by  the  obstruction  of  the  open- 
ings of  the  Eustachian  tubes,  and  not  infrequently  also  by  extension  of  the  catarrh 
to  the  lining  membrane  of  the  tubes  and  the  middle  ear.  Veiy  frequently  the 
disease  is  associated  with  chronic  naso-pharyngitis  or  pharyngitis.  The  visible 
portion  of  the  nose  is  not  infrequently  affected,  as  shown  by  redness  and  swelling 
of  its  tip. 

A fact  of  especial  interest  is  that  such  a diseased  state  of  the  nasal  mucous 
membrane  may  give  rise  to  reflex  neuroses  (Voltolini,  Hack,  and  others).  Al- 
though, in  our  opinion,  many  of  the  specialists  on  the  nose  go  too  far  in  this  direc- 
tion, there  is  no  room  for  doubt  that  attacks  of  migraine,  vertigo,  certain  varieties 
of  headache,  and,  above  all,  many  forms  of  bronchial  asthma,  may  bear  a close 
relation  to  diseases  of  the  nose.  We  shall  revert  to  this  point  later  on.  (See 
especially  the  chapter  on  bronchial  asthma.) 

The  treatment  of  chronic  hypertrophic  rhinitis,  in  order  to  be  successful,  de- 
mands complete  destruction  and  removal  of  the  hypertrophic  portions  by  means 
of  the  galvano-cautery.  For  particulars,  we  must  refer  to  the  directions  of  spe- 
cialists. In  milder  cases,  however,  benefit  may  follow  the  insufflation  of  a powder 
composed  of  one  part  of  nitrate  of  silver  to  ten  or  twenty  of  common  starch,  or 
applications  of  lunar  caustic  may  be  made. 

2.  Chronic  Atrophic  or  Fetid  Rhinitis.  Ozsena  Simplex.— This  frequent  and 
peculiar  form  of  chronic  rhinitis  is  the  cause  of  that  well-known  condition  which  is 
characterized  by  a peculiar  and  extremely  disagreeable  odor  from  the  nose,  which 
is  therefore  usually  termed  ozaeua,  from  the  Greek  word  to  stink.  The  disease 
consists  in  a slow,  progressive  atrophy  not  only  of  the  mucous  membrane  with  its 
ve.sseLs  and  glands,  hut  finally  also  of  the  hones,  and  this  atrophy  is  not  preceded 
by  hypertrophy.  Thus  the  nasal  cavities  become  abnormally  large.  The  tur- 
binated bones  grow  smaller  and  smaller,  so  that  fi7ially  they  are  represented 
merely  by  narrow  ridges.  Furthermore,  the  scanty  purulent  secretion  has  a tend- 
ency to  dry  up  and  form  adherent  greenish-yellow  scabs  and  crusts,  which 
undergo  a peculiar  putrefactive  decomposition  and  give  rise  to  the  unbeai’ablo 
stench.  It  is  possible,  but  not  yet  demonstrated,  that  a specific  kind  of  bacterium 
plays  a part  in  the  process. 

The  ozsena  generally  develops  in  childhood.  It  usually  begins  insidiously,  hut 
in  other  cases  apparently  is  a sequel  of  some  acute  disease,  such  as  measles. 
Anaemia  and  scrofula  deservedly  rank  as  important  pi’cdisposiug  causes. 

The  subjective  symptoms  are  often  not  marked.  This  is  partly  explained  by 
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tlie  fact  that  tlie  patient  has  usually  completely  lost  his  sense  of  smell,  but  for 
that  very  reason  the  discomfort  of  his  friends  may  be  the  greater.  The  feeling 
of  dryness  in  the  nose  may  prove  annoying,  and  there  are  often  complaints  of 
headache  and  of  pressure  in  the  eyes.  Inasmuch  as  the  naso-pharynx  and  the 
posterior  pharyngeal  wall  are  almost  always  implicated  in  the  process,  the  patient 
often  sufPers  from  hacldng  and  a tendency  to  cough  and  vomit.  Such  portions 
of  the  secretion  as  are  swallowed  sometimes  give  rise  to  a considerable  chronic 
disturbance  of  the  stomach.  Upon  physical  examination  we  are  first  struck  by 
the  unusual  breadth  of  the  nostrils.  With  the  x’hinoscope  the  extent  of  the 
atrophy  is  still  better  seen.  The  mucous  membrane  is  pale  or  shghtly  red,  and 
covered  with  dry  scabs.  Sometimes  superficial  ulcers  are  formed.  Usually,  as  we 
have  said,  the  superior  portion  of  the  jiharyngeal  mucous  membrane  shai'es  in  the 
disease.  The  posterior  wall  of  the  pharynx  is  seen  to  be  atrophied,  smooth  as  if  it 
were  varnished,  and  often  covered  with  crusts.  The  process  may  involve  the  soft 
palate,  and  even  the  larynx,  and  not  infrequently  the  disease  is  associated  with 
inflammation  of  the  middle  ear. 

It  should  be  added  that  the  true  ozaena  must  not  be  confounded  with  other 
processes  which  likewise  give  rise  to  a foul  smell  from  the  nose.  Tuberculous 
disease  of  the  nasal  mucous  membrane  and  Jiasal  bones  is  not  I’are,  pai’ticularly  in 
“scrofulous”  children  (Demme);  nor  should  we  forget  the  syphilitic  affections  of 
the  nose,  tertiaiy  and  hereditaiy  syphilis. 

Treatment. — The  treatment  of  ozaena  can  be  made  effective  only  by  the  aid  of 
local  apixlications  as  prescribed  by  specialists.  Even  then  the  treatment  is  a 
prolonged  one,  and  demands  much  patience  on  the  pai’t  of  both  patient  and  physi- 
cian. Besides  local  applications,  we  must  also  bear  in  mind  the  necessity  of  consti- 
tutional treatment,  especially  in  syphilis  and  tuberculosis. 

The  object  of  local  treatment  is  to  remove  the  secretion  in  order  to  get  rid  of 
the  bad  odor.  Nasal  douches,  with  disinfectant  solutions  like  permanganate  of 
potassium  (1-3,000)  or  carbolic  or  corrosive  sublimate,  ai’e  here  most  useful.  The 
solution  is  carefully  injected  into  the  nose,  or  the  fluid  is  allowed  to  run  gently 
into  one  nostril  from  an  irrigator  while  the  patient  keeps  his  head  bent  forward; 
it  then  runs  through  the  naso-pharynx  and  out  through  the  other  nostril.  The 
patient  soon  learns  to  retain  the  fluid  in  the  jxharynx  and  eject  it  from  the  mouth. 
All  nasal  douches  must  at  first  be  used  with  care  and  under  the  eye  of  the  physi- 
cian. The  fluid  should  be  injected  at  the  lowest  pressure  possible,  so  that  none  of 
it  may  enter  the  adjacent  cavities  or  the  Eustachian  tube.  Furthermore,  all 
solutions  used  as  a douche  must  be  luke-warm — 90°  to  95°  (25°-28°  R.).  Besides 
the  regular  use  of  douches,  painting  and  the  insufflation  of  powders,  like  boracic 
acid,  aceto-tartrate  of  aluminum,  etc.,  are  sometimes  employed.  The  insertion  of 
tampons  of  diy  absorbent  cottom  is  to  be  recommended;  under  their  use  the 
secretion  dries  less  easily  and  the  odor  is  dimmished.  These  tampons  should  be 
changed  daily.  It  is  advantageous  to  medicate  the  tampons  with  a one-per-cent, 
solution  of  creolin  or  with  Peruvian  balsam  or  some  similar  drug.  Tincture  of 
iodine  is  also  recommended.  Of  late  many  attempts  have  been  made  to  ti’eat 
chronic  nasal  catarrh  by  the  galvano-cautery.  With  regard  to  the  details  of  this 
as  well  as  of  other  methods,  we  must  refer  to  special  treatises  on  the  subject. 
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CHAPTER  III. 

NOSE-BLEED. 

{Epistaxis.) 

Although  in  many  ca.ses  nose-bleed  is  only  a symptom  of  some  other  disease, 
still  we  are  justified  in  a short  description  of  it,  partly  because  frequently  repeated 
nose-bleeds  often  first  call  our  attention  to  some  other  existing  disease,  and  partly 
because  the  treatment  is  of  practical  importance. 

Many  persons  are  subject  to  habitual  nose-bleed,  which  comes  on  either  from 
slight  causes,  from  violently  blowing  the  nose,  from  physical  exertion,  from  over- 
heating, or  even  without  any  special  cause.  This  habitual  nose-bleed  is  sometimes, 
but  by  no  means  always,  the  sign  of  a general  hsemorrhagic  diathesis,  which  is 
hereditary  in  many  families.  (See  the  chapter  on  Haemophilia.)  In  other  cases 
the  nose-bleed  is  the  result  of  some  chronic  disease.  It  occurs  especially  in  leu- 
kaemia, in  disease  of  the  heart,  in  contracted  kidney,  and  as  a symptom  of  the  so- 
called  haemorrhagic  diseases,  like  scuiu’y,  purpura  haemorrhagica,  etc.  It  is 
also  not  uncommon  in  acute  febrile  diseases,  like  typhoid  and  scarlet  fever. 
Finally,  diseases  of  the  nose  itself  may  give  rise  to  haemorrhage.  The  occurrence 
of  no.se-bleed  as  a form  of  so-called  “vicarious  menstruation  ” has  of  tea  been 
described,  but  we  must  always  be  very  guarded  in  admitting  it  as  a fact. 

In  many  cases  nose-bleed  is  a very  transitory  symptom,  wholly  without  danger, 
and  in  one  sense  it  may  even  he  advantageous.  When  there  is  headache,  or  a 
feeling  of  fullness  in  the  head,  there  is  often  relief  after  an  epistaxis.  Nose- 
bleed is  dangerous,  however,  when  it  takes  place  in  those  who  are  already  weak 
and  anaemic,  or  when  it  is  so  persistent  and  abundant  as  to  cause  a marked  general 
anmmia.  The  latter  is  recognized  by  the  pallor  of  the  face,  by  the  appearance  of 
general  weakness,  by  vertigo,  tinnitus,  and  a weakened  pulse.  In  such  cases  the 
physician’s  interference  is  always  necessary.  In  every  case  of  nose-bleed  it  is 
important  to  examine  the  posterior  wall  of  the  pharynx  in  order  to  see  whether 
the  blood  is  not  flowing  backward  from  the  posterior  nares.  The  hmmorrhage  is 
often  thought  to  stop  when  no  more  blood  comes  from  the  nostrils,  and  yet  the 
blood  keeps  flowing  posteriorly. 

In  every  severe  nose-bleed  rest  is  the  chief  thing  to  be  enjoined,  and  the  patient 
must  be  told  to  avoid  unnecessarily  blowing,  wiping,  or  drying  the  nose.  By 
quietly  and  persistently  closing  the  nostrils  with  a handkerchief  a thrombus  is 
often- formed  without  any  further  medication,  and  the  bleeding  stops.  Tlie  appli- 
cation of  cold  water  (iced  water),  in  which  a little  vinegar  may  be  put,  is  a good 
thing.  If  the  bleeding  does  not  stop,  we  may  next  try  a tampon  of  common 
absorbent  cotton  or  styptic  cotton  in  the  nostril  fi-om  which  the  blood  comes.  If 
this  does  not  succeed,  the  j)osterior  nares  must  be  plugged  by  means  of  a “Bel- 
locq’s  canula.”  In  case  of  emergency  we  may  use  an  elastic  catheter,  which  is 
passed  through  the  inferior  meatus  iuto  the  phai’ynx  and  out  by  the  mouth.  The 
tampon  is  fastened  to  the  catheter  and  brought  up  into  the  posterioi’  nares  by 
drawing  the  catheter  back  through  the  nose.  Internal  I’cmedies  to  check  the 
blood  are  very  uncertain  in  their  action.  Ergotine,  in  one-grain  pills  (grin.  0'0;i), 
every  three  or  four  hours,  is  the  first  one  to  employ,  if  we  wish  to  try  to  check  the 
bleeding  by  this  means. 
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SECTION  II. 

Diseases  of  the  Laryhx. 

CHAPTER  I. 

ACUTE  LARYNGEAL  CATARRH. 

{Acute  Larynyitis.) 

.ZEtiology. — Taking  cold  plays  a prominent  part  in  the  aetiology  or  acute  laryn- 
geal catarrh,  as  every  one  knows.  Its  influence  can  not  properly  be  wholly 
denied,  since  the  more  intimate  relation  between  taking  cold  and  the  origin  of 
a catarrh  is  still  unknown.  The  disposition  to  laryngitis  differs  very  much  in 
different  people,  so  that  some  take  a catarrh  much  more  easily  and  more  fre- 
quently than  others.  Besides  cold,  direct  irritants  which  attack  the  laryngeal 
mucous  membrane  often  set  up  a laryngitis ; among  these  are  in  particular  the 
inhalation  of  smoke  and  of  injurious  gases  and  vapors.  Many  laryngeal  catarrhs, 
too,  arise  fz’om  excessive  speaking,  shouting,  or  singing,  particularly  if  other  injuri- 
ous influences  act  on  the  larynx  at  the  same  time.  Finally,  laryngitis  may  appear 
as  a complication  or  as  a secondary  affection,  in  other  diseases,  especially  in  measles, 
less  frequently  in  typhoid,  scarlet  fever,  and  erysipelas.  Catarrh  of  the  larynx  is 
very  often  combined  with  catarrh  of  the  nose,  the  phaiynx,  and  the  larger  bronchi. 

Symptomatology. — Although  the  symptoms  of  laryngitis  usually  make  the 
diagnosis  easy  and  certain,  yet  an  accurate  understanding  of  the  extent  and 
intensity  of  the  catarrh  can  be  obtained  only  by  a laryugoscopic  examination,* 
which  therefore  should  be  employed  in  every  severe  case.  The  laryngeal  mu-ror 
shows  a decided  reddening  and  swelling  of  the  mucous  membrane,  varying  with 
the  intensity  of  the  catarrh,  and  most  marked  on  the  true  and  false  vocal  cords 
and  between  the  aiytEenoid  cartilages.  We  often  see  small  collections  of  mucus 
here  and  there  on  the  membrane.  In  individual  cases  different  parts  of  the 
larynx  are  especially  affected.  In  intense  inflammations  suijerficial  erosions  are 
often  met  with,  especially  on  the  vocal  cords.  In  other  cases  the  mucous  mem- 
brane shows  a grayish-white  coloring  in  some  places,  due  to  a thickening  of  the 
epithelium.  Small  bmmorrhages  in  the  mucous  membrane  are  also  occasionally 
seen.  Very  often  we  see  on  phonationan  incomplete  closure  of  the  glottis,  so  that 
a little  oval  space  is  left  between  the  vocal  cords.  This  slight  “ catarrhal  paresis 
of  the  vocal  cords  ” is  i^robably  of  muscular  origin,  and  depends  chiefly  upon  an 
affection  of  the  thyro-arytaenoid  muscles. 

Of  the  other  symptoms  of  laryngeal  catarrh,  hoarseness  is  particularly  to  be 
mentioned,  for  in  many  cases  the  diagnosis  of  laryngitis  may  be  made  fi’om  this 
alone.  It  is  either  due  directly  to  the  anatomical  changes  of  the  cords,  or  to  the 
paresis  just  mentioned.  The  degree  of  hoarseness  is  of  course  very  different  in 
different  cases,  and  varies  from  a simple  “ roughening ” or  “deadening”  of  the 
voice  to  a complete  loss  of  voice  (aphonia). 


* More  e.vtensivo  observations  on  laryiipfoscopy  and  on  many  details  of  the  pathology  of  laryngeal 
diseases,  which  have  been  carefully  investigated  by  specialists  and  which  can  not  be  mentioned  here, 
are  to  bo  found  in  the  following  works:  Turek,  “ Klinik  der  Krankhoiteu des  Kehlkopfos,”  18G6. 
Semeledcr,  “ Laryngoskopie,”  1863.  Tobold,  “ Laryngoskopie,”  1874.  Stiirk,  “ Klinik  der  Krank- 
heiten  des  Kohlkopfes,  der  Naso,  u.  des  Eachens,”  1880.  Mackenzie,  “ Diseases  of  the  Throat  and 
Nose,”  1880.  B.  Fraenkcl  and  v.  Ziemssen,  “ Diseases  of  the  Laryn.v,”  in  Ziemssen’s  “ Cyclopiudia.” 
Gottstein,“  Krankheitcn  des  Kehlkopfes,”  third  edition,  1890.  Sehr6tter,“  Vorlcsungen  ilberdio  Krank- 
heiten  des  Kehikopfes.” 
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The  cough  in  laryngitis  may  he  very  severe,  and  is  often  recognizable  by  its 
hai-sh,  hoai-se  ring  as  a “ laryngeal  cough.”  It  is  at  first  usually  dry,  and  later  on 
it  is  associated  with  a scanty  muco-purulent  expectoration,  which  is  sometimes 
tinged  with  blood. 

Pain  in  the  larynx  is  generally  only  moderate.  The  subjective  symptoms  con- 
sist chiefly  of  a disagreeable  feeling  of  itching,  burning,  and  dryness  in  the  throat. 
After  prolonged  speaking,  however,  the  pain  in  the  larynx  may  sometimes  he  quite 
severe.  External  pressure  on  the  larynx  is  often  somewhat  painful.  Difficulty 
in  swallowing,  when  it  occurs,  is  usually  due  to  an  accompanying  pharyngitis, 
hut  it  may  also  be  dependent  upon  an  affection  of  the  epiglottis  and  the  arytaenoid 
cartilages. 

The  general  health  is  affected  in  very  different  degrees.  Many  patients  feel 
quite  well  except  for  the  hoarseness,  while  others  are  affected  with  considerable 
debihty,  mild  headache,  and  even  at  times  slight  febrile  disturbances. 

Dyspnoea  is  not  present  in  the  common  laryngitis  of  adults,  even  if  there  is 
decided  swelling  of  the  false  vocal  cords  or  of  the  ary-epiglottic  folds.  There  is, 
however,  a severe  foi'ui  of  acute  laryngitis,  the  so-called  laryngitis  hypoglottica 
acuta  gravis  (chorditis  vocalis  inferior),  affecting  not  only  children,  hut  adults, 
in  which  well-marked  symptoms  of  suffocation  may  be  present.  In  this  form 
there  is  an  acute,  very  well  marked  swelling  of  the  mucous  membrane  in  the  in- 
ferior, “ sub- chordal,”  laryngeal  space,  which  leads  to  a stenosis. 

In  children,  however,  on  account  of  the  gi’eater  narrowness  of  the  child’s 
larynx,  sj’^m^Jtoms  of  stenosis  are  not  rare  even  in  the  milder  forms  of  laryngitis, 
and  therefore  they  have  led  to  the  establishment  of  a special  disease,  the  so-called 
false  croup. 

The  false  croup  {laryngitis  stridula)  of  children  usually  follows  a slight 
coryza.  A harsh,  hollow,  ringing  cough  comes  on,  almost  always  suddenly  and 
usually  at  night,  by  which  the  child  is  awakened  out  of  sleep.  The  paroxysms  of 
coughing  are  broken  by  long-drawn,  noisy  inspirations.  The  child  is  anxious  and 
restless,  the  respiration  is  labored,  the  pulse  is  rapid.  Such  attacks  recur  several 
times  during  the  night.  The  next  day  the  child  is  quite  lively,  plays  about,  and 
has  at  most  a slight  cough.  The  next  night,  rarely  sooner,  the  same  severe  attacks 
are  repeated.  After  that  there  remains,  as  a rule,  nothing  hut  a slight  catarrh, 
which  completely  disappears  in  a week  or  two.  These  sudden  attacks  have  their 
origin  partly  in  a marked  swelling  of  the  mucous  membrane,  occurring  during 
sleep,  partly'  in  a neglected  accumulation  of  secretion,  and  probably  often  also  in 
a reflex  spasm  of  the  glottis.  No  other  anatomical  cause  than  a simple  catarrh  of 
the  larynx  is  apparent,  and  on  examining  the  pharynx,  and,  if  possible,  the  larynx 
also,  we  find  no  trace  of  that  diphtheritic  process  which  is  usually  present  in  true 
laryngeal  croup.  It  is  remarkable  that  many  children,  and  sometimes  several 
children  of  the  same  family,  have  a specially  marked  predisposition  to  false 
croup.  The  statement,  therefore,  that  a child  has  had  the  croup  several  times 
almost  always  means  that  it  has  had  this  form  of  false  croup  just  de.scribed. 

Acute  laryngitis  lasts  only  a few  days  in  mild  cases,  and  a week  or  more  in 
severe  cases.  With  improper  care  and  unreasonable  conduct  on  the  patient’s  ]>art 
an  acute  catarrh  may  run  into  the  chronic  form.  We  hardly  ever  see  a fatal 
r&sult  in  adults,  even  in  the  severe  form,  or  in  the  false  croup  of  children. 

The  treatment  of  acute  laryngitis  requires  that  especial  attention  he  i)aid  to  the 
removal  of  all  injurious  influences.  In  every  severe  laryngitis  the  jiatient  should 
sfliy  i7i  his  room,  and  children  ai’e  better  oft’  iji  bed.  The  patient  should  talk  as 
little  as  possible.  In  all  severe  cases  smoking,  too,  is  to  be  forbidden.  It  is  a good 
plan  to  furnish  ])lenty  of  warm  driidc.  Hot  milk,  mixed  with  Seltzer  or  Ems 
water,  is  readily  taken  by  most  i)aticnts.  If  there  is  an  inhaler  at  our  disposal,  we 
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may  let  the  patient  inhale  simple  steam,  or  a one-  or  two-per-cent,  solution  of 
common  salt  Inhalations  of  astringents  are  usually  unnecessary.  The  patient 
may  also  breathe  steam  without  any  special  apparatus.  When  there  is  marked 
irritation  from  coughing  we  may  give  a little  morphine.  With  more  marked 
local  symptoms,  especially  if  there  is  much  pain  on  swallowing  from  swell- 
ing of  the  epiglottis  and  the  mucous  membrane  over  the  arytoeuoid  cartilages,  the 
patient  may  suck  pieces  of  ice  slowly.  In  sevei’e  cases  of  acute  laryngitis,  with 
evident  symptoms  of  stenosis,  ice  must  be  energetically  used  as  an  internal  and  an 
external  application.  Sometimes,  too,  a few  leeches  applied  in  the  region  of  the 
larynx  afford  distinct  relief.  Among  external  applications  a mustard  plaster  over 
the  front  of  the  neck  is  to  he  recommended  when  there  are  marked  local  symp- 
toms. Cold,  wet  comi^resses  about  the  neck  are  also  of  advantage  in  all  cases. 

In  the  false  croup  of  children  we  should  use,  as  a rule,  the  same  treatment  as 
has  just  been  described.  The  child  should  take  warm  drink,  and  a mustard 
paste  or  hot  poultices  should  be  applied  to  the  neck.  We  should  be  rather  cau- 
tious with  regard  to  the  favorite  treatment  with  emetics,  such  as  ipecac  and  sul- 
phate of  copper,  although  it  can  not  he  denied  that  they  sometimes  work  very 
well. 

These  means  are  entirely  sufRcient  for  the  treatment  of  acute  laiyngitis.  It  is 
only  exceptionally  that  we  find  ourselves  led  to  employ  in  acute  laryngeal  catarrh 
an  energetic  local  treatment  of  the  laryngeal  mucous  membrane,  like  painting 
with  a 1-15  solution  of  nitrate  of  silver. 

We  must  bear  in  mind  that  a rational  hardening  process  is  of  distinct  prophy- 
lactic value  in  persons,,  especially  in  children,  with  a recognized  tendency  to 
laryngitis,  sore  throat,  etc.  The  best  method  is  to  bathe  the  neck  and  chest  with 
cold  w’ater  regularly  morning  and  night. 

[A  mild  emetic  can  do  no  possible  harm  in  false  croup,  and  very  often  cuts  the 
attack  short.  The  application  of  a sponge,  moistened  with  water  as  hot  as  the 
child  will  beai*,  to  the  region  of  the  larynx  deserves  mention.] 


CHAPTER  II. 

CHRONIC  LARYNGITIS. 

{Chronic  Laryngeal  Catairh.) 

lEtiology. — Chronic  laryngitis  develops  from  an  acute  catarrh,  or  comes  on 
gradually  from  the  action  of  injurious  influences  on  the  lai’ynx  (see  the  preceding 
chapter).  Chronic  larjmgitis,  therefore,  is  in  many  cases  a disease  arising  from 
the  occupation,  and  is  seen  especially  in  singers,  public  speakers,  criers,  inn-keep- 
ers, etc.  It  is  very  frequent  in  drunkards,  and  in  such  cases  it  is  almost  always 
associated  with  a chronic  pharyngitis.  It  is  frequently  stated  that  too  long  a 
uvula  sets  up  a chronic  laryngitis  by  constant  ii-ritation  of  the  entrance  to  the 
larynx,  and  that  if  the  uvula  is  amputated  the  disease  is  cured. 

Symptomatology. — A laryngoscopic  examination  is  very  desirable  in  acute 
laryngeal  catarrh,  hut  it  is  the  physician’s  absolute  duty  to  make  one  in  eveiy 
chronic  laryngitis,  for  only  too  frequently  a persistent  hoarseness  is  referred 
simply  to  catarrh  when  the  lai’yngoscope  gives  quite  another  cause  for  it,  such  as 
paralysis  of  the  vocal  cords  or  new  growths.  Furthermore,  we  must  always  re- 
member that  a chronic  laryngitis  may  be  a complication  of  tuberculosis,  syphilis, 
or  chronic  nephritis.  On  the  other  hand,  those  physicians  who  make  a specialty 
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of  larrngolog'y  ofteji  neglect  a careful  and  satisfactory  examination  of  the  rest  of 
the  body  when  there  are  laryngeal  troubles. 

The  laryugoscopic  appearance  in  chronic  catarrh  may  be  so  like  that  in  an 
acute  catai-rh . that  we  can  not  distinguish  between  them  without  the  history 
obtained  from  the  patient.  The  redness  of  the  mucous  membrane,  however,  is 
usually  less  intense,  and  the  vocal  cords  have  more  of  a dirty  grayish-red  appear- 
ance. Quite  frequently  in  persistent  catarrhs  a thickening  of  particular  parts  of 
the  mucous  membrane  is  developed,  especially  of  the  folds  between  the  arytaanoid 
cartilages.  This  swelling  is  of  practical  importance,  because  it  furnishes  a me- 
chanical hindrance  to  the  closure  of  the  arytsenoid  cartilages,  and  in  that  way 
contributes  to  the  development  of  the  hoarseness.  We  also  find  limited  and 
marked  thickening  of  the  epiglottis,  the  false  vocal  cords  (especially  in  public 
speakers  and  preachers),  and  the  true  vocal  cords.  Tiirck  has  described  a peculiar 
form  of  chronic  laryngitis,  in  which  rough  prominences  are  formed  in  the  middle 
of  the  true  vocal  cords,  under  the  name  of  chorditis  tuberosa.  We  not  infre- 
quently find  in  chronic  catarrh  superficial  erosions,  especially  on  the  true  vocal 
cords.  Superficial  but  very  painful  fissures  occur  upon  the  posterior  wall  of  the 
lai-ynx  between  the  arytaenoid  cartilages.  We  also  very  often  see  a disturbance  of 
motion  of  one  or  both  vocal  cords,  due  sometimes  to  muscular  paresis  and  some- 
times to  mechanical  conditions. 

The  other  symptoms  of  chronic  laryngitis  are  hoarseness,  cough,  and  abnormal 
sensations  in  the  larynx.  The  hoarseness  is  of  every  degree,  from  mere  rough- 
ness, frequent  “ cracking  ” of  the  voice,  to  almost  complete  aphonia.  The  cough 
is  ringing,  hoai’se,  deep,  and  rough.  The  expectoration  is  scanty,  usually  simply 
mucous,  but  sometimes  a little  bloody.  The  subjective  sensations  in  the  larynx 
are  a feeling  of  burning  and  itching,  and  of  dryness  and  tickling.  They  usually 
increase  after  any  protracted  use  of  the  voice. 

We  must  also  mention  as  a very  rare  but  practically  important  and  peculiar 
form  of  chronic  laryngitis  the  chorditis  vocaUs  inferior  hypertrophica  (Gerhardt), 
or  laryngitis  hypoglottica  chronica  hypertrophica  (Ziemssen).  In  this  form  there 
is  a very  gradual  hypertrophy,  and  finally  a contraction  of  the  mucous  and  espe- 
cially the  submucous  connective  tissue  in  the  inferior  laryngeal  space.  More 
rarely  the  same  changes  are  seen  in  the  upper  part  of  the  larynx.  The  special 
symptom  of  the  disease,  besides  a chronic  hoarseness,  is  the  appearance  of  a gradu- 
ally increasing  stenosis  of  the  larynx.  The  respiration  is  always  labored,  the 
inspiration  noisy  and  pi'otracted.  In  many  cases  there  are  at  times  such  attacks 
of  suffocation  that  life  can  be  prolonged  only  by  tracheotomy.  The  diagnosis 
can  be  made  only  by  the  aid  of  the  laryngoscope.  We  see  beneath  the  glottis 
a little  fissure  surrounded  by  the  thick  and  swollen  mucous  membrane  of  the 
laryngeal  walls. 

The  precise  aetiology  of  this  disease  is  as  yet  unknown.  It  appears  to  have 
nothing  to  do  with  syphilis,  contrary  to  the  former  belief. 

The  treatment  of  chronic  laryngeal  catarrh  is  always  a tedious  and  laborious 
task,  the  success  of  which  depends  in  great  measure  upon  the  good  will  and 
energy  of  tlie  patient.  In  the  first  place,  then,  we  should  endeavor  to  remove  as 
far  as  pos.sible  those  injurious  influences  which  have  excited  and  kept  up  the 
catarrh.  It  is  often  easier  to  give  good  advice  here  than  to  follow  it.  Neverthe- 
less, it  is  the  task  of  the  idiysician  to  impress  upon  the  patient  the  urgent  neces- 
sity of  taking  care  of  tlie  larynx,  and  to  forbid  as  far  as  possible  all  ])ro(racted 
speaking,  singing,  shiying  in  smoke  or  dust,  smoking,  and  drinking  alcoholic 
liquors. 

Local  treatment  takes  the  second  place.  Among  the  most  useful  means  to 
employ  are  inhalations  of  astringent  solutions,  like  a onc-por-cent.  solution  of 
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either  tannin  or  alum.  When  there  is  great  sensitiveness  of  the  larynx,  the 
patient  may  also  inhale  narcotics,  a mixture  of  fifty  parts  of  cherry-laurel  water 
with  a thousand  parts  of  water,  or  a four-per-cent,  solution  of  bromide  of  potas- 
sium. The  inhalations  should  be  used  two  or  thi-ee  times  a day,  and  last  about 
five  minutes  each  time.  Direct  applications  to  the  larynx  are  much  more  effective 
than  inhalations,  but  these  can  be  employed  only  by  the  aid  of  a laryngeal  mii'ror. 
Of  these  we  use,  first  of  all,  nitrate  of  silver,  at  fii’st  in  a weak  solution  (one  to 
thirty) ; later  in  a more  concentrated  form  (one  to  ten,  or  even  one  to  five).  These 
applications  are  made  every  two  or  three  days.  Besides  nitrate  of  silver,  the  larynx 
may  also  be  painted  with  pure  tincture  of  iodine,  or  with  iodine  and  glycerine,  or 
with  concentrated  solutions  of  alum  or  tannin.  Where  the  secretion  of  mucus 
is  considerable  ,henefit  will  be  obtained  from  inhalations  of  turpentine,  or  of  oleum 
pini  or  oleum  pint  pumilionis  (P.  G.). 

Water-cures  are  also  often  prescribed  in  chronic  catarrh  of  the  larynx.  Tliese 
are  so  far  of  advantage  that,  from  the  greater  care  which  the  patient  takes,  and 
from  the  good  air,  the  catarrh  improves.  Empirically,  we  prescribe,  especially 
for  “ full-blooded  ” patients,  the  cold  sulphur  springs,  like  Nenndorf,  Eilsen,  or 
Weilbach,  or  the  sulphate  of  sodium  waters,  like  Carlsbad  and  Marienbad,  while 
we  send  those  of  delicate  constitutions  to  Ems,  Salzbrunn,  Salzungcn,  Reichenhall, 
or  Ischl." 

The  treatment  of  laryngitis  h^'^jertrophica,  when  it  leads  to  stenosis,  must  be 
mechanical.  Schrotter,  in  particulai*,  has  devised  several  methods  in  order  to 
dilate  the  stenosis  gradually  by  the  introduction  of  bougies  and  harder  dilators. 
The  details  of  this  treatment  are  to  be  found  in  the  later  special  works  referred  to 
above. 


CHAPTER  HI. 

LARYNGEAL  PERICHONDRITIS. 

iEtiology  and  Pathological  Anatomy. — The  inflammation  of  the  perichon- 
drium of  the  laryngeal  cartilages  is  in  very  rare  cases  apparently  a primai’y 
disease.  It  is  much  more  frequently  secondary  to  other  laryngeal  affections, 
especially  tuberculosis  and  syphilis  of  the  larynx.  Furthermore,  it  develops 
secondarily  in  severe  acute  diseases,  most  frequently  in  typhoid  fever,  more 
rarely  in  small-pox,  diphtheria,  etc.  Superficial  ulcerative  processes  in  the  mu- 
cous membrane  often  precede  the  perichondritis  in  these  cases,  and  the  participa- 
tion of  the  perichondrium  in  the  inflammation  arises  from  their  gi’adual  deep- 
ening. Anatomically,  we  have  to  do  as  a rule  w'ith  a purulent  inflammation, 
which  usually  leads  to  the  formation  of  circumscribed  abscesses.  Most  laryn- 
geal abscesses  have  their  origin  in  the  perichondrium.*  The  perichondrium  is 
m part  destroyed  by  the  abscess  and  in  part  elevated  from  the  cartilage.  The 
cartilage  then  becomes  necrotic,  breaks  in  pieces,  and  is  expelled  in  small  particles 
or  in  masses. 

Perichondritis  occurs  most  frequently  in  the  cricoid  and  arytaenoid  cartilages, 
much  more  rarely  on  the  internal  or  external  surface  of  the  thyroid  cartilage. 
Hence  we  distinguish  an  internal  and  an  external  perichondritis.  A perichon- 
di'itis  of  the  epiglottis  has  also  been  repeatedly  observed. 

Symptomatology. — In  the  rare  cases  of  primaiy  perichondritis,  marked  laryn- 
geal symptoms  are  speedily  developed  in  a person  previously  healthy.  These 


* Pure  submucous  abscesses,  the  so-called  phlegmonous  laryngitis,  occur  only  in  very  rare  oases. 
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symptoms  are  pain  and  tenderness  on  pressure  over  the  larynx,  hoarseness,  and 
cough ; and  to  them  are  usually  soon  added  the  signs  of  a dangerous  stenosis  of 
the  laryux.  In  secondary  cases,  which  occur  almost  always  in  patients  who  are 
already  seriously  ill,  the  symptoms  of  stenosis  are  often  the  first  to  point  to  a severe 
disease  of  the  larynx.  On  larjmgoscopic  examination,  besides  the  general  redness 
and  swelling  in  particular  places,  we  can  sometimes  recognize  a cii'cumscidbed 
protrusion  of  the  mucous  membrane  caused  by  the  abscess.  We  often  find, 
besides,  a considerable  collateral  oedema  of  the  surrounding  mucous  membrane, 
which  oedema  frequently  has  a greater  share  in  the  production  of  stenosis  than  has 
the  primary  affection  itself.  The  dreaded  oedema  of  the  glottis  (oedema  of  the 
ary-epiglottic  ligament)  in  typhoid,  tuberculosis  of  the  larynx,  etc.,  is  usually  due 
to  perichondritis  of  the  cricoid  or  arytaenoid  cartilages.  Finally,  we  can  see 
■with  the  laryngoscope,  especially  in  perichondi’itis  arytaenoidea,  a considerable 
distm-bance  of  motion  of  the  affected  aiytaenoid  cartilage,  and  also  of  the  vocal 
cords.  In  the  later  stages,  if  the  abscess  has  been  opened,  or  if  it  breaks  of  its  own 
accord,  and  the  whole  cartilage  or  a part  of  it  is  expelled,  we  can  make  out  the 
extent  of  the  destruction  that  results  more  accurately  by  the  laryngoscope. 

Laryngeal  perichondritis  terminates  fatally  in  a great  number  of  cases  from 
the  development  of  stenosis.  In  other  cases  the  most  threatening  symptoms  may  be 
averted  for  a time,  but  the  primary  disease,  such  as  tuberculosis,  finally  comes  to 
an  unfavorable  termination.  In  the  rare  cases  in  which  recovery  occurs  after 
primai'y  perichondritis  or  after  the  termination  of  the  primary  disease,  such  as 
typhoid,  this  recovery  is  often  incomplete,  since  a chi’onic  stenosis  of  the  larynx 
remains  from  the  ensuing  cicatricial  contractions. 

The  diagnosis  is  usually  obscure  during  the  first  period  of  severe  symptoms  of 
stenosis,  since  it  is  difficult  to  make  a laryngoscopic  examination,  and  it  is  also 
not  always  easy  to  determine  the  condition.  We  are  usually  justified,  however, 
in  making  the  diagnosis,  if  in  those  diseases  which  we  have  mentioned,  in  which 
we  know  by  expei’ience  that  a perichondidtis  quite  frequently  occurs,  the  danger 
of  suffocation  arises  in  addition  to  the  other  laryngeal  symptoms.  It  is  of  pi-ac- 
tical  importance  to  recognize  stenosis  of  the  larynx  with  certainty,  for  it  demands 
a speedy  therapeutic  interference. 

Treatment. — In  the  beginning  of  the  affection  we  may  try  to  reduce  the  inflam- 
mation by  the  internal  and  external  application  of  ice  or  by  leeches ; but  if  ste- 
nosis of  the  larynx  occurs,  surgical  interference  is  usually  necessary,  for  only  in 
very  rare  cases  do  we  see  the  abscess  open  of  itself  and  a subsidence  of  the 
dangerous  symptoms  follow.  In  the  majority  of  caseS  the  patient  can  be  saved 
from  suffocation  only  by  tlie  timely  performance  of  tracheotomy.  Tlie  laryngeal 
abscess  has  been  repeatedly  opened  internally  by  laryngologists  with  favorable 
results.  If  a chronic  steno.sis  of  the  laryux  remains  after  a favorable  termina- 
tion of  the  disea.se,  either  the  patient  must  wear  a tracheal  canula  all  his  life,  or 
the  attempt  may  be  made  to  dilate  the  stenosis  gradually  by  the  methods  referred 
to  in  the  preceding  chapter. 


CHAPTER  IV. 

CEDEMA  OF  THE  GLOTTIS. 

Thr  practical  importance  of  the  subject  demands  a brief  special  do.scriiition  of 
cedema  of  the  glottis,  by  which  name  we  mean  oedema  of  the  entrance  of  the  lai"- 
ynx,  especially  of  the  ary-e])iglottic  ligaments.  We  have  already  learned  to 
recognize  laryngeal  perichondritis  as  one  of  its  most  frequent  causes.  In  less 
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deeply  seated  inflammations  in  tlie  larynx  and  its  neighborhood,  however,  oedema 
of  the  glottis  may  sometimes  develox^  as  a dangerous  complication,  especially  in 
cases  of  lai’yngitis  occurring  in  the  course  of  severe  acute  diseases,  like  typhoid, 
small-x30x,  or  erysipelas,  or  in  inflammations  of  the  larynx  ai’ising  from  severe 
mechanical  or  chemical  irritation,  like  hot  steam  or  corrosive  substances,  or  from 
wounds  of  the  larynx,  or,  finally,  from  foreign  bodies  in  the  larynx.  The  col- 
lateral oedema  in  angina  Ludovici,  in  intense  inflammations  of  the  parotid  gland, 
or  the  tonsils,  etc.,  may  in  rare  cases  extend  to  the  ary-epiglottic  ligaments. 
Finally,  oedema  of  the  glottis  occurs  in  rare  cases  as  a complication  of  general 
oedema  of  the  body,  as  a result  of  Bright’s  disease,  disease  of  the  heart,  emphysema 
of  the  lungs,  etc.  CEdema  of  the  glottis  has  been  rcx^eatedly  observed  to  come 
on  quite  suddenly,  especially  in  Bright’s  disease. 

The  chief  symptom  of  oedema  of  the  glottis  is  dyspnoea,  which  comes  on  as 
a result  of  the  stenosis  of  the  entrance  of  the  larynx,  and  is  sometimes  extreme. 
At  fii'st  this  is  chiefly  on  inspiration,  but  it  soon  comes  on  with  expiration  also. 
Respu’ation,  especially  inspiration,  is  accompanied  by  a loud  laryngeal  stridor. 
As  a result  of  the  incomplete  entrance  of  the  air,  the  efforts  at  iuspii-ation  in- 
volve the  neck,  the  epigastrium,  and  the  sides  of  the  thorax.  We  see  with  the 
laryngoscope,  if  the  examination  be  successful,  an  cedematous  swelling  of  the  ary- 
epiglottic  ligaments,  and  often  a swelling  of  the  epiglottis  and  the  false  vocal 
cords.  Sometimes  we  succeed  in  feeling  the  swollen  ijarts  with  the  finger. 

If  the  dj’-spnoea  reaches  a degree  which  threatens  life,  an  operation  is  the  only 
thing  which  can  afford  relief.  Laryngologists  attem^jt  to  reduce  the  swelling 
by  long  incisions  in  the  cedematous  parts.  If  this  does  not  succeed,  tracheotomy 
must  be  performed.  If  the  immediate  danger  to  life  is  thus  averted,  further 
treatment  should  be  directed  to  the  disease  which  has  given  rise  to  the  oedema. 


CHAPTER  V. 

TUBERCULOSIS  OF  THE  LARYNX. 

{Laryngeal  Phthisis.  Consumption  of  the  Larynx.) 

iEtiolog^. — Since  tuberculosis  of  the  larynx  is  in  most  cases  combined  with 
tuberculosis  of  other  organs,  esijecially  of  the  lungs,  we  must  refer  to  the  descrij)- 
tion  of  tuberculosis  of  the  lungs  for  the  general  aetiology  and  jjathology  of  the 
disease.  A particular  description  of  the  sjjecial  appearances  in  laryngeal  tuber- 
culosis, is,  however,  justifiable,  because  tuberculosis  may  at  times  begin  in  the  larynx 
and  may  remain  isolated  there,  at  least  for  a time ; and,  furthermore,  in  many 
cases  of  laryngeal  tuberculosis,  which  are  evidently  combined  with  imlmonary 
tuberculosis,  the  laryngeal  symptoms  are  jiredominant  in  the  clinical  picture  of 
the  disease.  Many  jjhysicians  have,  wi'ongly  as  we  think,  disputed  the  fact  that 
tuberculosis  can  begin  in  the  larynx.  Clinical  experience  not  infrequently  teaches 
us  that  men,  who  up  to  that  time  were  aj^parently  in  good  health,  are  attacked 
with  hoarseness,  the  disease  being  at  first  thought  to  be  a common  laryngitis, 
but  at  last,  by  its  later  course,  jjroving  to  be  a tubei’culosis.  In  spite  of  the  most 
careful  examination,  there  are  not  to  be  found  at  first  the  slightest  xfiiysical 
signs  of  disea.se  in  the  lungs,  and  not  till  later  do  the  manifest  signs  of  a jm!- 
monary  tuberculosis  succeed  the  symptoms  of  a laryngeal  affection.  In  such  cases 
it  seems  to  us  an  afl’ectation  to  claim  that  there  is  a primary  pulmonary  tubercu- 
losis which  could  not  be  made  out  at  first.  Everything  is  much  more  in  favor  of 
the  opinion  that  the  tubercular  poison,  the  tubercle  bacilli,  may  sometimes  fii’st 
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fix  upon  the  larynx,  excite  the  first  symptoms  of  tuberculosis  there,  and  only  later 
attack  the  lungs. 

In  the  majority  of  cases  of  laryngeal  tuberculosis  the  symptoms  are  devel- 
oped, of  course,  secondarily  in  the  course  of  chronic  pulmonary  phthisis.  We 
shall  see  that  in  these  cases  the  disease  of  the  larynx  is  to  be  considered  as  the 
result  of  an  infection  of  the  mucous  membrane  of  the  larynx  by  the  tuberculous 
sputum  which  passes  over  it.  In  about  one  fourth  of  all  cases  of  pulmonary 
tuberculosis  this  complication  occurs,  if  we  include  all  the  mild  diseases  of 
the  larynx.  Marked  and  extensive  tuberculosis  of  the  larynx  is  much  rarer, 
however. 

Pathological  Anatomy. — In  its  anatomical  appearances  the  laryngeal  affection 
which  complicates  pulmonaiy  phthisis  or  occurs  primarily  is  at  first  usually  a 
simple  catai’rh  of  the  mucous  membrane,  which  does  not  differ  in  any  remarkable 
way  from  any  other  laryngeal  catarrh.  Shallow  erosions,  too,  on  the  vocal 
cords  or  between  the  arytsenoid  cartilages  have  nothing  characteristic  in  them- 
selves. In  fact,  it  is  even  hard  to  decide  whether  the  simple  laryngeal  catarrh  and 
superficial  ulcers  in  the  lai’ynx,  which  often  occur  in  phthisical  patients,  are  really 
in  every  case  specific  tubercular  affections.  Perhaps  they  are  often  only  the 
result  of  the  mechanical  irritation  from  the  frequent  cough  or  of  the  chemical 
irritation  from  the  sj^utum.  This  question  is  to  be  decided  finally  only  by  the 
discovery  of  the  special  tubercle  bacilli  in  the  laryngeal  affections  of  phthisical 
patients. 

The  more  marked  changes  in  the  larynx  in  phthisical  patients,  however,  are 
without  doubt  always  of  tubercular  origin.  In  these  we  find  a characteristic 
tubercular  infiltration,  with  the  formation  of  miliary  tubei’cles  in  the  mucous  and 
submucous  tissues.  When  the  infiltrated  parts  break  down,  extensive  ulcers  are 
formed  which  always  extend  farther,  and  whose  favorite  seat  is  on  the  arytsenoid 
cartilages,  the  vocal  cords,  and  the  epiglottis.  From  the  latter  the  ulcers  not 
infrequently  extend  to  the  back  of  the  tongue.  In  severe  cases  we  often  find  a 
marked  collateral  oedema  in  the  neighboring  parts  accompanying  the  inflam- 
mation, and  sometimes  the  tubercular  perichondritis  which  has  already  been  de- 
scribed. 

Clinical  Symptoms. — In  the  beginning  of  tuberculosis  of  the  larynx  the  laiyn- 
go.scope  usually  shows  nothing  but  the  appearances  of  a simple  cataiu-h.  In  the 
later  stages,  however,  most  of  the  special  signs  of  the  destructive  tubercular  pro- 
cess, like  ulcers,  infiltration,  etc.,  can  be  very  satisfactorily  made  out.  In  fact, 
v.'e  often  get  in  this  way  a better  picture  of  tbe  disease  than  we  do  at  the  au- 
topsy, for  the  hypermmia  and  swelling  of  the  parts  are  much  diminished  in  the 
cadaver. 

The  other  clinical  symptoms  of  tuberculosis  of  the  lai-ynx  vary  very  much  with 
the  extent  and  intensity  of  the  process.  Sometimes  they  consist  merely  in  mod- 
erate roughness  and  hoarseness  of  the  voice,  but  in  other  cases  they  increase  to  the 
most  painful  condition  which  is  ever  seen  in  any  variety  of  tuberculosis.  This 
is  especially  apt  to  be  the  case  if  the  ulceration  involves  the  epiglottis  and  the 
arytajnoid  cartilages.  Swallowing  is  then  extremely  painful,  so  tliat  the  imtriticn 
is  very  often  impaired,  aTid  painful  attacks  of  coughing  frequently  occur.  If 
severe  ulceratioTis  attack  the  vocal  cords,  and  their  free  mobility  is  affected  to  a 
marked  degree,  the  hoarseness  increases,  and  finally  reaches  a complete  aphonia. 
Death  finally  occurs  from  general  inanition,  or,  exceptionally,  from  oedema  of  the 
glottis. 

The  diagnosis  of  tuberculosis  of  the  larynx  is  not  difficult  if  i)ulmonary 
phthisis  is  already  known  to  be  pre.scnt.  When  attention  has  been  called  to  it 
from  the  onset  of  hoarseness  or  from  some  disturbance  in  swallowing,  we  recognize 
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the  character  and  seat  of  the  changes  by  the  aid  of  the  laryngoscope.  The  diag- 
nosis, however,  may  present  much  ditliculty  in  cases  where  we  are  not  sure  that 
an  affection  of  the  lungs  co-exists.  As  has  been  said,  the  symptoms  at  first  are  not 
unlike  those  of  a simple  catarrh,  and  the  suspicion  of  the  existence  of  tuberculosis 
is  first  aroused  from  the  stubbornness  of  the  disease,  the  condition  of  the  patient, 
some  inherited  taint,  the  onset  of  fever,  and  the  remarkable  emaciation.  With 
the  changes  in  the  larynx  which  have  been  described  the  distinction  between 
tuberculosis  and  syphihs  may  be  very  difficnlt.  In  syphilis  of  the  larynx,  how- 
ever, we  find  that  co-existing  changes  in  the  pharynx  are  much  commoner 
than  in  tuberculosis,  and  the  cicatricial  formation  which  is  usually  visible  fur- 
nishes, besides,  a very  characteristic  evidence  of  syphilis.  The  diagnosis  of  tuber- 
culosis of  the  larynx,  however,  is  made  perfectly  certain  in  all  doubtful  cases 
by  the  discovery  of  tubercle  bacilli  in  the  patient’s  expectoration  or  in  the 
secretion  from  the  nicer,  which  often  can  be  easily  obtained  by  the  aid  of  a fine 
laryngeal  hrnsh.  In  regai’d  to  the  laryngoscopic  appearances,  we  may  also  say 
that  a thick  infiltration  of  the  epiglottis  with  a partial  ulceration  of  the  same  is 
an  appearance  which  is  almost  exclusively  confined  to  tuberculosis.  The  same  is 
true  with  regard  to  a marked  projecting  infiltration  of  the  inter-arytenoid  re- 
gion. 

For  the  general  treatment  of  tuberculosis  the  reader  is  referred  to  the  con- 
sideration of  pulmonary  tubercnlosis.  We  shall  here  discuss  merely  the  local 
treatment.  This  is  in  the  milder  forms  the  same  as  for  simple  laryngeal  catarrh. 
There  is  no  doubt  that  even  genuine  tuberculous  ulceration  of  the  larynx  may  be 
healed.  Nevertheless  permanent  cures  of  this  sort  are  exceptional.  Of  course 
very  much  depends  upon  the  general  condition  of  the  patient,  and  upon  the  co- 
existing state  of  the  lungs.  For  local  treatment  insufflations  of  iodoform  and 
iodol  were  for  a time  strongly  recommended,  but  they  are  now  for  the  most  part 
abandoned.  Of  late  the  best  results,  comparatively  speaking,  have  been  reported 
from  the  local  employment  of  lactic  acid,  in  a solution  of  thirty  per  cent,  to 
eighty  per  cent,  and  preceded  by  cocaine,  and  of  menthol  in  a twenty-pei’-cent. 
solution  in  oil.  But  all  these  methods  of  treatment  demand  considerable 
dexterity.  Inhalations  are  for  the  most  part  merely  palliative.  We  have  always 
obtained  the  best  satisfaction  in  this  regai-d  from  inhalations  of  Peruvian  balsam. 
It  is  our  conviction  that  for  any  true  advance  in  the  treatment  of  lai’yugeal 
tuberculosis  we  must  look  to  surgery,  and  not  to  endo-laryngeal  manipulations, 
which  are  always  unsatisfactoiy  even  in  the  best  bands,  but  to  a complete  excision 
of  the  diseased  tissue  by  means  of  laryngotomy.  In  advanced  cases  it  will  usually 
be  found  advisable  to  employ  merely  palliative  treatment. 

The  constant  use  of  cracked  ice,  and  especially  a lavish  employment  of 
narcotics,  form  the  best  means  of  lessening  the  pain  and  the  difficulty  in  swallow- 
ing. Subcutaneous  injections  of  morphine  a quai’ter  of  an  hour  before  each  meal 
often  afford  great  relief.  Besides  this,  we  can  paint  the  larynx  with  strong  solu- 
tions of  morphine,  blow  in  powdered  morphine,  or  let  the  patient  inhale  solutions 
of  morphine  or  bromide  of  potassium.  Cocaine,  which  is  an  excellent  local 
anaesthetic,  excels  all  these,  however,  in  potency  (von  Anrep).  If  we  paint  the 
ulcerated  mucous  membrane  at  the  entrance  of  the  laryhx  with  a ten-  or  twenty- 
per-cent.  solution  of  cocaine,  in  a few  minutes  such  an  anaesthesia  of  the  affected 
parts  en.sues  that  swallowing  may  take  place  without  any  pain.  The  following 
formula  may  be  used: 

R Cocaini  muriatis gr.  xv-xxx  (l'0-2  0); 

Alcohol 3 ss  (2'0); 

Aquae  destillate 3 ij  (S'O).  M. 
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Unforhinately,  the  action  of  cocaine  is  extremely  transitory,  so  that  the  paint- 
ing must  be  repeated  over  and  over  again. 


CHAPTER  VI. 

PARALYSES  OF  THE  LARYNGEAL  MUSCLES. 

1.  Paralyses  in  the  Distribution  of  the  Superior  Laryngeal  Nerve.— The  supe- 
rior laryngeal  nerve,  arising  from  the  vagus,  is  the  sensoiy  nerve  for  the  mucous 
membrane  of  the  upper  portion  of  the  larynx  down  to  the  glottis,  and  also  for 
the  mucous  membrane  of  the  epiglottis  and  its  neighboi’hood.  Besides  this,  it  also 
supplies  motor  fibers  to  the  crico-thyroid  muscle.  Clinical  experience  renders  it 
probable  that  the  superior  laryngeal  nerve  also  supplies  the  de^Dressors  of  the 
epiglottis,  the  tbyro-epiglottideus,  and  the  arytseno-epiglottidei  muscles,  and  per- 
haps also  the  arytaenoideus  muscle.  The  last  three  muscles  mentioned,  however, 
perhaps  derive  some  motor  fibers  from  the  recurrent  nerve  also  (the  inferior 
laiyngeal  nej^ve). 

Paralysis  of  the  crico-thyroid  muscles  and  of  the  depi’essors  of  the  epiglottis 
is  seen  most  frequently  after  recovery  from  diphtheria.  It  is  usually  a part  of  a 
more  extensive  paralysis,  and,  in  addition,  is  frequently  associated  with  anaesthe- 
sia of  those  parts  of  the  mucous  membrane  which,  as  we  have  seen,  derive  their 
sensory  fibers  from  the  superior  lai-yngeal  nerve  (von  Ziemssen) . 

Paralysis  of  the  thyro-epiglottideus  and  the  arytaeno-epiglottidei  muscles  is 
recognized  by  the  immobility  and  the  erect  position  of  the  epiglottis,  which  is 
directed  toward  the  back  of  the  tongue. 

Paralysis  of  the  crico-thyroid  muscles  makes  the  voice  rough,  and  especially 
renders  the  production  of  high  tones  impossible,  since  for  this  purpose  we  need 
the  action  of  this  muscle  as  a tensor  of  the  vocal  cords.  The  detection  of  this 
paralysis  by  the  laryngoscope  is  extremely  difficult.  Its  chief  signs  are  a con- 
cavity of  the  edges  of  the  vocal  cords,  a lack  of  visible  vibration  in  them,  and 
perhaps,  in  unilateral  paralysis,  a higher  position  of  the  vocal  cord  on  the  sound 
side. 

For  paralysis  of  the  arytasnoideus  muscle,  vide  infra. 

2.  Paralyses  in  the  Distribution  of  the  Inferior  Laryngeal  or  Recurrent  Nerve. 

— The  recurrent  nerve  supplies  with  sensory  fibers  the  mucous  membrane  of  the 
inferior  cavity  of  the  larynx  below  the  glottis,  and  it  is  the  motor  nerve  for  all  the 
laryngeal  muscles  except  the  crico-thyroid,  and  except  possibly  the  dejn-essors  of 
the  epiglottis  {vide  supra).  The  muscles  mnervated  by  it  are  arranged  according 
to  their  function  in  the  three  following  groups: 

a.  The  openers  of  the  glottis — the  posterior  crico-arytsenoid  muscles  alone. 

h.  The  closers  of  the  glottis — the  lateral  crico-arytainoids  and  the  arytasnoideus 
(transver.se  and  oblique). 

c.  The  tensors  of  the  vocal  cords — the  thyro-arytasnoids,  which  act  usually 
as  closers  of  the  glottis,  but  which  very  often  ])roduce  the  fiiie  difi'erences  in 
tension  in  the  vocal  cords  which  are  neces.sary  in  singing  and  in  modulations  of 
speech.  They  accordingly  have  the  same  task  as  the  coai’ser-workiug  crico- 
thyroid muscles,  which  are  innervated  by  the  superior  laryngeal  nei’ve. 

The  motor  fibers  for  all  these  mu.scles  have  their  special  origin  in  the  accessory 
neiwe,  from  which  they  pass  into  the  trunk  of  the  vagus,  and  fronv  this  into  the 
laryngeal  nerves. 

Most  of  the  paralyses  of  the  recurrent  nerve  are  of  peripheral  origin.  Except 
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in  the  pure  muscular  pareses  {vide  supra),  which  arise  not  infrequently  in  the 
coTirse  of  other  laryngeal  affections,  peripheral  paralyses  of  the  vocal  cords  occur 
with  the’  greatest  relative  frequency  from  an  abnormal  pressure  on  the  trunk  of 
the  recurrent  nerve,  especially  in  aneurism  of  the  arch  of  the  aorta,  which  may 
cause  a left-sided  paralysis.  Tumors  of  the  bronchial  glands,  cancer  of  the 
oesophagus,  thyroid  or  mediastinal  tumors,  and,  in  rare  cases,  even  large  pericar- 
dial effusions,  may  also  cause  a paralysis  of  the  recurrent  on  one  side.  Paralyses 
on  the  right  side  are  seen  quite  frequently  hi  contractions  at  the  apex  of  the  right 
lung  and  in  the  rai’e  cases  of  aneurism  of  the  subclavian  artery.  The  paralyses 
of  the  laryngeal  muscles,  which  ai-e  sometimes  met  with  after  recovery  from  diph- 
theria iq.  V.),  also  belong  to  the  peripheral  paralyses  of  the  recmn-ent  nerve, 
and  their  cause  is  to  be  found  in  a degeneration  of  the  branches  of  the  affected 
nerves.  In  other  cases  the  paralysis  of  the  recurrent  nerve  is  due  to  an  affection 
of  its  fibers  in  the  vagus  or  even  in  the  accessorius.  Excluding  certain  injuries 
from  operations,  these  affections  are  usually  due  to  new  gi’owths  which  cause  a 
paralysis  of  conduction.  Paralyses  of  the  recurrent  nerve  also  arise  from  affec- 
tions of  the  nucleus  of  the  accessory  nerve  in  diseases  of  the  medulla,  in  the 
different  forms  of  acute  bulbar  jiaralysis,  in  chronic  bulbar  paralysis,  in  multiple 
sclerosis,  etc.  The  frequent  hystei’ical  ]iai’alyses  in  the  distributi<«i  of  the  re- 
current nerve  are  to  be  regarded  as  cerebral.  Finally,  paralyses  of  the  laryngeal 
muscles  are  sometimes  observed  for  which  we  are  not  in  a position  to  find  any 
cause. 

1.  Complete  Paralysis  of  the  Recurrent  Nerve.— Paralysis  of  all  the  laryngeal 
muscles  supplied  by  the  recurrent  nerve  occurs  quite  frequently  in  the  pressure 

paralysis  of  the  trunk  of  the  recui’rent,  or  of  its 
fibers  in  the  vagus.  With  the  laryngoscope  (see 
Fig.  14)  we  find  the  vocal  cord  on  the  paralyzed 
side  in  a middle  position,  often  falsely  called  a 
“cadaveric  position,”  and  completely  motionless 
on  respiration,  and  also  on  phonatiou.  On  pho- 
nating  as  strongly  as  possible,  the  vocal  cord  on 
the  sound  side  passes  beyond  the  median  line, 
the  ai’ytsenoid  cartilage  also  crosses  the  line,  and 
consequently  the  glottis  is  put  in  an  oblique  posi- 
tion. The  other  symptoms  are  sometimes  so  slight 
that  without  a laryngoscopic  examination  we  do 
not  even  think  of  a paralysis.  The  speech,  however,  is  usually  not  pure;  it 
often  breaks  into  a falsetto,  and  the  patient  is  easily  tired  by  speaking.  With 
bilateral  paralysis  of  the  recurrent  nerve,  which  is  very  rare,  we  find  both  vocal 
cords  motionless  in  a middle  position.  Comi>lete  aphonia  exists,  and  it  is  impossi- 
ble to  cough,  since  in  coughing  we  have  to  make  at  first  a coinx^lete  closui’e  of  the 
glottis.  There  is  no  dyspnoea,  however,  if  the  patieiit  keeps  quiet. 

2.  Paralysis  of  the  Dilators  of  the  Glottis,  the  Posterior  Crico-arytsenoid 
Muscles. — Bilateral  paralysis  of  these  muscles  is  a very  rai-e  phenomenon,  but 
clinically  it  is  of  the  utmost  imiiortance,  since  it  results  in  a condition  of  most 
marked  inspiratory  dyspnoea.  This  condition  develops  gradually,  and  usually 
without  any  cause  that  has  been  satisfactorily  determined.  There  is  probably 
some  affection  of  the  nerves  themselves  which  finally  leads  to  the  jiaralysis.*  In 
most  cases  the  disease  lasts  for  years.  The  dyspnoea  may  increase,  especially  from 
external  causes,  to  severe  attacks  of  suffocation,  and  tracheotomy  is  frequently 


* It  is  remarkable,  however,  that  a purely  meehanieal  hindrance  to  the  dilatation  of  the  glottis  may 
occur  from  the  formation  of  anchylosis  in  the  crico-arytoenoid  articulation. 


Fig.  14.— (From  Ziemssen  ) Position 
on  inspiration  in  paralysis  ot  the 
left  vocal  cord,  or  paralysis  of 
conduction  in  the  recurrent  nerve. 
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necessary.  In  paralysis  of  the  dilators  of  the  glottis  the  respiration  is  so  changed 
that  inspiration  only  is  ditficult,  protracted,  and  noisy,  while  expiiation  is  free 
and  unhindered.  This  depends  on  a valve-like  ac- 
tion of  the  vocal  cords.  They  are  drawn  together 
by  the  dilatation  of  the  thorax  on  inspiration,  while 
the  current  of  air  in  expiration  easily  pushes  them 
aside.  Phonation  is  usually  entirely  uudistm-hed. 

With  the  laryngoscope  (see  Fig.  15)  we  find  the 
glottis  changed  to  a small  slit,  which  grows  nar- 
rower instead  of  wider  on  inspii’ation. 

The  prognosis  is  usually  unfavorable.  Only  in 
the  hysterical  can  these  apparently  severe  condi- 

tions  appear  and  disappear  again  in  a short  time.  at  the  moment  of  inspiration. 

3.  Paralysis  of  the  Thyro-arytsenoid  Muscles. — 

The  paralysis  or  paresis  of  these  muscles,  which  run  into  the  vocal  cords,  and 
which  are  then*  chief  tensors,  is  one  of  the  most  frequent  of  the  paralyses  of  the 
laryngeal  muscles.  It  occurs  especially  in  acute  and  chronic  catarrh  of  the  laryn- 
geal mucous  membrane,  and  is  often  the  chief  cause  of  the  accompanying  hoarse- 
ness. It  also  frequently  develops  as  the  result  of  an  habitual  over-exertion  of 
the  voice  in  singers  and  public  speakers,  and  it  is  one  of  the  commonest  causes  of 
hysterical  aphonia. 

Paralysis  of  the  thyi’o-arytasnoid  muscles  may  be  bilateral  or  unilateral.  Itis  fre- 
quently associated  with  a paresis  of  the  other  closers  of  the  glottis,  the  arytaenoidei 
and  the  crico-thyroid  muscles.  With  the  laryngoscope  (see  Fig.  16),  in  the  ordina- 
ry bilateral  paresis  of  the  thyro-arytaenoid  muscles,  we  see  that  on  phonation  the 
glottis  does  not  close  completely,  but  that  an  oval  space  is  left  between  the  vocal  cords. 

In  unilateral  paralysis  the  affected  cord  shows  a concavity  of  its  edge.  The 
voice  is  always  more  or  less  hoarse  and  low  and  the  speech  is  strained. 

lu  many  cases,  after  a cure  of  the  original  catarrh,  a complete  recovery  from 
the  paralysis  may  follow  by  taking  good  care  of  the  voice.  Hysterical  paralyses 
are  diagnosticated  by  their  sudden  disappearance  and  reappearance,  usually  after 
some  psychical  disturbance.  They  are  quite  common  in  children  of  the  age  of  ten 
to  fourteen  years,  especially  in  girls.  (See  the  chapter  on  hysteria.) 

4.  Paralysis  of  the  arytaenoideus  muscle  is  rarely  an  isolated  phenomenon.  It 
is  sometimes  seen  in  laryngeal  catarrh  or  in  hysterical  aphonia.  The  voice  is 

quite  hoarse,  and  with  the  laryngoscope  (see  Fig.  17) 
we  find  on  phonation  that  the  whole  anterior  part  of 
the  vocal  cords  closes  well,  but  that  the  cartilaginous 
glottis  remains  open  as  a h’iangular  gap  on  account  of 
the  imperfect  motion  of  the  arytajnoid  cartilages  to- 
ward each  other.  When  the  thyro-arytmnoids  are 
paralyzed  with  the  arytmnoideus,  the  glottis  shows  on 
Fio.  i«.-(From  ZtKMs«nN.')-Pa.  Pl'O’^ation  a narrow  hour-glass  opening  (see  Fig.  18). 

raiysis  of  both  internal  thy ro-  Both  the  anterior  and  the  posterior  portions  of  the 

nryttenoid  miiscle.s  in  the  i ^ -i  . , i -i  . 

course  of  an  acute  larynnitia.  glottis  tail  to  close,  Willie  the  vocal  processes  take  their 

usual  median  position  on  phonation  from  the  normal 
turning  of  the  arytmnoid  cartilages  inward  by  the  action  of  the  lateral  crico-ary- 
tacnoid  muscles. 

5.  Paralysis  of  the  lateral  crico-arytsenoid  muscles,  as  an  uncomplicaied  con- 
dition, has  never  lieen  observed  with  certainty.  Some  cases  of  a complete  and 
simultaneous  paralysis  of  all  the  clo.sers  of  tlie  glottis  have  been  described,  how- 
ever, in  which  the  vocal  cords  ai’e  immovahle  laterally  and  the  glottis  remains 
abnormally  wide  open. 
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We  may  expect  success  from  the  treatment  of  paralysis  of  the  vocal  cords  only 
when  the  primary  disease  is  capable  of  cure.  If  catarrhal  or  other  diseases  of  the 


Fig.  17. — (From  Ziemssen.)  Paraly- 
sis of  the  arytainoideus  in  acute 
larj’ngitis. 


Fig.  18.— (From  Ziemssen.)  Bilateral 
paralysis  of  the  thyro-arytenoids 
combined  with  paresis  of  the  ary  t- 
tsenoideus. 


larynx  co-exist,  we  must  first  treat  these  by  the  methods  already  mentioned. 
Paralysis  from  the  compression  of  tumors,  etc.,  may  be  relieved  in  rare  cases  by 
extirpation,  or  by  partial  resolution  of  the  tumors  when  of  strumous  origin.  In 
catarrhal,  diphtheritic,  and  the  so-called  “rheumatic”  pareses  — that  is,  those 
which  occur  without  any  assignable  cause — and  also  in  all  liysterical  ajihonias, 
electricity  often  works  very  well.  A very  I’apid  recovery  sometimes  occurs  in 
hysterical  paralyses,  but  it  is  not  always  permanent.  We  commonly  employ  ex- 
ternal faradization  of  the  neck  or  galvanization  through  the  larynx,  combined 
with  frequent  changes  of  the  current.  Ziemssen  has  made  electrodes  for  the  endo- 
laryngeal  irritation  of  single  muscles.  Internally  we  may  prescribe  preparations 
of  iron  and  small  doses  of  quinine,  especially  in  anaemic  patients.  Subcutaneous 
injections  of  strychnine  are  also  of  advantage,  in  doses  of  gr.  to  gr.  | daily 
(grm.  0‘003  to  O'Ol).  Methodical  efforts  at  speaking  and  breathing  are  of  great 
service  in  hysterical  aphonia. 


CHAPTER  VII. 

SPASM  OF  THE  GLOTTIS. 

{ifillar's  Autkma.  Thymic  Asthma.) 

jffiltiology. — Spasm  of  the  glottis  is  a disease  which  occurs  almost  exclusively  in 
children  under  three  years  of  age,  and  which  consists  of  attacks  of  spasmodic 
closure  of  the  glottis,  and  consequently  of  most  severe  dyspnoea.  Boys  are  more 
frequently  attacked  by  this  disease  than  girls,  but  the  cause  of  this  is  wholly 
unknown.  The  old  name  of  thymic  asthma  arose  from  the  idea  that  the  at- 
tacks were  due  to  an  increase  in  the  size  of  the  thymus  gland,  but  this  opinion 
is  wholly  unfounded.  The  relation  between  spasm  of  the  glottis  and  rachitis  is 
remarkable,  but  it  is  unexplained.  Nearly  two  thirds  of  all  the  children  who 
suffer  from  spasm  of  the  glottis  are  rachitic,  but  the  opinion  which  was  once  held 
that  sjjasm  of  the  glottis  has  a special  relation  to  the  rachitic  craniotabes  is  not 
clearly  proved.  The  fact  that  it  is  often  combined  with  eclampsia,  in  that  the 
attacks  of  spasm  of  the  glottis  are  aggravated  by  eclamptic  attacks,  and  that  the 
two  alternate  with  each  other,  is  an  argument  in  favor  of  a central  origin  for 
the  disease.  In  the  cases  which  come  on,  as  they  often  do,  at  the  time  of  denti- 
tion, we  think  it  possible  to  assume  a reflex  origin  for  the  spasm,  just  as  we  may 
in  those  cases  which  seem  to  follow  a laryngitis  due  to  taking  cold. 

Symptomatology. — The  single  attacks  usually  come  on  suddenlj’  by  day  or  by 
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night,  either  without  any  cause  or  from  some  external  influence,  like  crying, 
sw'allowing  fluid,  or  some  psychical  disturbance.  They  usually  begin  with  a deep 
inspiration,  followed  by  complete  cessation  of  respiration.  The  child  becomes 
pale,  cyanotic,  looks  anxiously  about,  rolls  his  eyes,  and  makes  strained  and 
labored  efforts  at  respii-ation.  In  severe  cases  there  is  a temporary  loss  of  con- 
sciousness, and  tonic  and  clonic  spasms  in  the  muscles  of  the  extremities  and 
the  trunk,  as  has  been  mentioned.  The  attack  lasts  from  some  seconds  up  to  two 
minutes.  In  very  severe  cases  the  attack  may  be  immediately  fatal.  As  a rule, 
however,  the  spasm  passes  off,  deep,  noisy  inspirations  follow,  and  in  a short  time 
the  child  is  completely  well.  The  severity  of  the  attacks  varies,  moreover,  in 
different  cases,  and  it  varies  very  mai-kedly,  too,  in  the  same  child.  Sometimes 
we  have  only  one  attack  or  a small  number  of  them,  while  in  other  cases  they 
may  come  on  ten  or  twenty  times  a day,  and  even  oftener,  and  may  last  with 
var-ying  intensity  for  months.  If  the  child  reaches  his  third  year  the  disease 
almost  always  disappears,  but  quite  a large  number  of  the  children  who  suffer 
from  spasm  of  the  glottis  die  before  that  age,  either  in  the  attack  itself  or  from 
other  affections. 

Pure  spasm  of  the  glottis  hardly  ever  occurs  in  adults,  hut  similar  attacks  are 
sometimes  observed  in  hysteria. 

The  treatment  must  be  especially  directed  to  the  child’s  general  condition. 
The  child  is  usually  pale  and  emaciated,  and  if  we  succeed  in  improving  its  nutri- 
tion with  iron  and  cod-liver  oil,  the  attacks  become  less  frequent,  milder,  and 
finally  may  wholly  disappear.  The  child  should  also  he  kept  in  moderately  warm 
air  and  guarded  from  any  exposure  to  cold.  Internal  remedies  to  prevent  the 
recurrence  of  the  attacks  are  very  uncertain  in  their  action.  We  may  employ 
bromide  of  potassium,  ten  to  thirty  grains  daily  (grm.  0‘5-2'0);  musk,  ten  drops  of 
the  tincture  every  hour  or  two ; oxide  of  zinc,  etc. 

In  the  attack  itself  the  child  must  be  raised  up.  The  face  should  be  sprinkled 
with  water,  or,  if  the  attack  be  of  long  duration,  a cool  shower-bath  should  be 
given.  Friction  should  he  applied  to  the  skin,  aided  by  mustard,  or  a mustard 
plaster  to  the  chest  and  calves.  If  the  attacks  are  very  frequent  and  intense, 
we  must  use  narcotics,  either  inhalations  of  chloroform  or  subcutaneous  injec- 
tions of  morphine,  with  care,  in  doses  for  a child  of  ^^5  to  of  a grain  (grm.  O'OOl 
to  O' 005). 


CHAPTER  VIII. 

DISTURBANCES  OF  SENSIBILITY  IN  THE  LARYNX. 

Disturbances  of  sensibility  in  the  laryngeal  mucous  membrane  have  been 
observed  especially  in  the  distribution  of  the  superior  laryngeal  nerve,  in  the  epi- 
glottis, and  in  the  superior  cavity  of  the  larynx  above  the  glottis;  but  in  rare  cases 
they  are  also  observed  in  the  lower  portion  of  the  lai’ynx,  which  is  supplied  with 
sensory  fibers  by  the  I’ecurrent  nerve.  They  arc  most  frequently  associated  with 
motor  disturbances,  particularly  with  hysterical  paralyses,  but  they  are  also  quite 
often  found  in  paraly.ses  of  diphtheritic  origin.  Anmsthesia  of  the  larynx  is  rec- 
ognized by  the  lack  of  sensation  which  the  patient  shows  when  we  touch  special 
parts  of  the  larynx  with  tlie  point  of  a sound.  The  choking  and  coughing  reflexes 
are  almost  always  absent,  so  that  w'e  can  touch  the  whole  entrance  of  the  larynx 
with  tlie  finger  without  causing  discomfort. 

The  absence  of  the  reflexes  may  sojnetimes  be  dangerous,  especially  in  severe 
diphtheritic  and  bulbar  paralyses,  for,  as  a result  of  it,  small  i)ortionsof  saliva  may 


144 


DISEASES  OF  THE  RESPIRATORY  ORGANS. 


reach  the  larynx  in  swallowing,  and  fail  to  be  coughed  up,  but  may  be  drawn 
down  into  the  lungs,  where  they  set  up  a bronchitis  and  a lobular  pneumonia. 
This  danger  is  especially  great  if  at  the  same  time  the  patient  can  not  cough 
forcibly,  as  is  frequently  the  case  in  imperfect  closure  of  the  glottis.  Hysterical 
anaesthesia  is  the  only  form  where  there  is  no  fear  of  the  development  of  inhala- 
tion diseases  in  the  lungs. 

An  effective  prophylaxis  against  the  dangerous  condition  just  described  is 
possible  only  by  feeding  patients,  who  have  much  weakness  in  swallowing  and 
coughing,  by  means  of  the  cesojjhageal  tube. 


CHAPTER  IX. 

NEW  GROWTHS  IN  THE  LARYNX. 

Since  new  growths  in  the  larynx  are  of  interest  rather  to  specialists  and  sur- 
geons, we  will  here  only  glance  briefly  at  them.  We  must  remember  especially, 
however,  that  they  can  be  recognized  only  by  the  aid  of  the  laryngoscope.  It 
unfortunately  often  happens  that  a patient  is  treated  for  a long  time  without 
success  for  a “ chronic  laryngeal  catai-rh,”  until  the  laryngoscope  finally  shows 
that  a new  growth  is  the  cause  of  the  hoarseness.  It  is  of  especial  importance, 
however,  to  make  a diagnosis  as  early  as  possible,  particularly  in  carcinoma, 
since  the  earlier  the  operation  is  done  the  better  is  the  chance  for  success  {vide 
infra). 

A.  Benignant  New  Growths  in  the  Larynx. 

1.  Papilloma  is  one  of  the  commonest  new  growths  in  the  larynx.  It  forms 
glandular,  cauliflower-like  excrescences,  which  are  usually  situated  on  the  ante- 
rior part  of  the  vocal  cords,  rarely  on  the  false  cords.  The  base  of  the  swelling  is 
broad  or  pediculated.  We  do  not  know  the  special  cause  of  their  oiigiu.  They 
sometimes  develop  upon  an  existing  chronic  catarrh. 

2.  Fibroma  in  the  larynx  is  comparatively  common.  The  tumors  known  as 
‘‘  laryngeal  polypi  ” are  usually  fibromata.  They  are  generally  situated  on  the 


Fios.  19  and  20.— (From  Ziemssen.)  Pediculated  fibromata. 


vocal  cords  and  form  whitish  or  reddish-brown  swellings,  from  the  size  of  a pea  to 
that  of  a cherry,  and  are  usually  pediculated  (see  Figs.  19  and  20).  Peoiile  who 
use  their  voices  very  much  are  especially  liable  to  the  formation  of  fibromata. 

3.  Cysts  and  “mucous  polypi ” rarely  occur.  They  are  probably  due  to  the 
retention  of  the  secretion  in  a mucous  gland  from  the  stoppage  of  its  orifice. 
We  find  them  in  the  ventricles  of  Morgagni,  on  the  epiglottis,  etc. 

The  symptoms  which  are  excited  by  benignant  tumors  in  the  larynx  depend 
partly  upon  the  situation  and  partly  upon  the  size  of  the  new  growtli.  Small 
polypi  may  exist  wholly  without  symptoms,  and  are  found  only  by  chance  on 
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laryngoscopic  investigation.  Usually,  however,  the  presence  of  hoarseness,  press- 
ui-e,  and  itching  in  the  larynx,  or  respiratory  disturbances,  when  the  tumor  is  a 
large  one,  ai-e  the  symptoms  which  give  occasion  for  an  examination. 

B.  Malignant  New  Growths.  Carcinoma  op  the  Larynx. 

Carcinomata  develop  usually  in  old  people,  either  primarily  in  the  larynx  or 
secondarily  from  affection  of  the  neighboring  organs.  In  the  first  case  the  vocal 
cords  or  the  ventricles  of  Morgagni  are  the  points  most  frequently  attacked.  An 
extension  of  the  disease  to  the  larynx  is  seen  especially  in  cancer  of  the  tongue  or 
pharynx,  I’arely  in  cancer  of  the  oesophagus. 

The  symptoms  of  cancer  of  the  larynx  develop  slowly.  Hoarseness,  disturb- 
ance in  swallowing,  pains  in  the  larynx  often  shooting  up  into  one  ear,  the 
appearance  of  respiratory  symptoms,  and  finally  the  signs  of  general  weakness 
and  emaciation  which  are  seen  in  almost  all  forms  of  carcinoma,  form  the  picture 
of  the  disease.  The  diagnosis  is  possible  only  by  the  aid  of  the  laryngoscope. 
Besides  this,  a digital  examination  may  at  times  be  of  diagnostic  value  by  the  detec- 
tion of  the  characteristic  hardness  about  the  entrance  or  in  the  neighborhood  of  the 
larynx.  A general  description  of  the  laryngoscopic  appearances  can  not  be  given 
on  accoimt  of  the  diverse  character  of  the  cases.  We  see  the  uneven,  injected  new 
growth,  covered  with  mucus  and  often  ulcerated,  and  besides  this  at  times  the  sec- 
ondary appearances  of  catarrh,  a developing  perichondritis,  etc.  With  a little  care 
the  diaguosis  is  usually  tolerably  easy.  It  may  be  difficult,  however,  at  times,  to 
distinguish  it  from  tuberculosis  or  from  syphilis.  We  may  be  aided  in  such  cases 
by  the  discovery  of  the  tubercle  bacilli  or  by  the  results  of  anti-syphilitic  treatment. 
All  the  other  organs  of  the  patient  therefore  must  always  be  carefully  examined. 

Surgical  treatment  is  the  only  one  for  all  laryngeal  new  growths.  We  must 
refer  to  the  special  works  for  all  the  details.  Laryngologists  have  devised  numer- 
ous instruments  for  the  removal  of  benignant  polypi,  by  which,  under  the  guid- 
ance of  the  lai’yngoscope,  the  new  growth  is  cut,  snared,  squeezed,  or  torn  off. 
The  performance  of  the  opex’ation  is  made  much  easier  by  the  advantage  of  the 
local  amesthesia  of  the  laryngeal  mucous  membrane  due  to  ixainting  with  cocaine 
(see  p.  138).  Nevertheless  we  firmly  believe,  about  these  growths  as  well  as  about 
tuberculosis  of  the  larynx,  that  the  “ endolaryngeal  ” operations  should  be  more 
and  more  superseded  by  laryngotomy. — Carcinoma  of  the  larynx  can  be  cured 
onl}’-  through  removal  of  the  tumor  by  splitting  the  lai-ynx  or  by  its  total  extirpa- 
tion. The  former  operation  is  comparatively  free  from  danger,  while  total  extir- 
pation has  met  with  success  as  yet  in  but  few  instances.  If  surgical  interference 
is  no  longer  practicable,  we  can  only  endeavor  to  mitigate  the  suffering  of  the 
patient  by  means  of  morphine,  cocaine,  and  other  narcotics. 
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SECTION  III. 

Diseases  of  the  Trachea  and  the  Bronchi. 

CHAPTER  I. 

ACUTE  CATARRH  OF  THE  TRACHEA  AND  THE  BRONCHI. 

{Tracheitis  and  Acute  Catarrhal  Bronchitis.) 

iEtiology.— Acute  catarrh  of  the  larger  air-passages,  of  the  trachea,  and  larger 
bronchi,  is  a frequent  disease,  and  it  may  often  arise  from  taking  cold.  It  is  con- 
ceivable that  the  inhalation  of  cold,  damp  air  sometimes  directly  affects  the  mucous 
membrane  of  the  upper  air-passages.  Bronchial  catarrh  is  very  often  associated 
with  a coincident  catarrh  of  the  larynx,  and  more  rarely  of  the  jjharynx.  In  the 
ordinary  mild  forms  the  catarrh  is  usually  confined  to  the  trachea  and  the  first 
lai’ge  branches  of  the  bronchi,  while  the  finer  bronchi  remain  healthy. 

More  intense  inflammation  of  the  bronchial  mucous  membrane  is  the  result 
of  active  mechanical  or  chemical  irritation.  A severe  bronchitis  develops  after 
the  inhalation  of  noxious  gases,  nitrous  and  sulphurous  oxides,  chlorine,  bromine, 
etc.,  as  is  often  observed  in  operatives.  The  inhalation  of  smoke  and  dust, 
especially  vegetable  dust,  works  in  the  same  injurious  fashion,  and  the  followers 
of  many  trades  and  employments,  like  millers,  colliers,  etc.,  are  especially  subject 
to  disease  from  this  cause.  In  this  form  of  bronchitis  the  catarrh  often  extends  to 
the  finer  bronchi. 

The  bronchitis  which  develops  in  the  course  of  other  acute  and  chronic  diseases 
is  still  commoner  than  the  primary  forms  already  mentioned.  It  is  often  due  to 
infectious  causes,  like  certain  infectious  diseases,  especially  measles,  whoopmg- 
cough,  and  influenza.  In  these  diseases  bronchitis  is  one  of  the  most  constant 
local  affections,  and  is  probably  immediately  dependent  upon  the  primaiy  infec- 
tion. Bronchitis,  however,  develops  secondarily  in  most  of  the  other  acute  in- 
fectious diseases,  and  is  largely  due  to  the  inhalation  of  noxious  substances  from 
the  upper  part  of  the  air-passages.  This  is  the  explanation  of  the  bronchitis  in 
diphtheritic  processes  in  the  pharynx  and  larynx,  in  so  far  as  it  does  not  depend 
upon  a direct  extension  of  the  disease,  and  also  of  the  bronchitis  in  small-pox,  etc. 
Bronchitis  may  also  be  met  with  in  all  other  forms  of  severe  disease,  because  re- 
tention of  secretion,  inflammation,  thrush,  etc.,  arise  in  the  cavity  of  the  mouth 
and  pharynx,  and  from  them  chemical  or  organic  ii-ritants  may  easily  be  inhaled 
into  the  bronchi.  The  imperfect  expectoration  in  all  severe  diseases  is  a still 
more  harmful  factor  than  this  inhalation.  The  secretion  remains  in  the  bronchi, 
processes  of  decomposition  arise  in  the  stagnating  mucus,  bacteria  collect  and  lead 
to  a bronchitis,  and  finally  to  a lobular  pneumonia  which  is  so  often  found  {vide 
infra).  The  swallowing  and  inhalation  of  portions  of  saliva,  which  easily  decom- 
pose, is  also  a frequent  cause  of  secondary  bronchitis. 

We  do  not  know  how  far  we  may  claim  that  infectious  agents  act  as  a cause  of 
primary  bronchitis,  yet  it  is  not  improbable  that  many  cases  have  such  an  aetiology. 
It  is  especially  likely  that  many  cases  of  bronchitis  due  to  “ catching  cold  ” really 
have  something  infectious  about  them,  and  that  the  preceding  exposure  to  cold 
has  merely  lowered  the  natural  powers  of  i-esistance,  and  thus  permitted,  or  at  any 
rate  promoted,  infection. 

Finally,  we  must  mention  that  an  acute  bi’onchitis  is  sometimes  merely  an  ex- 
acerbation of  a previous  chronic  bronchitis. 

The  predisposition  to  acute  bronchitis  varies  in  different  persons.  We  do  not 
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know  definitely  on  what  ground  such  an  increased  predisposition  to  bronchial  dis- 
ease rests,  nor  why  we  meet  with  it  sometimes  in  the  weak  and  anajmic,  and  at 
other  times  in  the  so-caUed  “full-blooded”  persons.  Bronchitis  is  more  frequent 
in  children  and  old  people  than  in  those  in  middle  life.  Most  of  the  cases  occur 
in  the  spring  and  autumn. 

Symptoms. — Pain  in  the  chest  may  be  present  in  some  cases  of  simple  catarrhal 
bronchitis,  but  usually  only  in  a moderate  degree.  In  severe  tracheitis  patients 
often  have  a painful  feeling  of  soreness  in  the  neck  and  behind  the  upper  part  of 
the  sternum,  and  this  is  increased  on  coughing.  The  mucous  membrane  of  the 
bronchi,  apparently,  has  no  nerve-fibei’S  which  are  sensitive  to  pain,  and  the  pains 
in  the  chest  which  are  often  present  in  bronchitis  are,  as  a rule,  muscular  pains  in 
the  intercostal  muscles,  due  to  the  severe  paroxysms  of  coughing. 

Cough  is  OJie  of  the  most  constant  symptoms  of  bronchitis,  and  by  it  usually 
the  attention  of  the  patient  or  of  the  physician  is  first  called  to  the  existing 
thoracic  affection.  The  cough  may  of  course  be  due  to  a laryngitis,  if  that  is  also 
present.  There  is  no  doubt,  however,  hut  that  a cough  may  be  excited  in  a reflex 
manner  from  the  miicous  membrane  of  the  trachea  and  of  the  larger  as  well  as  of 
the  finer  bronchi.  Experiments  have  shown  that  the  point  of  bifurcation  of  the 
trachea  is  especially  irritable,  and  many  severe  paroxysms  of  coughing  may  he 
due  to  an  irritation  of  this  very  spot  from  the  accumulation  of  secretion.  The 
intensity  of  the  cough,  moreover,  is  very  different  in  individual  cases,  which  is 
due  in  part  to  the  degree  and  extent  of  the  bronchitis  and  in  part  to  the  reflex  irri- 
tability of  the  peison  affected. 

The  expectoration  consists  of  the  secretion  fi'om  the  infiamed  mucous  mem- 
brane. Its  abundance  and  consistency  vaiy  very  much  in  the  different  cases. 
We  distinguish  a catarrh  with  an  abundant  secretion,  and  the  so-called  “dry 
catarrh.”  In  the  latter  only  a little  viscid  sputum  is  expectorated,  but  in  the 
former  the  expectoration  is  more  abundant  and  muco-purulent.  Very  often  in 
the  beginning  of  the  disease  the  expectoration  is  scanty  and  viscid — the  sputum 
crudum  of  the  old  physicians ; and  later  it  becomes  more  abundant,  more  fluid,  and 
more  piirulent — the  sputum  coctum.  In  catarrh  of  the  finer  bronchi  the  expecto- 
ration may  contain  little  mucous  or  muco-purulent  casts  of  the  bronchi.  A simple 
catarrhal  expectoration  shows  nothing  peculiar  under  the  microscope.  The  pus- 
corpuscles  are  often  swollen,  and  show  more  or  less  marked  fatty  degenei’ation.  A 
slight  admixture  of  blood  may  occasionally  be  present  in  severe  bronchitis,  but  it 
usually  has  no  special  significance,  being  at  times  merely  the  result  of  severe 
fits  of  coughing.  A more  marked  and  persistent  admixture  of  blood  is  seen  in 
the  catarrhal  sputum  in  some  cases  of  intense  bronchitis  in  drunkards,  so  tliat  we 
may  even  speak  of  a “ haemorrhagic  bronchitis.  ” 

Dyspnoea  is  usually  entirely  absent  in  simple  bronchitis,  but  marked  shortness 
of  breath  may  be  noticed  in  extensive  catarrh  of  the  finer  bronchi. 

Physical  Examination. — We  may  obtain  direct  evidence  of  the  condition  of 
the  tracheal  mucous  membrane,  with  due  practice,  by  the  laryngoscope.  We 
see  a reddening  of  the  membrane,  and  sometimes  an  abnormal  abundance  of 
secretion  on  it,  if  there  is  a tracheitis.  Other  methods  of  physical  examination 
are  at  our  service  for  judging  of  the  changes  in  the  bronchi. 

Inspection  of  the  thorax  shows  nothing  abnormal  in  the  milder  forms  of  bron- 
chitis. The  i’esi)ii'ation  is  somewhat  accelei-atcd  and  the  expiration  prolonged  in 
severe  bronchitis,  especially  if  the  finer  bronchi  are  affected.  Percus.sion  in 
uncomplicated  bronchitis  shows  nothing  abnoi’inal  in  the  pulmonary  resonance. 
Auscultation,  too,  shows  notliing  unusual  in  many  cases  of  mild  cahirrli  limited 
to  the  trachea  and  large  bronchi,  but  in  the  cases  where  the  smaller  bronchi  arc 
the  scat  of  the  catarrh  and  there  is  a marked  accumulation  of  secretion  in  them, 


14:S 


DISEASES  OF  THE  RESPIRATORY  ORGANS. 


^ye  hear,  besides  the  vesicular  respiration,  the  so-called  rhonchi  which  almost 
wholly  hide  it.  In  dry  bronchitis  we  speak  of  humming  or  buzzing  sounds 
sonorous  rhonchi,  or  shriU,  whistling  sounds,  sibilant  rhonchi,  according  to  their 
pitch.  These  sounds  are  probably  due  to  stenosis,  and  are  caused  by  the  passage 
of  the  air  through  narrow  portions  of  the  bronchi.  The  narrowing  occurs  in  part 
from  the  swelling  of  the  mucous  membrane,  in  part  from  the  accumulation  of 
secretion.  The  masses  of  secretion  themselves,  if  they  are  set  in  vibration  at  the 
same  time,  may  possibly  take  i>art  in  the  production  of  the  humming  noises.  If 
the  amount  of  secretion  collected  in  the  bronchi  is  more  abundant  and  of  a more 
fluid  consistency,  it  gives  rise  to  “ moist  rales  ” on  the  passage  of  the  air.  These 
are  distinguished  as  “ medium  ” or  “ small  moist  rales,”  according  as  they  occur  in 
the  larger  or  smaller  bronchi. 

Other  symptoms  of  disease  are  often  present  besides  those  already  mentioned 
as  being  directly  due  to  the  bronchitis.  The  general  health  is  usually  disturbed 
in  a severe  bronchial  catarrh.  The  patient  does  not  feel  well,  and  bas  less  appe- 
tite than  usual.  A modei’ate  amount  of  fever  is  often  present,  especially  toward 
evening.  An  increase  of  temperature  above  102°  or  103°  (39°  C.)  is  rarely  seen 
except  in  children.  The  patient  sometimes  complains  of  headache,  which  is  in- 
creased by  severe  coughing. 

The  separate  fonns  of  bronchitis  are  distinguished  chiefly  by  the  degi-ee  of 
extension  of  the  catarrh. 

1.  The  Milder  Forms  of  Acute  Bronchitis. — In  most  cases  of  simple  primary 
bronchitis,  as  well  as  in  many  milder  attacks  of  secondary  bronchitis,  the  catarrh 
is  limited  to  the  mucous  membrane  of  the  larger  bronchi.  Exposure  to  cold  and 
other  injurious  influences  ai’e  frequent  causes  of  the  primary  form.  The  symp- 
toms are  moderate.  The  cough,  however,  maybe  quite  troublesome.  Often  fever 
is  absent  or  but  slight.  Upon  auscultation,  particularly  over  the  lower  lobes,  but 
sometimes  over  the  entire  lungs,  and  usually  with  some  symmetry  of  distribution, 
are  heard  numerous  rather  coarse  wheezing  or  rattling  sounds ; but  in  many  cases, 
as  we  have  said,  there  may  be  nothing  abnormal  heard,  so  that  the  diagnosis  will 
have  to  rest  merely  u^Don  the  subjective  discomfort  in  the  chest,  the  cough,  and 
the  expectoration.  With  proper  care,  simple  primary  bronchitis  runs  its  course  in 
a few  days,  or  at  the  most  in  a few  weeks,  and  ends  in  complete  recovery.  If  the 
patient  exposes  himself  recklessly,  or  the  aetiological  factors  continue  to  be  active, 
tbe  disease  may  however  pi’ove  to  be  very  tedious,  ajid  finally  develop  into  chronic 
bronchitis. 

2.  The  Severer  Febrile  Forms  of  Acute  Bronchitis.— Sometimes  acute  bron- 
chitis assumes  a severer  form,  whether  because  the  influences  which  give  rise  to 
it  are  unusually  violent,  or  because  it  is  due  to  some  special  and  as  yet  little  known 
cause  (perhaps  infectious).  In  such  cases  the  symptoms  are  more  marked,  the 
bronchial  rales  more  abundant,  the  general  condition  of  the  patient  worse.  Not 
infrequently  there  is  fever  for  several  days,  or  even  for  one  or  two  weeks,  the  type 
being  irregularly  remittent,  but  the  temperature  seldom  exceeds  102°  or  103°  (39° 
to  39’5°  C.).  The  author  has  not  infrequently  noticed  that  there  is  moi’e  liability 
in  the  severer  forms  of  acute  bronchitis  to  have  the  disease  mainly  limited  to  one 
lobe,  or  at  least  to  one  lung,  but  the  disease  may  be  diffuse.  This  form  of  the  dis- 
ease also  has  a favorable  prognosis  except  in  feeble  or  elderly  persons. 

3.  Catarrh  of  the  Finer  Bronchi— Capillary  Bronchitis. — A simple  primary 
bronchial  catarrh  rarely  extends  to  the  finer  bronchi  in  adults.  The  secondaiy 
bronchitis,  however,  which  develops  in  other  severe  diseases  (vide  supra),  often 
extends  into  the  ultimate  divisions  of  the  bronchi,  and  finally  leads  to  the  forma- 
tion of  nodules  of  lobular  pneumonia — “ catarrhal  pneumonia”  (vide  infra).  We 
recognize  the  implication  of  the  finer  bronchi  by  heai’ing  the  high,  shrill,  whist- 
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lino-  rlionclii  [sibilant  rhonclii],  or  the  abundant  small,  moist  rales.  Eespiratory 
symptoms  may  be  quite  marked  in  extensive  catarrh  of  the  finer  bronchi.  Ees- 
piration  is  evidently  accelerated,  and  expiration  is  usually  prolonged.  There  is 
often  quite  a severe  cough.  The  expectoration  is  muco-purulent  and  usually  not 
very  abundant. 

Capillary  bronchitis  in  children  is  of  great  practical  importance.  Every  bron- 
chitis in  young  children  has,  as  experience  tells  us,  a tendency  to  attack  the 
smaller  bronchi.  Extensive  bronchitis  is  seen  especially  in  weak  childi-en  who 
are  rachitic  or  predisposed  to  tuberculosis.  Children  have  an  especial  predisposi- 
tion to  be  attacked  with  bronchitis  at  the  time  of  the  lii’st  dentition,  but  it  is  also 
seen  at  an  even  earlier  age. 

The  parents’  attention  is  usually  called  to  the  disease  by  the  appearance  of  a 
cough,  which  is  excited  especially  by  the  child’s  crying.  Small  children  never 
expectorate,  for  they  swallow  the  secretion  which  is  coughed  up  into  the  pharynx. 
The  rapidity  of  respiration  is  very  striking,  it  being  increased  to  sixty  or  eighty, 
or  even  more,  in  a minute.  The  respiration  is  also  labored,  but  it  is  usually  super- 
ficial, and  in  severe  cases  irregular.  There  is  generally  a distinct  respiratory  play 
of  the  alse  nasi.  We  often  see  a retraction  of  the  lower  lateral  portions  of  the 
thorax  on  inspiration  as  a result  of  the  imperfect  entrance  of  air  into  the 
smaller  bi’onchi.  The  expiration  is  frequently  noisy  and  gi’oaning  in  children. 
We  hear  extensive  small,  moist  rales  over  the  lungs.  In  severe  cases  the  child 
becomes  restless,  anxious,  perhaps  mai’kedly  pale  and  cyanotic,  and  finally  apa- 
thetic and  stupid.  In  such  cases,  however,  we  have  no  longer  to  deal  with  simple 
bronchitis,  but  catarrhal  pneumonia  has  ah-eady'  developed.  The  disease  almost 
always  runs  its  couree  with  fever,  the  temperature  rising  to  104°  (40°  C.)  and 
over.  The  pulse  is  increased  to  120  or  140  or  more  per  minute.  The  duration  of 
the  disease  is  seldom  less  than  two  or  three  weeks,  and  it  may  last  much  longer. 
Death  may  ensue,  especially  in  ill-nourished  children,  partly  as  a result  of  general 
weakness,  and  also  directly  from  the  imperfect  respiration.  In  such  cases  we  find 
at  the  autopsy  not  only  diffuse  bronchitis,  but  also  almost  always  lobular  pneu- 
monia. In  many  cases  a gradual  recovery  finally  takes  place  in  spite  of  the  most 
severe  symptoms. 

The  secondary  bronchitis  in  children  complicating  measles,  whooping-cough, 
diphtheria,  etc.,  has  the  same  tendency  to  involve  the  finer  bronchi  and  to  lead  to 
lobular  jineumonia. 

In  conclusion,  we  must  mention  that  acute  bronchitis  in  old  people  also  readily 
attacks  the  finer  bronchi,  and  may  be  dangerous  partly  from  the  general  exhaus- 
tion, partly  from  the  occurrence  of  resjjiratory  sy'mptoms,  as  in  lobular  pneumonia. 

Diagnosis. — The  diagnosis  of  bronchitis  presents  no  special  difficulty.  It  is 
obtained  directly  by  the  discovery  of  rhonchi  on  auscultation.  If  these  fail,  we 
conclude  that  there  is  a mild  catan-h  of  the  lai-ger  bronchi  from  the  presence  of 
cough  and  expectoration,  if  no  cause  for  the  cough  is  to  be  found  in  au  affection 
of  the  larynx.  The  question  is  more  difficult,  but  it  must  always  be  considered, 
whether  a given  bronchitis  is  a common  primary  catarrh  or  secondary  to  some 
other  affection.  This  question  naturally  can  be  decided  only  by  a very  cai’eful 
examination  of  the  body.  Wo  must  always  remember,  furthermoi’o,  that  severe 
pulmonary  affections  may  be  at  first  quite  latent  and  show  objectively  merely  the 
signs  of  simple  bi-onchitis,  while  later  pneumonia,  a tubercular  affection,  or  .some- 
thing similar,  develops.  A bronchitis  which  is  unilateral,  or  in  which  the  signs 
are  to  be  found  in  circumscribed  localities,  must  therefore  be  regarded  lus  suspi- 
cious. It  has  long  been  known  that  lu-onchitis  in  the  apices  of  the  lungs,  the  “ apex- 
catarrh,”  is  often  the  first  objective  change  to  be  met  with  in  pulmonary  phthisis. 
We  can  only  conjecture,  and  not  pi’onounco  with  certainty  on  objective  evidence, 
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whether  nodules  of  lobular  pneumonia  are  present  or  not  in  diffuse  bronchitis 
affecting  the  finer  bronchi. 

From  what  has  been  said,  it  is  clear  that  we  should  he  cautious  in  our  prog- 
nosis regarding  every  severe  bronchitis,  especially  in  children  and  old  people. 
The  prognosis  in  the  milder  forms  of  bronchitis  is  of  course  always  very  favor- 
able. 

Treatment. — The  prophylaxis  of  primary  bronchial  catarrh  consists  in  the 
removal  of  all  the  injurious  influences  mentioned  which,  as  experience  shows,  may 
give  rise  to  a bronchitis.  A careful  hardening  of  the  skin  to  the  effects  of  a change 
in  temperature  is  of  service  in  persons,  particularly  children,  who  have  a special 
tendency  to  bronchitis,  as  we  have  already  said  in  regard  to  the  prophylaxis  of 
laryngitis.  It  is  very  important  to  remember,  in  this  connection,  that  we  can  also 
be  successful  in  our  prophylactic  measures  against  secondary  bronchitis.  Keep- 
ing the  mouth  and  pharynx  clean,  m-ging  deep  inspirations,  and  aiding  expectora- 
tion by  the  timely  use  of  tepid  baths  and  shower-baths,  may  often  prevent  a bron- 
chitis or  keep  it  within  bounds,  while  it  would  sm-ely  develop  if  the  patient  were 
neglected. 

Simple  hygienic  measures  suffice  in  the  treatment  of  mild  cases  of  acute  bron- 
chitis. The  patient  should  be  kept  warm,  should  remain  in  his  room,  or,  if  there 
be  any  fever,  in  bed.  Diaphoretic  remedies  have  long  been  praised  as  especially 
potent  in  the  treatment  of  acute  bronchial  catarrh.  The  patient,  therefore,  should 
drink  hot  tea,  pectoral  tea*  (Brustthee),  or  elder  tea,  etc.,  or  hot  milk  mixed  with 
Seltzer,  a remedy  whose  efficacy  is  frequently  praised  by  the  patient.  Local 
treatment  of  the  mucous  membrane  by  inhalations  is  usually  illusory,  for  only 
the  smallest  part  of  the  inhaled  fluid  reaches  the  bronchi.  We  may,  however, 
always  prescribe  inhalations  of  warm  steam,  or  a one-  or  two-per-cent,  solution 
of  common  salt,  especially  with  a dry  cough  and  a secretion  which  is  hard  to 
loosen.  • 

Otherwise  we  must  employ  symptomatic  treatment.  A mustard  plaster  or  a 
cold,  wet  compress  about  the  chest  does  good  service  with  severe  subjective  thoracic 
symptoms.  In  bad  cases  a few  dry  cups  may  be  very  useful  in  adults,  but  local 
abstractions  of  blood  are  never  necessary  in  simple  bronchitis.  If  there  is  trouble- 
some irritation  on  coughing,  so  as  to  di.sturb  the  rest,  we  may  prescribe  small 
doses  of  morphine,  five  to  ten  grains  of  Dover’s  powder  (grm.  0'3-0'5),  fifteen  to 
twenty  drops  of  cherry-laiu’el  water,  codeine,  etc.  When  expectoration  is  difficult, 
we  may  use  the  so-called  expectorants — ipecac,  chloride  of  ammonium,  apomor- 
phine,  etc. 

We  have  already  repeatedly  mentioned  the  use  of  tepid  baths  and  shower- 
baths,  indicated  in  severe  diffuse  bronchitis  developing  secondarily  in  the  course 
of  other  acute  diseases. 

Tepid  baths  with  shower-baths,  two  or  three  times  a day,  are  also  to  be  used  as 
a most  powerful  remedy  in  severe  cases  of  capillary  bronchitis  in  children.  The 
baths  assist  expectoration  and  guard  against  the  possibility  of  the  development  of 
lobular  pneumonia.  Wet  packs  applied  to  the  thorax  or  over  the  whole  body  are 
serviceable.  Children  are  wrapped  to  the  neck  in  a sheet  which  has  been  pre- 
viously dipped  in  water  at  a temperature  varying  with  the  degree  of  the  fever 
from  68°  to  77°  (16°  to  20°  R.)  and  well  wrung  out.  It  is  well  to  leave  the  arms 
free.  A dry  woolen  blanket  may  be  wrapped  around  the  moist  sheet.  This  pro- 
cedure must  be  repeated  three  or  four  times  a day.  As  to  other  remedies,  we  use 


* A favorite  German  household  remedy,  eonsisting  of  an  infusion  of  eight  parts  of  althcea,  three 
parts  of  liooriee,  one  part  of  orris-root,  four  parts  of  eolt’s-foot,  and  two  parts  each  of  mullein  and  anise- 
seed.— Tkans. 
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the  same  as  in  adults.  With  weak  children  our  care  must  be  to  keep  up  the 
streno-th  by  furnishing  the  most  nourishing  food  possible  and  giving  smaU 
amoimts  of  wine.  An  emetic  is  sometimes  indicated  in  cases  with  an  abundant 
accumulation  of  mucous  in  the  bronchi,  and  is  of  good  service.  As  experience 
has  shown,  we  should  use  opiates  for  small  children  only  with  the  greatest  care. 
Senega  and  benzoin  may  be  used  as  expectorants. 

In  the  bronchitis  of  old  people  our  chief  aim  should  he  to  keep  up  and  improve 
the  patient’s  strength.  We  prescribe  liquor  ammonii  anisatus,  infusion  of  senega, 
etc.,  to  aid  expectoration,  which  is  usually  difficult,  since  the  cough  is  feeble. 
Tepid  baths  may  be  of  advantage,  but  they  must  be  used  with  care. 


CHAPTER  II. 

CHRONIC  BRONCHITIS. 

{Chronic  Bronchial  Catarrh.) 

lEtiology. — Chronic  bronchial  catarrh  may  develop  gradually  from  external 
causes,  or  in  rare  cases  it  may  follow  an  acute  bronchitis.  The  same  noxious 
influences  which  excite  an  acute  bronchitis  may,  by  the  frequent  repetition  of 
their  action,  result  in  a chi’onic  bronchitis. 

In  a large  number  of  cases  severe  chronic  bronchial  catarrh  is  not  an  independ- 
ent disease,  but  occurs  as  a complication  or  a result  of  other  diseased  conditions. 
The  combination  of  chronic  bronchitis  with  emphysema  of  the  lungs  {vide  infra) 
is  the  most  common.  A large  number  of  cases  also  are  the  result  of  some  form 
of  heart  disease,  like  valvular  disease  or  myocarditis,  or  of  disease  of  the  vessels, 
leading  to  stasis  in  the  pulmonary  circulation,  and  finally  to  a chronic  catarrh  of 
the  bronchi.  Chronic  bronchial  catarrh  in  renal  diseases  also  depends,  in  part 
at  least,  upon  circulatory  disturbances.  Finally,  we  find  a more  or  less  extensive 
chronic  catarrh  of  the  bronchi  in  other  chronic  affections  of  the  lungs  and  pleura, 
as  in  tuberculosis  or  pleurisy. 

Chronic  bronchitis  is  seen  especially  in  adults  and  old  people,  and  more  fre- 
quently in  men  than  in  women. 

Pathological  Anatomy. — Chronic  bronchitis  is  characterized  anatomically  by  a 
marked  venous  hyperaemia  of  the  bronchial  mucous  membrane.  The  whole  tissue 
itself  is  often  thickened,  and  the  surface  of  the  membrane  is  swollen.  In  old 
cases,  however,  we  finally  meet  with  an  atrophy  of  all  the  layers  of  the  mucous 
membrane.  One  of  the  most  frequent  results  of  a chronic  bronchitis  is  a cylin- 
drical dilatation  of  the  middle  and  lesser  bronchi — ^bronchiectasis.  This  arises 
gradually  from  the  loss  of  elasticity  of  the  diseased  bronchial  walls,  increasing 
their  tendency  to  give  way,  as  well  as  from  the  pressure  of  the  stagnating  secre- 
tions. 

Symptoms  and  Course  of  the  Disease. — The  symptoms  which  are  due  to  chronic 
bronchitis  arc  disturbances  of  respiration,  cough,  and  expectoration.  To  these 
should  he  added  the  results  of  a physical  examination. 

The  cough  is  of  very  different  severity  in  different  cases.  Usually  it  is  worse 
early  in  the  morning,  in  the  evening,  and  at  night,  than  in  the  daytime.  The 
amount  of  expectoration  is  also  subject  to  great  variations.  In  many  cases  there 
is  a dry  cough  {catarrhe  sec,  vide  infra),  in  which  only  small  amounts  of  tough, 
viscid  sputum  are  expectorated.  In  other  cases  the  expectoration  is  more  abun- 
dant and  muco-purulent,  and  sometimes  excessive  and  quite  thin.  Microscopic- 
ally, it  has  no  special  characteristic  appearances,  but  it  contains  only  the  usual 
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elements  of  sputum — pus-corpuscles  mixed  with  pavement  epithelium,  often  many 
bacteria,  sometimes  needles  of  fat' acids,  and  rarely  a few  pointed  octahedral  crys- 
tals, the  so-called  asthma  crystals  {vide  infra).  Small  amoimts  of  blood  may  be 
seen  in  severe  chronic  bronchitis,  but  they  do  not  have  any  bad  significance. 

Dyspnoea  of  moderate  degree  may  also  be  present  in  uncomplicated  and  exten- 
sive bronchitis.  In  the  cases  in  which  it  is  severe,  however,  it  is  usually  due  to 
other  conditions  affecting  the  heart  or  lungs. 

Physical  Examination. — The  percussion  in  bronchitis  shows  no  special 
change.  At  most  the  resonance  may  be  somewhat  tympanitic  from  the  relaxa- 
tion of  the  lung-tissue,  especially  in  the  lower  and  posterior  portions  of  the  lungs, 
or,  with  an  abundant  retention  of  secretion  in  the  bronchi,  it  may  be  a little 
diminished.  Auscultation  may  give  either  rhonchi,  whistling,  hissing,  humming, 
etc.,  or  moist  rales,  according  to  the  extent  of  the  catarrh  and  the  amount  and 
consistency  of  the  secretion.  The  sounds  are  usually  to  be  heard  over  the  whole 
lung,  or  especially  over  the  lower  lobes,  because  here  the  catarrh  is  usually  most 
marked,  and  retention  of  secretion  is  most  apt  to  occur.  The  respiratory  murmm’ 
in  some  places  may  be  quite  obscured  by  the  rales.  Otherwise  it  is  vesicular, 
sometimes  exaggerated,  sometimes  rough  and  indefinite.  Expiration  is  usually 
prolonged.  The  respiratory  murmur  may  be  much  diminished,  or  even  entirely 
suppressed  in  places  where  the  bronchi  are  stopped  by  secretion,  which  happens 
most  frequently  in  the  lower  lobes. 

Except  in  mild  cases,  we  usually  distinguish  several  different  forms  of  chronic 
broncliial  catarrh,  which  may  run  into  one  another. 

1.  The  dry  chronic  catarrh  {catarrhe  sec  of  Laennec)  is  the  foi’m  in  which  the 
mucous  membrane  has  only  a very  slight  secretion.  The  cough  is  usually  very 
troirblesome  and  labored,  but  the  patient  raises  merely  a little  tough  sputum,  or 
none  at  all.  On  auscultation  we  hear  sibilant  rhonchi,  but  no  moist  rales.  This 
form  of  catarrh  is  usually  associated  with  pulmonary  emphysema,  and  asthmatic 
attacks  are  also  frequent.  The  disease  is  stubborn,  and  usually  lasts  for  years. 

2.  The  so-called  bronchial  blennorrhcea  is  that  form  of  chronic  bronchitis  in 
which  we  find  a very  copious  secretion  from  the  mucous  membrane.  The  cough 
is  therefore  associated  Avith  a very  abundant  and  quite  thin  expectoration,  the 
amount  of  which  in  the  twenty-four  hours  may  exceed  a pint  (half  a litre).  The 
expectoration  runs  together  in  the  sputa-cup  and  usually  separates  on  standing,  the 
more  purulent  portion  sinking  to  the  bottom,  and  the  sero-mucous  portion,  which 
is  usually  frothy  on  the  surface,  remaining  at  the  top.  Numerous  moist  rales  are 
heard  in  the  lungs,  especially  in  the  lower  portions.  These  diminish  if  large 
amounts  of  sputum  are  coughed  up.  Anatomically,  the  bronchi  are  almost  al- 
Avays  found  dilated  in  this  form  of  chronic  bronchitis. 

3.  The  so  called  serous  bronchorrhoea  (“  catarrhe  pituiteux  ” of  Laennec)  is 
quite  rare  but  very  interesting.  It  is  characterized  by  the  expectoration  of  a very 
large  amount  of  frothy,  purely  serous,  thin  sputum.  The  cough  usually  comes  on 
in  very  violent  paroxysms  which  last  from  half  an  hour  to  an  hour  or  more.  The 
respiratory  symptoms  are  quite  severe,  especially  during  these  attacks,  and  have 
given  rise  to  the  old  and  useful  term  '■"asthma  hiimidiim."  The  exj>ectoration 
collected  in  twenty-four  hours  may  amount  to  one  or  two  quarts  (litres).  ^Ex- 
amination of  the  lungs  usually  gives  very  abundant  and  extensive  moist  rales. 
The  resonance  on  percussion  is  normal  or  a little  diminished,  from  the  accumula- 
tion of  secretion. 

The  special  cause  of  this  peculiar  disease  is  quite  obscure.  It  is  either  an 
independent^  very  chronic  trouble,  which  may  last  for  years  with  a varying  course, 
or  it  may  occur  secondarily  in  other  affections,  especially  in  chronic  contraction  of 
the  kidney.  We  once  saw  a very  severe  case  of  the  independent  and  apparently 
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quite  uncomplic<ated  form  in  a young  woman  who  had  high  fever  at  times,  and 
who  became  much  broken  down  physically. 

Course  of  the  Disease. — The  course  of  most  chronic  bronchial  catarrhs  is  very 
protracted.  The  disease  usually  has  frequent  remissions  and  fresh  exacerbations. 
The  patient  is  tolerably  well  in  the  pleasanter  time  of  the  year  if  he  takes  good 
care  of  himself,  but  in  autumn  and  winter,  or  after  exposure  to  various  noxious 
influences,  the  catarrh  grows  worse  and  the  patient’s  symptoms  increase.  If  the 
disease  has  lasted  for  years,  we  usually  And  symptoms  in  the  lungs,  like  emphy- 
sema or  chronic  tuberculosis,  or  in  the  heart,  like  secondary  dilatation  and  hyper- 
trophy of  the  right  ventricle,  which  symptoms  gradually  become  more  severe. 
The  details  of  these  conditions  are  to  he  found  in  the  appropriate  sections. 

Diagnosis. — The  diagnosis  of  chronic  bronchitis  is  not  difiicult  in  itself,  and 
may  easily  be  made  by  considering  the  patient’s  symptoms  and  by  judging  of  the 
result  of  the  physical  examination.  We  must  always  consider,  however,  whether 
the  bronchitis  is  not  a result  or  a complication  of  some  other  chronic  disease. 
Therefore  in  every  case  of  chi’onic  bronchitis  the  heart  and  the  urine  must  be 
carefully  examined,  as  well  as  the  lungs. 

Prognosis. — Chronic  bronchitis  is  in  most  cases  a very  stubborn  affection,  which 
frequently  shows  improvement,  but  from  which  complete  recovery  is  rare.  The 
prognosis  also  depends  greatly  upon  the  patient’s  circumstances,  and  upon  the 
possibility  of  his  taking  care  of  himself  and  avoiding  all  harmful  exposure.  In 
secondary  bronchitis  the  question  whether  the  bronchitis  is  capable  of  material 
improvement  or  not  of  course  depends  mainly  upon  the  prognosis  of  the  primary 
disease. 

The  danger  in  primary  chronic  bronchitis  comes  from  the  final  development 
of  its  sequelae,  especially  from  the  gradual  appearance  of  pulmonary  emphysema, 
dilatation  of  the  heart,  etc. 

Treatment. — The  only  hope  of  success  in  severe  cases  in  any  method  of  treat- 
ing chronic  bronchitis  is  in  removing  the  j)atient  completely,  at  least  for  a time, 
from  the  action  of  injurious  influences.  The  favorable  result  of  the  baths  and 
health  resorts  that  are  employed  depends  largely  upon  this,  that  patients  enjoy  in 
them  complete  bodily  rest,  and  are  far  better  protected  from  dust  and  the  changes 
in  the  weather  than  at  home.  We  must  make  the  patient  comprehend  the  neces- 
sity of  this  condition  as  the  basis  of  any  treatment.  If  he  can  not  go  to  a 
suitable  climate  during  the  cold  season,  he  must  keep  his  room  in  all  unplesisant 
weather,  but  at  other  times  he  may  he  permitted  to  stay  in  the  open  air.  Further- 
more, the  ]iatient  must  be  warned  to  avoid  as  completely  as  iiossible  those  harm- 
ful influences  which  his  calling  and  manner  of  life  entail,  and  among  which 
especially  is  the  bad  air  in  our  inns  and  restaurants.  Food  should  be  easily 
digestible,  and,  in  people  inclined  to  corpulence,  sparingly  taken.  Alcohol  is  to 
be  permitted  only  in  a moderate  degree.  We  combat  the  tendency  to  constipa- 
tion, which  is  often  present,  by  dietetic  remedies,  by  taking  fruit,  especially  grapes, 
pnines,  etc.,  honey,  Graham  bread,  or  by  mild  laxatives,  like  the  bitter  waters, 
Friedrichshall,  Ofner,  etc. 

If  the  circumstances  of  the  patient  pei-mit  and  his  condition  requires  it,  we 
should  send  him  south  in  the  autumn  in  order  to  avoid  the  evils  of  a northern 
winter.  The  rule  is  to  send  patients  with  a bronchial  catarrh  when  there  is  much 
secretion  to  health-resorts  with  a dry  climate — for  example,  to  the  Avesterii  Riviera, 
San  Remo,  Bordighera,  Mentone,  Cannes,  etc.  The  somewhat  dry  yet  cooler 
climate  of  Moran,  Gries,  or  Arco  is  suitable  for  patients  with  a stronger  constitu- 
tion. Patients  with  dry  bronchitis  usually  find  themselves  at  their  best  in  a 
warm  but  not  too  dry  climate.  If  wo  wish  to  be  sure  of  avoiding  the  winter’s 
cold,  Ave  must  choose  Sicily,  Egypt,  or  Madeira  for  a residence.  Of  the  more 
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northern  winter  resorts  we  may  mention  here  places  on  the  eastern  Riviera, 
I^ervii,  Spezzia,  etc.,  except  Venice,  Pisa,  or  Rome. 

We  must  recommend  especially,  in  bronchitis,  a suitable  summer  residence 
outside  of  large  and  dusty  cities.  Any  private  country  residence  in  a well-wooded 
and  protected  place  is  of  advantage.  If  we  wish  to  send  patients  to  a bath, 
Marieubad,  Kissingen,  or  Homburg  are  proper  places  for  corpulent  people  who 
also  suffer  from  digestive  disturbances,  while  we  may  seud  weaker  patients  to 
Ems,  Soden,  Badenweiler,  Ischl,  or  Reichenhall.  Milk  cures,  whey  cm-es,  and 
grape  cures  are  also  prescribed  in  many  cases  of  chronic  bronchitis,  the  milk  cui’e 
in  particular  for  weak  and  anaemic  individuals.  A summer  residence  on  the  sea, 
best  on  the  Baltic,  is  very  serviceable  for  many  patients  with  bronchitis. 

The  inhalation  treatment  is  much  employed  in  chronic  bronchitis,  but  we 
should  not  cherish  too  high  hopes  about  its  use.  The  best  inhalations  in  dry 
catarrhs  are  simple  steam,  a two-per-cent,  solution  of  common  salt  or  bicarbonate 
of  sodium,  Ems  water,  etc.  In  cases  with  marked  secretion,  inhalations  of  oil  of 
turpentine  are  most  to  be  praised.  The  simplest  way  is  to  poiu-  a teaspoonful  of 
oil  of  turpentine  into  hot  water  and  inhale  the  vapor  as  it  arises.  The  so-called 
tm’pentine-pipe,  however,  is  more  convenient  and  more  efficacious.  This  consists 
of  a flask,  which  is  filled  to  the  height  of  several  inches  with  water  and  then  with 
a layer  of  oil  of  turpentine  or  of  oleum  pini  pumilionis  (P.  G.),  some  two  centi- 
metres thick.  Two  glass  tubes,  ypen  at  both  ends,  are  passed  through  the  cork. 
One,  straight,  tube  extends  down  into  the  layer  of  water ; the  lower  end  of  the  other 
is  free  in  the  upper  part  of  the  flask.  The  outer  portion  of  this  last  tube  is  long 
enough  to  be  bent  at  an  angle  and  forms  the  mouth-piece  of  the  pipe  which  the 
patient  sucks.  He  thus  breathes  the  air  which  is  filled  vuth  turpentine  vapor. 
We  have  treated  many  patients  in  this  way,  who,  for  a number  of  hom-s  a day, 
“ smoked  ” their  turpentine-pipes. 

In  treating  chronic  bronchitis  the  pneumatic  method  * was  considerably  em- 
ployed for  a time ; that  is,  the  patient  was  made  to  breathe  artificially  compressed 
ah',  or  to  expire  into  air  of  a less  than  atmospheric  tension,  by  means  of  a movable 
pneumatic  apparatus,  as  proposed  by  Waldenburg  and  others.  Of  late,  however, 
this  method  of  treatment  has  received  less  favor,  inasmuch  as  actual  results  have 
fallen  decidedly  short  of  the  benefit  promised.  In  Ems,  Reichenhall,  and  other 
places  special  pneumatic  cabinets  have  been  arranged,  filled  with  compressed  air, 
in  which  patients  remain  for  varying  lengths  of  time. 

The  different  alkaline  mineral  waters — Seltzer,  Ems,  Victoria,  etc. — are  next  to 
be  mentioned  among  internal  remedies,  which  may  also  be  used  efficaciously  at 
home.  The  numerous  expectorants,  hke  ipecac  and  apomorphine,  are  especially 
valuable  in  dry  bronchitis.  In  bronchial  blennorrhoea  we  know  empirically 
that  the  internal  use  of  balsams  causes  a distinct  diminution  of  the  secretion. 
Oil  of  turpentine  is  the  most  active,  and  may  be  given  internally  in  gelatine  cap- 
sules, two  or  three  capsules  a day,  or  mixed  with  milk,  in  doses  of  ten  or  fifteen 
drops  two  or  three  times  a day.  Lepine,  G.  See,  and  other  French  physicians 
recommend  terpiue  as  still  more  effectual.  This  is  a derivative  of  tui’pentine,  and 
is  best  employed  in  pills  containing  one  and  a half  grains  (O'l),  of  which  two 
or  even  more  are  to  be  taken  three  times  a day.  It  may  also  be  given  in  solution 

* Details  of  the  pneumatic  treatment  may  ho  found  in  the  following  works : R.  v.  Vivcnot,  Jr., 
“Zur  Kcnntniss  der  pliysiologischen  Wirkungen  und  der  therapoutisolien  Anwendung  dcr  ver- 
dichteten  Luft,”  Erlangen,  1808.  Waldenburg,  “ Dio  pnoumatischo  Behandlung  der  Respirations-  und 
Circulationskrankheiton,”  Berlin,  1880.  Knautlie,  “ Ilandbuoh  der  pnoumatischon  Therapie,”  Loip-^ 
zig,  Wigand,  1876.  Sehnitzler,  “ Die  pnoumatiseho  Behandlung  d.  Lungcn-  u.  Ilorzkrankheiten,’ 
Wien,  1877  (40  Seiten).  Oortol,  “ llandbueh  d.  respiratorischen  Therapie”  (v.  Ziemsson’s  “Allg. 
Therapie,”  ii,  4),  Leipzig,  Vogel,  1881. 
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as  follows  : Terpine,  drachms  (grm.  10);  alcohol,  q.  s.  ad  sol.  faciundam;  aq. 
dest.,  6 ounces,  6 drachms  (200  grm).  Misce.  Sig:  Two  or  three  tablespoonfuls 
daily.  Balsam  of  copaiba  and  balsam  of  Peru  are  also  used  intemaUy.  We 
should  he  very  sparing  of  narcotics  at  first,  hut  in  severe  cases  we  can  not  wholly 
dispense  with  them. 

[The  iodide  of  potassium  in  doses  of  five  to  ten  grains  thrice  daily  is  sometimes 
distinctly  curative.  An  out-door  life,  free  diet,  moderate  alcoholic  stimulus, 
tonics,  and  woolen  clothing  do  much  to  promote  recovery.] 

Local  applications  to  the  chest  in  the  form  of  embrocations,  mustard  plasters, 
dry  cups,  or  cold  wet  compresses  are  to  be  used,  especially  with  sevei’e  dyspnoea, 
or  with  pain  and  a feeling  of  oppression  in  the  chest.  Regular  cold  sponging  of 
the  chest  serves  to  harden  and  strengthen  the  patient. 

Warm  baths  are  very  well  borne  by  many  patients  with  chronic  bronchitis. 
Sometimes,  too,  vapor  baths,  if  taken  with  caution,  may  be  of  service,  especially  in 
strong  and  corpulent  patients. 

In  all  secondary  chronic  catarrhs  otu’  chief  attention,  beyond  the  symptomatic 
treatment  of  the  bronchitis,  must  be  directed  to  the  treatment  of  the  underlying 
disease.  If  we  succeed  in  once  more  regulating  the  heart’s  action  where  there  is 
uncompensated  heart  disease,  or  in  establishing  diuresis  where  there  is  renal  dis- 
ease, we  may  also  in  that  way  cause  improvement  in  the  existing  bronchial 
catarrh. 


CHAPTER  HI. 

FCETID  BRONCHITIS. 

(Putrid,  Bronchitis.) 

iEtiology. — By  putrid  or  foetid  bronchitis  we  mean  that  form  of  bronchitis  in 
which  the  secretion  of  the  mucous  membrane  undergoes  a putrid  decomposition, 
and  in  which,  consequently,  the  expectoration  takes  on  a peculiar  and  extremely 
foul  odor.  The  cause  of  foetid  bi’onchitis  is  usually  the  entrance  of  the  bacteria 
of  putrefaction  into  the  bronchi  by  means  of  the  inspired  air.  Only  in  rare  cases 
does  it  arise  from  a pulmonary  gangi’ene  of  embolic  origin  (yiide  infra). 

The  opportunity  for  the  agents  of  putrefaction  to  enter  the  bronchi  with  the 
inspired  air  is  of  course  often  given,  but  a foetid  bronchitis  naturally  is  excited 
only  when  they  can  remain  there  and  increase.  Their  retention  and  their  further 
development  is  chiefiy  favored,  as  we  know,  by  diseased  conditions  which  already 
exist  in  the  bronchi.  A great  number  of  cases  of  foetid  bronchial  catarrh  there- 
fore develop  secondarily  upon  other  pulmonary  affections  of  longer  standing. 
Thus  the  expectoration  may  quite  suddenly  change  and  take  on  a foetid  character 
in  the  coui’se  of  a chronic  or  rarely  of  an  acute  bronchitis  or  of  phthisis.  Bron- 
chiectasis (vide  infra)  greatly  favors  the  develoj)ment  of  this  putrid  change,  for 
in  it  the  retention  and  stagnation  of  large  amounts  of  secretion  furnish  the  aid 
and  occasion  for  it.  If  a putrid  decomposition  of  the  secretion  begins  in  one  part 
of  the  bronchial  system,  the  further  extension  of  the  process  follows  from  direct 
infection. 

In  rare  cases  putrid  bronchitis  also  develops  in  lungs  which  were  i^rcviously 
apparently  sound — primary  foetid  bronchitis. 

Symptoms  and  Course;  Anatomical  Changes.— If  a foetid  hronchitis  arises  in 
the  course  of  some  other  chronic  pulmonary  disease,  its  appearance  may  he  marked 
by  a sudden  impairment  of  the  general  condition,  by  high  fever,  often  associated 
with  numerous  chills,  and  by  an  increase  of  the  thoracic  symptoms,  like  pain  and 
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Fio.  21. — Crystals  of  fat  acids. 


cougli.  The  change  ia  the  expectoration,  the  peculiarity  of  which  was  first 
accurately  described  by  Traube,  is  characteristic.  There  is  a rejiulsive,  sweetish, 
putrid  smell.  The  expectoration  is  usually  quite  abundant;  the  consistency  is 
rather  thin.  On  standing,  the  sputum  shows  a very  marked  division  mto  three 
layers.  The  upper  layer  consists  of  a very  frothy,  muco-purulent  stratum,  con- 
sisting in  part  of  individual  masses,  from  which  a number  of  coarser  or  finer  fibers 
float  down  into  the  middle  layer.  This  middle  layer  consists  of  a dirty-green 
muco-serous  fluid.  At  the  bottom  of  the  vessel  is  found  the  third  layer,  which  is 
often  the  thickest,  and  is  composed  entirely  of  pus.  It  consists  of  pus-corpuscles 
which  have  sunk  to  the  bottom,  and  is  of  a rather  thin,  greasy  consistency.  With 
the  naked  eye  we  genei’ally  recognize  a number  of  little  whitish-gray  jilugs  and 
particles  in  it.  These  so-called  “ Dittrich’s  plugs,”  which  are  easily  crushed  under 

a cover-glass,  are  quite  chai-acteristic.  Microscop- 
ically, they  consist  of  decomposed  pus-corpuscles, 
detritus,  and  bacteria,  and  usually  contain  very 
many  needles  of  fat  acids  arranged  in  bundles 
(see  Fig.  21). 

We  often  find  also  in  the  sputum  large  masses 
of  fungi,  especially  great  bunches  of  twisted  lep- 
tothrix  fibers,  which,  by  an  unijracticed  eye,  may 
readily  be  mistaken  for  elastic  fibers.  The  latter 
are,  of  course,  never  found  in  the  expectoration  of 
a simple  foetid  bronchitis,  but  only  in  the  deep- 
seated,  destructive  processes  in  the  lung,  like  gan- 
grene. On  chemical  examination  of  the  sputum, 
the  ordinary  products  of  putrefaction  may  be  found — volatile  fat  acids,  especially 
butyric  and  valerianic  acids,  also  sulphuretted  hydrogen,  leucine,  tyrosine,  etc. 

The  breath  of  the  patient,  as  well  as  the  sputum,  is  very  often  foul-smelling, 
and  so  offensive  that  he  becomes  a burden  to  his  associates. 

The  signs  which  foetid  bronchitis  gives  on  physical  examination  are  those  of 
an  ordinary  bronchitis.  In  a great  number  of  cases  we  also  find  signs  of  con- 
solidation and  contraction  of  the  lung,  of  pleurisy,  etc.,  which  do  not  belong  to 
foetid  bronchitis  as  such,  but  are  due  to  complications  or  sequelm. 

The  most  frequent  of  these  sequelae  is  the  development  of  a “ reactive  ” lobiilar 
inflammation,  a pure  pneumonia,  which  follows  a catarrh  which  has  attacked  the 
finer  bi’onchi.  These  pneumonias  frequently  run  into  gangrene,  so  that  we  very 
often  find  a number  of  larger  or  smaller  nodules  of  pure  gangrene  besides  the  ex- 
tensive foetid  bronchitis  in  the  lungs.  In  many  of  these  cases  the  foetid  bronchitis 
is  certainly  the  primary  ijx’ocess,  and  the  development  of  the  nodules  of  gangrene 
is  secondaiy ; yet  we  shall  see  later  that  the  reverse  may  also  be  true.  Foetid  bron- 
chitis and  gangrene  of  the  lungs  run  into  each  other  so  often,  both  clinically  and 
anatomically,  that  there  is  no  sharp  line  to  be  drawn  between  them.  If  the 
nodules  are  superficial,  and  reach  the  plem*a,  the  infection  attacks  this,  and  we 
have  a purulent  or  even  an  ichorous  pleurisy. 

The  smaller  and  medium-sized  bronchi  are  almost  always  found  in  a condition 
of  cylindrical  dilatation  in  old  foetid  bronchitis.  Their  mucous  membrane  is  in- 
tensely inflamed,  and  often  ulcerated  superficially.  On  its  .surface  we  see  in  the 
cadaver  the  greasy  purulent  masses  and  the  plugs  which  we  find  in  the  expectora- 
tion during  life. 

Whatever  may  be  the  case  with  the  general  course  of  foetid  bronchitis,  its 
beginning  is  often  quite  sudden  and  acute,  both  in  the  primary  and  in  the  second- 
ary forms,  as  we  have  said.  The  ixatient  is  attacked  with  fever,  Avhich  may  often 
be  quite  high,  and  -with  a stitch  in  the  side,  and  cough,  and  expectoration.  Later, 
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the  characteristic  peculiarities  clescrihecl  above  appear.  The  further  course  of  the 
disease  is  almost  always  chronic,  lasting  for  years,  but  subject  to  many  variations. 
Very  often  manifest  improvement,  and  even  apparent  recovery,  takes  place,  until 
suddenly  tlrere  is  a new  attack  of  fever  and  thoracic  symptoms.  The  general 
condition  and  nourishment  of  the  patient  may  be  quite  good  for  a long  time, 
except  during  the  periods  of  marked  exacerbation  of  the  disease.  Patients  with 
chronic  foetid  bronchitis  often  appear  somewhat  bloated,  but  also  pale  and  slightly 
cyanotic.  Peculiar  clubbed  thickenings  of  the  terminal  phalanges  of  the  fingers 
gradually  develop,  as  in  many  cases  of  bronchiectasis.  Slight  oedema  of  the 
lower  extremities  is  also  sometimes  present. 

Symptoms  referable  to  other  organs  may  be  wholly  absent.  We  see  most 
frequently  disturbances  of  the  stomach,  loss  of  appetite,  and  nausea,  which  proba- 
bly comes  from  swallowing  the  foetid  sputum.  Patients  also  complain  of  occa- 
sional rheumatic  j)ains  in  the  muscles  and  joints,  which  may  perhaps  be  due  to  an 
absorption  of  septic  matter.  In  conclusion  it  must  be  mentioned  that  in  fortunately 
rare  cases  of  foetid  pulmonary  disease  pyogenic  germs  reach  the  brain  by  metas- 
tasis, and  here  give  rise  to  pui’ulent  meningitis  or  cerebral  abscess. 

The  danger  of  the  disease,  apart  from  the  exceptional  occurrence  just  mentioned, 
lies  in  the  possible  extension  of  the  process  to  the  lungs  and  the  development  of 
pulmonary  gangrene  and  its  sequelae.  We  hardly  ever  find  a simple  foetid  bron- 
chitis in  the  cadaver,  but  we  almost  always  see  other  processes  besides,  which  have 
been  mentioned  above — reactive  pneumonia,  pulmonary  gangrene,  etc.  These 
processes  develop  very  readily,  and  make  rapid  progress  in  old,  decrepit  persons, 
who  live  under  bad  external  conditions,  in  whom  putrid  processes  in  the  lungs 
are  frequent. 

The  diagnosis  of  foetid  bronchitis  is  not  difficult  in  itself,  for  the  diagnosis  of  a 
putrid  process  in  the  lung  may  be  made  from  the  stinking  sputum  alone.  It  may 
be  dtfiBcult  to  decide  whether  we  have  to  do  merely  with  a foetid  bx’onchitis,  or 
with  a pulmonary  gangrene  also.  Decisive  indications  of  gangrene  are  derived 
from  physical  examination — dullness,  bronchial  respiration,  and  large,  moist  rales 
— and  also  the  discovery  of  elastic  fibers  and  fragments  of  parenchyma  in  the 
expectoration. 

The  prognosis  must  be  made  with  care  in  every  case  of  foetid  bronchitis.  If 
the  external  circumstances  of  the  patient  are  favorable,  he  may  remain  in  toler- 
able health  for  years.  We  must  always  be  prepared  for  the  appearance  of  new 
exacerbations  of  the  disease  and  of  affections  of  the  lung  itself. 

Treatment. — The  chief  aim  of  ti’eatment  must  be  to  bi-iug  the  putrid  processes 
in  the  bronchi  to  a stand-still  by  the  death  of  the  agents  of  putrefaction.  The 
difficulty  of  fulfilling  this  task  lies  in  the  impossibility  of  getting  the  disinfecting 
material  to  act  on  the  bronchial  mucous  membrane  in  the  necessary  amount  and 
concentration.  Nevertheless,  we  can,  without  doubt,  at  least  relieve  a foetid  bron- 
chitis and  keep  it  in  check  by  the  judicious  use  of  inhalations.  Inhalations  of  a 
two-per-cent,  solution  of  carbolic  acid  ax’e  xxxost  xxseful,  givexx  for  five  or  tcix  miix- 
utes  several  times  a day.  These,  howevei’,  are  sometimes  xxot  well  borne  if  long 
contiixued,  aixd  they  may  excite  mild  symptoms  of  carbolic  poisoning — like  head- 
ache, malaise,  and  dark  cax’bolic  urine.  We  have  oftexx  xxsed  with  good  resxxlts 
the  “ carbolic  mask  ” recomixicnded  by  Cxxx’schmaxxn,  a kixxd  of  x’cspii'ator  fasteixed 
in  front  of  the  xxose  aixd  mouth,  coxitainixig  cottoxx  ixx  a special  reci'ixtacle  ixnpreg- 
nated  with  carbolic  xicid,  equal  pax’ts  of  cxix’bolic  acid  axxd  idcohol,  or  other  x-eiixedies 
like  turpentine  or  creasote.  Many  jxatients  caxx  wear  these  masks,  with  occasional 
intcrrxiptious,  for  nxaixy  hoxix-s  a day.  Turpcixtine  is  ixiost  xised  next  to  carbolic 
acid.  Turpentine  carx  be  xxsed  by  inhalation  aixd  also  internally.  Likewise  tex'- 
pixie  and  niyi-tol  ai’e  oftexx  of  decided  bexxeflt.  We  have  vexy  x’ecently,  ixx  the 
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Clinique  at  Erlangen,  had  good  results  from  inhalations  of  oleum  pini  pumilionis 
(employed  as  described  on  p.  154  for  the  inhalation  of  turpentine).  Both  inhala- 
tions and  the  internal  exhibition  of  turpentine  are  of  distinct  value.  We  may 
also  try  acetate  of  lead  internally,  one  or  two  grains  (grm.  0 ’05-0  TO)  in  powder 
every  two  hours. 

In  other  respects  all  the  general  hygienic  and  symptomatic  methods  of  treat- 
ment recommended  for  common  chronic  bronchitis  are  also  useful  in  foetid  bron- 
chitis. The  sijutum  should  be  disinfected  by  putting  strong  carbolic  acid,  etc., 
into  the  sputa-cup  to  lessen  the  had  odor.  It  is  a very  good  plan  to  keep  the  car- 
bolic spray  at  work  in  the  patient’s  room  as  often  and  as  long  as  possible,  or  the 
air  may  be  impregnated  with  oleum  pini  pumilionis. 


CHAPTER  IV. 

CROUPOUS  BRONCHITIS. 

{Fibrinous  or  Pseudo-membranous  Bronchitis.) 

Croupous  bronchitis  is  a peculiar  form  of  disease  of  the  bronchial  mucous 
membrane,  of  very  rare  occurrence,  in  which  there  is  a formation  of  extensive 
fibrinous  patches  in  the  bronchi.  Only  that  form  of  croupous  bronchitis  which 
occurs  pi'imarily  in  the  bronchi  is  to  be  considered  here,  and  not  the  secondary 
form,  which  on  the  one  side  is  associated  with  diphtheria  in  the  pharynx  and 
larynx,  and  on  the  other  with  croupous  pneumonia. 

Tlie  aetiology  of  the  disease  is  as  yet  wholly  unknown.  From  analogy  with 
other  well-known  ci’oupous  inflammations  of  mucous  membranes,  we  must  look 
here  for  some  noxious  mfluence  which  destroys  the  epithelium,  but  up  to  this  time 
we  are  entirely  ignorant  of  its  character.  Individuals  in  youth  and  middle  age, 
somewhere  between  ten  and  thirty  years  old,  are  the  chief  victims.  Men  are 
attacked  somewhat  more  frequently  than  women.  The  disease  comes  on  either  in 
persons  who  were  previously  healthy — the  essential  croupous  bronchitis — or  in 
those  who  have  already  suflFered  from  some  other  disease,  especially  some  chronic 
ljulmonary  affection — the  symptomatic,  secondary  croupous  bronchitis.  It  is  not 
certain  whether  the  last-named  cases  can  have  the  same  aetiological  relation  as  the 
cases  of  pure  primary  fibrinous  bronchitis.  Fibrinous  bronchitis  has  been  ob- 
served in  the  course  of  typhoid  fever. 

Symptoms  and  Course. — Primary  fibrinous  bronchitis  occurs  in  two  forms, 
acute  and  chronic.  The  acute  form  begins  quite  suddenly,  with  fever,  cough,  pain 
in  the  chest,  and  sevei-e  dyspnma  which  speedily  develops.  The  fibrinous  coagula, 
which  alone  render  the  diagnosis  possible,  appear  in  the  expectoration  either  at 
once,  or  after  the  existence  for  some  days  of  what  is  apparently  simjfie  catarrhal 
bronchitis. 

These  coagula  form  complete  casts  of  the  bronchi,  and  are  more  or  less  branch- 
ing. They  are  of  a whitish  color  and  of  quite  a dense,  elastic  consistency.  The 
main  stem  may  be  a centimetre  thick,  and  from  it  the  further  ramifications  branch, 
dividing  dichotomously.  The  largest  casts  are  ten  or  fifteen  centimetres  long. 
On  section,  we  usually  find  a free  lumen  within,  and  generally  recognize  a definite 
laminated  structure  in  the  membrane.  In  many  places  they  are  enlarged  and 
swollen.  Microscopically,  we  find  white  blood-coiq^uscles  in  and  upon  the  hyaline 
ground-substance  of  the  casts,  and  also  red  blood-corpuscles,  sometimes  epithelial 
cells,  and  quite  often  the  peculiar  pointed  octahedral  crystals  which  are  also  found 
in  the  expectoration  in  bronchial  asthma  {vide  infra).  The  so-called  “ spirals  ” 
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{vide  infra)  have  also  been  found  in  the  expectoration  of  fibrinous  bronchitis. 
Chemically  the  casts  consist  of  coagulated  albumen.  Their  solubility  in  alkalies, 
especially  in  lime-water,  is  of  therapeutic  importance. 

On  coughing,  the  patient  usually  raises  a simple  mucous  or  muco-purulent  ex- 
pectoration beside  the  casts,  and  in  this  sputum  the  casts  are  imbedded.  They  are 
often  fii'st  discovered  by  pouring  the  whole  amount  of  sputum  into  water,  when 
they  unfold  and  spread  out.  The  expectoration  also  contains  not  infrequently  a 
slight  admixture  of  blood. 

The  subjective  symptoms  of  the  patient  may  be  very  violent.  The  dyspnoea 
sometimes  attains  a high  and  alarming  degree.  It'  ceases  when  a large  cast  is  ex- 
pectorated after  a severe  paroxysm  of  coughing.  Such  attacks  may  recur  every  day 
or  two.  In  other  cases,  however,  the  subjective  symptoms  are  comparatively  slight. 

Physical  examination  of  the  lungs  gives  little  that  is  characteristic.  In  uncom- 
plicated cases  percussion  gives  nothing  abnormal,  or  at  most  the  signs  of  an 
acute  emphysema.  Auscultation  gives  the  ordinary  signs  of  bronchitis,  not  char- 
acteristic in  themselves,  such  as  rhonchi,  or  moist  rales.  If  a large  bronchus  is 
plugged,  the  respiratory  excursions  and  the  respiratory  murmur  are  almost  en- 
tu'ely  absent  in  the  corresponding  portion  of  the  lung,  but  after  the  expectoration 
of  a cast  the  murmur  once  more  becomes  audible. 

The  dui’ation  of  acute  cases  is  sometimes  only  a few  days,  at  most  a few  weeks. 
In  favorable  cases  the  fever,  which  at  times  is  quite  high,  soon  disappears,  the 
resiuratory  symptoms  grow  milder,  the  expectoration  of  the  casts  ceases,  and  there 
is  a complete  and  permanent  recovery.  In  severe  cases,  however,  death  often 
ensues  with  all  the  symptoms  of  suffocation.  The  acute  form  sometimes  becomes 
chronic,  but  this  is  rare. 

The  chronic  form  of  fibrinous  bronchitis  may  last  for  years.  Usually  the  con- 
dition grows  worse  periodically,  at  varying  intervals  of  time,  and  at  each  exacer- 
bation casts  are  expectorated,  while  in  the  interval  there  is  apparently  merely  a 
simple  bronchial  catarrh.  Some  observations  are  also  recorded  in  medical  litera- 
ture of  people  who  have  expectorated  these  casts  at  intervals  for  years  without  any 
special  disturbance  of  their  health  or  their  nutrition.  In  some  cases  other  chronic 
pulmonary  affections,  like  tuberculosis,  finally  develop. 

The  pathological  anatomy  of  fibrinous  bronchitis  is  not  yet  satisfactorily 
known  on  account  of  the  rarity  of  the  affection.  The  changes  in  the  lungs 
fomid  at  the  autopsy  of  fatal  cases  have  usually  been  complications,  like  pneu- 
monia, pleurisy,  or  tuberculosis,  which  stood  in  no  direct  relation  to  the  fibrinous 
bronchitis.  A loss  of  epithelium  has  been  discovered  in  some  cases  in  the  parts 
of  the  bronchial  mucous  membrane  that  were  attacked. 

Prognosis. — In  all  acute  cases  the  prognosis  should  be  guarded,  for  we  know 
that  about  one  fourth  of  the  cases  terminate  fatally.  The  chronic  cases,  as  has 
been  said,  are  usually  very  protracted  and  are  subject  to  frequent  recurrences, 
but  they  differ  from  the  acute  cases  in  being  much  less  dangerous. 

Treatment. — We  make  special  use  for  inhalations  of  those  remedies  which,  as 
we  have  said,  are  able  to  dissolve  the  casts.  We  usually  employ  a two-  to-five- 
per-cent.  solution  of  carbonate  or  bicarbonate  of  sodium,  and  above  all  lime- 
water,  either  pure  or  diluted  with  an  equal  volume  of  water.  The  internal 
administration  of  iodide  of  potassium,  in  doses  of  twenty  to  forty-five  grains 
(grin.  l‘i)-3'0)  a day,  proves  of  advantage  in  many  cases.  Energetic  inunction 
with  mercurial  ointment  is  sometimes  of  service.  Expectorjition  of  the  casts  may 
be  aided  in  many  cases  by  such  ex]jectorants  as  senega  and  benzoic  acid,  or  by 
the  timely  use  of  emetics.  We  do  not  know  any  remedies  which  are  able  to  pre- 
vent a return  of  the  attacks  in  the  chronic  form.  The  treatment.,  e.xcept  at  the 
time  of  the  attack.s,  is  the  same  as  in  ordinary  chrouic  bi'onchial  catarrh. 
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CHAPTER  V. 

WHOOPING-COUGH. 

{Pertussis.  2’ussis  convulsiva.) 

iEtiology.— By  the  name  “ whooping-cough  ” we  mean  a specific  disease  of  the 
mucous  membrane  of  the  air-passages,  which  is  chiefiy  seen  in  children,  and  is 
characterized  by  a peculiar  violent  and  paroxysmal  cough.  Sporadic  cases  are  of 
almost  constant  occurrence  in  large  cities,  but  the  disease  often  appears  in  epi- 
demic outbreaks.  Epidemics  of  whooping-cough  follow  epidemics  of  measles 
with  remarkable  frequency. 

Whooping-cough  is  without  doubt  contagious,  and  therefore  often  attacks  one 
child  after  another  in  the  same  family.  Kindergartens,  orphan  a.sylums,  and 
mu’series  aid  very  much  in  extending  the  disease.  The  contagious  element  seems 
to  be  connected  with  the  air  expu-ed  by  the  patient,  particularly  -with  the  secretion 
from  the  mucous  membrane  expectorated  after  coughing.  Children  ai’e  most  sub- 
ject to  an  attack  up  to  the  age  of  six  years ; from  that  age  the  disposition  to  the  dis- 
ease decreases  rapidly  with  increasing  years.  Whooping-cough  is  seen,  indeed,  in 
adults,  but  it  is  quite  rare,  and  almost  always  comparatively  mild  and  rudimentary. 

The  ei>idemic  onset,  the  contagiousness,  and  the  whole  coirrse  of  the  disease 
favor  the  theory  of  its  infectious  nature.  The  presence  of  the  organisms  which 
are  supposed  to  be  the  poison  of  the  disease  has  not  yet  been  certamly  demon- 
strated, although  many  have  claimed  to  discover  characteristic  organisms  in  the 
sputa  of  patients.  These  statements,  however,  all  conflict,  and  lack  well-attested 
and  methodical  proof.  If  a patient  has  once  had  the  disease,  he  is  almost  inva- 
riably secure  against  a new  attack. 

Symptoms  and  Course  of  the  Disease. — Whooping-cough  begins  with  the  symp- 
toms of  a catarrh  of  the  trachea  and  bronchi,  which  develops  more  or  less  rapidly, 
and  which  at  fii’st  often  shows  nothing  characteristic.  We  can  at  this  period 
make  a tolerably  probable  diagnosis  only  at  a time  when  an  epidemic  is  prevailing, 
or  in  case  the  child’s  associates  have  ah-eady  been  attacked  with  the  disease.  The 
cough  is  often  quite  severe  at  the  beginning,  but  it  does  not  yet  come  on  in  dis- 
tinct paroxysms.  Examination  of  the  chest  .shows  nothing  peculiar  except  a few 
rhouchi.  There  is  often  a coryza,  with  frequent  sneezing,  and  there  is  sometimes 
a mild  conjunctivitis.  The  child  is  restless  and  fevei’ish,  especially  toward  night. 
The  temperature  may  repeatedly  reach  103°  or  104°  (39°-40°  C.)  in  this  initial 
fever.  The  duration  of  this  first  so-called  catarrhal  stage  varies,  but  it  usually 
lasts  a week  or  ten  days. 

The  catarrhal  stage  gradually  passes  into  the  second,  convulsive  stage,  without 
any  sharp  boundary.  The  cough  becomes  more  violent,  and  comes  on  in  the 
sepai’ate  paroxvsms  of  whooping-cough  which  are  characteristic  of  the  disease. 
We  do  not  know  the  particular  reason  why  the  cough  has  this  paroxysmal  char- 
acter, but  a nervous  factor  jirobably  plays  the  chief  part  in  it. 

The  peculiarity  of  the  attack  consists  in  the  violent,  paroxysmal  fits  of  cough- 
ing, which  are  from  time  to  time  interrupted  by  deep,  long-drawn,  loud,  and 
shrill  inspirations,  due  to  the  occurrence  of  a spasmodic  contraction  of  the  glottis. 
E.xceptionally  there  are  cases  without  this  loud  whistling  inspiration.  The  child 
becomes  markedly  cyanotic  during  the  attack,  the  veins  in  the  neck  swell,  and 
tears  come  into  the  eyes.  Haemorrhage  into  the  conjunctiva,  nose-bleed,  and  in 
some  cases  hemorrhages  into  other  organs,  like  the  ear,  the  skin,  and  the  brain,* 

* In  one  instunoe  wo  observed  the  very  rare  oeeurrenoo  of  a hemiplegia  during  a paro.vysm  of 
wliooping-eough. 
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often  come  on  as  a result  of  this  stasis.  Vomiting  very  often  occurs  either  dui'ing 
a paroxysm  or  at  its  close.  Involuntary  evacuations  of  urine  and  faeces  may  also 
follow  from  the  violent  contraction  of  the  abdominal  muscles.  Exceptionally  we 
observe  still  more  severe  symptoms  with  a paroxysm:  a complete  spasmodic  cessa- 
tion of  respiration  with  imminent  danger  of  suffocation,  or  sometimes  general 
convulsions. 

The  paroxysms  vary  with  the  severity  of  the  disease,  frequently  appearing 
ten  or  fifteen  times  in  twenty-four  hours;  sometimes  with  greater  frequency — 
fifty  times  or  more.  They  also  occur  at  night  as  often  or  even  oftener  than  in 
the  daytime.  They  come  on  either  spontaneously  or  from  some  special  predis- 
posing cause.  We  may,  for  example,  excite  a paroxysm  artificially  by  pressing 
on  the  lai’ynx  or  by  making  the  child  cry.  If  there  are  several  children  with 
whooping-cough  in  the  same  room  and'  a paroxysm  attacks  one  of  them,  the 
others,  as  a rale,  soon  begin  to  cough  too.  Some  prodromal  symptoms  often  pre- 
cede the  peculiar  pai’oxysm,  such  as  general  uneasiness,  rapid  respiration,  or 
vomiting.  At  the  end  of  a paroxysm  many  children  remain  very  feeble  and 
exhausted,  but  others  recover  very  rapidly,  and  are  playing  again  quite  briskly  a 
few  minutes  after. 

In  general  the  child  feels  quite  well  in  the  interval  between  the  paroxysms, 
but  the  effects  of  the  violent  attacks  of  coughing  may  of  course  often  be  seen. 
Besides  the  occasional  hemorrhages  into  the  conjunctiva,  we  find  the  eyelids 
somewhat  swollen,  their  veins  dilated  and  blue,  and  showing  through  the  skin. 
A small  ulcer  is  quite  frequently  formed  on  the  frenum  of  the  tongue,  the  origin 
of  which  is  to  be  referred  to  mechanical  causes.  The  tongue  is  violently  pro- 
truded in  the  severe  paroxysms  of  coughing,  and  the  frmnum  is  thus  pulled  or 
tom,  or  injured  by  the  sharp  lower  incisors. 

Physical  examination  of  the  lungs  shows  nothing  abnormal  in  uncomplicated 
cases  excei^t  a few  moist  rales  or  rhonchi.  Sometimes  the  rhonchi  are  wanting,  or 
are  present  in  small  numbers  only  a short  time  before  a paroxysm,  but  in  other 
cases  an  intense  diffuse  bronchitis  is  developed,  which  often  leads  to  the  develop- 
ment of  a lobular  pneumonia  {vide  infra).  Sometimes,  but  not  always,  there  is 
an  acute  catarrhal  infiammation  of  the  bronchi,  and  especially  of  the  posterior 
wall  of  the  larynx. 

The  fever,  which  is  usually  present  in  the  first  or  catarrhal  stage,  is  absent  in 
the  convulsive  stage.  The  child  is  free  from  fever  for  the  most  part.  We  often 
find  a slight  rise  of  temperature  up  to  100°  or  101°  (38°-38-5°  C.),but  only  toward 
night.  Higher  and  more  persistent  fever  points  to  the  development  of  complica- 
tions, especially  on  the  part  of  the  lungs. 

The  convulsive  stage  seldom  lasts  less  than  three  or  four  weeks,  and  often 
much  longer,  up  to  three  or  four  months.  The  paroxysms  gradually  become  less 
frequent  and  less  violent  {stadium  decrementi),  until  they  finally  disappear 
entirely ; but  relapses  and  fresh  exacerbations  also  occur  in  this  stage.  Finally, 
however,  the  disease,  in  uncomplicated  cases,  goes  on  to  a permanent  and^com- 
plete  recovery. 

Complications  and  Sequelae. — The  severe  results  which  sometimes  follow  whoop- 
ing-cough  are  probably  partly  duo  to  the  direct  action  of  the  specific  causci: 
of  the  disease,  and  partly  to  complications  of  a secondary  jiaturo  whoso  origin 
is  merely  favored  by  the  whooping-cough.  The  most  important  are  complications 
in  the  lungs.  A lobular,  catarrhal  pneumonia  often  develops  after  a severe 
bronchitis  which  involves  the  finer  bronchi.  In  such  cases  the  i’e.spiration  bc- 
come.s  hurried  and  superficial,  the  fever  higher,  and  the  geueral  condition  bad 
even  in  the  times  between  the  i)aroxysms.  On  examination  of  the  lungs,  we  hear 
numerous  moist  rules,  especially  over  the  lower  lobes,  and  we  can  sometijues 
11 


162 


DISEASES  OP  THE  RESPIRATORY  ORGANS. 


make  out  dullness  on  one  or  botli  sides  if  there  is  extensive  pneumonic  infiltration. 
Such  cases  are  always  very  pi’otracted,  and  many  children  succumb,  partly  from 
the  disturbance  of  respiration  and  ijartly  fi’om  general  weakness  and  inanition. 

Complications  in  other  organs  are  much  rarer.  Among  the  most  frequent  are 
attacks  of  diarrhoea  which  exhaust  the  child’s  nutrition.  Many  observers  have 
also  mentioned  the  quite  frequent  occurrence  of  a croupous  or  diphthei'itic 
inflammation  in  the  pharynx  and  larynx  in  the  course  of  whoo])ing-cough. 
Finally,  a case  under  our  own  observation  may  here  be  mentioned,  in  which 
death  occurred  with  severe  nervous  symptoms,  convulsions,  and  coma.  At  the 
autopsy  very  numerous  capillary  hemorrhages  were  found  in  the  brain. 

Pulmonary  emphysema  is  the  first  thing  to  be  mentioned  among  the  sequele 
of  whooping-cough.  From  the  marked  pressure  which  the  severe  and  frequent 
outbursts  of  coughing  exert  from  within  upon  the  alveoli  of  the  lungs,  they  gradu- 
ally become  dilated.  An  acute  lobular  emphysema  (“acute  pulmonary  infla- 
tion”) IS  set  up  which  sometimes  passes  into  a typical  chronic  pulmonary  emphy- 
sema {vide  infra).  Chronic  bronchial  catarrh  may  also  remain  for  a long  time 
after  an  attack  of  whooping-cough. 

A third  important  sequel  of  whooping-cough  is  pulmonary  tuberculosis.  The 
bronchitis  and  lobular  pneumonia  which  occur  during  a whooping-cough  some- 
times do  not  improve,  especially  in  weak  children  with  a tubercular  tendency. 
The  fever  continues  high,  the  child  grows  thin,  and  constantly  becomes  more  and 
more  miserable.  At  the  autopsy  we  find  cheesy  nodules  in  the  lungs,  cheesy  bron- 
chial glands,  and  at  times  tuberculosis  of  other  organs.  These  cases  signify  that 
when  a tubercular  infection  is  present,  biit  is  still  latent,  the  whooping-cough  acts 
as  an  exciting  cause  for  the  outbreak  of  the  disease,  or  that  a greater  receptivity 
to  infection  with  tubercular  poison  is  created  by  the  whooping-cough.  Mdbius 
has  lately  reported  the  occurrence  in  a few  cases  of  paralysis  as  a sequel  of 
whooping-cough.  This  usually  begins  in  the  lower  and  extends  to  the  upper 
extremities,  and  is  apparently  due  to  neuritis. 

The  diagnosis  of  whooping-cough  can  not  be  made  with  certainty,  as  we  have 
said,  until  the  second  or  convulsive  stage.  It  is  easy  then,  however,  since  the 
charactei’istic  attacks  occur  in  no  other  affection  of  the  lungs  in  like  manner 
and  with  like  frequency  and  duration.  If  we  have  no  opportunity  to  observe  the 
attack  itself,  and  have  to  depend  upon  the  description  of  the  friends,  the  diagnosis 
is  sometimes  more  uncei’tain.  In  such  cases,  however,  certain  signs  are  often 
present:  the  child  has  a bloated  aspect,  or  wo  may  find  slight  haemorrhages  into 
the  conjunctiva,  or  ulcers  on  the  fraenum  of  the  tongue,  which  make  the  diag- 
nosis highly  probable.  Under  some  circumstances  we  may  also  make  the  attempt 
to  bring  on  the  paroxysm  artificially  {vide  supra). 

The  prognosis  is  favorable  with  the  majority  of  children  if  they  are  previously 
strong  and  healthy.  Very  young  children  are  in  more  danger  than  older  ones. 
There  is  danger  if  secondary  pneumonia  develops,  and  if  the  general  nutrition  and 
strength  of  the  child  suffer.  As  soon  as  the  diagnosis  is  certain  we  must  call  the 
attention  of  the  parents  to  the  probable  long  duration  of  the  disease.  Regard 
must  also  be  paid  to  the  possibility  of  the  development  of  sequelm,  especially  in 
weak  children  suspected  of  tuberculosis. 

Treatment. — Since  the  disease  is  protracted  and  is  not  devoid  of  danger,  it  is  our 
duty,  when  an  epidemic  of  whooping-cough  prevails,  to  guard  children  from  it  as 
far  as  possible.  If  one  child  in  a family  is  taken  ill,  the  other  children  must  be 
rigorously  kept  away  from  him.  If  circumstances  permit,  we  should  pi’efer  to 
send  them  away  to  another  place  free  from  whooping-cough. 

With  regard  to  the  treatment  of  the  disease,  we  must  first  endeavor  to  fulfill 
general  dietetic  and  hygienic  indications.  The  child  should  breathe  good,  pure 
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air,  and  for  this  reason  it  is  often  advisable  to  transfer  the  patient  to  a larger  room, 
with  as  much  air  and  sunlight  as  possiblei  The  atmosphere  should  not  be  too  dry, 
and  it  is  advisable  to  employ  a spray  of  carbolized  water  occasionally,  or  to  hang 
up  sheets  moistened  with  the  same  in  the  room.  In  good  weather  the  child  should 
be  out  of  doom  a large  paid  of  the  time,  provided  fever  has  ceased.  City  children 
are  to  be  sent,  if  possible,  into  the  country.  The  food  should  be  good  and  nour- 
ishing, but  dry  and  crumbly  articles  should  be  avoided,  being  apt  to  excite  cough. 
Wai’m  or  lukewarm  baths  frequently  prove  very  beneficial,  particulaidy  when 
there  is  considerable  bronchitis,  as  they  lessen  the  danger  of  a lobular  pneumonia. 

The  medicinal  ti’eatment  of  whooping-cough  has  not  yet  shown  brilliant 
results  despite  the  large  number  of  remedies  recommended.  Internally,  quinine, 
belladonna,  and  bromide  of  potash  are  most  worthy  of  a trial.  Quinine  is  given 
in  powders  of  one  and  a half  to  eight  grains  (0‘1  to  0'5)  several  times  a day, 
either  in  capsules  or,  in  the  case  of  smaller  children,  with  chocolate.  The  earlier 
this  remedy  is  employed  the  more  prompt  is  said  to  be  its  beneficial  influence. 
Lately  the  treatment  of  whooping-cough  with  antipyrine  has  been  much  recom- 
mended. Belladonna  is  prescribed  in  powders  containing  one  twelfth  to  one 
sixth  grain  (O'OOS  to  O'Ol)  of  the  extract  of  belladonna,  giving  three  to  five  such 
powdei’S  a day.  This  remedy  has  often  seemed  to  the  author  to  diminish  the  num- 
ber and  violence  of  the  paroxysms.  The  largest  daily  dose  of  sulphate  of  atropine 
to  be  given  to  children  is  one  sixtieth  of  a gi-ain  (O'OOl),  and  even  this  amount 
demands  in  every  case  caution  and  watchfulness  for  the  possibility  of  symptoms 
of  poisoning,  such  as  enlargement  of  the  pupils  and  dryness  of  the  mouth.  Bro- 
mide of  potash  is  employed  in  an  aqueous  solution  in  the  dose  of  fifteen  to  forty- 
five  grains  per  diem  (1  to  3 grm.).  Its  benefit  is  probably  due  to  its  power  to 
diminish  reflex  excitability.  The  same  di’ug  employed  in  an  atomizer  often  has  a 
palliative  effect. 

If  the  paroxysms  are  very  violent  we  may  cautiously  administer  small  doses 
of  morphine  or  codeia.  Inhalations  of  chloroform  and  ether  have  also  been 
recommended.  The  following  mixture  is  a suitable  one: 

B Chloroform! | j (grm.  30); 

zEtheris | ij  (grm.  60) ; 

01.  terebinthinas 3 ijss.  (grm.  10).  M. 

Sig.  One  or  two  teaspoonfuls  to  be  poured  upon  a pocket-handkerchief  for  inha- 
lation. 

Finally,  considerable  success  has  attended  the  application  of  cocaine  to  the 
throat  and  larynx  by  means  of  a brush.  A solution  of  ten  to  fifteen  per  cent, 
has  a considerable  influence  in  modifying  the  frequency  and  violence  of  the 
paroxysms.  Michael  advocates  the  daily  insufflation  into  the  nostrils  of  pow- 
dered benzoin. 

Inhalations  of  vai’ious  antiseptic  remedies  have  been  frequently  employed 
because  of  the  infectious  nature  of  the  disease.  The  practitioner  must  not  expect 
too  much  from  them,  however,  although  they  sometimes  act  well.  A one-per- 
cent. or  two-per-cent,  solution  of  carbolic  acid  is  most  frequently  employed  for 
inhalation.  It  may  be  given  several  times  a day  for  periods  of  two  or  three 
minutes  at  a time.  Next  to  this,  turpentine  and  benzine  are  most  to  bo  recom- 
mended; of  these,  twenty  or  thirty  drops  are  poured  upon  a sjmnge  previously 
moistened  with  hot  water.  [Parlow  and  others  report  marked  success  from  spray- 
ing the  upper  air-pa.s.sages  with  a two-jier-cent.  solution  of  resorcin.) 

For  the  treatment  of  the  complications  and  sequelae  of  whooping-cough  the 
reader  is  referred  to  the  appropriate  chapters  of  this  book. 
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CHAPTER  VI. 

BRONCHIECTASIS. 

{Bronchial  Dilatation.) 

Dilatation  of  the  bronchi  is  not  a separate  disease,  but  it  is  a result  of  various 
affections  of  the  lungs  and  bronchi.  Nevertheless,  we  will  speak  of  it  briefly  in 
this  connection  since  many  cases  of  bronchiectasis  present  the  appearance  of  quite 
a characteristic  disease. 

We  distinguish  anatomically  the  cylindrical  and  saccular  bronchiectases. 

Cylindrical  bronchiectasis  consists  of  a uniform  dilatation  of  a bronchial  tube, 
and  occurs  most  frequently  in  the  medium-sized,  or  rarely  in  the  finer  bronchi  of 
one  or  more  lobes  of  the  lung.  It  is  usually  due  to  a long-continued  bronchitis, 
and  develops  most  frequently  in  cases  of  emphysema,  and  also  in  whooping- 
cough,  measles,  and  sometimes  in  phthisis,  etc.  The  primary  process  is  probably 
always  the  atrophy  which  follows  the  catarrh,  and  the  diminished  resistance  of 
the  bronchial  walls  thus  occasioned.  The  dilatation  of  the  lumen  of  the  broncbes 
is  produced  gradually,  partly  by  the  traction  of  the  thorax  dmung  inspiration, 
and  still  more  by  the  increased  pressure  in  the  bronchi  due  to  the  frequent  and 
violent  fits  of  coughing,  and  finally,  perhaps,  by  the  constant  pressure  of  the . 
stagnating  secretion. 

The  diagnosis  of  cylindrical  dilatation  of  the  bronchi  is  only  a probable  one. 
We  suspect  that  a bronchiectasis  has  formed  if  the  conditions  are  fulfilled 
which  we  know  lead  to  it.  In  the  chronic  bronchial  catarrh  of  emphysema  we 
judge  that  there  is  cylindrical  dilatation  of  the  bronchi  if  the  secretion  is  very 
abundant  and  comparatively  thin,  and  separates  on  standing  in  a sputa-cup.  The 
dilatation  is  usually  emptied  by  a severe  paroxysm  of  coughing,  such  as  is  apt  to 
occur  in  the  morning  if  the  secretion  collects  in  great  quantity  dmang  the  night. 
Physical  examination  usually  gives  numerous  small  and  medium  moist  rales, 
especially  in  the  lower  lobes.  The  respiratory  mui’mur  sometimes  loses  its  vesicu- 
lar character  in  marked  cylindrical  bronchiectasis,  and  has  a more  indefinite  and 
tubular  quality. 

Saccular  bronchiectases  are  spherical  or  oval  dilatations  which  are  confined  to 
a definite  portion  of  the  bronchial  tube.  They  may  attain  a diameter  of  several 
centimetres.  The  bronchus  passes  suddenly  or  gradually  into  the  dilatation,  and 
it  is  often  obliterated  so  that  the  bronchiectasis  forms  a completely  closed  cavity. 
The  wall  of  a saccular  bronchiectasis'  loses  in  great  measure  the  character  of  a 
normal  bronchial  wall.  As  a rule  it  is  atrophied  to  a high  degree,  the  atrophy 
involving  not  only  the  mucous  glands,  but  also  the  muscular  fibers,  the  elastic 
elements,  and  even  the  cartilages,  so  that  the  bronchiectasic  cavities  seem  lined 
with  nothing  but  a thin  membrane.  In  other  cases,  however,  we  find  hyper- 
trophic processes,  which  involve  the  connective  tissue  of  the  mucous  membrane, 
and  lead  to  band-like  projections  and  swellings.  Finally,  ulcerative  processes 
may  develop  on  the  inner  surface  of  a bronchiectasis  and  attack  the  surroimding 
lung-tissue,  and  change  the  bronchiectasis  to  a typical  ulcerating  cavity. 

Only  rarely,  for  example  in  emphysema,  do  we  find  a single  sacculai-  bron- 
chiectasis surrounded  by  tolerably  normal  lung-tissue.  Its  origin,  then,  is  to  be 
referred  to  causes  like  those  which  have  been  given  above  for  the  much  com- 
moner cylindrical  bronchiectases.  In  the  great  majority  of  cases  we  find  saccular 
bronchiectases,  singly  or  in  large  numbers,  surrounded  by  indurated  and  con- 
tracted lung-tissue.  They  form  one  of  the  complications  of  “pulmonary  con- 
traction ” [fibroid  phthisis],  which  is  almost  always  associated  with  contraction  of 
the  pleura.  Since  Corrigan’s  day  we  have  with  good  reason  looked  upon  this  con- 
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traction  as  the  chief  cause  for  their  origin.  By  the  gradual  shrinking  and  retrac- 
tion of  the  lung,  which  as  a rule  has  become  adherent  to  the  costal  pleura,  a trac- 
tion is  e.xerted  upon  the  bronchial  walls  from  without  to  which  ^hey  gradually 
yield.  Thus  arises  the  frequent  combination  of  pulmonary  contraction  with  the 
formation  of  bronchiectases.  This  combination  is  usually  unilateral,  and  involves 
the  whole  lung  or  only  one  of  the  upper  or  lower  lobes.  This  form  has  been 
described  from  a histological  stand-point  as  a chronic  interstitial  pneumonia, 
and  it  has  been  believed  possible  to  make  a sharp  distinction  between  it  and  the 
chronic  tubercular  processes  in  the  lung. 

We  often  see  the  form  of  pulmonary  contraction  in  question  developing  as  a 
result  of  pleurisy.  Laennec  first  advanced  the  opinion  that  in  such  cases  the 
pleurisy  was  the  primary  trouble,  and  that  from  it  an  interstitial  inflammatory 
process  attacked  the  connective  tissue  of  the  underlying  lung  and  led  to  contrac- 
tion and  then  to  the  formation  of  bronchiectases.  In  our  opinion  we  must  indeed 
recognize  the  manifold  anatomical  and  clinical  peculiarities  of  the  combination 
of  pulmonary  contraction  and  formation  of  bronchiectases  in  question,  but  aetio- 
logically  we  are  unable  to  separate  it  from  pulmonary  tuberculosis  {vide  infra),  at 
least  in  the  great  majority  of  cases.  But  on  the  other  hand  it  can  not  be  denied 
that  extensive  bronchiectasis  is  sometimes  observed  entirely  independent  of  any 
tuberculous  process.  In  these  rare  cases  the  bronchial  dilatation  seems  to  be  a 
sequel  in  most  instances  of  a severe  antecedent  chronic  bronchitis.  It  is  seen,  for 
example,  in  workmen  who  are  obliged  to  inhale  a great  deal  of  dust.  There  can 
be  no  doubt,  however,  that  the  process  here  finally  extends  to  the  lung-tissue,  for 
upon  autopsy  the  parenchyma  between  the  various  bronchiectasic  cavities  is  usu- 
ally not  normal,  but  transformed  into  a firm  indurated  tissue.  As  a rule  the  dis- 
ease is  mainly  limited  to  one  side,  involving  perhaps  the  whole  lung,  or,  if  only  a 
single  lobe,  usually  the  lower  one. 

, The  symptoms  caused  by  saccular  bronchiectasis  alone  are  derived^in  part  from 
the  result  of  physical  examination  and  in  part  from  definite  peculiarities  of  the 
sputum.  If  gi’eat  bronchiectasic  cavities  lie  near  the  chest-wall,  they  may  give 
the  same  physical  signs  that  we  shall  learn  to  recognize  later  in  the  description  of 
tubercular  cavities.  Bronchiectases  lying  within  the  lung,  however,  are  often 
devoid  of  definite  physical  signs,  so  that  at  most  we  may  suspect  them  from  other 
symptoms,  like  the  peculiarities  of  tbe  sputum.  The  more  abundant  the  forma- 
tion of  bronchiectases  the  more  does  the  respiration  lose  its  vesicular  character 
and  become  harsh  and  finally  bronchial.  Inasmuch  as  there  is  usually  a very 
considerable  secretion  of  mucus,  we  generally  find,  upon  auscultation,  abimdant 
medium  and  even  coarse  moist  rales. 

The  expectoration  is,  as  a rule,  very  abundant,  and  it  is  often  raised  “by 
mouthfuls.”  On  standing,  it  exhibits  a distinct  division  into  an  upper  layer  of 
serum  and  a lower  of  j)us.  It  usually  has  a stale,  sweetish  odor,  but  it  may  be 
foetid.  The  diagnosis  of  the  extensive  formation  of  bi’onchiectases  in  the  lungs  is 
usually  quite  easy.  In  order  to  avoid  confounding  it  with  chronic  tuberculosis, 
the  following  should  bo  especially  considered : In  bronchiectasis  the  patient  does 
not  present  a true  cachexia;  lie  is  usually  somewhat  cyanotic  and  often  pale  at  the 
same  time.  The  terminal  phalanges  of  the  fingers  are  often  clubbed,  as  in  foetid 
bronchitis.  Fever  is  usually  absent,  unless  there  are  some  special  comifiications. 
The  expectoration  is  more  abundant  and  more  distinctly  stratified  than  is  often 
seen  in  tubercidosis ; and,  most  important  of  all,  it  contains,  of  course,  no  tubercle 
bacilli. 

Since  bronchiectasis  may  give  rise  to  a foetid  bronchitis,  and  since,  on  the  other 
band,  as  we  have  said,  foetid  bronchitis  itself  often  leads  to  the  formation  of 
bronchiectasis,  we  can  understand  the  manifold  relations  and  changes  which  the 
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two  forms  of  disease  described  may  furnish.  If  ulcerative  processes  arise  in  the 
wall  of  a bronchiectasis,  they  may  give  rise  to  haemoptysis. 

The  further  course  of  bronchiectases  depends,  of  course,  upon  the  nature  of  the 
primary  affection.  The  cylindrical  dilatations  which  arise  after  a severe  bron- 
chitis, as  happens  in  whooping-cough,  measles,  or  typhoid,  may  in  many  cases 
gradually  get  well;  but  recovery  from  saccular  bronchiectasis  by  a process  of 
obliteration,  if  it  occurs  at  all,  is  extremely  rai-e.  Nevertheless,  the  course  of  the 
disease  may  be  comparatively  benign,  since  the  affection  often  remains  cii’cum- 
scribed,  and  the  patient’s  general  strength  and  nutrition  suffer  comparatively  little 
from  it.  Finally,  of  course,  severe  symptoms  arise,  either  from  insufficiency  of 
the  heart,  when  there  is  cyanosis,  dyspnoea,  or  oedema,  or  as  a result  of  emphy- 
sema, tuberculosis,  gangrene,  or  extensive  lobular  pneumonia. 

The  treatment  is  never  directed  against  the  bronchial  dilatation  as  such,  but 
toward  its  causes  or  sequelae.  The  treatment  of  bronchiectasis,  therefore,  coin- 
cides with  the  treatment  of  chronic  bronchitis,  emphysema,  foetid  bronchitis, 
chronic  tuberculosis,  etc. 


CHAPTER  VII. 

STENOSIS  OF  THE  TRACHEA  AND  BRONCHI. 

1.  Tracheal  Stenosis. 

jEtiology. — Stenosis  of  the  trachea  may  be  caused  either  by  diseases  in  the 
vicinity  of  the  trachea,  or  by  diseases  of  the  trachea  itself.  The  first-named 
mode  of  oi’igin  is  the  more  frequent.  To  this  are  due  all  the  stenoses  of  the 
trachea  from  compression.  Enlargements  of  the  thyroid  gland  from  simple 
struma  and  new  growths,  aneurisms  of  the  arch  of  the  aorta  and  of  the  in- 
nominate artery,  tumors  and  abscesses  in  the  anterior  mediastinum,  swelling  of 
the  lymph-glands  at  the  bifurcation  of  the  trachea,  abscesses  on  tbe  anterior  sur- 
face of  the  cervical  vertebrae,  etc.,  may  exert  so  great  a pressure  on  the  trachea 
from  without  that  its  lumen  is  made  narrower.  Besides  the  direct  action  of  press- 
ure, in  most  cases,  a gradual  atrophy  from  the  pressure  and  a softening  of  the 
rings  of  cartilage  sometimes  plays  an  important  part,  according  to  Rose,  in  the 
occurrence  of  stenosis.  A collapse  of  the  trachea  may  arise  from  this  “ flaccid 
softening,”  which  may  come  on  quite  suddenly,  and  may  cause  many  of  the  cases 
of  sudden  “scrofula  death.” 

Changes  in  the  trachea  itself  leading  to  stenosis  are  quite  rare.  Cicatricial 
stenosis  as  a result  of  syphilitic  ulcerations  is  relatively  the  most  frequent.  New 
growths  in  the  trachea  are  also  to  be  mentioned,  such  as  polypi  and  carcinomata, 
the  latter  almost  always  having  invaded  the  trachea  from  the  adjacent  parts.- 
Very  rarely  acute  and  chronic  inflammatory  processes  like  pericliondritis  lead  to 
a swelling  of  the  mucous  membrane  sufficient  to  cause  stenosis.  In  conclusion, 
we  may  mention  that  stenosis  of  the  trachea  may  be  due  to  the  presence  of  foreign 
bodies. 

Symptoms. — If  the  stenosis  is  so  extreme  that  there  is  a real  hindrance  to  respi- 
ration, a very  striking  modification  of  the  breathing  occurs.  It  is  difficult  and 
labored,  and  is  performed  only  by  the  help  of  the  accc.ssory  muscles.  Both  expi- 
ration and  inspiration  are  protracted,  long  drawn,  and  accompanied  by  a loud 
stridor.  In  many  cases  inspiration  is  more  difficult  than  expiration,  so  that  thei-e 
is  accordingly  a preponderating  inspiratory  dyspnoea,  and  the  number  of  respira- 
tions a minute  is  diminished.  If  the  entrance  of  air  into  the  lungs  is  incomplete 
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in  spite  of  the  leno-thening  of  the  respirations,  we  see  an  inspiratory  retraction  of 
the  lower  part  of  the  thorax,  and  sometimes  of  the  throat  and  the  supra-clavicular 
fossm  In  tracheal  stenosis  the  larynx,  however,  shows  little  or  no  to-and-fro 
movement  on  respiration.  This  fact  is  of  vahie  in  diagnosis  in  distinguishing 
tracheal  from  laryngeal  stenosis,  for  in  the  latter  the  respiratory  movements  of 
the  larynx  are  quite  well  marked. 

We  sometimes  notice  in  the  pulse  during  inspiration  a marked  fall  in  tension 
and  in  the  height  of  the  pnlse-wave,  the  pulsus  paradoxus.  With  the  sphygmo- 
graph  we  can  show  still  more  plainly  the  changes  in  hlood-pressm’e,  which  vary 
quite  markedly  with  the  respiration.  The  frequency  of  the  pulse  is  usually  a 
little  increased,  hut  sometimes  it  is  diminished. 

The  symptoms  of  the  disease  just  described  may  form  so  characteristic  a 
picture  that  we  can  recognize  it  at  the  first  glance.  More  precise  information 
as  to  the  seat  of  the  stenosis,  or  the  accurate  differentiation  of  tracheal  stenosis 
from  the  very  similar  picture  presented  by  laryngeal  stenosis,  demands  a direct 
laryngoscopic  examination  of  the  larynx  and  trachea,  which,  of  course,  is  hardly 
practicable  in  a patient  with  a high  degree  of  dyspnoea. 

2.  Bronchial  Stenosis. 

Narrowing  of  a primary  bronchus,  which  is  the  only  form  to  be  mentioned 
here,  arises  most  frequently  as  a result  of  the  presence  of  foreign  bodies.  These 
may  enter  the  air-passages  by  means  of  a deep  inspiration  while  eating,  or  during 
sleep.  We  know  that  foreign  bodies  get  into  the  right  bronchus,  which  is  wider, 
somewhat  more  frequently  than  they  do  into  the  left.  Stenosis  of  the  main 
bronchi  from  pressure  also  arises  from  aneurisms  of  the  aorta,  mediastinal 
tumors,  enlarged  bronchial  lymph-glands,  etc.  Stenosis  of  the  left  bronchus 
from  the  pressure  of  the  greatly  dilated  left  auricle  has  been  observed  in  mitral 
stenosis. 

The  symptoms  are  not  equally  distinct  in  all  cases,  and  they  depend  upon  the 
shutting  off  of  the  corresponding  part  of  the  lung.  The  dyspnoea  is  usually  veiy 
evident,  especially  in  acute  cases.  The  respiratory  excursions  are  much  less  on 
the  affected  side  than  on  the  sound  side.  The  percussion-note,  indeed,  remains 
clear,  but  the  vesicular  respiratory  murmur  disappears,  and  instead  of  it  we  some- 
times hear  over  the  whole  side  a loud  whistling  or  humming  sound,  the  vibration 
of  which  can  in  some  cases  he  felt  by  the  hand  applied  to  the  chest- wall.  The 
vocal  fremitus  is  diminished  on  the  affected  side.  A vicarious  emphysema  soon 
develops  in  the  other  lung. 

Lobular  pneumonia  frequently  develops  as  a result  of  the  entrance  of  foreign 
bodies  into  a bronchus,  because  the  agents  of  inflammation  have  entered  at  the 
same  time  with  these  bodies,  and,  as  the  expectoration  can  be  evacuated  only  with 
dilliculty,  and  hence  is  more  or  less  stagnant,  these  irritants  can  readily  establish 
themselves  in  it.  In  stenosis  from  pressure  the  chai’acter  of  the  disease  may  of 
course  be  modified  in  many  ways  by  the  primary  disease. 

The  prognosis  and  treatment  of  tracheal  and  bronchial  stenosis  depend  entirely 
upon  the  nature  of  the  i)rimary  disease.  General  statements  as  to  treatment, 
therefore,  need  not  be  given  here.  A direct  mechanical  treatment  of  tracheal 
steiiosis  in  appropriate  cases,  such  as  cicatricial  stenosis,  may  be  undertaken  ac- 
cording to  the  different  modes  of  dilatation  above  enumerated.  The  methods 
for  removing  foreign  bodies  from  the  larger  air-passages  belong  to  the  domain  of 
surgery.  The  employment  of  an  emetic  has  met  with  distinct  success  in  such 
cases,  but  it  is  not  without  danger,  for  the  foreign  body  may  wedge  itself  into  the 
glottis  during  the  act  of  vomiting  and  result  in  the  danger  of  instant  suffocation. 
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CHAPTER  VIII. 

BRONCHIAL  ASTHMA. 

{Nervous  Asthma.) 

Bronchial  asthma  is  a disease  clinically  well  characterized,  but  setiologically 
it  is  probably  not  quite  a distinct  affection.  Its  chief  symptom  consists  of  marked 
paroxysmal  attacks  of  dyspnoea.  The  cause  of  the  dyspnoea  is  not  to  be  sought 
in  any  coarse  factor  that  can  be  demonstrated  anatomically,  but  it  is  probably 
due,  at  least  in  part,  to  some  abnormal  condition  of  nervous  irritation.  The  chief 
theories  as  to  the  origin  of  the  asthmatic  attacks  will  be  given  further  on.  The 
disease  is  decidedly  more  common  in  men  than  in  women,  and  it  is  not  very  rai’e 
even  in  children. 

Symptoms  and  Course  of  the  Disease.—"  Nervous  ” bronchial  asthma  consists, 
in  its  purest  form,  of  attacks  of  shortness  of  breath,  which  come  on  in  persons  who 
are  otherwise  quite  well,  with  varying  frequency  and  varying  duration,  partly 
from  some  special  cause,  and  partly  without  any  discoverable  I’eason.  In  the 
intervals  between  the  attacks  the  patients  are  completely  well,  and  do  not  show 
the  slightest  signs  of  any  disease  of  the  respiratory  or  circulatory  organs. 

The  asthmatic  attack  either  begins  quite  suddenly,  or  it  is  pi-eceded  for  a shorter 
or  longer  period  by  prodi’omata.  These  consist  in  a general  feeling  of  discomfoi't, 
in  abnormal  sensations  in  the  larynx  or  epigasti’ium,  sometimes  in  remarkably 
frequent  gaping,  and  often  in  a marked  coryza  associated  with  a good  deal  of 
secretion  and  frequent  sneezing  (compare  the  relation  between  many  attacks  of 
asthma  and  diseases  of  the  nose,  given  below).  The  attack  begins  in  most  cases 
at  night.  The  patient  wakes  up  with  an  intense  feeling  of  pressure  and  anxiety. 
Sometimes  he  complains  of  a feeling  of  pain  in  the  chest.  He  has  to  sit  up 
straight,  and  in  severe  cases  even  to  get  out  of  bed.  He  often  hurries  to  an  open 
window  in  order  to  “ get  air.”  His  expression  is  anxious;  his  sldn  becomes  pale 
and  cyanotic,  and  sometimes  is  covered  with  a cold  sweat.  The  respiration,  too 
is  altered  in  a very  peculiar  and  characteristic  way.  Both  inspiration  and  expira- 
tion are  almost  always  accompanied  by  a high-pitched  whistling  sound,  audible  at 
a distance.  Both  respiratory  acts  are  labored,  requiring  the  aid  of  the  accessory 
muscles.  On  inspiration,  only  the  upper  part  of  the  thorax  is  elevated  to  any 
extent.  We  see  in  the  neck  the  inspiratory  contraction  of  the  sterno-cleido- 
mastoids,  the  scaleni,  etc.  Still  more  striking,  however,  is  the  labored,  panting, 
long-protracted  expiration,  during  which  the  abdominal  muscles  are  contracted 
to  a board-like  hardness.  We  therefore  recognize  the  disturbance  of  respiration 
in  asthma  as  essentially  an  expii’atory  dyspnoea.  The  frequency  of  respiration  is 
in  many  cases  normal,  or  even  somewhat  diminished,  yet  we  have  re^jeatedly 
counted  thirty  or  forty  respirations  a minute. 

On  physical  examination  of  the  lungs  during  the  paroxysm,  we  find  the  per- 
cussion-note over  them  normal  or  even  strikingly  loud  and  deep — the  “box-tone.” 
The  lower  boundary  of  the  lung  is  usually  found  one  or  two  intei’costal  spaces 
lower  than  normal.  We  accordingly  have  to  do  with  an  abnormally  low  position 
of  the  diai)hragm,  with  an  acute  emphysema.  On  auscultation,  whistling  and 
creaking  sounds,  which  quite  obscure  the  vesicular  murmur,  are  heard  over  most 
of  the  lung,  especially  during  the  long  expirations.  In  many  places,  indeed,  the 
respiratory  murmur  is  entirely  absent,  or  we  hear  only  a low  whistle  on  expira- 
tion. Toward  the  end  of  the  paroxysm  the  noises  become  deeper  and  more  boom- 
ing, and  sometimes  we  hear  a few  moist  rales. 

In  brief  paroxysms  there  may  be  scarcely  any  cough  or  expectoration.  In 
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most,  particularly  in  the  tedious,  cases,  there  is,  however,  a scanty  tough  mucous 
expectoration.  In  this  are  found,  beside  the  ordinary  constituents  of  simple 
broncliitic  sputum,  larger  or  smaller  numbers  of  very  characteristic  clumps. 
These  may  be  yellow  or  greenish-yellow,  or,  on  the  other  hand,  gray.  The  yellow- 
ish clumps,  which  are  usually  very  tough,  and  often  consist  of  a clump  of  thready 
matter,  represent  swollen  and  fatty-degenerated  pus  corpuscles,  between  which 
are  very  frequently  interspereed  a considerable  number  of  j)ointed  octahedral 
crystals.  These  crystals  were  first  described  by  Leyden  in  the  sputum  of  asth- 
matic patients,  and  are  usually  termed  asthma  crystals  (see  Fig.  22).  Chemically 
they  are  identical  with  “ Charcot’s  crystals,”  which  are  found  in  the  leukaemic 
spleen,  the  bone  marrow,  and  the  semen,  and  they  probably  represent  the  phos- 
phoric-acid salt  of  a peculiar  base  (Schreiner’s  base,  CaHeN).  As  soon  as  the 
paroxysms  cease  the  number  of  crystals  in  the  sputum  usually  begins  to  dimmish 
rapidly,  and  it  is  often  possible  to  obs«rve  in  them  evident  tokens  of  disintegra- 
tion. Often,  also,  numerous  ciliated  epithelial  cells  are  found,  in  addition  to  the 
crystals,  in  the  yellow  masses.  The  gray  plugs  in  the  sputum  of  asthmatic 
patients  consist  mainly  of  clumps  of  thready  mucus,  and  contain  the  peculiar 
“spirals”  which  were  first  described  by  Uugar  and  by  Curschmann.  Many  of 
these  spiral  threads  are  visible  to  the  naked  eye,  but  others  demand  the  micro- 
scope for  their  recognition,  through  which  they  are  seen  as  brilliant  forms  com- 
posed entirely  of  various  sized  bands  and  threads  collected  in  spirals  (see  Fig.  22). 
Sometimes  a brilliant  central  thread  of  small  diameter  is  seen  in  the  midst  of  the 
spiral.  Around  the  spirals  are  found  round  cells,  drops  of  fat  and  myeline,  epi- 
thelium, and,  according  to  Lewy,  frequently  also  numerous  epithelial  cells  from 
the  pulmonary  alveoli.  As  to  the  precise  way  in  which  the  spirals  and  their 
central  thread  develop,  the  question  is  not  yet  settled,  but  it  is  certain  that  the 
spirals  represent  casts  of  the  minutest  branches  of  the  bronchi,  and  therefore 
indicate  the  existence  of  a peculiar  disease  of  the  terminal  bronchial  twigs  (see 
below).  It  .should  be  added  that  sometimes  also  the  microscope  reveals  in  the 
sputum  crystals  of  oxalate  of  lime  (XJngar)  and  of  phosphate  of  lime  (Lewy). 

The  pulse  is  usually  accelerated  during  the  asthmatic  paroxysm ; the  bodily 
temperature  is  normal,  or  sometimes  even  subnoi’mal.  In  asthmatic  patients 
who  have  protracted  attacks  we  have  I’epeatedly  seen  a slight  febrile  movement 
up  to  about  102°  (39°  C.). 

The  duration  of  the  asthmatic  paroxysm  is  very  different  in  individual  cases, 
as  has  already  been  said.  Sometimes  it  lasts  only  a few  hours,  but  sometimes 


It  lasts  several  days,  and  even  weeks.  The  attacks  of  protracted  asthma  are  not 
very  rare.  Marked  exacerbations  and  remissions  of  the  disease  usually  alternate 
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in  them.  Tlie  frequency  of  the  paroxysms  in  oi’clinary  asthma  also  varies  exceed- 
ingly. Sometimes  they  come  on  almost  every  night,  and  then  there  are  long 
jmuses  of  months  and  years,  so  tliat  we  can  not  make  any  general  statements  as 
to  the  course  of  the  disease.  Definite  recoveries  are  quite  rare ; they  ai’e  most 
frequent  in  children. 

Although  patients  with  the  form  of  pure  essential  asthma  which  we  have  so 
far  described  seem  perfectly  well  in  the  intervals  between  the  attacks,  there  is 
also  a symptomatic  asthma.  This  is  seen  chiefly  in  patients  with  emphysema  and 
chi’onic  bronchitis.  The  term  “ symptomatic  asthma,”  however,  can  be  used  only 
when  the  attacks  actually  show  the  sj^mptoms  of  pure  asthma,  and  when  the 
dyspnoea  which  occurs  in  them  has  no  relation  to  the  anatomical  lesions  present. 
In  such  cases  it  is  often  hard  to  decide  whether  the  existing  emphysema  and 
chronic  bronchitis  are  really  the  firimary  disease,  or  the  result  of  the  asthma. 
There  is  no  doubt  but  that  a secondary  emjihy.sema  of  the  lungs  may  develop  as 
a result  of  frequent  and  protracted  asthmatic  attacks.  The  attacks  of  dyspnoea, 
which  come  on  in  chronic  affections  of  the  heai’t  and  blood-vessels — cardiac 
asthma  {vide  infra) — depend  upon  other  causes  than  the  iieculiar  bronchial 
asthma,  and  should  not  he  classed  -with  it. 

Theories  as  to  the  Origin  of  Asthma. — .Etiology. — The  peculiarity  of  the  asth- 
matic symptoms  has  given  rise  to  numerous  theories  as  to  the  origin  of  asthma, 
yet  none  of  them  have  obtained  general  recognition  up  to  the  present  time. 
Many  authors,  like  Weber,  Stdrck,  and  Frautzel,  seek  the  underlying  cause  of 
asthma  in  an  acute  swelling  of  the  bronchial  mucous  membrane,  as  a result 
either  of  a sudden  dilatation  of  the  blood-vessels  arising  from  nervous  influences 
or  of  a very  acute  catarrh.  Wiutrich  and  Bamberger  have  advanced  the  theory 
that  asthma  consists  in  a tonic  spasm  of  the  diaphragm,  by  which  the  diaphragm 
is  kept  motionless  in  a fixed  insjiiratory  position ; but  it  is  at  once  plain  that  such 
a condition  can  at  least  not  play  the  chief  part  in  the  occurrence  of  asthma,  for 
we  can  usually  feel  the  respiratory  movements  of  the  diaphragm  quite  plainly 
during  the  paroxysm.  It  should  be  stated  that  Eicgel,  Avho  is  the  latest  champion 
of  the  theory  of  diaphragmatic  spasm,  is  of  the  opinion  that  there  is  not  a com- 
plete tetanic  spasm  of  the  diaphragm,  but  merely  a superexcitatioii  of  the  phrenic 
nerve,  and  that  the  excursions  of  the  diaphragm  are  not  completely  inhibited. 

The  theory  long  ago  advanced  by  Trousseau,  the  chief  advocate  of  which  of 
late  is  Biermer,  is  the  most  probable  one,  and  is  now  generally  accepted,  namely, 
that  the  spastic  nervous  element,  which  is  not  wholly  to  be  disregarded  in  any 
explanation  of  bronchial  asthma,  consists  of  a tonic  spasm  of  the  muscles  of  the 
smaller  bronchi.  The  tonic  contraction  of  the  smaller  bronchi  explains  the 
whistling  sounds  that  are  heard.  A marked  hindrance  to  respiration  is  set  up 
which  can  be  more  easily  overcome  by  the  inspiratory  suction  of  the  thorax  than 
by  the  expiratory  pressure.  Since  the  latter  acts  not  only  upon  the  alveoli,  but 
also  upon  the  lesser  bronchi  themselves,  the  closure  of  the  bronchi  upon  expiia- 
tion  is  still  more  marked.  The  air  which  is  drawn  into  the  alveoli  can  conse- 
quently get  out  again  only  imperfectly,  and  this  explains  the  expiratory  dysp- 
noea, the  emphysema  that  soon  occurs,  and  the  low  position  of  the  diaphragm. 
The  acceptance  of  this  theory  of  bronchial  spasm  also  readily  explains  the  often 
sudden  onset,  and  just  as  sudden  cessation,  of  the  asthmatic  attack. 

If  we  inquire  further,  however,  into  the  cau.se  of  the  occurrence  of  the  bron- 
chial spasm,  only  a very  indefinite  answer  can  be  given;  for  little  is  said  by 
answering  that  akhma  is  a neurosis  of  the  vagus.  Many  facts  make  it  very  prob- 
able that  the  spasm  is  of  reflex  origin,  at  least  in  many  cases.  Leyden  has 
exiiressed  the  suspicion  that  the  irritation  of  the  mucous  membrane  by  the  pointed 
crystals,  which  he  discovered,  gives  rise  to  the  spasm.  It  may  be  said  in  oppo- 
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sition  to  this,  however,  that  the  “ asthma  crystals  ” are  sometimes  found  in  the 
sputum  of  patients  with  emphysema  who  have  no  asthmatic  symptoms,  and  also 
that  in  asthmatic  patients  the  severity  and  duration  of  the  attacks  stand  in  no 
constant  relation  to  the  number  of  the  crystals.  Nor  can  the  above-pictured 
spirals  be  regarded  as  the  cause  of  the  paroxysms  of  asthma,  since  they  likewise 
occur  in  other  diseases  of  the  minutest  branches  of  the  bronchi — for  example,  they 
ai’e  not  very  rare  in  croupous  pneumonia. 

The  fact  lately  corroborated  by  numerous  observations  by  Voltilini,  B. 
Frankel,  Hack,  and  others,  is  very  important — namely,  that  the  asthmatic  pax'- 
oxysm  is  sometimes  of  reflex  origin,  starting  from  some  disease  of  the  nasal 
mucous  membrane.  We  find  quite  often,  for  instance,  that  asthmatic  patients 
aj’e  suffering  from  cln-onic  diseases  of  the  nose,  like  chronic  catarrh,  nasal  polypi, 
and  especially  the  enlargement  of  the  so-called  erectile  bodies  of  one  or  more 
turbinated  bones,  and  that  after  their  removal  the  asthma  disappears.  In  this 
connection  may  he  cited  the  noteworthy  fact  that  many  asthmatic  patients  have 
an  attack  brought  on  by  certain  odors,  for  example,  at  the  smell  of  freshly 
roasted  coffee,  or  of  ipecacuanha.  Ti’ousseau,  who  suffered  from  asthma  himself, 
always  had  an  attack  on  smelling  violets.  It  is  doubtful  whether  a pure  bron- 
chial asthma  can  have  a reflex  origin  from  other  distant  organs.  The  connection 
between  asthma  and  diseases  of  the  pharynx,  or  hypertrophy  of  the  tonsils, 
is  extremely  ixrobable  in  some  cases,  but  the  statements  as  to  the  occurrence 
of  asthmatic  paroxysms  in  diseases  of  the  stomach  (“dyspeptic  asthma”),  of 
the  intestine,  or  of  the  female  sexual  organs,  are  to  be  taken  only  with  great 
reseiwe.  We  usually  have  to  do  here  with  a confusion  between  pure  asthma 
and  other  conditions  of  dyspnoea — nervous  dyspnoea,  conditions  of  cardiac  weak- 
ness, etc. 

In  a large  number  of  cases — which  seem  to  us  to  be  most  characteristic — 
the  disease  can  be  explained,  in  our  opinion,  only  by  the  hypothesis  of  a peculiar 
primaiy  disease  of  the  bronchial  mucous  membrane,  particularly  affecting  the  ter- 
minal twigs  of  the  smallest  bronchi,  and  whose  special  feature,  somewhat  like  the 
spasm  of  the  glottis  in  whooping-cough,  consists  in  the  occurrence  of  a reflex 
bronchial  spasm.  The  whole  type  of  the  disease  and  the  peculiarities  of  the  ex- 
pectoration, the  spirals,  and  crystals,  furnish  unequivocal  testimony  for  this 
theory  of  asthma.  Curschmann  therefore  claims  that  the  anatomical  basis  of 
these  cases  is  an  exudative  bronchiolitis.  We  think  that  “ asthmatic  bronchiolitis  ” 
IS  the  most  fitting  name  for  such  cases  of  asthma  as  are  not  found  to  be  dependent 
upon  disorders  of  the  nose  or  similar  causes. 

The  observation,  often  made,  that  many  asthmatic  patients  have  attacks  only 
when  m certain  places,  and  are  quite  free  from  them  in  others,  is  very  remarkable. 
They  sometimes  have  an  attack  at  every  change  of  place.  In  conclusion,  it  may 
be  mentioned  that  in  .some  cases  a distinct  hereditary  predisposition  to  asthma 
has  been  observed,  and  that  asthma  sometimes  occurs  in  families  with  a general 
neurotic  tendency. 

Diagnosis. -This  is  usually  easy  if  we  pay  careful  attention  to  all  the  .symp- 
toms and  to  the  whole  coiir.se  of  the  disease.  Other  conditions  which  may  lead  to 
( yspncca  are  of  course  to  bo  excluded  by  a careful  examination  of  the  chest. 
Attax'ks  of  spasm  of  the  glottis  and  of  paralysis  of  the  oiieners  of  the  glottis  are  to 
>c  (1  erentiatec  fiom  bronchial  asthma  by  the  ]ircdominance  of  ins])iratorv 
dyspnoea  as  well  as  by  other  signs.  And  in  cardiac  asthma  and  the  manifold 
Veil  10  les  o icspiratory  spasm  and  neurotic  angina,  .such  as  are  seen  csjiecially  in 
hysteria,  not  only  are  the  other  attendant  syni]itoms  different  from  those  .seen 

in  genuine  bronchial  a.sthma,  but  the  very  dyspnoea  itself  is  usually  of  quite 
another  variety. 
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Prognosis. — There  is  hardly  ever  any  immediate  danger  to  life  even  in  the 
most  intense  asthmatic  paroxysms,  hut  permanent  recovery  is  rare,  since  even 
after  long  intervals  the  attacks  may  finally  return.  The  chief  danger  in  severe 
and  protracted  cases  lies  in  the  development  of  a pulmonary  emphysema  with  its 
further  consequences. 

Treatment. — In  every  case  of  asthma  the  first  thing  to  be  thought  of  is 
whether  thei’e  is  not  a definite  cause  whose  removal  may  cure  the  disease.  In  this 
connection  we  should  examine  the  nose  carefully,  since  numerous  observations 
have  recently  shown  that  a previously  existing  asthma  may  permanently  disap- 
pear after  the  treatuient  of  some  nasal  disease  which  may  be  present,  like  the 
removal  of  polypi,  the  destruction  of  the  erectile  bodies  by  the  galvano-cautery, 
etc. 

If  we  can  not  satisfy  the  causal  indication  in  this  way,  we  should  always  try 
next  a remedy  which  must  pass  for  a direct  specific  against  certain  forms  of 
asthma — iodide  of  potassium.  In  doses  of  twenty  to  forty-five  gx’aius  a day  (grm. 
l‘5-3‘0),  which  can  be  increased  if  necessai-y,  this  usually  causes  a rapid  improve- 
ment, which  of  course  is  not  always,  although  it  is  frequently,  permanent.  If 
iodide  of  potassium  has  been  used  in  vain,  we  must  turn  to  the  other  remedies 
which  have  been  employed  against  asthma,  although  their  action  is  often  quite 
uncertain.  We  may  mention  here  the  nitrite  of  sodium  (two  parts  in  one  hun- 
dred and  twenty  of  water,  two  to  three  teaspoonfuls  a day),  and  nitro-glycerine, 
which  has  an  analogous  action  (twenty  drops  of  a one-per-cent,  alcoholic  solution 
in  six  and  a half  ounces  (grm.  200)  of  water,  a tablespoonful  two  or  three  times  a 
day) ; also  quinine,  bromide  of  potassium,  belladonna,  atropine,  arsenic,  etc.  In 
some  cases  ixneumatic  treatment,  such  as  the  inhalation  of  compressed  air,  has 
been  successful,  and  sometimes,  too,  electricity  (galvanization  and  fai’adization  of 
the  neck),  or  hydrotherapy,  has  been  claimed  to  give  relief.  Change  of  climate 
may  be  of  distinct  service.  Many  patients  hear  the  sea-air  well,  while  with  others 
mountain  traveling  exerts  a favorable  influence. 

In  severe  cases  a special  symptomatic  treatment  of  the  attack  itself  is  often 
necessary.  Narcotics  are  without  doubt  the  most  effective,  especially  chloral  and 
morphine.  In  severe  attacks  we  can  not  avoid  injections  of  morphine,  but  we 
must  always  he  cautious  in  order  that  the  patient  may  not  form  the  habit  of 
using  this  to  excess.  Germain  See  has  lately  strongly  advocated  inhalations  of 
pyridin.  Of  this,  about  one  drachm  (4  to  5 grm.)  is  shaken  into  a saucer  and 
the  fumes  are  inhaled  three  times  a day  for  fifteen  to  thirty  minutes.  Inhalations 
of  chloroform  and  ether  are  also  much  emf)Ioyed.  Among  other  useful  remedies 
and  devices  we  may  mention  mustard  plasters  to  the  chest  and  calves,  putting 
the  hands  and  feet  into  hot  water,  inhalations  of  nitrite  of  amyl,  inhalations  of 
turpentine  or  ammonia  vapor ; also  the  often-used  fumigation  with  saltpeter  paper 

unsized  paper  dipped  in  a concentrated  solution  of  nitrate  of  potassium  and 

dried.  The  stramonium  cigarettes  to  he  had  in  most  drug-stoi’es  are  much  praised; 
or  the  patient  may  smoke  stramonium  or  belladonna  leaves  which  have  pre- 
viously been  dipped  in  a solution  of  saltpeter  and  then  di’ied.  Among  internal  reme- 
dies we  ixiay  mention  tincture  of  lobelia,  formerly  much  used,  and  also  the 
remedy  lately  employed  by  Penzoldt,  the  tincture  of  quebracho,  a tablespoouful 
pure  or  in  some  mucilaginous  vehicle. 

[Potassic  iodide  is  more  likely  to  prevent  recurrence  if  it  is  given  continuously, 
for  several  months  at  least,  and  it  should  not  be  thrown  aside  as  useless  until  it 
has  been  pushed  to  the  limit  of  toleration  without  avail.  A convenient  form  of 
administration  is  in  saturated  aqueous  solution,  a minim  of  which  represents 
about  a grain  of  the  drug. 

The  syrup  of  hydriodic  acid  may  be  substituted  for  iiotassic  iodide  in  cases 
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of  intolerance  of  the  latter.  Grindelia  robusta,  a drachm  of  the  fluid  extract 
three  or  four  times  a' day,  serves  sometimes  to  prevent  recurrence  of  attacks. 
Marked  alleviation  of  the  paroxysms  is  often  obtained  from  the  inhalation  of 
fifteen  to  thirty  drops  of  the  iodide  of  ethyl.] 


SECTION  IV. 

Diseases  of  tee  Lungs. 

CHAPTER  I. 

PULMONARY  EMPHYSEMA. 

{Alveolar  Ectasia.  Increased  Volume  of  the  Lungs.) 

Nature  and  ^Etiology  of  the  Disease. — Pulmonary  emphysema,  the  abnormal 
inflation  of  the  lungs,  is  one  of  the  commonest  pulmonary  affections.  It  either 
develops  in  separate  parts  of  the  lung,  in  which  case  it  is  subordinate  to  other 
pathological  changes  which  co-exist  in  the  lungs,  or  it  involves  almost  the  whole 
extent  of  both  lungs,  and  then  presents  the  symptoms  of  a characteristic  affection, 
which  it  is  usually  easy  to  recognize. 

The  essence  of  pulmonary  emphysema,  the  condition  from  which  most  symp- 
toms are  immediately  derived,  is  the  loss  of  elasticity  in  the  lungs.  If  we  com- 
pare the  sound  lung  with  its  normal  elastic  force  to  a new  and  very  tense  rub- 
ber band,  the  emphysematous  lung  must  be  compai’ed  to  an  old  and  lax  band  that 
is  stretched  and  pulled  out.  We  therefore  see  why  the  emphysematous  lung  takes 
up  a greater  space  than  the  sound  one,  for,  on  account  of  its  lack  of  elasticity,  it 
can  no  longer  contract  to  its  former  volume.  We  may  thus  call  emphysema  a 
pennanent  inspiratory  distention  of  the  lung  from  which  it  can  no  longer  retmm 
to  its  expiratory  condition.  If  we  open  the  thorax  of  a subject  with  normal  lungs, 
they  contract,  as  is  well  known,  but  the  emphysematous  lungs  remain  in  their 
inflated  condition  after  the  thorax  has  been  opened. 

If  we  inquire  into  the  factors  which  cause  this  loss  of  elasticity  in  the  lung,  we 
find  that  they  are  the  same  land  of  influences  which  tend  to  diminish  the  elas- 
ticity of  any  other  elastic  body.  As  a rubber  band,  by  much  pulling  and  stretching, 
gradually  gets  longer  and  less  elastic,  so  the  lungs,  as  a result  of  theii*  abnormally 
frequent  and  severe  distention,  gradually  become  inelastic  and  emphysematous. 
The  normal  traction  of  inspiration,  which  is  continually  making  new  demands  on 
the  elastic  powers  of  the  lungs,  finally  leads  to  a loss  of  elasticity  in  them.  In 
advanced  age  most  lungs  become  more  or  less  inelastic.  The  lungs  of  an  old 
man  are  like  an  elastic  band,  which  has  done  its  work  for  years  but  which  has 
finally  become  yielding.  We  therefore  class  the  empliysema  of  the  lungs  in  old 
age  rather  among  the  states  of  involution  such  as  develop  in  almost  all  organs  in 
advanced  life,  than  among  special  pathological  changes.  We  distinguish,  more- 
over, most  of  the  lungs  with  senile  emphysema  from  other  emphysematous  lungs 
by  the  fact  that  their  volume  as  a whole  is  not  increased,  but  is  rather  diminished 
below  that  of  the  healthy  lung,  since  we  find  in  them  the  extensive  atrophic 
processes  of  old  age. 

The  condition  becomes  pathological,  however,  if  the  elasticity  of  the  lung  is 
deficient  in  earlier  years  and  without  exposiu’e  to  the  action  of  the  special  in- 
jurious influences  which  will  soon  be  mentioned.  In  such  cases  of  emphysema. 
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developing  in  middle  life  or  even  in  youth,  the  idea  of  a congenital  weakness  of 
the  elastic  elements  in  the  lungs  can  not  he  set  aside.  It  probably  consists  in  a 
quantitative  or  a qualitative  defect  of  the  elastic  tissue.  Some  observations  seem 
to  corroborate  the  statement  that  a disposition  to  emphysema  may  he  present  in 
several  members  of  the  same  family. 

If  a lung  whose  elasticity  is  previously  subnormal  can  not  persistently  satisfy 
the  ordinary  demands  upon  it,  a normal  lung,  on  the  other  hand,  also  loses  its 
elasticity  if  the  demands  made  upon  it  are  greater  than  it  can  perform.  This  is 
the  reason  why  pulmonary  emphysema  is  in  part  considered  a disease  arising 
from  the  occupation.  We  mean  here  not  only  those  influences  which  lead  to 
chronic  bronchitis  and  thus  later  to  emphysema  {vide  infra),  but  more  especially 
the  abnormal  demands  upon  the  lungs  in  all  those  callings  which  necessitate 
severe  physical  labor.  We  must  not  only  regard  the  deeper  and  more  rapid  res- 
pirations, but  also  the  increased  pressure  on  expiration  to  which  the  lungs  are 
often  exposed  in  the  raising  of  heavy  weights,  etc.  This  explains  the  great  fre- 
quency of  emphyse7na  in  the  laboring  classes,  and  also  its  greater  frequency  in 
men  than  in  women.  Beside  this,  we  must  add  that  in  certain  callings,  like  glass- 
blowing  and  horn-blowing,  the  overetraining  of  the  lungs  is  much  more  direct. 
In  all  such  cases  emphysema  may  be  termed  simply  a premature  exhaustion  of 
the  limgs. 

In  very  many  cases  emphysema  develops  as  a result  of  other  diseases  of  the 
lung,  and  especially  as  a result  of  chronic  bronchitis.  Dry  catarrh  of  the  middle 
and  finer  bronchi  when  of  long  duration  leads,  as  a rule,  to  pulmonary  emphy- 
sema. The  abnormal  mechanical  influences  to  which  the  lungs  are  thus  exposed 
act  both  in  inspiration  and  in  expiration.  Since  the  entrance  of  air  to  the  alveoli 
is  rendered  more  difficult  by  the  swelling  of  the  mucous  membrane  in  the  smaller 
bronchi,  abnormally  deejp  and  strong  inspirations  are  necessary,  with  a marked 
expansion  of  the  alveoli,  in  order  to  draw  a sufficient  quantity  of  air  into  the 
alveoli.  The  alveolar  walls  are  therefore  exposed  to  an  abnormal  traction  at  each 
inspiration.  On  expiration,  a pressure  from  within,  which  is  perhaps  even  more 
injurious,  acts  on  the  alveoli.  The  ordinai’y  expiration,  which  usually  needs  only 
the  elastic  power  of  the  lungs,  is  not  sufficient  in  chronic  bronchitis  to  drive  the 
air  out  of  the  alveoli  through  the  narrowed  bronchi.  Thus  arise  the  difficulty 
and  delay  in  expiration  which  are  present  in  ckronic  bronchitis,  and  which  lead 
to  the  active  participation  of  the  muscles  of  expiration,  the  abdominal  gi’oup  of 
muscles.  On  forced  expiration,  however,  the  pressure  does  not  act  simjAy  upon 
the  contents  of  the  alveoli,  but  much  more  upon  the  smaller  bronchi  themselves. 
The  channel  of  exit  for  the  air  from  the  alveoli,  therefore,  becomes  stiil  narrower. 
Since  the  air  can  not  escape,  the  pressure  within  the  alveoli  is  i-aised  by  the  efforts 
at  expiration,  and  the  alveolar  wall  is  thus  again  abnormally  expanded.  The 
cough,  which  is  often  present  in  chi’onic  bronchitis,  is  a fm’ther  factor,  which 
acts  in  a precisely  similar  injurious  fashion.  The  attacks  of  coughing  begin  with 
a forced  contraction  of  the  muscles  of  expiration,  which  follows  the  closure  of  the 
glottis.  Until  the  glottis  opens,  therefore,  the  lower  parts  of  the  lung  especially 
are  put  under  strong  pressure.  The  air  in  them,  which  can  not  escape  outward, 
is  driven  into  the  upper  parts  of  the  lung,  and  there  leads  to  ex]3ansion  of  the 
alveoli,  and  finally  to  emphysema. 

We  accordingly  see  that  a number  of  iujui-ious  influences  co-operate  in  the 
gradual  development  of  emphysema  from  chronic  bronchitis,  and  that,  sooner  or 
later,  these  influences  have  as  their  result  the  gradual  dilatation  of  the  lungs. 
Here,  too,  we  must  bear  in  mind  the  individual  differences  in  the  resisting  power 
of  the  lungs. 

Conditions  precisely  similar  to  those  in  chronic  bronchitis  occur  in  other  dis- 
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eases  aucl  lead  in  like  manner  to  pulmonary  emphysema.  We  very  often  see  the 
clevelonment  of  emphysema  in  severe  and  persistent  whooping-cough.  The  worst 
factor  here,  besides  the  existing  bronchitis,  is  the  frequent  paroxysms  of  coughing. 
We  have  already  mentioned,  in  the  description  of  bronchial  asthma,  both  the 
acute  emphysema,  which  occurs  during  the  attacks,  and  the  final  development  of 

a permanent  emphysema.  i i.  -m  ^ i • i 

In  conclusion,  we  must  here  consider  a theory  advanced  by  Freund,  which 

would  make  the  development  of  an  emphysema  dependent  upon  a “ primary  rigid 
dilatation  of  the  thorax.”  It  is  indeed  conceivable  that  from  certain  pathological 
chancres  in  the  costal  cartilages,  as  Freund  claims,  a thorax,  which  had  become 
rigidln  the  position  of  inspiration,  might  exert  a constant  abnormal  traction  on 
the  lungs,  and  so  give  rise  to  an  emphysema.  The  occurrence  of  this  hypothetical 
primary  disease  of  the  cartilages,  however,  has  up  to  the  present  time  not  been 
established.  It  is  rather  considered  by  the  majority  of  authors  as  a second- 
ary change,  developing  as  a result  of  emphysema  or  else  simultaneously  with 
it  On  the  other  hand,  it  is  certainly  remarkable  that  we  sometimes  observe  in 
children  the  “emphysematous  habit”  of  the  thorax  and  neck,  which  will  be  more 
fully  described  fm’ther  on,  and  that  in  fact  in  such  children  we  can  often  discover 
early  in  life  a beginning  emphysema. 

Besides  the  already  described  essential  or  substantial  emphysema,  which  is  a 
special  disease  attacking  both  lungs  uniformly,  we  distinguish  a so-called  vicarious 
or  complementary  emphysema.  If,  by  any  disease,  certain  portions  of  the  lungs 
are  incapacitated  in  their  functions,  the  parts  which  remain  healthy  must  then 
assume  the  whole  business  of  respiration.  They  become  excessively  expanded  on 
inspiration,  and  as  a result  they  become  emphysematous.  Thus  we  see  emphysema 
of  the  upper  lobes  in  affections  of  the  lower  lobes.  Emphysema  of  one  lung  is 
most  frequently  observed  clinically  when  the  other  lung  is  extensively  diseased, 
especially  in  unilateral  chronic  contractions  of  the  lungs  and  pleurm,  usually  seen 
in  tuberculosis.  Vicarious  emphysema  may  also  be  confined  to  quite  small  por- 
tions of  the  lung,  but  then  it  is  merely  of  pathological  and  not  of  clinical  interest. 

Pathological  Anatomy. — As  we  have  seen,  the  actual  abnormality  of  the  lung 
in  emphysema  is  not  due  to  a pathological  change,  but  to  a change  in  its  physical 
conditions.  The  loss  of  elasticity  of  the  lung  is  shown  in  its  greater  volume,  in 
its  lack  of  contractility,  and  in  its  persistence  in  a position  of  inspiration. 

The  single  alveoli  are  of  course  just  as  much  expanded  as  the  whole  lung,  but 
their  walls  show  at  first  no  histological  changes.  We  have  here,  then,  a condition 
which  Traube  has  called  “ increased  volume  of  the  lungs,”  and  has  distinguished 
from  the  “ pulmonary  emphysema  ” proper.  This  distinction  is  without  doubt  justi- 
fied anatomically,  but  clinically  it  can  not  well  be  maintained.  As  the  distention  is 
constant,  the  alveolar  walls  can  not  withstand  the  constant  traction  and  pressure. 
This  leads  to  progressive  atrophy  of  their  tissue  from  pressure — that  is,  it  leads 
to  a real  disappearance  of  the  elastic  elements  of  the  lung.  The  atrophy  be- 
gins quite  gradually.  The  partition-walls  of  the  alveoli  are  first  perforated,  and 
then  they  partly  or  wholly  break  down.  The  neighboring  alveoli  run  more  and 
more  into  one  another,  and  thus  finally  arise  alveolar  ectasis  aud  infundibular 
ectasis,  which  can  be  made  out  with  the  naked  eye,  and  which  may  attain  a diam- 
eter of  five  or  ten  millimetres  or  more.  If  single  air-bubbles  enter  the  interlobu- 
lar, interstitial,  or  subpleural  coimective  tissue,  which  may  happen  perha])s  in 
severe  fits  of  coughing,  we  s])eak  of  aii  intei*stitial  or  interlobular  emphy.scma,  iu 
distinction  from  the  ordinary  vesicular  or  alveolar  emphysema. 

The  tissue  atrophy  in  the  septa  of  the  alveoli  affects  not  only  the  elastic  tis.sue, 
however,  but  it  also  affects  the  branches  of  the  i)ulmonary  ca])illaries  in  the  alveo- 
lar walls.  The  affection  of  the  elastic  tissue  adds  no  now  conditions  to  the  dis- 
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turbed  functions  of  the  emphysematous  lung,  which  we  have  just  described.  The 
destruction  and  final  atrophy  of  the  pulmonary  capillaries,  however,  is  the  second 
important  factor  in  the  pathology  of  pulmonary  emphysema,  for,  with  the  destruc- 
tion of  so  great  a part  of  the  vascular  area  in  the  lungs,  the  outflow  from  the 
right  side  of  the  heart  is  considerably  lessened.  There  must  therefore  necessarilv 
be  a stasis  in  the  pulmonaiy  arteries  and  the  right  side  of  the  heai't,  and  the  right 
side  of  the  heart  can  overcome  the  increased  resistance  only  by  increased  work, 
and  thus  in  every  chronic  pulmonary  emphysema  there  finally  arise  a dilata- 
tion and  consecutive  hypertrophy  of  the  right  ventricle  with  their  fm-ther  conse- 
quences. 

Symptoms  and  Coiirse  op  the  Disease. 

General  Course  of  the  Disease. — Although  a pulmonary  emphysema  may 
sometimes,  as  in  whooping-cough,  develop  m a comparatively  short  time,  still  its 
course  is  always  very  chronic.  In  most  cases  the  origin  of  the  disease  is  quite 
gradual,  as  in  all  those  cases  in  which  an  emphysema  develops  from  a chronic 
bronchitis,  an  asthma,  or  as  a result  of  some  injurious  occupation.  The  symp- 
toms gradually  and  insidiously  associate  themselves  -with  those  of  the  chronic 
bronchitis. 

The  symptoms  of  emphysema  usually  begin  in  middle  or  advanced  life,  but 
marked  emphysema  may  occur  in  youth  and  childhood.  The  disease  always  lasts 
for  years,  unless  some  [fatal]  intercurrent  disease  arises. 

The  objective  and  subjective  symptoms  are  due  either  to  the  chronic  bron- 
chitis, which  very  often  co-exists,  or  to  the  emphysema  itself.  Not  only  is  the 
bronchitis,  as  we  have  seen  above,  very  often  the  cause  of  emphj^sema,  but,  on 
the  other  hand,  the  development  of  a chronic  bronchitis  is  greatly  favored  by  the 
circulatory  disturbances  in  the  lung  associated  with  emiphysema.  Thus  the  two 
diseases,  emphysema  and  chronic  bronchitis,  are  closely  connected  clinically. 

Bronchitis  causes  its  well-known  symptoms— cough,  expectoration,  moderate 
dyspnoea,  and  a feeling  of  pressure  in  the  chest.  The  bronchiectases,  which  are 
often  gradually  formed,  especially  in  the  lower  lobes,  may  lend  a peculiar  stamp 
to  the  cough  and  expectoration  (see  page  165).  Emphysema  increases  the  patient’s 
dyspnoea  to  a degree  which  can  never  be  caused  by  chronic  bronchitis  alone.  The 
emphysematous  lungs  soon  become  incapable  of  satisfying  any  extraordinary 
demands  of  respiration.  Many  patients  are  only  slightly  conscious  of  the  diffi- 
culty in  breathing  so  long  as  they  keep  quiet,  but  whenever  they  make  a trifling 
physical  exertion,  go  up-stau’s,  or  take  a little  longer  walk  than  usual,  the  dyspnoea 
comes  on. 

The  valuations  in  the  intensity  and  extent  of  the  bronchitis  correspond  to  the 
frequent  and  quite  marked  variations  in  the  patient’s  feelings.  These  variations 
depend  upon  the  condition  of  the  patient,  his  external  circumstances,  and  the 
possibility  of  his  talcing  care  of  himself ; the  change  of  seasons,  too,  has  an  influ- 
ence on  him.  In  pleasant  weather  many  patients  live  in  tolerable  comfort,  but 
autumn  and  winter  bring  an  increase  of  all  their  symptoms  with  the  increase  in 
their  bronchitis. 

The  last  stage  of  the  disease  is  characterized  by  the  appearance  of  a disturb- 
ance of  compensation  in  the  heart.  We  have  seen  above  that  the  cause  of  the 
impairment  of  the  pulmonary  circulation,  and  of  the  resulting  hypertrophy  of 
the  right  ventricle,  is  the  closure  of  numerous  pulmonary  capillaries.  A fm’ther 
reason  for  the  impairment  of  the  circulation  comes  from  the  disturbance  of  res- 
piration itself,  since  tbe  influence  of  tbe  respiratory  movements  on  the  circulation 
is  well  known.  The  appearance  of  a mai’ked  disturbance  of  tbe  circulation  may 
be  deferred  for  some  time  by  the  increased  efforts  of  the  right  ventricle.  The 
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cyanosis  of  most  patients  is  due  solely  to  incomplete  oxidation  and  to  the  blood- 
stasis  which  extends  backward  from  the  right  side  of  the  heart  into  the  veins 
of  the  body.  Finally,  however,  the  right  ventricle  becomes  more  and  more 
feeble,  the  stasis  in  the  veins  increases,  oedema  of  the  extremities  and  transudation 
into  the  various  cavities  of  the  body  ensue,  and  after  long  suffering  the  patient 
succumbs  to  dropsy. 

Emphysema  is  frequently  combined  in  its  later  stages  with  other  chronic  dis- 
eases. Pulmonai-y  emphysema  with  its  sequelae  is  seldom  found  at  the  autopsy 
as  a single  lesion,  but  we  discover  in  the  cadaver  co-existing  disease  of  the  heart, 
the  blood-vessels,  or  the  kidneys.  Pulmonary  tuberculosis  is  often  a final  devel- 
opment in  emphysema,  but  it  is  usually  of  the  chronic  indurated  form,  and  is  not 
very  extensive. 

Physical  Examination.  1.  Inspection. — In  many  patients  we  can  detect  the 
disease  with  considerable  confidence  at  the  first  glance ; we  are  therefore  justified 
in  speaking  of  an  emphysematous  habit.  The  patients  are  usually  quite  well 
nourished,  at  least  in  the  early  stages  of  the  disease,  and  are  often  rather  corpulent. 
They  appear  plump  or  even  somewhat  bloated,  and  their  faces  are  more  or  less 
markedly  cyanotic.  The  configuration  of  the  neck  and  thorax  is  especially  char- 
acteristic. The  neck  is  usually  short  and  compressed ; the  sterno-cleido-mastoid 
muscles,  which  have  to  act  as  auxiliaries  in  inspiration,  are  tense  and  hyper- 
trophied. The  inspiratory  contraction  of  the  scaleni  may  also  be  seen  and  felt. 
The  veins  in  the  neck  are  visibly  dilated,  and  in  severe  cases  are  swollen  to  thick 
blue  cords,  and  we  sometimes  see  in  them  evident  undulating  or  pulsating  move- 
ments. The  thorax  is  rather  short,  but  broad  and  strikingly  deep — the  “ barrel- 
shaped thorax.”  The  intercostal  spaces  are  narrow,  and  the  lower  ribs  move 
only  a little  downward.  The  epigastric  angle  is  therefore  obtuse,  and  sometimes 
becomes  almost  a straight  line.  The  respiratory  movements  are  almost  always 
accelerated  hi  severe  cases.  Inspiration  becomes  short  and  labored.  The  excur- 
sions of  single  ribs  are  therefore  slight,  and  the  thorax  is  raised  rigidly  and  more 
as  a whole.  Expiration  is  visibly  prolonged.  There  may  be  a noticeable  retrac- 
tion of  the  intercostal  spaces  on  inspiration  in  the  lower  and  lateral  portions  of 
the  thorax. 

This  characteristic  form  of  the  thorax  in  emphysema  is  regarded  as  a constant 
inspiratory  position  of  the  ribsj  and  corresponds  to  the  permanent  inspiratory  dila- 
tation of  the  lungs.  The  peculiar  rigidity  of  the  thorax  is  probably  due  to  the 
changes  in  the  costal  cartilages  already  described,  which,  according  to  Freund,  are 
primary.  In  many  cases  the  emphysematous  form  of  the  thorax  gradually  devel- 
ops in  the  course  of  the  disease,  but  in  other  cases  it  seems  to  depend  on  some 
original  predisposition  (ufde  supra)  to  the  disease. 

In  conclusion,  we  must  state  that  the  above  description  corresponds  to  the  typi- 
cal form  of  emphysema,  from  which  we  may  have  many  deviations.  In  the  ]iara- 
lyzed  thorax,  for  instance,  we  may  meet  with  a high  degree  of  essential  emphy- 
sema of  the  lungs,  which  has  often  given  rise  to  errors  in  diagnosis. 

2.  Percussion. — Percussion  gives  very  decided  I’esultf  in  the  diagnosis  of  pul- 
monary emphysema.  We  find  the  inferior  border  of  the  lungs  one  or  two  inter- 
costal spaces  lower  than  under  normal  conditions,  corresponding  to  their  perina- 
neiit  inspiratory  inflation.  Clear  pulmonary  resonance  on  the  right  front  in  the 
line  of  the  nipple  extends  to  the  lower  border  of  the  seventh,  and  sometimes  of  the 
eighth  rib.  On  the  left  front  it  extends  to  the  fifth  or  sixth  ribs,  so  that  the 
cardiac  dullnc.ss  is  le.ssencd.  The  area  of  cardiac  dullness  can  often  not  bo  made 
out  at  all;  or  at  most,  on  strong  X)ercussion,  it  is  made  out  in  a limited  extent  as 
relative  dullness.  The  pulmonary  resonance  extends  on  both  sides  in  the  back  to 
the  first  or  second  lumbar  vertebra.  This  condition  on  percussion  in  emphysema, 
12 
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however,  is  frequently  altered,  because  other  conditions,  like  passive  congestion 
of  the  liver,  meteorism,  and  ascites,  may  he  present  at  the  same  time,  and  push 
up  the  diaphragm.  Thus  the  detection  of  emphysema  by  percussion  is  made  decid- 
edly difficult. 

Qualitative  changes  in  the  percussion-note  may  be  entirely  wanting  in  emphy- 
sema. The  pitch  is  sometimes  remarkably  loud  and  deep — the  “ box-tone  ” [tym- 
panitic resonance] ; but  in  other  cases,  especially  in  the  back,  we  find  it  somewhat 
raised.  This  may  depend  in  part  upon  the  poor  vibi’atory  conditions  in  the  rigid 
chest-walls,  but  in  other  cases  it  is  caused  by  the  retention  of  an  abundant  secre- 
tion in  the  lower  lobes. 

The  detection  of  dilatation  and  hypertrophy  of  the  right  ventricle  by  percus- 
sion is  in  many  cases  uncertain,  because  the  lungs  cover  the  heart.  A positive 
result  can  be  obtained  only  by  carefully  defining  the  relative  cardiac  dullness. 
The  frequent  epigastric  pvilsations  in  emphysema,  and  also  the  marked  undulating 
and  pulsating  movements  in  the  jugular  veins,  are  to  be  regarded  as  quite  certain 
signs  of  dilatation  of  the  right  side  of  the  heart. 

3.  Auscultation. — The  characteristic  auscultatory  sign  of  emphysema  is  the 
prolonged  expiration.  As  a flabby  rubber  band,  when  it  is  stretched  and  then  let 
loose,  no  longer  snaps  back  quickly  and  sti’ongly,  so  the  emphysematous  lung, 
when  it  has  been  stretched  in  inspiration,  comes  back  again  only  slowly.  We  hear 
with  it  a somewhat  aspirated,  sonorous  sound,  which  plainly  exceeds  the  vesicular 
inspiratory  sound  in  duration.  The  vesicular  murmur  itself  often  undergoes  a 
modification  in  pulmonary  emphysema.  It  sounds  exaggerated,  and  very  shuf- 
fling, or  in  other  cases  it  is  rougher  and  more  indefinite.  In  a high  degree 
of  emphysema  the  vesicular  respiration  is  sometimes  very  low  and  obscure, 
because  the  inspiratory  current  of  air  is  reduced  to  a spaall  amount  in  the  lungs, 
which  are  already  excessively  dilated.  In  many  cases  we  hear  rhonchi  beside  the 
I’espiratory  murmur,  dry  whistling,  buzzing,  and  creaking  sounds  on  inspiration 
and  expiration.  If  cylindrical  bronchiectases  have  already  formed,  we  hear,  espe- 
cially over  the  lower  lobes,  numerous  small  and  medium  moist  i-ales,  but  no  sono- 
rous rhonchi.  The  rhonchi  may  wholly  conceal  the  respiratory  sounds.  With  a 
marked  retention  of  secretion  we  sometimes  hear  nothing  but  a low,  suppressed, 
rattling  sound. 

In  the  heart  the  sounds  are  usually  rather  low,  because  it  is  covered  by  the 
lung.  The  “ accidental  systolic  sound  in  emphysema  ” at  the  apex,  described  by 
some  writers,  we  have  heard  much  less  frequently  when  the  valves  were  intact 
than  we  should  expect  after  the  statements  relating  to  it.  The  pulmonic  second 
sound  is,  as  a rule,  markedly  accentuated,  as  a result  of  the  stasis  in  the  pulmo- 
nary circulation. 

The  diminution  of  the  expiratory  pressure  in  emphysema  may  be  measured 
with  the  manometer,  or  with  Waldenbm’g’s  “ pneumatometer.”  The  normal  expi- 
ratory pressure  of  110  to  130  millimetres  sinks  in  emphysema  to  100  or  80  milli- 
metres. As  we  should  expect,  the  spirometer  shows  a diminution  of  the  vital  lung 
capacity,  which  can  be  readily  explained.  The  normal  lung  capacity  of  about 
3,500  cubic  centimetres  falls  to  2,000  or  1,000  cubic  centimetres. 

Other  Symptoms  in  the  Lungs  and  in  Other  Organs. 

In  regard  to  the  other  symptoms  in  the  lungs  we  have  only  a little  to  add  to 
what  has  already  been  said.  The  intensity  of  the  cough  naturally  varies  in 
individual  cases  according  to  the  degree  of  the  existing  bronchial  cataia’h.  Many 
patients  are  troubled  by  a dry  cough,  while  others  have  abundant  expectoration. 
There  is  nothing  characteristic  of  emphysema  in  the  composition  of  the  latter. 
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All  tlie  kinds  of  sputa  which  are  found  in  the  different  forms  of  chronic  bronchitis 
are  also  found  in  pulmonary  emphysema.  The  dyspnoea,  whose  predominant 
expiratory  character  we  have  already  mentioned,  increases  in  advanced  cases  to  a 
most  marked  degree.  Sometimes  the  increase  shows  itself  by  the  appearance  of 
distinct  asthmatic  attacks.  These  are  often  really  to  be  regarded  as  a symptomatic 
bronchial  asthma,  of  nervous  origin,  but,  on  the  other  hand,  we  must  not  overlook 
the  fact  that  a temporary  increase  of  the  bronchitis,  retention  of  secretion,  and 
cardiac  failure,  may  also  excite  attacks  of  dyspnoea,  which  can  not  j)roperly  he 
termed  asthma. 

The  important  changes  in  the  heart  resulting  from  emphysema  have  already 
been  described.  The  exhausted  right  ventricle  can  no  longer  overcome  the  in- 
creased resistance  in  the  pulmonary  circulation.  The  difSculty  of  respiration  is 
still  greater,  from  the  passive  congestion  of  the  pulmonary  vessels.  The  skin  be- 
comes still  more  cyanotic,  and  finally  oedema  and  general  dropsy  develop.  The 
failure  of  compensation  is  evident  by  the  lessening  of  the  pulse,  its  increased  fre- 
quency, and  sometimes  by  its  irregularity.  The  difficulty  of  an  objective  exam- 
ination of  the  heart  in  emphysema  has  been  spoken  of  above. 

The  appearances  of  blood  stasis  in  the  internal  organs  are  shown  especially  in 
the  liver  and  the  kidneys.  The  liver  is  swollen,  and  its  increase  in  size  (the  liver 
of  passive  congestion)  can  frequently  he  made  out  by  percussion  or  palpation. 
The  pains  in  the  region  of  the  liver,  of  which  many  patients  complain,  are  per- 
haps sometimes  due  to  the  stretching  of  the  capsule  of  the  liver,  but  they  aj’e  prob- 
ably more  often  muscular  pains  excited  by  the  frequent  coughing. 

In  the  kidneys  the  effect  of  stasis  is  first  shown  by  a diminished  excretion  of 
ui’ine.  The  urine  is  more  scanty  in  amount,  more  concentrated,  of  a higher  spe- 
cific gravity,  and  of  a darker  color.  It  generally  gives  an  abundant  sediment  of 
m’ates,  and  may  contain  a small  amount  of  albumen.  Microscopically,  are  dis- 
covered a few  hyaline  casts,  and  a few  red  and  white  blood-corpuscles.  It  is  evi- 
dent that  this  diminished  activity  of  the  kidneys  favors  the  development  of  dropsy. 

The  spleen  is  not  infrequently  found  congested  at  the  autopsy.  The  evidence 
of  this,  however,  is  often  uncertain  during  life,  for  percussion  of  the  sijleen  is 
difficult  on  account  of  the  emphysema,  and  palpation  is  difficult  from  the  swelling 
of  the  body. 

Gastro-intestinal  symptoms  may  be  present  in  emphysema.  The  appetite 
seldom  remains  good  throughout  the  disease.  Many  patients  suffer  from  chronic 
constipation;  and  more  rarely  there  is  a tendency  to  diarrhoea. 

Fever  is  not  present  in  simple  pulmonary  emphysema.  Every  fever  which 
exists  for  a long  time  depends  on  other  complications,  like  severe  bronchitis, 
pneumonia,  or  tuberculosis. 

Complications  of  emphysema  with  other  chronic  diseases  are  frequent.  The 
old  opinion  that  emphysema  and  tuberculosis,  and  emphysema  and  chronic  heart 
disease,  were  antagonistic  to  each  other  is  entirely  false.  These  complications  are 
not  very  rare.  We  may  also  mention  the  complication  with  general  arterio- 
sclerosis and  with  chronic  nephritis,  especially  the  contracted  kidney.  Among 
acute  diseases  we  must  mention  croupous  pneumonia,  which  is  not  very  rare  in 
emphysema,  where  it  must  always  be  regarded  as  a dangerous  combination. 

The  diagnosis  of  emphysema  can  be  made  directly  from  the  results  of  the 
physical  examination,  and  usually  presents  no  difficulties.  It  is  obscure  only 
when  the  patient  is  not  examined  till  the  final  stage  of  dropsy.  Then  it  may  bo 
very  hard  to  avoid  confusing  it  with  forms  of  heart  disease,  like  primary  hyper- 
tropliy,  myocarditis,  or  mitral  stenosis,  or  with  contraction  of  the  kidney. 

Prognosis.  Pulmonary  emphysema  of  acute  origin,  like  that  resulting  from 
whooping-cough  and  analogous  affections,  may  be  recovered  from  in  many  cases, 
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but  otherwise,  as  regards  the  final  curability  of  the  disease,  the  prognosis  is  wholly 
had.  The  duration  of  the  disease  and  the  inteusity  of  the  symptoms  are  of  course 
very  different  in  individual  cases.  Here  almost  everything  depends  upon  the 
circumstances  in  which  the  patient  is  placed.  With  sufficient  care  the  disease 
may  be  tolerably  well  borne  for  many  years,  but  without  it  the  first  symptoms  of 
respiratory  and  cardiac  insufficiency  appear  much  eailier. 

Treatment. — Since  emphysema  itself  is  only  slightly  amenable  to  ti'eatment, 
most  of  om’  thei-apeutic  remedies  are  directed  to  that  accompanying  condition 
upon  which  the  greater  part  of  the  symptoms  depend — to  the  chronic  bronchitis. 
If  we  succeed  in  improving  this,  or  even  in  wholly  removing  it,  we  always  obtain 
a distinct  improvement  in  all  the  patient’s  symptoms.  The  therapeutic  remedies 
mentioned  in  the  description  of  chronic  bronchitis  are  therefore  of  frequent  use 
in  emphysema. 

In  the  fii-st  place,  we  must  seek  the  best  hygienic  conditions  for  the  patient,  and 
remove  him  from  all  injurious  influences,  such  as  dust,  bad  air,  and  work  requir- 
ing physical  exertion.  In  dry  catarrh  we  should  use  the  alkaline  mineral  waters, 
and  when  there  is  abundant  mucous  secretion  the  balsams,  such  as  turpentine 
internally  and  by  inhalation.  The  most  valuable  expectorants  are  apomorphine, 
liquor  ammonii  anisatus,  and  senega.  Their  action,  of  course,  too  often  fails  of 
the  desii’ed  result,  so  that  we  frequently  have  to  change  our  remedies.  When 
there  is  a troublesome  cough,  disturbing  the  sleep,  we  can  not  dispense  with  nai’- 
cotics,  like  morphine  or  Dover's  powder.  If  sevei-e  dyspnoea  comes  on,  we  may 
try  to  obtain  relief  by  mustard  plasters  to  the  chest,  or  by  immersing  the  hands 
and  feet  in  hot  water.  With  asthmatic  attacks  we  may  try  iodide  of  potassium, 
heside  the  other  remedies  mentioned  for  asthma.  Here,  too,  we  must  finally 
resort  to  narcotics. 

We  miist  carefully  watch  the  condition  of  the  heart,  and  use  digitalis  when 
there  are  signs  of  beginning  disturbance  of  compensation  and  the  pulse  grows 
small  and  irregular,  and  this  drug  may  prove  very  useful.  If  symptoms  of  di-opsy 
set  in,  we  may  sometimes  prescribe  diuretic  remedies,  like  juniper-tea,  or  acetate 
of  potassium,  besides  digitalis.  We  also  try  to  strengthen  the  heart  hy  wine, 
camphor,  benzoic  acid,  or  other  stimulants. 

Besides  the  purely  symptomatic  treatment  thus  described,  the  attempt  has  been 
made  to  meet  the  causal  indications  in  emphysema,  and  especially  to  aid  the 
patient  in  expiration,  and  thus  to  improve  the  power  of  the  lung  to  contract, 
where  it  is  possible.  To  this  end  Gerhardt  has  recommended  assisting  expiration 
mechanically  by  compression  of  the  thorax.  This  compression  must  be  done 
methodically  hy  another  person,*  about  five  or  ten  minutes  every  day,  by  the  aid 
of  both  hands  laid  flat  on  the  lower  lateral  portions  of  the  thorax.  The  effect  of 
this  manipulation  in  diminishing  the  dyspnoea  and  makmg  expectoration  easier 
is  in  many  cases  very  satisfactory. 

The  employment  of  the  pneumatic  treatment  has  also  become  quite  general, 
especially  since  the  introduction  of  Waldenburg’s  portable  apparatus.  The  expi- 
ration into  rarefied  air,  which  meets  the  causal  indication,  may  procure  great 
relief  for  the  ijatient  in  many  cases,  and  sometimes,  too,  result  in  an  improvement 
of  the  emphysema  which  can  be  demonstrated  on  physical  examination.  Inhala- 

* One  of  niy  patients  at  the  policlinic  in  Leipsic  made  liimself  a very  simple  but  very  effect- 
ive apparatus  for  producing  this  compression  of  the  tliorax  on  himself  by  tlie  aid  of  two  small 
boards  which  are  firmly  hastened  together  at  one  end  by  a long  cord.  These  boards,  which  are  fur- 
nished'with  a piece  of  wood  at  this  end  fitted  to  the  wall  of  the  chest,  are  laid  flat  on  the  two  sides 
of  the  thorax  so  that  their  free  ends  can  project  forward  some  six  inches  or  a foot,  and  servo  as  a ono- 
armod  lover.  By  pressing  them  together  tlie  patient  himself  can  thus,  without  any  strain,  exert  a con- 
siderable pressure  on  his  thorax  with  each  expiration. 
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lions  of  compressed  air  are  also  employed  when  there  is  severe  bronchial  catarrh. 
Still,  too  much  must  not  be  anticipated  from  pneumatic  treatment. 


CHAPTER  II. 

PULMONARY  ATELECTASIS. 

( Compression  of  the  Lungs.  Aplasia  of  the  Lungs  in  Cases  of  Kyphoscoliosis.) 

.ZEtiology.— Atelectasis  of  the  lungs  is  a condition  directly  opposed  to  emphy- 
sema While  in  the  latter  the  lungs  are  abnormally  inflated,  in  the  former  they 
ai-e  abnormally  coUapsed.  The  ah-  has  disappeared  from  the  alveoli  and  lesser 
bronchi,  and  in  the  most  advanced  cases  even  froni  the  larger  bronchi.  The  atelec- 
tatic portions  of  the  lung  are  not  altered  histologically,  but  are  changed  to  a firm 
tissue,  deprived  of  air— the  so-called  splenization  or  carnefaction. 

The  atelectasis  of  the  new-born  is  due  simply  to  deficient  respiration  and  to  the 
consequent  imperfect  entrance  of  air  into  the  lungs.  In  weak  children,  who  ^e 
soon  after  bhth,  we  often  find  the  lov/er  lobes  wholly  or  in  part  in  a fcetal,  unin- 
flated condition — that  is,  atelectatic.  By  artificial  inflation  we  can  readily  expand 
the  lungs  to  their  normal  extent. 

Acquhed  atelectasis  occurs  in  two  ways.  We  may  mention,  as  the  first  and 
most  frequent  setiological  factor,  the  plugging  of  the  smaller  bronchi.  If  a com- 
plete closure  of  a bronchus  arises  from  the  accumulation  of  secretion,  as  may  easily 
happen  in  the  narrow  bronchi  of  children,  the  an-  can  no  longer  enter,  on  inspira- 
tion, into  that  portion  of  lung  supplied  by  the  plugged  bronchus.  The  ah-  which 
is  shut  uj)  in  it  is  gi-adually  absorbed  by  the  blood.  The  adjacent  parts  of  the 
lung  expand,  and  the  portion  that  is  excluded  from  respiration  collapses,  leaving 
a circumscribed  pulmonary  atelectasis,  usually  rich  in  blood  but  devoid  of  air. 
Such  atelectases,  in  greater  or  less  number  and  extent,  are  very  often  found  in  the 
bodies  of  children  who  have  suffered  from  severe  bronchitis,  especially  after 
measles,  whooping-cough,  or  diphtheria.  Beside  the  direct  action  of  the  plugging 
of  the  bronchus,  the  weakness  of  the  respiratory  movements  and  the  cough,  condi- 
tional upon  the  general  state  of  the  disease,  play  a significant  part. 

The  second  very  frequent  and  impoi-tant  cause  of  pulmonary  atelectasis  is  com- 
pression of  the  lung.  In  all  the  diseases  which  diminish  the  space  for  the  expan- 
sion of  the  lungs,  the  lungs  are  pressed  together  from  without  to  a greater  or  less 
extent,  whereby  the  air  is  pressed  out  of  them.  Thus  arise  the  atelectases  from 
pressure  in  pleuritic  effusion^  hydrothorax,  pneumothorax,  in  marked  cardiac 
hypertrophy,  pericardial  effusion,  and  aneurism  of  the  aorta.  Atelectasis  of  the 
lower  lobes  also  arises  in  the  same  way  from  great  xipward  pressure  on  the 
diaphragm  by  ascites,  meteorism,  abdominal  tumors,  etc. 

That  form  of  pulmonary  atelectasis  which  arises  from  deformities  of  the  thorax 
is  of  great  i)ractical  importance.  In  severe  kyphoscoliosis,  the  half  of  the  thorax 
corresponding  to  the  convexity  of  the  vertebral  column  is  much  narrowed.  The 
lungs  are  materially  hindered  in  their  expansion,  and  even  in  their  growth,  if  the 
deformity  occurs  in  youth.  This  is  called  ‘‘aplasia  of  the  lungs,”  a condition 
which  may  give  rise  to  grave  results  {vide  infra). 

Symptoms. — In  the  majority  of  cases  the  appearances  in  atelectasis  are  subordi- 
nate to  the  symptoms  caused  by  the  primary  disease.  This  is  esi^ecially  the  case 
in  most  of  the  atelectases  from  in-e.ssure,  although  the  most  dangerous  factor  lies 
in  the  compression  of  the  lung. 

The  atelectasis  of  the  lungs  developing  us  a result  of  ditfuse  capillary  bronchitis. 
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especially  in  children,  can  of  course  not  be  detected  by  physical  examination 
nntil  it  is  of  great  extent.  The  respii-ation,  in  extensive  formation  of  atelectasis, 
often  shows  a very  striking  and  characteristic  deviation  from  the  ordinary  type, 
especially  when  the  atelectasis  develops  in  the  lower  lobes.  It  is  accelerated  and 
labored,  and  is  performed  chiefly  by  the  upper  and  anterior  portions  of  the  thorax. 
In  the  lower  portions  we  see  marked  inspiratoi’y  retractions,  which  are  caused  in 
part  by  the  external  pressure  of  the  air,  and  in  part  correspond  to  the  forced  con- 
traction of  the  diaphi’agm. 

Physical  examination  can,  of  course,  reveal  abnormal  conditions,  especially 
dullness  on  percussion,  only  when  the  atelectasis  is  extensive.  Dullness,  however, 
is  usually  hard  to  make  out  in  children.  Auscultation  gives  signs  of  existing 
bronchitis  ; and  sometimes,  too,  with  more  extensive  consolidation,  there  is  bron- 
chial respiration.  In  other  cases,  as  may  be  easily  seen,  the  respiratory  mui’mur 
is  much  diminished  or  wholly  absent.  As  we  can  perceive,  the  physical  signs  of 
atelectasis  are  not  really  distinguishable  fi-om  those  of  pneumonia,  especially  of 
lobular  pneixmonia.  In  fact,  a sharp  boundary  between  atelectatic  nodules  and 
nodules  of  lobular  pneumonia  in  the  lung  can  not  be  drawn  clinically. 

Aplasia  of  the  lungs  in  kyphoscoliosis  demands  a special  description,  because  it 
is  of  great  practical  significance.  Many  patients  with  Icyphoscoliosis  may  live  for 
yeai-s  without  special  respiratory  disturbance.  More  careful  observation,  of  course, 
usually  shows  a somewhat  labored  and  hurried  respiration,  but  the  patients  have 
not  paid  much  attention  to  it.  In  other  cases  the  difficulty  in  breathing  is  moi-e 
noticeable.  The  person  affected  is  incapable  of  any  severe  physical  exertion ; he 
always  feels  short  of  breath,  and  often  suffers  from  cough  and  expectoration.  In 
the  cases  first  mentioned,  however,  which  for  years  have  had  little  or  no  trouble, 
disturbances  in  respiration  sometimes  come  on  quite  suddenly.  They  may  de- 
velop as  a result  of  a mild  bronchial  catarrh,  and  they  also  frequently  arise  without 
any  special  cause,  and  may  attain  a very  threatening  degree.  The  condition  may 
improve,  or  it  may  lead  to  comparatively  speedy  death.  Examination  of  the 
lungs  during  life  usually  shows  nothing  but  the  signs  of  an  extensive  bronchitis. 
By  careful  pei’cussion  we  may  quite  frequently  detect  an  increased  ai’ea  of  cardiac 
dullness  to  the  right.  Sometimes  a moderate  oedema  develops.  In  such  cases  the 
autopsy  shows  nothing  as  the  cause  of  death  but  the  changes  in  the  lungs.  The 
lungs  are  abnormally  poor  in  air,  small,  and  compressed,  but  in  circumscribed 
portions,  on  the  contrary,  emphysematous  and  expanded.  The  right  side  of  the 
heart  in  the  great  majority  of  cases  is  dilated  and  hypertrophied.  There  can 
scarcely  be  a doubt,  therefore,  that  the  cause  of  the  onset  of  severe  symptoms  and 
the  final  cause  of  death  is  to  be  sought  in  the  cardiac  failure. 

Finally,  it  is  worthy  of  mention  that  there  is  a frequent  form  of  mild  atelectasis 
in  the  lower  lobes,  which  occurs  in  very  sick  and  bed-ridden  patients  who  usu- 
ally keep  in  one  position — on  the  back — as  in  typhoid  fever.  On  making  such 
patients  sit  up  we  hear  during  the  first  inspirations  exquisite  crepitant  rales  over 
the  lower  lobes,  which  sometimes  disappear  after  a few  deep  inspirations.  Here 
we  have  to  do  with  a mild  atelectatic  condition,  with  a temporary  adhesion,  of  the 
walls  of  the  alveoli  and  smallest  bronchi. 

The  treatment  of  atelectasis  coincides  in  great  measure  with  the  treatment  of 
the  primary  disease,  and  is  therefore  to  be  looked  for  in  the  corresponding  chap- 
ters. The  prophylaxis  of  atelectasis,  by  constant  attention  to  the  I’espiration,  is  of 
great  practical  importance.  We  should  try  to  keep  the  patient  from  lying  con- 
tinually on  his  back,  and  we  should  make  him  take  deep  inspirations.  The  timely 
use  of  tepid  baths,  with  .shower-baths,  is  a special  preventive  of  tbe  development  of 
atelectasis,  and  it  may  bring  about  a recovery  when  atelectasis  is  already  present. 

Tepid  baths  may  also  be  used  with  care  in  the  treatment  of  dysimoea  caused  by 
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kyphoscoliosis.  The  condition  of  the  heart,  however,  deserves  especial  attention 
(stimulants  and  digitalis).  The  reader  is  referaed  to  the  consideration  of  the 
general  treatment  of  circulatory  disturbances  under  Heart  Disease.  In  other 
respects  the  symptomatic  treatment  by  expectorants,  etc.,  is  the  same  as  in  other 
chronic  pulmonary  affections. 


CHAPTER  HI. 

PULMONARY  CEDEMA. 

.Etiology  and  General  Pathology.— We  have  in  pulmonary  oedema  the  exuda- 
tion of  a highly  albuminous  fluid,  usually  somewhat  haemorrhagic,  not  only  into 
the  interstitial  tissue,  hut  also  into  the  alveoli  themselves.  The  danger  of  the 
condition  is  easily  understood  from  the  high  degree  of  dyspnoea  which  immedi- 
ately ensues  from  it.  In  fact,  pulmonary  oedema  is  in  many  cases  a terminal 
symptom,  which  comes  on  in  all  forms  of  acute  and  chronic  disease.  Many  pa- 
tients are  said  to  die  with  the  signs  of  pulmonaiy  oedema,  especially  pa,tients  with 
heart  disease,  pulmonary  and  renal  disease,  and  also  with  other  affections  of  the 
most  different  kinds. 

In  rare  cases  pulmonary  oedema  is  a transitory  symptom.  Repeated  attacks 
of  it  may  occur,  especially  in  heart  disease  and  chronic  renal  disease,  and  for  a 
time  at  least,  the  patient  recover  from  them. 

Many  eiToneous  notions  formerly  prevailed  as  to  the  particular  cause  of  pul- 
monary oedema.  The  theory  was  especially  wide-spi-ead  that  arterial  congestion 
in  the  lungs  could  excite  an  oedema,  but  through  the  experiments  of  Cohnheim 
and  his  pupils  we  now  know  that  pulmonaiy  oedema  is  to  be  considered  the 
result  of  stasis.  It  takes  place  when  the  outflow  of  venous  blood  in  the  lung 
meets  an  obstacle  which  can  no  longer  be  overcome  by  the  mechanical  force  of 
the  right  ventricle.  The  obstacle  which  plays  the  most  significant  part  here,  and 
which  may  occur  in  all  possible  forms  of  disease — of  course  more  readily  in  those 
mentioned  above  than  in  othere — is  the  paralysis  of  the  left  ventricle.  If  the 
further  progress  of  the  blood  is  much  hindered  by  this,  the  overfilling  of  the 
pulmonary  circulation  and  a consequent  pulmonary  oedema  will  necessai’ily  fol- 
low, in  spite  of  the  most  vigorous  action  of  the  right  ventricle.  Eveiy  terminal 
pulmonary  oedema  depends  upon  this  fact,  that  the  left  ventricle  is  paralyzed  in 
its  action  sooner  than  the  right. 

Inflammatory  pulmonary  oedema  must  he  distinguished  from  the  pure  oedema 
from  stasis  just  described.  It  is  found  in  the  vicinity  of  portions  of  lung  infil- 
trated with  pneumonia,  it  is  usually  of  limited  extent,  and  therefore  it  is  of  sub- 
ordinate importance  as  a cause  of  disturbances  in  respiration  compared  with  the 
general  oedema  of  stasis. 

In  very  rare  cases,  as  we  have  seen,  an  apparently  primary  acute  pulmonary 
oedema,  with  a speedily  fatal  termination,  develops  in  men  who  were  before  that 
apparently  perfectly  healthy,  and  the  autopsy  gives  no  further  explanation  of  its 
origin.  We  probably  have  to  do  in  those  cases  with  the  sudden  failure  of  the  left 
ventricle. 

Symptoms. — Marked  dyspnoea  is  the  most  striking  symptom  in  pulmonary 
cedema.  It  is  subordinate  only  when  the  patient  is  found  in  the  death  agony 
and  is  no  longer  fully  conscious. 

In  pultnonaiy  oedema  the  respiration  is  hurried,  labored,  and  rattling.  All 
the  accessory  muscles  of  respiration  are  called  into  play.  The  patient  usually  sits 
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upright  in  heel.  We  see  on  his  lips  and  cheeks  a gradually  and  constantly 
increasing  cyanosis,  and  we  often  hear  at  a distance  the  moist  rales  in  the  larger 
bronchi. 

On  examination  of  the  lungs,  the  percussion  is  essentially  normal,  if  there  is 
no  other  disease  of  the  lungs.  Sometimes  the  percussion-note  is  a little  higher  in 
pitch,  and  often  it  is  slightly  tympanitic.  On  auscultation,  we  hear  everywhere 
many  small  and  medium  moist  rales.  If  the  patient  can  still  expectorate,  he 
raises  a large  amount  of  frothy,  sero-haemorrhagic  sputum.  The  whole  picture 
of  the  disease  is  so  characteristic  that  the  condition  can  scarcely  he  mistaken. 

Treatment.— Since  in  most  cases  pulmonary  oedema  is  not  so  much  the  cause 
as  a symptom  of  approaching  death,  our  remedies  against  it  are  apt  to  prove  pow- 
erless, but  it  must  always  he  our  duty,  at  least  in  all  cases  that  are  not  absolutely 
hopeless,  to  try  to  relieve  the  pulmonary  circulation.  From  the  pathogene- 
sis of  pulmonary  oedema  it  follows  that  we  must  pay  particular  attention  to 
the  condition  of  the  heart,  especially  of  the  left  ventricle.  Hence  we  should 
use  energetic  stimulants,  especially  subcutaneous  injections  of  camphor  or  ether, 
every  half  hour  or  hour.  Internally  we  give  camphor,  musk,  wine,  and  strong 
caf4  noir.  Beside  that,  we  apply  strong  mritants  to  the  chest,  such  as  large  mus- 
tai’d  plasters  or  hot  sponges.  Sometimes  an  actual  improvement  of  the  respira- 
tion, when  it  has  already  stopped,  may  he  obtained  by  a bath  with  cold  douching, 
where  there  is  marked  general  cyanosis.  If  the  patient  is  on  the  whole  strong 
and  well  nourished,  venesection  is  sometimes  of  manifest  benefit.  Emetics,  how- 
ever, accomplish  little,  and  are  even  dangerous  on  account  of  the  collapse  which 
may  readily  come  on  after  them.  An  energetic  “ derivation  to  the  intestines,” 
however,  by  senna,  calomel,  or  enemata  of  vinegar,  seems  sometimes  to  he  really 
of  service.  Acetate  of  lead  in  large  doses,  one  or  two  grains  (grm.  0'05-0‘10),  in 
powder,  every  hour,  employed  empirically  by  Traube,  is  deserving  of  trial. 

In  this  way,  especially  in  acute  diseases  like  tyi^hoid  and  pneumonia,  we  in 
fact  sometimes  succeed  in  averting  the  danger  of  j)ulmonary  oedema  by  rapid  and 
energetic  action.  In  the  cases  of  oedema  occurring  in  incm-ahle  chronic  diseases 
of  the  heart  and  kidneys,  the  remedies  employed  are  of  course  unfortunately 
incapable  of  preventing  death. 


CHAPTER  IV. 

CATARRHAL  PNEUMONIA. 

{^Broncho-pneumonia.  Lobular  Ihieumonia.') 

JEtiology. — Catarrhal  pneumonia  is  not,  like  croupous  pneumonia,  a distinct 
and  independent  disease,  hut  in  the  great  majority  of  cases  it  is  a secondary 
phenomenon,  which  may  develop  in  the  course  of  acute  and  chronic  diseases  of 
various  kinds.  It  almost  always  follows  bronchitis.  The  same  process  which 
produces  catarrli  of  the  bronchial  mucous  membrane,  in  its  further  course  in- 
vades the  bronchioles  and  the  alveoli,  and  here  leads  to  catarrhal  pneumonia. 

In  every  acute  or  chronic  disease,  of  any  severity,  the  conditions  are  favorable 
for  the  develoj)ment  of  an  inflammation  in  the  bronchi,  and  subsequently  in  the 
pulmonary  alveoli.  Everywhere  in  the  ah’- passages,  as  well  as  in  the  cavities  of 
the  mouth  and  pharynx,  saliva,  mucus,  etc.,  readily  collect  if  the  patient  is  very  ill. 
Expectoration  is  imperfect,  and  the  constant  dorsal  decubitus  favoi’S  the  accumu- 
lation of  secretion,  especially  in  the  lower  lobes.  The  moiith  and  pharynx  arc 
harder  to  keep  clean  than  under  normal  conditions.  Fungi  and  bacteria  collect 
in  the  secretion  itself,  as  well  as  in  the  epithelium  and  particles  of  food  which 
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are  left  in  the  mouth,  and  these  excite  and  keep  up  processes  of  decomposition. 
Tlie  inflammatory  agents,  which  are  carried  into  the  air-passages  with  the  inspired 
air.  And  everywhere  favorable  conditions  for  settling  and  further  development. 
From  the  upper  portions  they  are  drawn  farther  downward.  From  the  larger 
bronchi  the  process  invades  the  finer  bronchi,  and  finally  leads  to  catarrhal  pneu- 
monia. We  must  also  bear  in  mind  that  many  patients  who  are  very  ill  have 
difficulty  in  swallowing.  They  get  choked,  and  particles  of  food,  with  the  germs 
of  inflammation  clinging  to  them,  are  carried  into  the  air-passages.  That  which 
a healthy  person  could  easily  cough  up  again  remains  there,  is  decomposed,  and 
gives  rise  to  bronchitis  and  lobular  pneumonia. 

This  is  the  explanation  of  the  frequent  development  of  lobular  pneumonia  in 
the  course  of  diseases  which  are  entirely  dissimilar.  We  observe  it  especially  in 
all  patients  with  stupor,  in  severe  typhoid,  in  meningitis,  and  also  in  cases  of  nerv- 
ous disease,  where  coughing  and  deglutition  are  impahed,  as  a result  of  bulbar 
affections.  In  all  such  cases  lobular  pneumonia  is  to  be  considered  a complica- 
tion, and  with  reference  to  its  oi’igin  deserves  the  name  of  inhalation  pneumonia 
or  deglutition  pneumonia.  We  shall  soon  see  that  this  form,  under  some  circum- 
stances, may  pass  into  circumscribed  gangrene. 

Although  the  aetiological  factors  just  described,  which  come  into  notice  in  the 
development  of  lobular  pneumonia,  have  nothing  to  do  with  the  nature  of  the 
primary  disease  as  such,  there  are,  on  the  other  hand,  certain  infectious  diseases 
which  from  the  beginning  are  exclusively,  or  at  least  mainly,  localized  in  the 
air-passages.  Among  these  are  measles,  whooping-cough,  and  also,  to  a certain 
degree,  diphtheria,  small-pox,  etc.  In  these  diseases  we  very  often  see  lobular 
pneumonia  followmg  bronchitis.  In  individual  cases,  of  course,  it  is  scarcely 
possible  to  decide  how  far  the  bronchitis  is  directly  dependent  upon  the  specific 
cause  of  the  disease,  or  whether  it  is  merely  a complication  such  as  might  also 
occur  in  any  other  disease.  Lobular  pneumonia  in  diphtheria,  and  in  severe 
small-pox,  is  probably  for  the  most  part  a deglutition  or  an  inhalation  pneu- 
monia, the  occurrence  of  which  in  these  diseases  may  be  readily  understood.  In 
measles  and  whooping-cough,  however,  we  may  consider  that  the  pneumonia  is 
directly  dependent  upon  the  specific  agents  of  the  disease,  although  here,  too, 
the  other  causes  for  the  development  of  lobular  pneumonia  should  be  borne  in 
mind. 

The  development  of  lobular  pneumonia  from  bronchitis  is  most  frequent,  as 
we  know,  in  children  and  old  people.  The  frequency  of  catarrhal  pneumonia  in 
childhood  depends  in  part  upon  the  limited  dimensions  of  the  bronchi.  Besides 
that,  however,  the  diseases  in  which  it  is  especially  frequent— namely,  measles 
and  whooping-cough— are  children’s  diseases.  In  old  people  its  comparatively 
easy  development  is  due  to  imperfect  ex]5ectoi‘atiou. 

Tbe  mild  cases  of  piuniary  bronchitis  scarcely  ever  lead  to  lobular  pneumonia, 
but  sometimes  in  children,  and  less  often  in  adults,  a severe  febrile  bronchitis 
may  occasion  the  formation  of  pneumonic  foci.  Here,  in  Erlangen,  the  author 
has  seen  cases  which  can  not  be  I'cgarded  otherwise  than  as  primary  catarrhal 
pneumonia.  The  inhalation  of  irritating  chemicals  may  occasion  lobular  pneu- 
monia as  well  as  bronchitis. 

Pathological  Anatomy. — It  is  characteristic  of  catarrhal  jmeumonia  that  the 
inflammation  is  circum.scribed,  being  limited  to  the  territory  of  a small  bronchus. 
Hence  the  name  of  “ lobular  ” pneumonia,  in  distinction  from  or  croupous  lobar 
pneumonia.  An  atelectasis  {vide  supra)  of  the  afi’ected  lobule,  arising  from  the 
plugging  of  the  bronchus  leading  to  it,  often,  Imt  not  al  way.s,  precedes  the  inflamma- 
tion. The  inflammatory  process  itself  consists  of  the  exudatio7i  of  a .scanty  fluid, 
which  docs  not  coagulate,  and  of  numerous  pus-corpuscles  (white  blood-corpuscles) 
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into  the  lumen  of  the  alveoli.  The  alveoli  and  smallest  bronchi  are  completely- 
filled  by  the  pus-corpuscles.  There  are  also  more  or  less  abundant  red  blood-cor- 
puscles. The  vessels  of  the  alveolar  -walls  are  very  hypermmic.  The  alveolar 
epithelium  is  much  swollen,  and  is  often  thro-wn  off  in  quite  large  amounts,  the 
“ desquamative  pneumonia.”  It  is  doubtfubwhether  it  also  takes  an  active  part  in 
these  changes  by  processes  of  division. 

The  inflamed  lobules  are  readily  apparent  to  the  eye  and  the  touch  by  their 
firm  consistence,  being  devoid  of  air.  Their  color  at  first,  from  the  blood  contained 
in  the  inflamed  part,  is  a dark  red,  but  later  it  becomes  more  grayish.  Their 
lobular  boundaiy  is  usually  easily  recognized,  but,  by  confluence  of  adjacent  nod- 
ules, large  portions  of  the  lung,  and  even  whole  lobes,  may  become  infllti’ated 
throughout — generalized  lobular  pneumonia. 

Symptoms. — The  primaiy  catarrhal  imeumonia  which  not  infrequently  occurs 
in  adults  usually  begins  with  the  same  phenomena  as  a severe  attack  of  acute 
bronchitis.  The  patient  feels  prostrated,  has  cough,  dyspnoea,  and  pain  upon  that 
side  which  is  chiefly  affected.  The  fever  is  not  very  high,  say  101“  to  103°  (38‘5° 
to  39'5°  O.),  and  it  does  not  follow  any  regular  course.  The  expectoration  is  simply 
catarrhal,  not  bloody  as  in  croupous  pneumonia.  Upon  physical  examination  are 
found  moist  rales,  seldom  marked  bronchial  breathing,  and  a dullness  upon  per- 
cussion which  is  usually  only  moderate,  or  else  a tj-mpanitic  percussion-note  over 
the  diseased  area.  The  illness  may  fast  two  or  three  weeks,  or  even  longer.  There 
is  never  a crisis,  the  fever  ending  gradually  by  lysis. 

Most  of  the  cases  of  catarrhal  pneumonia  develop,  as  we  have  already  said, 
secondarily  in  the  course  of  other  affections,  hence  the  symptoms  are  frequently 
overshadowed  by  those  of  the  other  disease.  There  are  often  found  at  autopsy  a 
few  foci  of  lobular  pneumonia  in  the  lower  lobes  which  gave  rise  to  no  clinical 
symptoms  whatever. 

In  other  cases,  however,  the  development  of  extensive  lobular  pneumonia  is 
of  the  greatest  clinical  significance.  The  disturbance  of  respiration,  during  the 
patient’s  life,  forms  the  most  striking  .symptom  of  the  disease,  and  lobular 
pneumonia  is  shown  at  the  autopsy  to  be  the  immediate  cause  of  death.  The 
largest  part  of  the  fatal  cases  of  measles  and  whooping-cough,  and  no  very  small 
part  of  those  of  diphtheria,  scarlet  fever,  typhoid,  or  small-pox,  are  due,  in  the 
last  instance,  to  the  disturbance  of  respiration  dej>endent  upon  lobular  pneu- 
monia. 

Since  a diffuse  bronchitis,  extending  into  the  finer  bronchi,  almost  always  pre- 
cedes the  development  of  lobular  pneumonia,  and  since  it  may  also  give  rise  in 
itself  to  mai'ked  disturbance  in  respiration,  there  is  no  shai’p  boundary  to  be  di-awn 
clinically  between  diffuse  capillary  bronchitis  and  lobular  pneumonia.  Only  the 
experience,  a hundred  times  repeated,  that  every  extensive  capillary  bronchitis 
readily  leads  to  lobular  pneumonia,  permits  us  to  suspect  the  latter,  with  consider- 
able certainty,  even  if  there  is  no  direct  clinical  evidence  of  it. 

The  type  of  lobular  pneumonia  seen  in  childhood  is  the  most  characteristic  and 
the  most  important  cliiiically.  It  is  observed  in  measles  and  whooping-cough, 
and  also  in  weak,  atroj)hic,  and  rachitic  childi’en.  The  increased  frequency  of 
respiration  is  most  striking.  The  breathing  is  superficial,  but  labored,  as  is  shown 
by  the  contraction  of  the  auxiliary  muscles  of  inspiration  and  the  play  of  the  nos- 
trils. We  also  notice  inspiratory  retraction  of  the  lower  lateral  portions  of  the 
thorax  as  a result  of  the  incomplete  entrance  of  air.  The  number  of  respirations 
a minute  increases  in  children  to  sixty  or  eighty,  or  even  more.  In  most  cases 
the  child  has  a frequent  and  apparently  painful  cough.  Expectoration  is  entirely 
absent  in  small  children.  When  it  is  present  it  shows  no  characteristic  peculiari- 
ties different  from  ordinary  catarrhal  sputum.  The  general  condition  is  always 
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bad  The  child  is  restless,  apathetic,  and  more  or  less  stupid.  Its  face  is  usually 
pale  but  often  quite  cyanotic.  The  pulse  is  very  rapid,  and  in  small  children  may 
attain  a frequency  of  140  to  180  a minute.  Fever  is  almost  always  present.  It 
shows  no  typical  course,  it  is  now  remitting  and  now  intermitting,  and  toward 
evening  it  perhaps  rises  to  104“  or  105“  (39'5“-40-5“  C.).  The  occurrence  of  such  a 
hio’h  rise  in  temperature  is  not  without  value  in  the  diagnosis  of  catarrhal  pneu- 
monia. If  in  diffuse  capillary  bronchitis  a high  fever  is  present  for  some  time, 
we  may  assume  with  considerable  certainty  that  the  formation  of  lobulai  nodules 
has  already  begun. 

Physical  examination  furnishes  direct  evidence  of  the  affection  of  the  lungs, 
but  its  results  are  for  the  most  part  to  be  referred  to  the  diffuse  bronchitis  and 
not  to  the  lobular  infiltration.  Auscultation  gives  the  most  valuable  signs.  We 
hear  over  the  lungs,  in  a greater  or  less  extent,  numerous  small  and  medium  moist 
rales,  often  quite  high-pitched.  From  these  signs,  strictly  interpreted,  we  can 
diagnosticate  merely  bronchitis,  but  we  may  suspect  pneumonia  with  the  greatest 
probability.  With  very  confluent  broncho-pneumonia  auscultation  sometimes 
gives  bronchial  breathing  and  bi'onchophony  beside  the  rales. 

It  goes  without  saying  that  little  lobular  nodules,  surrounded  by  normal 
lung-tissue  containing  air,  give  no  special  signs  on  percussion.  With  numer- 
ous nodules  running  into  one  another,  the  percussion-note  is  duller,  and  there 
is  sometimes  tympanitic  resonande.  The  dullness  is  often  first  to  be  made  out 
over  a stripe  extending  along  the  vertebral  column — the  so-called  ‘‘  stripe-pneu- 
monia.” 

Course  and  Termination. — An  attack  of  extensive  lobular  pneumonia  is  usu- 
ally quite  protracted.  Even  in  favorable  cases  the  disease  rarely  lasts  less  than 
two  or  three  weeks,  and  it  may  persist  much  longer.  The  course  of  the  disease  is 
apt  to  be  iiTegular,  relapses  succeeding  improvement.  The  chief  danger  of  the 
disease  lies  in  this  tendency  to  a protracted  course,  extending  over  weeks  and 
months.  Many  children  finally  die,  not  of  the  lohular  pneumonia  itself,  but  from 
the  general  weakness  and  emaciation  following  the  tedious  febrile  disease.  We 
must  remember,  however,  that  complete  recovery  may  sometimes  take  place  quite 
late  in  the  disease. 

The  transition  of  catarrhal  pneumonia  to  caseation  and  tuberculosis  ” is  a 
clinical  fact  with  which  physicians  have  long  been  conversant.  In  fact,  we  often 
find  true  tubercular  changes  in  the  lungs  of  children  who  have  died  after  a tedious 
illness,  as  a result  of  measles,  whooping-cough,  etc.  There  can,  of  course,  be  no 
real  question,  however,  of  an  actual  transition  from  one  disease  to  the  other.  In 
such  cases  we  have  to  do  either  with  an  acquired  tubercular  infection,  Avhich  has 
found  a favoi’able  soil  in  an  already  diseased  lung,  or  (what  is  probably  more  fre- 
quently the  case)  the  disease  of  the  lung  has  promoted  the  development  of  a pre- 
viously existing  tuberculosis.  It  is  usually  weak  children,  with  a hereditary  pre- 
disposition to  tubercle,  who  succumb  to  tuberculosis  as  a result  of  the  above-named 
disea.ses.  The  diagnosis  of  a developing  tuberculosis  is  not  always  easy,  since  it 
is  only  rarely  that  marked  phthisical  changes — like  dullness  at  the  apex,  cavities, 
etc.,  which  can  be  made  out  by  a physical  examination — are  found  in  the  lungs. 
We  can  usually  suspect  tuberculosis  only  from  the  general  conditions — emacia- 
tion, persistent  hectic  fever,  hereditary  ])redisposition,  or  some  secondary  tubercu- 
lar disease  like  meningitis,  etc. — especially  as  absolute  proof,  from  the  detection 
of  tubercle  bacilli  in  the  sputum,  is  only  rarely  possible  in  cbildren. 

The  transition  of  inflammatory  lobular  nodules  to  purulent  foci  (absce.sse.s),  or 
nodules  of  gangrene,  which  sometimes  happens,  especially  in  small-pox,  dejjend.s 
upon  the  specific  malignant  property  of  the  agents  of  inflammation  which  have 
entered  the  bronchi. 
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If  the  lobular  nodules  extend  to  the  pleura,  a secondary  sero-fibrinous  or  even 
purulent  pleurisy  may  develop. 

Treatment. — Since  we  have  already  mentioned  the  proper  treatment,  in  our 
description  of  the  various  diseases  in  which  secondary  pneuiiwnia  is  especially 
prone  to  develop,  we  can  now  be  brief.  We  have  also  laid  repeated  stress  upon 
the  possibility  and  the  great  practical  importance  of  pi'ophylaxis,  which  is  self- 
evident  from  a just  comprehension  of  the  oi'igin  of  lobular  pneumonia.  Besides 
keeijing  the  cavities  of  the  nose,  the  mouth,  and  the  pharynx  as  clean  as  possible, 
tepid  baths,  with  cool  douching  later,  are  the  best  means  of  pi-eventing  the  devel- 
opment of  lobular  pneumonia,  or  of  checking  its  further  extension  if  possible. 
Cold  packs  are  often  used  with  advantage,  but  they  are  more  disagreeable  to  many 
patients  than  baths.  It  is  an  advantage,  which  is  indeed  to  be  considered  in  the 
second  rank  in  comparison  with  the  improvement  in  respiration,  that  by  both  the 
bath  and  the  pack  the  febrile  temperature  is  at  the  same  time  reduced. 

In  the  treatment  of  the  lobular  pneumonia  of  childi’en  a wet  pack  including 
the  whole  body  is  the  best  remedy.  A sheet  is  dipped  in  water,  wrung  out,  and 
wrapped  around  the  whole  of  the  patient  except  his  head  and  arms.  Outside  of 
this  is  to  be  placed  a dry  woolen  blanket  or  a layer  of  oiled  muslin.  The  temper- 
ature of  the  water  employed  should  be  68°  to  77°  (16°  to  20°  R.).  The  higher  the 
fever  the  colder  should  the  water  he,  and  the  oftener,  say  every  hour,  must  the 
pack  he  renewed.  In  milder  cases  and  at  night  it  may  be  allowed  to  remain  for 
three  or  four  hours.  The  beneficial  infiuence  of  the  pack  is  sliown  not  only  by 
the  temperature,  but  still  more  by  the  respiration.  If  the  breathing,  despite  this 
remedy,  remains  unsatisfactory,  and  the  patient  becomes  moi’e  and  more  stupefied, 
the  treatment  must  be  changed  to  lukewarm  baths  of  a temperature  of  77°  to  86° 
(20°  to  24°  R.),  with  douchmgs  of  colder  water.  It  is  sometimes  advisable  in 
severe  cases  to  add  to  the  water  employed  for  bathing  or  for  the  wet  pack  a few 
handfuls  of  mustard.  The  stimulation  thus  exerted  ujpon  the  skin  is  quite  marked. 

Among  external  applications  to  the  chest,  beside  mustard  plasters  and  poul- 
tices, dry  cups  are  to  be  mentioned,  which  often  do  very  good  service  in  strong, 
older  children,  and  especially  in  adults.  We  never  need  to  use  local  blood-let- 
tings, however,  in  catarrhal  pneumonia. 

Of  internal  remedies,  expectorants  are  most  used.  Chief  among  these  are 
ipecac,  senega,  and  benzoic  acid.  This  last  is  particularly  useful  in  the  lobxilar 
pneumonia  of  childi’en.  In  strong  children  the  abundant  collection  of  mucus  in 
the  bronchi  may  sometimes  be  relieved  by  the  administration  of  an  emetic.  We 
should  he  cautious  in  the  use  of  narcotics.  Stimulants  (camphor,  wine)  must  be 
used  in  severe  cases.  Inhalations  are  quite  valueless  in  lobular  pneumonia,  yet  it 
is  recommended  to  keep  the  air  in  the  sick-chamber  rather  moist  by  hanging  up 
wet  towels,  or  by  sprinkling  with  water.  The  room  should  also  be  as  large  and 
as  well  ventilated  as  possible.  The  general  hygienic  treatment  is  of  the  greatest 
importance.  One  of  the  most  important  duties,  of  which  the  physician  must 
always  be  mindful,  is  to  keep  up  the  patient’s  strength  by  sufficient  and  proper 
food.  When  convalescence  sets  in,  complete  restoration  to  health  may  be  fur- 
thered by  a suitable  residence  in  the  country. 
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CHAPTER  V. 

CROUPOUS  PNEUMONIA. 

{Lung  Fever.  Lohar  Pneumonia.  Fibrinous  Pneumonia.  Pleuro-pneumonia.) 

Croupous  iJneumonia  is  an  acute  febx’ile  disease  of  the  lungs,  very  sharply 
defined  both  anatomically  and  clinically.  It  is  one  of  the  most  important  and 
most  common  of  the  severe  acute  diseases.  It  is  generally  known  among  the 
laity  by  the  name  of  “ lung  fever.”  Since  secondary  pneumonia  may  develop  in 
the  course  of  vai'ious  other  diseases,  like  typhoid,  small-pox,  or  diphtheria,  and 
may  anatomically  have  all  the  signs  of  croupous  pneumonia,  but  astiologically  be 
quite  distinct  from  it,  we  speak  of  this  pneumonia  as  primary,  genuine  pneumonia, 
in  opposition  to  the  other  forms.  The  physical  signs  and  the  disturbances  of 
respiration  are  of  com’se  the  same  in  pidmary  pneumonia  as  in  secondary.  The 
whole  typical  picture  of  the  disease,  which  is  so  striking,  is  seen,  howevei’,  only 
in  genuine  croupous  xxneumouia,  of  which  we  will  make  exclusive  mention  in 
what  follows. 

.Etiology. — The  majority  of  pathologists  have  now  become  convinced,  from  a 
series  of  chnical  observations,  that  the  cause  of  pneumonia  is  to  be  sought  in  an 
infectious  agent  which  enters  the  lungs  and  there  gives  rise  to  the  development  of 
an  inflammatory  process.  This  conception  of  croupous  pneumonia  as  an  acute 
infectious  disease,  with  which  alone  all  the  pathological  appearances  readily  coin- 
cide, has  been  more  and  more  verified  by  all  the  recent  investigations.  The  pre- 
cise germ  of  the  chsease  has  not  yet,  however,  been  fully  determined.  Friedlander, 
indeed,  has  almost  invariably  found  in  the  pneumonic  lung  a special  kind  of 
micrococcus,  or,  to  speak  more  correctly,  bacillus,  which,  singly  or  in  larger  num- 
bei-s,  is  inclosed  in  a characteristic  shell  or  capsule — “ capsule  coccus  ” — and  on 
cultivation  shows  a peculiar  ” nail-like”  growth  in  the  culture  gelatine;  but  since 
quite  similar  cocci  are  also  found  under  other  conditions,  there  is  no  definite  proof 
at  present  that  they  are  really  the  pathogenic  agents  in  pneumonia,  particularly 
as  the  results  of  experiments  upon  animals  have  not  been  unambiguous. 

[Friedlander  himself  has  now  agreed  that  the  capsule  is  simply  accidental, 
probably  due  to  imperfect  staining  or  decolorization.  Talamon  has  produced 
pneumonia  in  animals  by  the  injection  of  the  ovoid  coccus  in  pure  culture,  but 
has  obtained  also  a similar  result  with  round  cocci.  Thus  the  question  of  the 
coccus  of  pneumonia  is  still  undetermined.] 

A.  Fi-ankel  has  lately  obtained  by  means  of  pm-e  cultivation  from  the  lungs 
in  pneumonia  a lancet-shaped  diplococcus,  or,  more  correctlj’’,  bacillus,  to  which 
he  a.scribes  an  aetiological  significance.  This  bacillus  appears  to  be  ideixtical  with 
that  sometimes  seen  in  the  saliva,  even  in  that  of  healthy  persons,  and  it  is  the 
cause  of  the  so-called  “sputum  septicaemia”  which  can  be  artificially  produced  in 
animals,  particularly  in  rabbits.  Friinkel’s  statements  have  been  confirmed  by 
Weichselbaum,  so  that  the  very  frequent  occurrence  of  Friiukel’s  bacillus  in  lungs 
affected  with  pneumonia  is  indubitable,  but  an  absolute  proof  that  the.se  bacilli 
are  the  genuine  cause  of  croupous  pneumonia  has  not  yet  been  furnished.  Sup- 
posing the  infectious  nature  of  pneumoTiia  to  be  certain,  all  the  other  alleged 
causes  may  of  course  be  regarded  as  at  most  “ predisposing  causes.”  The  old 
opinion,  which  is  yet  current,  that  pneumonia  is  due  to  catching  cold,  is  to  bo 
received  with  great  limitations,  for  croupous  pneumonia  is  very  frequently 
seen  independently  of  any  such  influence.  In  a good  many  cases  it  will  be 
found  that  an  e.xposure  to  cold  immediately  preceded  the  commencement  of  the 
disease;  but  in  these  instances  the  cold  is  probably  to  be  regarded  merely  as  that 
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circumstance  whicli  promoted  the  occuiTence  of  the  infection,  possibly  because 
of  the  resultant  injury  to  the  bronchial  and  pulmonary  epithelium.  This  explains 
the  fact  that  pneumonia  is  especially  frequent  in  certain  classes,  for  instance, 
among  day-laborers  and  soldiers.  With  regard  to  the  so-called  “ traumatic  pneu- 
monia,” the  state  of  the  case  is  similar  to  that  of  pneumonia  due  to  cold.  Patients 
from  the  classes  who  work  hard  physically  sometimes  assert  that  they  were  taken 
ill  as  a result  of  heavy  lifting  or  of  a blow  on  the  chest,  but  in  such  cases  the 
subsequent  stitch  in  the  side  was  probably  not  the  result  of  the  injury,  but  a 
symptom  of  the  disease  which  had  previously  begun  to  develop. 

It  is  a noteworthy  fact  in  favor  of  our  conception  of  pneumonia  as  an  acute 
infectious  disease  that  it  may  be  endemic ; which  sometimes,  though  I’arely,  seems 
to  be  quite  certain.  Extensive  endemics  of  pneumonia,  usually  of  quite  a malig- 
nant character,  have  been  repeatedly  obsezwed  in  single  buildings,  especially  in 
barracks  or  prisons,  as  well  as  in  tenement  houses  and  other  localities. 

Pneumonia  does  not  show  a decided  epidemic  character.  In  a large  popula- 
tion sporadic  cases  occur  at  any  season,  but,  on  the  other  hand,  we  may  notice  a 
striking  increase  of  pneumonia  at  many  times.  Most  attacks  occur  in  the  winter 
or  spring  months,  without  any  necessary  relation,  however,  between  the  frequency 
of  pneumonia  and  the  occurrence  of  especially  bad,  wet,  or  cold  weather. 

Individual  predisposition  plays  an  unmistakable  part  in  the  disease,  as  we  must 
suppose  that  it  does  in  all  infectious  diseases.  Like  facial  erysipelas  and  acute 
articular  rheumatism,  pneumonia  is  one  of  those  diseases  which  is  prone  to  attack 
the  same  individual  several  times.  There  are  persons  who  have  had  acute  pneu- 
monia four  or  five  or  even  more  times  in  their  lives. 

We  can  not  affirm  with  certainty  that  the  liability  to  pneumonia  is  due  to  a 
special  bodily  constitution.  The  strongest  and  most  robust  often  fall  ill  with  it, 
and,  on  the  other  hand,  weak  and  delicate  people,  with  a tendency  to  phthisis,  are 
frequently  attacked.  Drunkards  seem  to  have  a special  predisposition  to  the  dis- 
ease, but  of  course  it  is  exceedingly  hard  to  give  any  definite  statistics  upon  this 
point. 

Pneumonia  occurs  at  any  time  of  hfe,  most  frequently  in  youth  or  middle  age ; 
but  it  is  by  no  means  rare  in  early  childhood,  and  also  in  more  advanced  yeai’s  up 
to  sixty  or  seventy.  In  general  it  is  observed  rather  more  often  in  men  than  in 
women. 

[Defective  house  drainage  seems  to  be  a predisposing  cause  of  pneumonia  in 
some  cases.  A careful  inspection  of  the  local  sanitary  conditions  is  desirable, 
especially  where  more  than  one  case  occure  in  a house.]  , 

Pathological  Anatomy. — The  anatomical  process  in  croupous  pneumonia  con- 
sists in  the  formation  of  a haemorrhagic,  coagulable  “ fibrinous  ” or  “ croupous  ” 
exudation  into  the  pulmonary  alveoli  and  the  smallest  bronchi.  The  develop- 
ment of  the  exudation  usually  extends  over  one  or  moi’e  lobes  to  their  whole 
extent,  and,  as  the  alveoli  and  fine  bronchi  are  completely  filled  by  the  tough 
exudation,  the  spongy  lung,  filled  with  air,  is  changed  to  a firm  tissue,  devoid  of 
air,  except  as  it  is  penetrated  by  the  large  bronchi. 

Since  Laennec’s  day  we  distinguish  three  stages  in  the  development  of  the  pro- 
cess. In  the  first  stage  (stage  of  mflammatory  engorgement,  engouement)  the 
lung  is  very  hyperasmic,  dark  red,  and  the  air  contained  in  it  is  even  now  much 
diminished,  but  not  entirely  absent.  The  alveoli  are  filled  with  an  abundant 
exudation,  already  haemorrhagic,  but  still  fluid  and  not  coagulated. 

In  the  second  stage  (stage  of  red  hepatization)  the  coagulation  of  the  exudation 
is  complete,  and  the  lung  has  become  throughout  of  the  consistency  of  liver.  The 
hepatized  lung  shows  a somewhat  increased  volume,  and  is  strikingly  hard.  The 
surface  of  the  section  has  a red  and  manifestly  granulai’  ajjpearance,  which  is  due 
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to  tlie  projection  of  the  numerous  little  fibrinous  plugs  situated  in  the  alveoli. 
With  the  kuife  we  can  scrape  off  a tenacious,  creamy,  grayish-red  fiuid  from  the 
surface  of  the  section.  In  the  small  bronchi,  divided  by  the  section  of  the  lung, 
we  find  characteristic  tubular  bronchial  casts. 

In  the  third  stage  (stage  of  yellow  or  gray  hepatization),  which  gradually 
develops  from  the  second,  the  red  color  of  the  surface  of  the  section  changes  to  a 
yellowish  gray,  while  the  contents  of  the  exudation  grow  poorer  in  red  but  richer 
in  white  blood-corpuscles.  The  consistency  of  the  limg  is  still  dense  but  more 
boggy.  The  fluid  scraped  from  the  surface  of  the  section  is  more  abundant,  milky, 
and  more  like  pus.  W^e  also  speak,  therefore,  of  a “stage  of  purulent  infiltra- 
tion.” 

The  recovery  from  the  process  begins  as  the  exudation  becomes  fluid.  The 
fluid  is  in  part  absorbed  and  in  part  coughed  up. 

It  is  not  necessary  for  every  pneumonia  to  go  through  all  three  stages  com- 
pletely. In  mild  cases  the  process  may  stop  sooner  and  go  on  to  recovery. 

Concerning  the  finer  histological  processes  in  croupous  imeumonia,  the  pri- 
mary change  is  probably  to  be  found  in  the  injury  and  partial  destruction  of  the 
epithelium  in  the  alveoli  and  smallest  bronchi,  produced  by  inflammation  due  to 
the  specific  causes  of  the  disease.  As  in  every  croupous  inflammation  of  a mucous 
membrane  (see  the  chapter  on  diphtheria),  a coagulable  exudation  is  formed  on  the 
surface  of  the  alveoli  and  smaller  bronchi  after  the  destruction  of  the  epithelium. 
With  the  microscope  we  see  the  fibrinous  net-work  of  the  exudation  filling  the 
alveoli.  Between  its  meshes  lie  numerous  red  blood-corpuscles — red  hepatization. 
Where  there  is  any  of  the  alveolar  epithelium  left,  we  often  notice  active  pro- 
liferation— mcrease  and  growth  of  cells.  Later  on  the  white  blood-corpuscles 
increase,  migrating  from  the  vessels  into  the  exudation — yellow  hepatization. 
The  red  blood-corpuscles  are  dissolved  unless  they  are  removed  by  expectoration. 
The  fibrinous  exudation  is  also  gradually  dissolved  as  the  result  of  chemical 
changes  not  yet  clearly  understood  (peptonization  of  the  albuminous  substances  ?), 
and  is  absorbed  like  the  cells.  The  regeneration  of  the  missing  epithelium  comes 
from  the  epithelium  that  has  remained  intact,  and  with  that  follows  a gradual 
and  complete  restitutio  ad  integrum. 

The  whole  process  is  comparatively  brief,  usually  running  its  course  in  a week 
or  ten  days.  The  most  frequent  termination  is  in  complete  recovery.  The  other 
methods  of  termination,  as  well  as  the  complications  in  other  organs,  will  be 
spoken  of  in  connection  with  the  clinical  symptoms.  We  may  here  mention 
simply  that  the  pleura  over  the  affected  portion  of  the  lung  takes  part  in  the 
inflammation,  without  exception,  as  soon  as  the  disease  reaches  the  perqDhery, 
and  a fibrinous  pleurisy,  which  is  not  very  intense,  may  then  be  recognized ; 
hence  the  former  use  of  the  terms  “ pi  euro-pneumonia  ” and  “ peripneumonia.” 

Croupous  pneumonia  usually  spreads  rapidly  over  a great  part  of  the  lung.  It 
is  very  often  quite  sharply  limited  to  a single  lobe — “ lobar  pneumonia  ” — so  that 
the  septum  of  connective  tissue  between  two  lobes  also  forms  a strict  boundary 
between  pneumonic  infiltration  and  healthy  lung  tissue;  but  this  boundary  is  by 
no  means  insurmountable,  and  quite  frequently  several  lobes  are  wholly  or  in 
part  attacked  by  pneumonia.  According  to  all  statistics,  the  lower  lobes  are  moi’e 
frequently  affected  than  the  upper.  Isolated  disease  of  the  right  middle  lobe  may 
occur,  but  it  is  much  rarer  than  pneumonia  of  the  upper  lobes.  Of  the  two  lungs, 
the  right  is  attacked  with  decidedly  greater  frequency  than  the  left.  We  have 
ourselves  seen,  in  244  cases,  187  oji  the  right,  86  on  the  left,  and  21  in  which  both 
lungs  were  attacked  to  a great  extent.  Simultaneous  affection  of  the  lower  lobe 
on  one  side  and  the  upper  lobe  on  the  other — quite  a rare  occurrence — is  termed 
“crossed  pneumonia.” 
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General  Course  of  the  Disease. — In  spite  of  the  numerous  modifications  which 
the  course  of  pneumonia  may  undergo  in  individual  instances,  we  can  still  call 
pneumonia  a typical  disease,  considering  the  great  majority  of  cases.  The  sub- 
jective and  objective  symptoms  dependent  upon  the  local  affection  of  the  lung 
usually,  but  not  always,  take  the  chief  place  among  the  clinical  appearances. 
In  this,  pneumonia  differs  from  many  other  infectious  diseases,  like  typhoid,  in 
which  the  local  affection  is  subordinated  to  the  general  infection. 

Pneumonia  usually  begins  quite  suddenly.  In  the  majority  of  cases  it  starts 
with  a pronounced  chill  of  half  an  hour  to  an  hour’s  duration,  or  at  least  with  a 
marked  and  prolonged  chilliness.  The  initial  chill  may  attack  the  patient  while 
in  the  best  of  health.  It  comes  on  m the  day-time,  in  the  evening,  or  even  in  the 
middle  of  the  night,  after  a previously  quiet  sleep.  At  the  same  time  the  patient 
almost  always  feels  as  if  a severe  illness  were  beginning. 

In  other  and  somewhat  rarer  cases  the  beginning  of  pneumonia  is  more  grad- 
ual. A prodromal  stage  of  a few  days,  or  even  longer,  precedes  the  sevei-e  illness. 
The  symptoms  are  either  of  quite  a general  and  indefinite  nature,  consisting  of 
malaise,  dullness,  loss  of  appetite,  and  headache,  or  the  signs  of  a pulmonary 
affection  follow  the  prodromal  sjuiiptoms  more  closely.  The  patient  always  com- 
plains, for  some  daj^s  or  weeks  before  the  special  severe  illness,  of  cough,  some 
pain  in  the  chest,  or  slight  trouble  with  breathing.  We  can  not  usually  be  sure 
whether  these  pi’odromata  belong  to  pneumonia  or  not:  a pre-existing  simple 
bronchitis  may  often  furnish  the  most  favorable  soil  for  the  development  of  pneu- 
monia. 

In  the  cases  where  the  disease  begins  moi’e  slowly,  the  onset  of  severe  symptoms 
is  sometimes  marked  distinctly  by  a chill  or  by  sudden  thoracic  distress.  In  other 
cases  the  patient  grows  worse  gradually,  without  any  abrupt  change. 

The  subjective  symptoms  in  the  chest  beghi,  as  a rule,  a short  time  after  the 
onset  of  the  disease,  on  the  first  day  or  only  a little  later.  The  patient  feels  on 
every  deep  inspiration  a stabbing  pain  in  one  side.  The  breathing  is  shallow, 
accelerated,  and  often  somewhat  irregular.  Later  on,  in  severe  cases,  there  is  very 
marked  dyspnoea  and  rapidity  of  respiration.  There  is  usually  an  irritating 
cough  from  the  beginning  of  the  disease.  The  cough  is  painful,  and  hence  short, 
half  suppi’essed,  and  quite  frequent  and  troublesome.  From  the  second  day  the 
expectoration  may  assume  its  characteristic  viscid,  rusty,  haemorrhagic  aijpear- 
ance.  Physical  examination  gives  on  percussion  and  auscultation  the  signs  to 
be  described  more  fully  below.  These  are  rarely  to  be  found  on  the  first  day,  but 
more  frequently  on  the  second,  and  sometimes  not  till  later. 

Among  the  appearances  in  other  organs  we  may  mention,  as  the  most  impor- 
tant in  diagnosis,  the  very  frequent  occurrence  of  herpes  on  the  lips  or  on  the 
alae  of  the  nose.  In  severe  cases  there  are  sometimes  mai'ked  symptoms  on  the 
part  of  the  neiwous  system — headache,  sleeplessness,  and  delirivim.  The  appetite 
is  usually  completely  lost.  Vomiting  is  not  infrequent,  especially  in  the  begin- 
ning of  the  disease.  The  bowels  are  usually  constipated,  but  diarrhoea  may  some- 
times be  present. 

Pneumonia  is  almost  always  associated  with  high  fever.  The  typical  character 
of  the  disease  may  be  best  demonstrated  by  the  behavior  of  the  temperature  curve. 
A corresponding  increase  in  the  frequency  of  the  pulse  is  seen  with  the  increase 
of  the  temperature. 

The  course  varies  greatly  according  to  the  ])revious  individual  circumstances, 
the  sevei’ity  of  the  disease,  and  the  existence  of  complications.  In  the  majority  of 
cases,  after  a comparatively  short  duration,  the  disease  takes  a favorable  turn. 
The  beginning  of  improvement  is  often  sudden,  like  the  onset  of  the  disease. 
After  the  symptoms  have  lasted  for  some  five  to  seven  days,  or  in  rarer  cases  a 
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shorter  or  a longer  time,  at  a constant  height  or  with  increasing  intensity,  there 
occurs  in  the  regular  course  of  the  disease  a critical  decline  of  the  fever,  fre- 
quently associated  with  quite  a copious  perspiration,  and  with  that  a very  rapid 
improvement  of  all  the  other  symptoms.  In  a short  time  complete  recovery 
follows. 

In  other  cases,  however,  the  course  is  not  so  favorable.  The  disease  may  have 
a fatal  termination.  In  a third  small  class  of  cases  the  disease  finally  takes  a pro- 
tracted course,  which  is  usually  due  to  the  occurrence  of  abnormal  sequelaj  in  the 
lungs. 

Description  op  Single  Symptoms  and  Complications. 

1.  Symptoms  on  the  Part  of  the  Lungs. — The  chief  subjective  symptom  in  pneu- 
monic patients  is  the  characteristic  painful  feeling  in  the  affected  side — the  “ stitch 
in  the  side.”  This  probably  always  has  its  origin  in  the  dry  pleurisy  which  accom- 
panies the  pneumonia.  It  is  therefore  absent  in  the  cases  of  central  pneumonia 
{vide  infra).  In  pneumonia  of  the  lower  and  right  middle  lobes  the  pain  is  usu- 
ally more  severe  than  in  pneumonia  of  the  upper  lobes.  One  result  of  the  stitch 
in  the  side  is  the  difficulty,  or  even  the  impossibility,  of  deep  inspiration.  Hence 
the  patient’s  dyspnoea  is  considerably  increased,  and  this  explains  the  incongruity 
between  the  shortness  of  breath  and  the  relatively  slight  extent  of  the  pneumonia 
in  many  cases.  The  subjective  feeling  of  difficulty  of  breathing  is  jiresent  in  the 
majority  of  cases,  and  it  may  become  most  distressing. 

Cough  is  one  of  the  most  constant  symptoms  in  pneumonia,  and  is  usually  very 
painful;  hence  the  patient  often  tries  to  suppress  it.  Expectoration  is  apt  to  be 
very  difficult  at  the  onset  of  the  disease,  from  the  viscidity  and  scanty  amount  of 
the  sputum;  hence  very  severe  and  distressing  paroxysms  of  coughing  are  some- 
times observed.  The  cause  of  the  cough  is  probably  not  to  be  found  in  the  affec- 
tion of  the  alveoh,  but  in  the  co-existing  bronchitis.  The  irritation  of  the  pleura 
may  also  set  up  a reflex  cough.  In  rare  cases  cough  is  entirely  absent  in  pneu- 
monia. Except  in  the  cases  of  limited  or  late  localization  {vide  infra),  we  observe 
this  absence  of  cough  chiefly  in  the  imeumonia  of  old  or  very  weak  people,  and 
also,  what  is  of  practical  importance,  in  the  drunkard’s  pneumonia  associated  with 
delirium  tremens. 

The  pneumonic  expectoration  is  so  characteristic  that  we  can  often  make  the 
diagnosis  of  croupous  pneumonia  from  this  alone.  It  consists  of  a very  tough 
mucus,  which  sticks  fast  to  the  bottom  of  the  vessel,  and  is  mixed  with  blood,  and 
therefore  has  a more  or  less  intense  red  or  yellow  haemorrhagic  color.  In  indi- 
vidual cases  there  are  numerous  gradations.  We  usually  call  the  pneumonic  spu- 
tum “rusty,”  or  “brick-red,”  or  of  a “prune-juice  color.”  etc.  Sometimes  it  has 
only  a slight  reddish  or  yellowish  tint,  and  sometimes  it  consists  almost  entirely  of 
blood.  In  some  cases  it  assumes  a peculiar  grass-green  color,  which  is  due  to  a 
change  in  the  blood  coloring-matter,  or  to  a mixture  with  bile  pigment  in  “ bilious 
pneumonia.” 

The  red  color  of  the  sputum,  as  microscopic  examination  shows,  is  due  to 
numerous  red  blood-corpuscles,  still  well  preserved,  mixed  with  it.  They  are, 
however,  in  part  dis.solvcd,  and  hence  cause  the  uniform  red  color  of  the  sjnitum. 
Separate  spots  containing  much  blood  are  often  seen  in  it.  Besides  the  red  blood- 
corpuscles,  the  microscope  shows  numerous  partly  swollen  or  fatty  degenerated 
l)us-corpuscles.  We  also  see  long  threads  of  mucus;  sometimes  large,  round,  pig- 
mented cells  (alveolar  epithelium  ?);  and  finally,  in  rare  cases,  ciliated  ejiithelium 
and  crystals  of  hsematoidin.  Mici’oeocci  always,  and  capsule-cocci  fi'oquently 
(vide  Hiipra),  arc  to  be  found  in  stained  preparations,  but  these  have  at  ])resent  no 
diagnostic  value,  since  nothing  certain  is  known  as  yet  as  to  their  significance. 
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We  have  still  to  mention  the  bronchial  casts  as  important  constituents  of  pneu- 
monic sputum.  Since  they  are- usually  rolled  up  together,  we  may  not  find  them 
except  by  spi-eadiug  out  the  sputum  in  water.  They  consist  of  the  most  beautiful 
casts  of  the  small  bronchi,  with  many  dichotomous  divisions,  and  are  a product  of 
the  croupous  inflammation  extending  into  the  bronchi.  The  casts  of  the  smallest 
bronchi  are  sometimes  found  in  the  form  of  “spirals,”  like  those  in  asthmatic 
bronchitis  (see  page  169). 

The  amount  of  the  pneumonic  sputum  is,  as  a rule,  not  very  considerable,  but 
it  differs  a good  deal  in  different  cases.  The  chemical  examination  of  the  sputum 
has  so  far  given  no  remarkable  results.  The  amount  of  common  salt  contained  in 
it  is  quite  considerable. 

In  many  cases  the  pneumonic  expectoration  is  absent.  Sometimes  it  is  very 
tough  and  slimy,  but  without  any  admixtui’e  of  blood ; in  other  cases  the  sputum 
is  simply  catarrhal,  when  present  at  all,  and  then,  of  course,  it  comes  not  from  the 
parts  infiltrated  with  pneumonia,  but  from  the  catarrh  of  the  larger  bronchi.  We 
often  find  simple  catarrhal  sputum,  too,  beside  the  characteristic  pneumonic 
sputum. 

The  pneumonic  sputum  sometimes  is  seen  in  the  first  or  second  day  of  pneu- 
monia, but  perhaps  not  till  later.  With  the  beginning  of  resolution  it  gradually 
loses  its  characteristic  appearance.  The  expectoration  then  becomes  less  tenacious 
and  simijly  muco-purulent,  and  finally  disappears  entirely. 

Physical  Examination. — Inspection  shows  no  especial  anomaly  in  the  general 
contour  of  the  thorax.  A marked  bulging  of  the  affected  side  occum  only  when 
there  is  also  abundant  effusion  into  the  pleural  cavity.  The  action  of  the  thorax 
in  respiration  is  very  important.  With  a limited  pneumonia  we  often  notice  a 
very  marked  delay  and  limitation  of  motion  of  the  affected  side  on  inspiration. 
This  is  due  in  part  to  the  pain  in  the  side,  which  comes  on  with  every  deep  inspi- 
ration, and  also,  in  extensive  pneumonia,  of  com’se,  to  the  physical  conditions 
resulting  from  the  anatomical  changes.  The  unaffected  i)ortions  of  the  lung  act 
all  the  more  forcibly. 

The  acceleration  of  respiration  is  very  striking,  its  frequency  increasing  to 
thirty  or  forty,  or  even  more,  a minute.  W e have  repeatedly  counted  sixty  respira- 
tions in  adults,  even  in  cases  that  finally  resulted  favorably.  The  breathing  is 
shallow,  but  yet  in  all  severe  cases  very  labored.  We  see  the  inspiratory  con- 
traction of  the  sterno-cleido-mastoids  and  scaleni  in  the  neck,  and  often  in  the  face 
a marked  dilatation  of  the  nostrils  on  inspu-ation.  The  patient  usually  rechnes 
in  bed  with  the  upper  half  of  the  body  raised.  The  cheeks  and  lips  are  cyanotic. 
The  pale  parts  about  the  corners  of  the  mouth  are  often  sharply  contrasted  with 
the  cii’cumscribed  bluish-red  coloring  of  the  cheeks. 

The  results  of  percussion  are  directly  dependent  upon  the  changed  physical 
condition  in  the  lung,  due  to  the  anatomical  processes.  In  the  beginning  of  jmeu- 
monia,  so  long  as  the  total  amount  of  air  in  the  lung  remains  unaltered,  the  per- 
cussion-note remains  clear,  but  when  the  elasticity  and  tension  of  the  tissue  in  the 
diseased  portion  of  the  lung  diminish,  the  resonance  often  becomes  quite  tym- 
panitic. With  inci’eased  exudation  into  the  alveoli  and  smallest  bronchi  the 
amount  of  air  in  the  lung  constantly  grows  less,  and  therefore  the  percussion  reso- 
nance becomes  very  dull,  but  it  usually  retains  its  tympanitic  timbre.  Since  the 
pneumonic  lung  is  only  rarely  absolutely  deprived  of  air — for  a certain  amount  is 
always  left  in  the  larger  bronchi — the  pei'cussion  resonance  seldom  becomes  so 
completely  dull— flat  as  it  does,  for  exam])le,  with  a large  pleuritic  effusion. 
As  soon  as  the  absorption  of  the  exudation  begins,  the  volume  of  air  in  the  lung 
increases,  and  the  percussion-note  becomes  clearer,  and  remains  for  some  time  still 
markedly  tympanitic,  until  the  lung  has  regained  its  normal  tension  and  elas- 
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ticity.  We  have  also  to  note  that  the  intensity  of  the  dullness  in  croupous  pneu- 
monia is  sometimes  subject  to  quite  marked  variations,  since  the  secretion  retained 
in  the  brondii  is  at  one  time  abundant  and  at  another,  after  expectoration,  scanty. 

Tlie  extent  of  the  dullness  or  of  the  tympanitic  resonance  is  naturally  depend- 
ent upon  the  extent  of  the  anatomical  process.  Small  and  central  infiltrations 
may  entii’ely  escape  detection  by  percussion. 

Auscultation  is  of  greater  importance  than  percussion  in  the  detection  of  a 
beginning  or  limited  pneumonic  infiltration.  The  auscultatory  signs  depend  in 
part  upon  the  presence  of  the  pneumonic  exudation  and  in  part  upon  the  change 
of  the  lung  into  a fh-m  tissue  containing  air  only  in  the  larger  bronchi.  In  the 
beginning  of  the  disease  we  hear  over  the  affected  portions  large  or  small  rales, 
and  very  often,  too,  the  characteristic  crepitant  rale  on  ins]nration  discovered  by 
Laennec.  This  arises  because  the  walls  of  the  alveoli  and  smallest  bronchi,  which 
are  cemented  together,  are  torn  apart  at  each  inspiration.  The  crepitation,  how- 
ever, is  neither  pathognomonic  of  pneumonia,  nor  is  it  heard  in  every  case  of 
pneumonia.  With  increasing  infiltration,  bronchial  breathuig  replaces  the  vesic- 
ular. The  bronchial  breathing  in  pneumonia  is,  as  a rule,  very  loud  and  sharp, 
and  sounds  close  to  the  ear.  Beside  this,  we  may  detect  more  or  less  numerous 
sonorous  rhonchi.  We  may  hear  a pure,  loud  bronchial  breathing  when  there  is 
marked  infiltration,  without  any  adventitious  sounds.  With  the  beginning  of 
the  “ resolution  of  pneumonia  ” — that  is,  as  soon  as  the  exudation  becomes  more 
fluid — abundant,  loud,  moist  rales  occur,  which  are  usually  rather  large,  and  they 
more  or  less  obscure  the  bronchial  breathing.  At  this  time  we  frequently  hear  the 
characteristic  crepitant  rale  again — crepitatio  redux.  The  rales  gradually  disap- 
pear, the  respii’atory  murmur  loses  its  bronchial  character,  becomes  hai’sh  and  in- 
definite, and  finally  is  normally  vesicular  once  more. 

We  often  hear  a few  rhonchi  over  the  unaffected  portions  of  the  lungs,  but  the 
respii’atory  murmur  is  completely  normal  over  them. 

The  auscultatory  signs  just  described  undergo  an  important  change  if  the  larger 
bronchi  leading  to  the  affected  portion  of  the  lung  are  completely  plugged  by  the 
secretion,  as  they  are  quite  liable  to  he.  The  respiratory  murmur  may  then  almost 
entirely  disappear,  and  we  hear,  perhaps,  only  here  and  there  a few  obscure  rales. 
Since  such  a plugging  may  be  very  transitory,  we  understand  why  in  one  day, 
over  the  same  portion  of  the  lung,  we  hear  first  loud  bronchial  breathing  and 
rales,  and  then  quite  obscure  and  diminished  breathing. 

Wherever  there  is  bronchial  breathing,  we  hear  marked  bronchophony.  The 
vocal  fremitus  persists  or  is  somewhat  increased  over  a pneumonic  lung  so  long  as 
the  large  bronchi  are  open,  hut  when  they  become  plugged,  the  vocal  fremitus  is 
weakened  or  wholly  absent. 

We  have  yet  to  add  a few  remarks  about  the  parts  of  the  lung  in  which  we 
may  expect  first  to  perceive  the  physical  signs  of  pneumonia,  especially  the  aus- 
cultatory signs. 

In  the  firet  place,  we  should  never  neglect  to  examine  cai’efiilly  the  lateral  poi’- 
tions  of  the  thorax  and  the  axillary  region  when  we  suspect  a developing  pneu- 
monia. We  often  find  the  first  rales  here  in  pneumonia  of  the  lower  lobes.  The 
first  signs  of  infiltration  may  be  found  in  the  posterior  middle  portion  of  the  tho- 
rax, and  extend  downward  from  this  point.  Pneumonia  of  the  up2)er  lobes  be- 
gins ju.st  as  frequently  behind  in  the  apiees  as  in  front  in  the  infra-clavicular  fossm. 
Isolated  pneumonia  of  the  right  middle  lobe  also  occurs,  to  be  made  out  in  front, 
on  the  right,  between  the  fourth  and  sixth  ribs. 

Few  general  statements  can  be  made  about  the  nature  or  the  rapidity  of  the 
extension  of  pneumonia,  since  in  these  resiiects  the  greatest  diJferenees  are 
observed.  Tlie  infiltration  may  remain  confined  to  a small  iiortion  of  the  lung. 
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and  again  it  may  spi'ead  over  a whole  lobe  or  more  in  a short  time,  even  in  one 
or  two  days.  We  call  the  pneumonia,  whose  constant  extension  by  contiguity 
we  can  follow  from  day  to  day,  wandering  pneumonia  (pneumonia  migi'ans),  or, 
from  a purely  superficial  resemblance,  which  has  given  rise  to  many  wrong  ideas, 
“ erysipelatous  pneumonia.”  In  these  cases  all  the  signs  of  resolution  are  present 
in  the  parts  first  attacked,  while  the  parts  affected  later  are  found  still  at  the  height 
of  the  disease,  or  in  the  beginning  of  infiltration;  but  we  may  also  find  in  the 
autopsies  of  wauderuig  pneumonia  the  parts  of  the  lung  affected  later  in  a more 
advanced  stage  (gray  hepatization)  than  the  parts  first  attacked,  which  are  still  in 
the  stage  of  red  hepatization.  Wandering  pneumonia  is  almost  always  severe  and 
quite  protracted. 

Pneumonia  in  rare  cases  progresses  by  leaps.  Such  cases  have  been  termed 
erratic  pneumonia, 

2.  Symptoms  on  the  Part  of  the  Pleura.— As  w'e  have  already  mentioned,  every 
pneumonia  which  reaches  the  periphery  of  the  lung  is  associated  with  a fibrinous 
Ijleurisy,  but  in  many  cases  this  causes  no  objective  symptoms.  The  stitch  in 
the  side  in  pneumonia,  however,  is  due  to  the  affection  of  the  pleura.  In  other 
cases  the  dry  pleurisy  is  marked  by  a distinctly  audible,  and  often  a very  loud, 
pleuritic  friction-sound,  and  a rub,  which  may  sometimes  be  felt  by  laying  the 
hand  on  the  chest  wall.  We  rarely  hear  the  pleuritic  friction  sound  in  the  begin- 
ning of  pneumonia,  but  nioi’e  fj’equently  in  the  later  stages,  and  perhaps  not  till 
many  days  after  the  ci’isis  has  taken  place. 

The  cases  in  which  pleurisy  with  effusion  develops  as  a sequel  to  pneumonia, 
which  may  occm-  quite  early,  are  more  important.  We  usually  have  to  do  with 
a serous  effusion,  but  in  rare  cases  purulent  pleurisy  also  comes  021  after  pneu- 
monia. Purulent  effusions  of  this  kind  have  been  repeatedly  found  to  con- 
tain the  above-desci-ibed  lancet-shaped  ])neumoi2ia  coccus.  In  one  case,  which 
ended  fatally,  we  saw  a haemoi’i-hagic  pleurisy,  leading  to  an  abundant  effusion  of 
blood  into  the  pleural  cavity. 

The  chagnosis  of  pleurisy  with  effusion,  complicating  pneubionia,  is  seldom 
difficult.  The  pei’cussion  I’esoiiance  is  duller  than  we  tnid  it  in  pm-e  pneumonia 
(vide  supra).  The  respiratory  murmur  and  the  vocal  fi’emitus  are  constantly 
diminished  and  finally  ejatirely  absent.  The  symptoms  of  pressure  on  the  neigh- 
boi’iiig  oi’gans  and  cavities,  the  heai't,  the  liver,  and  the  semilunar  space  (see  page 
260),  are  especially  imj2oi'tant  because  they  are  most  unequivocal.  An  exploi-a- 
toi’y  puncture  with  a Pravaz’s  [byjjodermic]  syi-inge,  that  has  been  carefully 
cleansed  and  disinfected,  gives  a very  certain  and  safe  method  of  recognizing 
pleurisy  in  doubtful  cases. 

A moderate  degi’ee  of  i2leurisy  may  somewhat  delay  the  course  of  the  disease, 
hut  it  has  no  special  significance.  Large  effusions,  hoAvever,  may  decidedly 
uacrease  the  difficiilty  in  respiration.  Otherwise  the  p2ieumo2iia  may  i-ecover, 
leaving  the  pleuritic  effusion  quite  undistui-bed.  In  pneumonia  of  an  upper  lobe, 
too,  the  pleui’isy  may  develop  below  aiid  lead  to  an  effusion  there,  wliile  the  lower 
lobe  itself  i-emains  quite  fi’ee  from  pneumonia. 

,S.  Circulatory  Apparatus. — The  pulse  is  accelerated  from  the  beginning  of  the 
disease.  In  cases  of  modei’ate  severity  its  frequency  i-eaches  100  or  120,  and,  in 
very  severe  cases,  a still  higher  I’ate  up  to  140  or  160  is  seen,  and  is  always  a 
dangerous  symptom.  This  high  I’ate  of  the  pulse  does  not  have  as  bad  a signifi- 
cance in  children  as  it  does  in  adults.  The  consideration  of  the  quality  of  the 
pulse  is  important.  Smallness,  weakness,  and  ii-regularity  of  the  pulse  are  of  bad 
OTTien  as  symptoms  of  the  onset  of  cardiac  weakness.  The  attacks  of  collapse, 
which  sometimes  come  on  quite  suddenly  ii2  sevei’e  cases  of  pneumonia  as  in  other 
acute  diseases,  ai*e  especially  dangerous.  They  consist  of  sudden  attacks  of  weak- 
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ness  of  the  heart  with  a very  small  and  frequent  pulse.  The  temperature  sinks  to 
subnormal,  95°  to  93°  (35°-34°  C.).  The  peripheral  parts,  the  nose  and  extremities, 
become  cool,  pale,  and  somewhat  cyanotic.  The  general  weakness  is  excremely 
marked.  The  collapse  may  be  recovered  from,  especially  with  timely  assistance, 
but  patients  may  die  in  it. 

The  pericarditis  that  sometimes  accompanies  a fibrinous  or  sero-fibrinous  exu- 
dation is  one  of  the  most  important  anatomical  changes  in  the  heart.  This  can 
always  be  explained  by  a direct  conduction  of  the  inflammatory  process  from  the 
'heighhoriug  pleura,  and  is  therefore  somewhat  more  frequent  in  left-sided  pneu- 
monia than  in  right.  It  is  a complication  to  be  borne  in  mind.  Its  diagnosis  is 
seldom  difhcult  if  we  make  a careful  physical  examination  of  the  heart,  but  with 
very  severe  and  extensive  symptoms  in  the  lungs  a complicating  pericarditis  may 
be  overlooked. 

A slight  fresh  endocarditis  is  sometimes  found  on  autopsy,  but  it  has  no  clinical 
significance.  Diseases  of  the  cardiac  muscle,  especially  fatty  and  parenchymat- 
ous degen ei’ation,  may  be  discovered  post  mortem,  but  they  are  by  no  means 
frequent.  In  very  weak  people,  drunkards,  etc.,  who  die  of  pneumonia,  we 
sometimes,  indeed,  find  the  heart  remarkably  flabby,  with  the  right  ventricle 
dilated,  but  in  many  cases  of  pneumonia  we  find  the  muscle  of  the  heart  at  the 
autopsy  perfectly  normal.  A constant  relation  between  the  finer  histological 
changes  in  the  cardiac  muscle  and  the  condition  of  the  heart’s  action  during  life 
is,  at  any  rate,  not  proved. 

4.  Digestive  Apparatus. — In  severe  cases  of  pneumonia  the  tongue  is  dry, 
coated,  and  quite  like  the  tongue  in  typhoid.  The  appetite  is  also  almost  wholly 
lost  from  the  beginning.  Vomiting  is  not  infrequent,  especially  in  the  begin- 
ning of  pneumonia,  and  it  also  occurs  later.  It  is  obsei’ved  with  especial  fre- 
quency in  the  pneumonia  of  children.  Severe  symptoms  on  the  part  of  the  in- 
testinal canal  are  rare.  The  bowels  are  ordinarily  somewhat  constipated,  but 
quite  severe  diarrhcea  is  also  observed. 

The  complication  of  pneumonia  with  jaundice  has  a certain  significance,  but 
its  causes  are  not  always  very  clear.  It  is  sometimes  due  to  an  accompanying 
catarrh  of  the  duodenum.  In  other  cases  the  veins  of  the  liver,  dilated  from 
stasis,  may  exert  a pressure  on  the  bile-ducts.  Slight  jaundice  has  no  special  sig- 
nificance, and  is  frequent,  even  in  mild  cases;  a marked  jaundice,  however,  is 
seen  only  in  severe  cases,  especially  in  drunkards’  pneunxonia.  We  call  such 
cases,  associated  with  jaundice,  “bilious  pneumonia.”  They  have  often  other 
severe  gastro-intestinal  symptoms,  like  vomiting,  diarrhoea,  and  meteorism,  and 
severe  Jiervous  symptoms,  like  stupor  and  delirium. 

The  liver  sometimes  shows  the  signs  of  passive  congestion.  The  spleen  is 
moderately  enlarged,  especially  in  severe  cases — acute  splenic  tumor — as  in  other 
acute  infectious  diseases. 

5.  Kidneys  and  Urine. — The  infectioi;s  character  of  ])ueumonia  is  also  shown 
by  the  occuri-ence  of  a genuine  acute  nephritis,  which  is  not  especially  coimnon,  but 
which  still  has  been  repeatedly  observed.  It  begins  most  frequently  on  the  third 
to  the  sixth  day  of  the  disease.  It  is  i-ecognized  by  the  presence  of  albumen,  casts, 
and  blood  in  the  urine.  The  nephritis  usually  gets  perfectly  well,  but  we  have 
once  seen  it  pa.ss  into  the  chronic  form.  The  slight  albuminuria  which  is  found 
in  severe  pneumonia  is,  in  onr  opinion,  also  due  to  a mild  disease  of  the  kidneys, 
and  not  to  the  fever  as  such  (see  the  section  on  diseases  of  the  kidney,  pages 
82.5  and  837). 

Great  weight  was  formerly  laid  upon  the  diminution  of  the  chlorides  in  the 
nniie  in  pneumonia.  In  fact,  the  ])recii>itate  of  chloride  of  silver,  when  we  ])ut  a 

•■op  of  solution  of  nitrate  of  silver  into  the  urine,  may  be  very  slight  or  entirely 
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absent.  The  chief  cause  of  tliis  diminution  of  the  clilorides  is  the  small  amount 
of  nourishment  taken  by  the  patient,  but  we  must  also  bear  in  mind  the  large 
amount  of  chloride  of  sodium  contained  in  the  pneumonic  exudation. 

Great  significance  was  also  formerly  laid  upon  the  abundant  sediment  of  uric 
acid  {sedimentum  lateritium — brick-dust  sediment)  which  is  often  noticed  on  the 
day  of  the  crisis.  This  is  in  part  due  to  a real  increase  in  uric  acid,  but  in 
greater  part  to  the  fact  that  the  conditions  for  the  deposition  of  the  sediment 
are  especially  favorable  on  that  day.  The  urine  is  scanty  in  amount  from  the 
abundant  perspiration,  and  is  concentrated  and  relatively  veiy  acid.  The  uric 
acid  contained  in  it  can  therefore  readily  be  precipitated  in  the  form  of  a sedi- 
ment. 

Pneumonia,  in  common  with  most  of  the  other  acute  febrile  diseases,  is  attended 
with  an  increased  secretion  of  urea  during  the  disease. 

6.  Nervous  System. — As  in  every  severe  febrile  disease,  nervous  sj'mpcoms  of  a 
mild  type  are  very  rarely  absent  in  any  case  of  pneumonia.  Among  the  nervous 
symptoms  are  the  general  weakness  and  dullness,  and  especially  the  headache, 
which  is  often  very  intense,  and  is  usually  increased  by  coughing.  The  onset  of 
more  severe  cerebral  symptoms,  especially  delirium,  is  of  great  importance.  We 
see  this  chiefly  in  individuals  who  have  a peculiar  predi.sposition  to  delirium,  and 
particularly  in  di’unkards.  Delii-ium  gives  the  drunkard’s  pneumonia  (vide 
infra)  its  characteristic  stamp. 

While  no  anatomical  basis  has  as  yet  been  discovered  for  the  above-named 
symptoms,  nor  for  the  worst  form  of  delirium  in  di’unkards,  there  is  an  anatomi- 
cal disease  of  the  brain  which  is,  to  be  sure,  a rare  complication  of  pneumonia, 
but  which  yet  is  undoubtedly  related  to  it:  this  is  purulent  meningitis.  This 
complication  has  been  repeatedly  observed,  especially  at  times  when  an  epidemic 
of  cerebro-spinal  meningitis  was  prevailing,  and  also  at  other  times.  It  is  usually 
hard  to  make  the  diagnosis  of  a complicating  meningitis,  since  its  appearances 
are  hidden  under  the  other  severe  symptoms.  The  chief  points  for  diagnosis  are 
intense  headache,  rigidity  of  the  neck,  and  a stupor  increasing  to  deep  coma.  In 
many  cases  these  symptoms  are  very  slightly  developed.  The  termination  of 
meningitis  is  probably  always  fatal. 

7.  Skin. — The  frequent  appearance  of  herpes  in  the  course  of  pneumonia  is 
characteristic,  and  is  sometimes  of  diagnostic  importance.  It  appears  from  the 
second  to  the  fourth  day  of  the  disease,  or  sometimes  later.  Its  ordinary  seat  is 
on  the  lips,  especially  at  the  corners  of  the  mouth,  also  on  the  alse  of  the  nose,  and 
more  rai'ely  on  the  cheeks  or  the  ear  [herpes  labialis,  nasalis,  etc.).  It  has  been 
seen  only  very  rarely  on  other  portions  of  the  body  beside  the  face,  for  example 
on  the  forearm  and  the  buttock,  and  in  some  cases  on  the  mucous  membrane 
of  the  tongue.  We  once  saw  two  eruptions  of  herpes  separated  by  an  interval  of 
several  days.  In  repeated  instances,  under  our  own  obseiwation,  heiq)es  labialis, 
with  a fresh  rise  of  temperature,  appeared  some  days  after  the  crisis  had  taken 
place.  The  especial  cause  of  the  development  of  herpes  in  pneumonia  is  unknown 
to  us.  It  is  connected,  at  all  events,  with  the  infectious  nature  of  the  disease,  and 
it  is  accordingly  quite  analogous  to  the  occurrence  of  herpes  in  intermittent  and 
recurrent  fever,  epidemic  meningitis,  etc.  Other  affections  of  the  skin  are  of  rare 
occurrence.  We  have  seen  urticaria  in  some  cases.  The  jaundice  occurring  in 
pneumonia  has  already  been  described. 

8.  Course  of  the  Fever  (see  Figs.  23  and  24). — Pneumonia  is,  almost  without 
exception,  accompanied  by  a more  or  less  high  fever  with  a very  typical  course. 
In  the  beginning  of  the  fever  the  temperature  rises  very  rapidly  to  a high 
point.  Even  during  the  initial  chill  the  bodily  heat  increases  from  normal  to 
about  104°  (40°  C.)  and  over.  There  are  at  present  no  observations  to  show  whether, 
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in  the  cases  of  pneumonia  that  begin  gradually,  there  is  also  a 
the  fever.  During  the  course  of  the  disease  the  fever  shows  c 
tiuuous  or  remitting  character,  but  there  is  with  this  a decided 
deep  falls  of  temperature.  Since 


these  at  first  may  easily  be  tak- 
en for  the  actual  occurrence  of 
crises,  although  later  they  are 
proved  by  the  renewed  rise  in 
temperature  to  he  a mere  tem- 
porary decline  in  the  bodily 
heat,  they  are  termed  pseudo- 
crises. Pseudo-crises  are  usu- 
ally seen  in  the  first  days  of 
the  disease,  but  in  some  cases 
they  appear  later.  They  may 
he  repeated  once  or  oftener,  so 
that  then  the  fever  has  a de- 
cidedly intermitting  course. 
These  intermitting  pneumonias, 
called  from  the  course  of 
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the  fever,  have  nothing  at  all 
to  do  with  malai’ia,  which  fact 
must  be  especially  noted  be- 
cause of  the  frequency  of  erro- 
neous statements. 
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During  tile  night  there  is  generally  a sinking  of  the  temperature  with  a more  or 
less  abundant  perspiration,  in  which  as  a rule  the  temperature  may  reach  a sub- 
normal point — 96°  to  95°  (36°-35°  C.).  The  critical  decline  is  often  broken  by 
new  and  slight  elevations  of  temperature,  so  that  on  the  morning  of  the  next  day 
there  may  be  a definite  increase  of  fever,  the  so-called  proti’acted  crisis.  Only  in 
a comparatively  small  number  of  cases  does  tlie  fever  end  by  l5'sis,  in  which  the 
tempei’ature  goes  down  like  steps.  The  duration  of  lysis  is  seldom  more  than 
three  or  four  days  at  most.  A dechne  of  tempei’ature  by  lysis  is  most  frequent  in 
severe  and  protracted  cases,  in  so-called  typhoid  pneumonia  {vide  infra),  or  in 
pneumonia  migrans. 

Although  the  iiathological  process  in  the  lungs  by  no  means  ends  with  the 
crisis,  we  usually  consider  the  day  of  the  crisis  as  ihe  last  day  of  the  disease.  The 
pneumonia  makes  no  advance  after  that,  but  resolution  and  absorjitiou  of  the 
exudation  and  the  return  of  the  patient’s  strength  still  take  time.  Hipjiocrates 
knew  when  the  time  of  the  crisis  occurs,  and  that  the  odd  days,  especially  the  fifth 
and  the  seventh,  have  a special  significance  in  regard  to  it.  In  an  infectious  dis- 
ease that  has  a typical  course  there  can  be  nothing  strange  in  the  fact  that  the 
cessation  of  fever,  to  a certain  degree,  is  associated  with  a definite  period  of  time; 
but  Hippocrates’s  rule  has  frequent  exceptions.  The  crisis  sometimes  occurs  on 
the  ninth,  the  twelfth,  or  the  thii’teenth  day,  and  even  later,  and,  on  the  other 
hand,  there  are  quite  short  pneumonias  of  but  one  or  two  days’  duration. 

In  the  days  following  the  cx’isis  the  tenipei’ature,  which,  as  we  have  said,  falls 
to  subnormal,  regains  its  normal  height.  The  pulse,  which  usually  sinks  to 
fifty  or  sixty  during  the  crisis,  when  it  often  shows  a slight  irregularity,  reaches 
its  normal  frequency  again  in  a few  days.  We  are  quite  apt  to  see,  in  the  days 
immediately  following  the  crisis,  a slight  increase  of  temperature  again,  100°  to 
102°  at  most  (38°-39°  C.),  but  this  has  no  special  significance. 

The  general  revolution  w’hich  the  rvhole  condition  of  the  patient  undergoes 
after  the  cri.sis  is  often  astonishing.  The  rairid  decline  in  the  respiratory  symirtoms 
is  especially  striking.  The  return  of  the  affected  portion  of  the  lung  to  normal 
follows  in  quite  a short  time.  The  expectoration  is  more  abundant  but  less  vi.scid. 
It  loses  its  bloody  character  and  is  simply  catarrhal.  In  cases  which  run  their 
course  regularly,  the  signs  in  the  lung  on  auscultation  and  percussion  become 
noi’inal  again  in  about  five  to  eight  days  after  the  crisis.  Abnormally  delayed 
resolution  will  be  mentioned  below. 

Special  Pecullaeities  and  Anomalies  in  the  Course  op  Pneumonia. 

1.  Pneumonia  in  Children. — Beside  the  common  lobular  pneumonia  there  is 
also  a pure,  lobar,  croupous  pneumonia  in  children,  which  is  by  no  means  ,so  rai’e 
as  some  authors  formerly  supposed.  An  initial  chill  is  seen  only  in  older  chil- 
dren; initial  vomiting,  however,  is  very  common  in  children.  In  many  cases 
severe  cerebral  symptoms,  like  delu’iuni,  drowsiness,  or  convulsions,  obseux’e  the 
pulmonary  symptoms  at  fix’st.  The  furtber  course,  the  development  of  physical 
signs,  the  fever,  and  the  complications,  ax’e  quite  analogous  to  the  appeax’ances  in 
adults.  The  pneumonic  sputum  is  only  exceptionally  to  be  obsex’ved  in  childx’en 
under  eight  yeax’s  of  age. 

2.  Pneumonia  in  old  people  is  always  dangex’ous.  It  may  begin  suddenly, 
as  in  people  of  middle  age,  but  often  it  begins  mox’e  slowly  and  insidiously.  Its 
coux’se  is  max’ked  by  the  speedy  onset  of  great  weakness  and  debility.  Nex’vous 
symptoms,  like  delix’ixxxn,  ax-e  xxot  infrequexxt. 

3.  Drunkard's  Pneumonia. — We  see  cx’oupoxxs  pxxeuixxoxxia  in  drxxixkards  with 
x’emarkable  frequency.  The  clinical  coux-se  is  clxaracterhed  by  the  develop- 
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ment  of  delirium  tremens,  usually  in  the  first  days  of  the  disease.  The 
patient’s  mind  is  disturbed,  he  is  very  restless,  constantly  tries  to  get  out  of 
bed,  and  he  fumbles  night  and  day  with  his  bed-clothes  or  articles  of  cloth- 
ing.’ The  - alcoholic  character  of  the  delirium  is  shown  by  the  patient’s 
whole  manner,  the  tremor  of  the  hands  and  tongue,  and  the  usually  happy 
character  of  the  delirium.  The  delhium  refers  to  his  favorite  beverages, 
his  previous  boon  companions,  etc.  He  becomes  tearful  or  raving  only  when 
forcibly  resti-ained.  He  may  think  himself  involved  in  the  tavern  brawls. 
The  alcoholic  delirium  is  almost  always  associated  with  hallucinations.  The 
hallucinations  of  little  moving  black  figures  are  especially  characteristic. 
They  are  either  animals,  rats  or  beetles,  or  little  black  men,  and  they  give  him 
much  trouble.  The  subjective  symptoms  of  pneumonia  are  wholly  in  the  back- 
ground. No  delu'ious  patient  with  pneumonia  complains  of  cough,  pain  in  the 
chest,  or  dyspnoea.  Careful  objective  examination  is  the  only  thing  that  con- 
firms the  diagnosis.  Very  often  patients  with  a happy  delirium  serve  to  enter- 
tain those  about  them,  until  suddenly  very  severe  symptoms  arise,  and  they  become 
somnolent  and  succumb,  with  the  symptoms  of  pulmonary  oedema.  The  prognosis 
of  every  case  of  drunkard’s  pneumonia,  therefore,  is  to  be  regarded  as  very  un- 
favorable. 

4.  Pneumonia  in  Pre-existing  Chronic  Diseases. — Croupous  pneumonia  is 
occasionally  seen  in  all  forms  of  chronic  disease.  It  is  especially  dangerous  in 
persons  who  are  already  enfeebled,  or  afflicted  with  chronic  cardiac  or  pulmonary 
disease,  like  jdithisis  or  emphysema.  The  pneumonia  which  often  attacks  patients 
with  emphysema  is  clmically  important,  since  emphysema  may  render  the  object- 
ive evidence  of  jjneumonia  very  difficult.  The  croupous  exudation  does  not  com- 
pletely fill  the  dilated  alveoli ; hence  decided  dullness  and  bronchial  breathing  are 
absent. 

5.  Pneumonia  with  Late  or  Slight  Localization — Central  Pneumonia. — Cases 
are  quite  often  seen  whose  beginning,  course,  and  subjective  symptoms  correspond 
throughout  to  a croupous  pneumonia,  but  in  which  the  objective  evidence  of 
pneumonic  infiltration  evades  the  most  careful  examination.  The  disease  be- 
gins with  a chill,  the  fever  is  high,  the  patient  complains  of  pain  in  the  chest, 
which  is  usually  slight,  there  is  perhaps  herpes,  but  only  on  the  foiu’th,  fifth,  or 
sixth  days  can  we  make  out  anywhere  any  bronchial  breathing  or  crepitant  rales. 
In  other  cases  even  the  crisis  may  set  in  before  we  are  able  to  localize  the 
pneumonia  with  certainty.  In  most  of  these  cases  we  probably  have  to  do  loss 
wuth  an  actual  late  localization  than  with  a central  infiltration  which  no- 
where approaches  the  periphery,  and  hence  is  made  out  objectively  only  late  or 
not  at  all.  A careful  examination  of  the  sputum  is  of  the  greatest  diagnostic 
importance,  since  it  sometimes  has  a ])erfectly  characteristic  appearance  in  spite 
of  the  absence  or  the  indefinite  character  of  the  ))hysical  signs.  If  there  is  no 
sputum,  the  diagnosis  must  of  course  remain  very  uncertain.  In  .such  a case 
under  our  owii  observation  a slight  ])leuritic  friction -sound  was  the  only  thing 
heard  and  that  not  until  the  day  after  the  crisis,  but  this,  added  to  the  rational 
signs,  made  the  diagnosis  of  jmeumonia  certain. 

0.  Typhoid  Pneumonia — Asthenic  Pneumonia. — By  typhoid  pneumonia  wo 
mean  those  cases  in  which,  beside  the  local  pulmonary  sym])toms,  which  may  be 
mther  slight  or  well  marked,  thei’e  ai’e  remarkably  sevei’e  general  symptoms. 
Tbe  cases  do  not  often  begin  as  suddenly  as  ordinary  pneumonia,  but  more 
giadually,  like  tyjihoid.  Even  at  first  the  genei’al  symptoms,  such  as  groat  dull- 
nes.s,  loss  of  a])petite,  or  headache,  ])redoniinate  over  the  thoracic  symptoms.  At 
le  height  of  tlie  disease  there  is  a decided  typlioidal  state,  stiqior,  delirium,  a very 
‘ ij  tongue,  great  general  weakness,  and  also  enlargement  of  the  s])leen,  and  fre- 
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quently  mild  jaundice,  albuminuria,  etc.  Such  cases  are  to  be  regarded  as  pneu- 
monia with  an  unusually  severe  general  infection.  They  sometimes  occur  in  epi- 
demics. It  is  said  that  pneumonia  of  the  upper  lobes  shows  a somewhat  more 
frequent  tendency  to  severe  nervous  symptoms  than  pneumonia  of  the  lower  lobes. 
Recovery  from  this  typhoid  or  asthenic  pneumonia,  which  may  last  two  weeks 
or  more,  often  follows  by  lysis.  Typhoid  pneumonia  is  by  no  means  a sharply 
defined  disease.  The  term  serves  merely  as  a short  name  for  the  grave  constitu- 
tional disturbance.  Clinically  it  is  impossible  to  distinguish  it  sharply  from 
pneumonia  migrans,  bilious  pneumonia,  and  other  forms. 

The  croupous  pneumonia  which  comes  on  in  the  course  of  genuine  typhoid 
is  aetiologically  quite  different,  but  in  diagnosis  it  is  often  very  liard  to  distinguish 
it.  Here  we  have  typhoid  with  a secondary  localization  in  the  lungs — “ pneumo- 
typhoid ” (see  page  13) — which  is  rare.  In  the  cases  first  described,  however,  we 
had  a pneumonia  with  very  marked  general  infection — “ typhoid  ” symptoms. 
The  only  things  which  render  an  accurate  differentiation  of  the  two  diseases  pos- 
sible in  such  cases  are  observation  of  the  whole  course  of  the  disease,  attention 
to  all  the  single  symptoms,  such  as  the  intestinal  symptoms,  and  roseola,  and  the 
etiological  relations,  so  far  as  we  can  learn  them. 

7.  Pneumonia  loith  Delayed  Resolution. — While  the  resolution  of  pneumonia 
is  complete,  as  a rule,  in  three  days  to  a week  after  the  occurrence  of  the  crisis, 
there  are  cases  in  which  this  process  demands  a much  longer  time.  Not  infre- 
quently, and  particularly  in  severe’  cases  of  pneumonia,  one  sees  after  the  crisis 
a surprisingly  rapid  disappearance  of  all  the  i>hysical  signs,  while,  on  the  other 
hand,  recovery  is  sometimes  remarkably  slow  in  apparently  mild  cases ; but  this 
rule  is  of  course  not  universal,  and  not  without  exceptions.  The  course  of  the 
disease  is  often  enough  precisely  the  opposite.  Just  what  are  the  conditions  upon 
which  the  rapidity  or  the  slo^vness  of  resolution  depends  we  do  not  know.  Some- 
times unfavorable  constitutional  conditions,  such  as  anaemia,  debility,  ])hthisical 
tendencies,  and  kyphoscoliosis  appear  to  delay  resolution.  Sometimes,  on  the 
other  hand,  no  such  explanation  can  be  found.  It  seems  to  us  that  at  certain 
times  all  the  cases  of  pneumonia  exhibit  more  of  a tendency  to  delayed  resolu- 
tion than  at  others,  so  that  it  is  not  impossible  that  there  are  variations  in  the 
pathological  process  itself.  Perhaps,  however,  secondary  pulmonary  diseases  play 
a part  in  the  ifiienomenon. 

With  regard  to  the  symptoms  of  delayed  resolution,  there  are  various  forms. 
In  the  first  place,  we  see  cases  where  the  crisis  takes  jilace  in  the  usual  way,  and 
the  temperature  thereaftei’  remains  permanently  normal.  The  patients  perhaps 
feel  quite  well,  and  are  troubled  little  by  thoracic  symptoms;  nevertheless,  the 
dullness  upon  percussion  remains  unchanged,  or  diminishes  at  best  very  gradually, 
and  the  bronchial  breathing  or  subcrepitant  rales  can  still  be  heard.  All  the 
signs  diminish  very  slowly,  sometimes  occupying  several  weeks  in  their  disap- 
pearance, and  then  complete  recovery  ensues.  In  other  cases  there  is  no  distinct 
crisis,  but  the  fever  continues,  although  lower  than  at  first,  and  the  ])hysical  signs 
remain  to  a greater  or  less  extent.  At  the  end  of  two  or  three  weeks,  or  even  still 
later,  the  fever  slowly  ceases,  and  thereupon  normal  resonance  and  vesicular 
bi’eathiug  gradually  return.  Still  another  course,  which  differs  somewhat  from 
those  already  described,  and  of  wbich  we  have  repeatedly  observed  typical  in- 
stances, is  the  following:  The  patients  remain  free  from  fever  for  about  a week 
after  the  crisis  appears.  During  this  time  the  dullness  remains,  and  the  bronchial 
breathing,  although  not  very  loud,  is  constant.  Then  a moderately  intermitting 
fever  comes  on  again,  with  an  increase  of  temperature  to  about  102°  or  103°  (39°- 
39 '5°  C.).  This  fever  may  last  from  two  to  four  weeks,  or  even  longer.  Only 
occasionally,  if  ever,  do  we  hear  a rale  over  the  affected  portion  of  the  lung.  A 
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moderate  contraction  of  the  affected  side  gradually  appears.  Then  the  reso- 
nance slowly  becomes  clearer,  and  the  respiration  becomes  louder  and  vesicular 
again.  The  fever  disappears,  and  complete  recovery  finally  takes  place.  In  many 
other  cases  of  delayed  resolution  there  is  also  a marked  absence  of  rales  and  a 
mild  degi’ee  of  contraction.  The  differentiation  from  secondary  plem-isy  is  here 
often  veiy  difficult,  except  by  tapping  the  chest.  Again,  it  is  not  veiy  excep- 
tional to  observe  delayed  resolution  and  secondary  pleurisy  simultaneously  iu 
the  same  patient. 

If  there  is  really  merely  delay  in  the  resolution  and  no  distinct  secondary 
disease  (see  below),  complete  recovery  will  almost  always  come  at  last. 

8.  Termination  of  Pneumonia  in  Phthisis,  Contraction  of  the  Lungs,  Pul- 
monary Gangrene,  or  Pulmonary  Abseess. — Three  terminations  of  pneumonia 
are  ordinarily  mentioned  as  unusual  and  anomalous — the  termination  in  “ chronic 
pneumonia,”  in  gangrene,  and  in  abscess. 

• Concerning  the  termination  in  chronic  pneumonia,  we  have  already  mentioned 
a process  belonging  here,  the  termination  in  contraction  with  ultimate  recovery ; 
but  in  rare  cases  the  contraction  is  persistent.  From  the  complete  lack  as  yet  of 
careful  post-mortem  examinations,  we  can  not  give  fuller  details  as  to  the  anatom- 
ical process  in  these  cases  (hyperplasia  and  retraction  of  the  inter-alveolar  con- 
nective tissue  ?). 

By  the  “ termination  in  chronic  pneumonia  ” we  usually  mean  a termination 
in  j)hthisis — that  is,  tuberculosis.  With  our  present  concejDtion  of  the  two  diseases 
there  can,  of  course,  be  no  question  of  an  actual  transition  from  one  to  the  other. 
Accordingly,  where  a clear  case  of  phthisis  develops  as  a sequel  to  genuine  croup- 
ous pneumonia — which,  however,  is  quite  rare — either  the  pneumonia  develops 
upon  a pre-existing  tuberculosis,  or  tuberculosis  develops  after  the  pneumonia  in 
a person  predisposed  to  tubercle. 

The  transition  from  pneumonia  to  pulmonary  gangrene  is  sometimes  seen, 
especially  in  old  and  weak  individuals.  Here,  too,  iu  our  opinion,  a new  infec- 
tion, with  a foul  and  putrid  substance,  must  always  take  place,  and  this  excites 
the  gangrene.  The  previous  pneumonia  fuimishes  only  the  occasion  for  the  de- 
velopment of  gangrene,  and  perhaps  prepares  the  soil  for  the  agents  of  decompo- 
sition. The  development  of  gangrene  is  appreciated  clinically  from  the  change 
in  the  sputum. 

The  transition  from  pneumonia  to  pulmonary  abscess  is  very  rare.  We  can 
not  decide  whether  a specific  further  cause  is  also  needed  for  this,  or  whether  the 
pneumonic  process  may  exceptionally  go  on  into 
the  formation  of  abscess.  The  transition  to  an 
abscess  may  be  recognized  by  the  character  of 
the  sputum,  which  contains  fragments  of  i)ul- 
monary  tissue,  such  as  elastic  fibers,  beside  abun- 
dant pus.  Besides  that,  we  find,  on  micro.scopic 
examination  of  the  sputum  in  absces.s,  some- 
times scales  of  cholestcrine  (Fig.  2.'))  and  hmma- 
toidine  crystals;  the  latter  may  be  so  abundant 
as  to  give  the  expectoration  a Ijrownish  color. 

Sometimes  we  have  seen  a peculiar  greenish 
color  of  the  sputum.  The  signs  of  a pulmonary 
cavity  are  found  if  the  ab.sceas  bursts. 

Diagnosis. — No  special  remarks  on  diagnosis 
need  to  be  added  to  the  description  we  have 
^ven  of  all  the  important  symptoms  which  may  occur  in  croupous  ]mcumonia. 
We  should  pay  particular  attention  to  the  sudden  onset,  the  characteristic  spu- 
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turn,  the  physical  signs,  the  frequent  occurrence  of  herpes  on  the  face,  and  finally 
to  the  whole  course  of  the  disease,  especially  to  the  temperature  curve.  We  will 
discuss  the  differential  diagnosis  between  pneumonia  and  pleurisy  with  efl’usion 
more  full}"  in  the  description  of  the  latter  affection. 

Prognosis.— Croupous  pneumonia  belongs  in  general  to  the  benignant  infec- 
tious diseases.  The  great  majority  of  cases,  in  previously  strong  and  healthy 
individuals,  run  a favorable  course,  and  end  in  complete  recovery.  On  the  other 
hand,  pneumonia  brings  a number  of  perils  with  it,  the  knowledge  of  which 
should  always  make  us  cautious  in  giving  a prognosis. 

A grave  danger  lies  in  the  extension  of  the  process.  If  the  advance  of  the 
pneumonia  can  not  be  stopped,  if  the  whole  of  one  lung  is  involved,  and,  be.sides 
that,  a great  portion  of  the  other  lung,  the  diminution  of  the  respiratory  surfaces 
forms  a factor  which  may  give  rise  to  a fatal  termination. 

A further  danger  lies  in  the  onset  of  certain  complications.  An  intense  pleu- 
risy, with  effusion,  especially  if  purulent,  causes  greater  difficulty  in  respiration, 
and  thus  increases  the  danger.  Still  worse  is  a sero-fibrinous  or  purulent  peri- 
carditis, which,  m not  very  rare  cases,  is  revealed  at  the  autopsy  as  the  special 
cause  of  death.  We  must  note,  however,  that  recovery  sometimes  finally  takes 
place  in  spite  of  an  empyema  or  of  a purulent  pericarditis.  The  complication 
with  a purulent  meningitis,  which  is  fortunately  very  rare,  is  probably  invai’iably 
fatal. 

The  dangers  of  general  infection  (or  perhaps  a more  coi’rect  expression  would 
be  general  hatoxication)  occupy  a subordinate  place  in  pneumonia,  on  the  whole, 
in  comparison  with  other  infectious  diseases,  like  typhoid,  but  the  constitutional 
state  is  important  in  the  so-called  typhoid,  asthenic  pneumonia.  Sometimes  un- 
usually severe  and  malignant  forms  of  pneumonia,  with  a high  mortality,  occur 
in  ejiidemics  and  endemics,  but  these  cases  are  often  characterized  by  the  extent 
of  the  local  process,  or  by  the  development  of  the  dangerous  complications  men- 
tioned above. 

The  individual  circumstances  of  the  patient  play  the  most  important  part  in  the 
prognosis  of  pneumonia.  While  a constitution  that  was  previously  healthy  and 
uninjured  usually  survives  the  disease,  one  that  was  previously  weak  and  diseased 
readily  succumbs.  In  this  fact  lies  the  danger  of  pneumonia  in  old,  weak,  badly 
noui’ished  persons,  and  in  pereons  with  a pre-existing  emphysema,  Icyphoscoliosis, 
heart  disease,  etc.  In  this,  too,  lies  the  great  danger  of  every  pneumonia  in  drunk- 
ards. Since  the  nervous  system  is  much  affected  by  chronic  alcoholism,  we  very 
often  see  outbreaks  of  delirium  tremens  in  pneumonia,  which  come  on  very  read- 
ily. In  like  manner  the  other  nerve-centers  are  weakened  and  incapable  of  resist- 
ance, especially  the  regulatory  centers  for  the  heart  and  respiration.  Hence  we 
can  understand  why  even  moderate  drinkers,  though  previously  strong  and  well 
to  all  appearance,  succumb  to  pneumonia  from  insufficiency  of  the  heart  and 
lungs. 

If  we  ask  upon  what  symptoms  our  prognosis  in  any  given  case  should  depend, 
we  must  reply  that  no  single  factor  can  be  given  especial  prominence.  Chief 
stress  must  always  be  laid  upon  the  state  of  the  lungs  and  the  respiration,  but 
attention  must  also  be  given  to  the  general  condition,  the  heart’s  action,  the  height 
of  the  fever,  etc.  The  worst  dangers  of  pneumonia  have  just  been  mentioned. 

Of  the  abnormal  terminations  of  pneumonia,  contraction  gives  the  best  prog- 
nosis, but  recovery,  or  at  least  a marked  subsidence  of  all  the  symptoms,  may 
sometimes  take  place  after  gangrene  and  abscess. 

Treatment. — Many  of  the  milder  cases  of  typical  pneumonia  need  no  special 
active  treatment  when  the  disease  on  the  whole  takes  a favorable  course.  Most 
cases  get  well  under,  or,  wo  can  almost  say,  in  spite  of  any  treatment.  From  the 
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method  of  treatment  bj^  large  bleedings,  wbicb  was  formerly  customary,  and  also 
by  certain  drugs  wbicb  are  even  now  occasionally  used — we  refer  especially  to 
veratrinc— we  should  expect  an  injurious  effect,  and  not  a favorable  one;  and  yet 
even  with  such  treatment  many  cases  of  pneumonia  recover. 

[In  robust  individuals,  with  a full,  bard  pulse  and  great  oppression  of  breathing, 
venesection  affords  a prompt  relief  to  be  obtained  in  no  other  way. 

In  general,  the  main  indications  for  treatment  are,  as  in  other  acute  seK-limited 
diseases,  to  support  life  until  the  disease  has  run  its  course.] 

We  do  not  know  a remedy  wbicb  can  in  any  way  exert  a favorable  influence 
upon  the  pneumonic  process  itself.  The  treatment  of  pneumonia  must  therefore  be 
purely  hygienic  and  symptomatic,  but  in  this  respect  it  can  accomplish  very  much. 

The  symptoms  which  are  usually  pi’ominent  in  every  pneumonia,  even  in  the 
milder  cases,  and  of  which  the  patient  is  especially  desirous  to  be  relieved,  are  the 
pain  in  the  side,  the  troublesome  cough,  and  the  difficulty  and  distress  in  breath- 
ing. Since  the  respiratory  symptoms,  as  we  have  seen,  are  partly  due  to  the  pain, 
as  this  improves  the  patient’s  breathing  often  undergoes  a decided  improvement. 
For  the  pain,  we  may  first  mention  a number  of  external  applications  to  the 
skin  on  the  affected  side.  An  ice-bag  sometimes  gives  marked  relief.  Many 
patients  can  not  bear  this,  but  prefer  warm  poultices  or  cold  wet  compresses.  The 
appheation  of  mustard  plasters  or  dry  cups  to  the  skin  may  be  of  advantage.  Sub- 
cutaneous injections  of  morphine,  however,  are  the  most  effective  remedy,  and 
are  often  indispensable.  There  is  no  reason  why  we  should  not  use  this  i-emedy, 
with  care  and  in  moderate  doses,  for  the  relief  of  pain;  and,  as  the  disease  is  of 
short  duration,  we  need  not  particulaidy  fear  the  morphine  habit.  Small  doses 
of  morphine,  subcutaneously  or  by  the  mouth,  may  also  be  required  to  alleviate 
the  cough. 

Local  blood-letting  is  a remedy  the  action  of  which  can  not  be  explained 
physiologically,  and  yet  experience  has  shown  that  it  is  of  undoubted  advantage. 
The  relief  which  many  patients  feel  after  the  application  of  ten  or  twelve  leeches 
to  the  affected  side  is  very  striking;  but  we  should  prescribe  them  only  when 
there  are  severe  symptoms  at  the  beginning  of  the  disease,  and  in  persons  who 
were  strong  and  healthy  before  the  attack.  Wet  cups  accomplish  the  same  thing, 
hut  the  effect  is  somewhat  more  powerful,  and  hence  they  should  be  reserved  for 
sti’ong  and  robust  persons,  such  as  laborers. 

The  tepid  bath  serves  as  the  most  effective  means  of  improving  the  respiration, 
of  aiding  expectoration,  and  of  stimulating  and  refreshing  the  whole  system. 
We  hold  it  useless,  if  not  injurious,  to  give  a patient  baths  if  the  disease  is 
progi’cssing  favorably,  for  almost  every  bath  has  some  disagreeable  feature. 
These  disadvantages,  however,  are  always  less,  in  severe  cases,  than  the  bene- 
fit and  improvement  which  baths  give  the  patient,  and  which  most  patients 
recognize  with  gratitude.  The  main  point  is  that  the  patient  should  make  no 
physical  exertion  while  in  the  bath,  that  he  should  be  lifted  into  it,  held  and  sup- 
ported while  in  it,  and  lifted  into  bed  again  after  it.  Since  the  baths  are  given 
primarily  not  on  account  of  the  fever,  but  to  improve  the  respiration,  and 
because  of  their  favorable  influence  on  the  nervous  system,  their  temperature 
need  not  be  especially  low.  We  give  them  from  85°  to  90°  (2-f°-2(!°  R.);  some- 
what warmer  with  sensitive  and  weak  people,  and  cooler,  down  to  77°  or  even 
<2'S  (20°-18°  R. ),  with  strong  ])eople,  or  with  very  high  fever  or  severe  nervous 
symptoms.  We  need  not  employ  more  than  two  or  three  baths  a day,  and  at 
night  we  employ  them  only  when  there  are  threatening  symptoms.  The  favor- 
able action  of  the  baths  is  c.spccially  sceTi  in  the  great  relief  and  refreshment  that 
the  patient  feels.  The  respiration  is  quieter  and  slower,  but  deeper’.  The  patient 
often  falls  into  a quiet  sleep  after  the  bath. 
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Antipyretics  are  seldom  useful  in  pneumonia.  Even  if  the  temperature  rises 
very  high,  up  to  106°  (41°  C.),  cool  baths  are  sufficient  to  avert  the  dangers  of  an 
increase  of  bodily  heat.  If  any  antipju-etic  must  be  used,  antipyrine  is  to  he  pre- 
ferred. 

Expectorants  are  much  used,  especially  since  in  practice  we  seldom  can  avoid 
giving  some  inteimal  remedy.  Among  the  most  useful  are  infusion  of  ipecac- 
uanha, benzoin,  liquor  ammouii  auisatus,  and  tai-tar  emetic,  once  held  to  be  a neces- 
sary specific  against  pneumonia  (!).  Finally,  digitalis  may  be  indicated  under 
some  circumstances  with  a weak  and  frequent  pulse,  either  in  powder  or  in  an 
infusion  of  about  1 to  100. 

We  must  give  the  greatest  attention  in  all  severe  cases  to  keeping  up  the  par 
tient’s  strength.  We  must  therefore  take  care  to  furnish  an  easily  digestible  but 
nutritious  diet.  Meat  in  small  pieces,  cut  up  fine  or  scraped,  may  be  freely  al- 
lowed if  the  patient  has  an  appetite  for  it,  but  durhig  the  first  days  of  the  disease 
we  are  usually  confined  to  giving  soups,  milk,  and  eggs.  As  soon  as  the  signs  of 
more  marked  general  weakness  appear,  and  the  pulse  becomes  smaller,  we  must 
order  stimulants,  wine,  strong  cafe  noir,  or,  still  better,  ether  or  camphor.  The  lat- 
ter is  best  given  subcutaneously  in  severe  cases,  dissolved  in  olive-oil,  in  a ratio  of 
one  to  four.  If  the  patient  swallows  well,  we  may  give  it  in  wine,  two  grains 
(grm.  OT)  every  one  or  two  hours. 

We  have  yet  to  make  some  remarks  upon  the  very  extensive  use  of  large 
amounts  of  alcohol  in  pneumonia.  Without  doubt  a free  use  of  alcohol  is  neces- 
sary in  drunkards,  especially  when  delirium  tremens  is  beginning  or  is  already 
pronounced.  Since  the  withdrawal  of  any  poison  that  is  taken  habitually,  like 
nicotine  or  morphine,  may  excite  the  severest  symi^toms,  the  sudden  withch’awal 
of  alcohol  from  ch’unkards  may  have  the  worst  results,  while,  if  we  give  an  abun- 
dant supply  of  the  stimulant  to  which  the  nervous  system  is  accustomed,  we  some- 
times succeed  in  avoiding  the  onset  of  severe  nervous  symptoms,  like  collapse  and 
failure  of  the  heart  and  respiration.  It  is  quite  a different  matter  with  patients 
who  before  their  illness  have  not  been  accustomed  to  take  alcohol  at  all,  or  who 
took  it  only  in  small  amounts.  It  may  be  true  that  in  these  cases  small  amounts 
of  wine  may  have  a stimulating  and  exciting  action,  although  we  never  could 
satisfy  ourselves  of  the  often  praised  influence  of  alcohol  upon  the  action  of  the 
heart.  We  hold  it,  however,  unjustifiable  to  force  large  amounts  of  alcohol  indis- 
criminately upon  every  patient  with  pneumonia,  perhaps  in  spite  of  great  resistance 
on  his  part.  Why  should  we  expect  sick  persons  to  bear  doses  of  alcohol  which 
have  only  bad  results  on  healthy  men  unaccustomed  to  them? 

[Few  American  iihy.sicians  of  any  experience  will  accept  the  reasoning  of 
the  author  on  the  employment  of  alcoholic  stimulants  in  those  not  accustomed 
to  their  use. 

The  toxic  effects  of  alcohol  are  as  undesirable  in  pneumonia  as  in  any  other 
disease,  but  there  are  few  affections  in  which  so  great  tolerance  is  shown  for  this 
agent.  The  chief  indications  for  its  exhibition  are  derived  from  the  pulse  and 
the  first  cai'diac  sound  at  the  apex.  A flagging  heart  calls  for  alcohol,  the  effect 
of  which  on  the  symptoms  and  on  the  circulation  is  to  be  carefullj’’  watched;  the 
quantity  is  to  be  diminished,  increased,  maintained,  or  the  agent  is  to  be  omitted 
entirely,  according  to  the  conditions  present  in  the  individual  case.  I am  no  ad- 
vocate of  indiscriminate  alcoholic  stimulation ; but  I believe  that  lives  have  been 
frequently  saved  in  the  past,  and  will  be  saved  in  the  future,  by  the  judicious  and 
sometimes  extremely  free  use  of  this  class  of  remedies  in  acute  pneumonia.  In- 
halation of  oxygen  has  won  a prominent  place  in  the  treatment  of  sevei’e  pneu- 
monia of  late  years,  and  cases  are  reported  in  which  life  seems  unquestionably  to 
have  been  saved  by  it.  In  a considerable  number  of  cases  the  editor  has  seen  only 
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one  which  could  come  under  this  class.  He  has  seen,  however,  marked  tempo- 
rary imijrovement  in  pulse  and  respiration,  with  diminution  of  cyanosis  and  in- 
duction of  relatively  quiet  sleep.  But  the  oxygen  must  be  given  in  large  quan- 
tities sometimes  continuously.  If  its  inhalation  fatigues  the  patient,  the  gas  may 
be  allowed  to  escape  before  the  mouth  or  under  the  nose  of  the  patient.  The  ob- 
jection to  the  efficient  use  of  oxygen  in  some  cases  is  the  expense  of  perhaps  some 
hundreds  of  gallons  a day  at  five  cents  a gallon.] 

The  treatment  of  complications  follows  the  ordinary  rules  which  have  been 
given  under  the  individual  affections.  We  must  also  mention  that,  in  delu- 
ium  tremens,  tepid  baths  with  cold  douches  sometimes  have  a very  good  effect. 
Besides  this,  we  may  try  subcutaneous  injections  of  strychnine,  seven  to  fifteen 
minims  of  a one-per-cent,  solution,  once  or  twice  a day.  We  can  not  wholly  dis- 
pense with  narcotics,  such  as  morphine  and  chloral,  but  we  must  warn  against  the 
imprudent  use  of  large  doses  of  chloral,  above  thirty-five  grains  (grm.  2 5). 


CHAPTER  VI. 

TUBERCULOSIS  OF  THE  LUNGS. 

{Palmonanj  Phthisis.  Pulmonary  Consumption.) 

General  Pathology  and  Etiology  op  Tuberculosis. 

Ever  since  Bayle,  in  1810,  demonstrated  the  extensive  distribution  of  peculiar 
nodules  in  the  various  organs,  and  their  relation  to  pulmonary  consumption,  few 
questions  have  so  taxed  clinical  observers  and  pathologists  as  those  relating  to  the 
cause  and  nature  of  tuberculosis.  Harmony  could  not  be  reached,  however,  so 
long  as  the  criterion  for  the  decision  of  the  questions  was  sought  in  the  presence 
of  definite  anatomical  changes,  which  were  regarded  as  specific  of  tuberculosis. 
Laennec  considered  the  peculiar  change  in  the  tubercular  products,  which  later 
was  named  caseation  by  Virchow,  to  be  characteristic,  and  called  everything 
tubercular  where  it  was  found.  He  distinguished  the  isolated  tubercle  from 
diffuse,  tubercular,  cheesy  infiltration.  Thus  Laennec  recognized  that  many 
processes  were  allied  whose  affinity  was  often  disputed  afterward,  and  has  only 
recently  been  established,  such  as  the  affinity  between  “scrofulous”  enlargement 
of  the  glands  and  tuberculosis.  Another  opinion  became  quite  prevalent,  after 
Virchow  discovered  that  precisely  the  same  anatomical  ]n-ocess  as  tubercular  casea- 
tion was  also  found  in  inflammatory  products,  which  were  certainly  not  tubercular, 
and  in  cancerous  ulcerations.  Hence  Virchow  made  a sharp  distinction  between 
tubercle  and  those  new  growths  and  inflammatory  processes  which  had  become 
cheesy.  The  anatomical  criterion  of  tuberculosis  was,  in  his  view,  the  presence  of 
the  miliary  tubercle,  a gray  nodule,  the  size  of  a millet-seed  at  the  largest,  made 
up  of  cells  like  lymph-corpuscles.  The  study  of  the  finer  structure  of  tlie  miliary 
tubercle  was  now  pushed  most  eageidy  by  Wagner,  Schiippel,  Langhans,  and 
others,  but  they  were  unable  to  reach  perfect  harmony  regarding  its  origin  and 
significance. 

As  long  ago  as  1863,  however,  a discovery  was  made  whicli  pointed  unequivo- 
cally to  the  only  way  which  could  lead  to  a correct  knowledge  of  tuberculosis.  It 
was  the  fact,  discovered  by  Villemin,  that  tuberculosis  can  be  produced  artificially 
by  inoculating  healthy  animals  with  small  amounts  of  tubercular  and  cheesy  s)vh- 
stances.  Although  doubted  and  misinterpreted  at  first  in  various  quarters,  the  fact 
that  tuberculosis  can  be  transmitted,  and  consequently  the  fact  of  its  infectious 
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character,  must  now  be  regarded  as  proved  beyond  a doubt.  In  the  general 
change  which  our  opinions  upon  the  nature  of  infectious  diseases  have  undergone, 
especially  in  the  last  few  years,  the  existence  of  a specific,  organized  cause  of  tuber- 
culosis, too,  had  to  be  assumed.  Klebs,  and  later  Cohnheim,  had  already  without 
reserve  defined  tuberculosis  as  a specific,  infectious  disease  and,  sooner  than  we 
dared  to  hope,  R.  Koch  discovered  the  special  carriers  of  the  disease  in  the  shajje 
of  the  tubercle  bacilli,  in  the  year  1881.  The  definition  of  tuberculosis  no  longer 
rests  upon  any  external  anatomical  character.  Every  disease  is  tubercular  which 
is  excited  by  the  pathogenic  action  of  a specific  kind  of  bacteria,  the  tubercle 
bacilli  discovered  by  Koch. 

The  i>athogeuic  bacteria  of  tuberculosis  belong  to  tbe  group  of  bacilli.  The 
tubercle  bacilli  are  rod-like,  of  small  diameter,  slightly  rounded  at  their  extremi- 
ties, and  either  straight  or  somewhat  bent.  Their  length  is  perhaps  a fourth  or  a 
half  that  of  the  diameter  of  a red  blood-corpuscle.  In  the  interior  of  these  rods  it 
is  not  seldom  possible  to  distinguish  very  minute  colorless  spots  which  are  proba- 
bly to  be  regarded  as  endogenous  spores.  The  tubercle  bacilli  have  no  independ- 
ent motion  whatever.  Their  reaction  to  certain  coloring  matters  is  very  charac- 
teristic, and  of  the  highest  importance  with  regard  to  their  recognition  (see  below). 
We  know  with  absolute  certainty  that  the  tubercle  bacilli  are  always  present  in 
all  the  different  forms  of  pulmonary  tuberculosis,  both  in  the  lung  itself  and  in 
the  expectoration  {vide  infra),  and  also  in  tubercular  diseases  of  other  organs, 
like  the  brain,  the  intestines,  the  spleen,  the  liver,  and  the  kidneys,  and  also  in 
“ scrofulous  lymph-glands,”  in  ‘‘  fungous  ” diseases  of  the  bones  and  joints,  and  in 
the  so-called  lupus,  which  is  nothing  but  a local  tuberculosis  of  the  skin.  Pre- 
cisely the  same  bacilli  are  also  found  in  the  “ spontaneous  ” tuberculosis  of  animalsi 
such  as  monkeys,  puppies,  and  guinea-pigs,  and  in  every  tuberculosis  that  is  arti- 
ficially produced  in  animals  by  inoculation.  Finally,  by  the  discovery  of  tubercle 
bacilli  in  the  “pearly  distemper”  of  cattle,  the  identity  of  this  disease  with  tuber- 
culosis—an  identity  which  had  already  been  established  by  experiments  in  inocu- 
lation— was  confirmed  anew. 

Koch,  by  his  successful  “ pure  cultures  ” and  inoculations  with  the  cultivated 
bacilli,  has  established  the  fact  that  these  bodies,  known  as  tubercle  bacilli,  are  to 
be  regarded  as  organized,  and  as  the  special  cause  of  tuberculosis.  Bacilli  coming 
from  any  fresh  product  of  tubercular  disease  may  be  cultivated  at  a constant  tem- 
perature of  98°  to  100°  (37°-38°  C.)  upon  blood-serum  which  has  been  stiffened  by 
heating,  and  upon  several  other  artificially  prepared  soils.  In  this  cultivation 
they  show  certain  characteristic  properties  in  their  growth,  which  can  not  be 
fully  described  here,  and  they  multiply  to  an  unlimited  extent.  In  this  way  we 
can  keep  up  perfectly  “ pure  cultures  ” of  tubercle  bacilli.  Inoculation  experi- 
ments tried  with  them  on  all  sorts  of  creatures  always  give  a positive  result.  The 
animals  fall  ill,  lose  flesh,  and  Anally  die,  and  at  the  autopsy  we  find  undoubted 
tubercular  disease  of  the  internal  organs,  which  may  be  more  or  less  extensive. 
The  most  instructive  inoculations  are  those  into  the  anterior  chamber  of  the  eye 
in  puppies  or  guinea-pigs,  which  were  first  tried  by  Cohnheim  and  Salomousen. 
After  an  incubation  of  two  or  three  weeks  we  see  here  very  plainly  an  eruption  of 
the  first  nodules  of  tubercle  in  the  iris,  and  the  tuberculosis  spreads  to  the  other 
organs  of  the  body  later. 

Etiology  of  Tuberculosis  in  Man. 

The  distribution  of  tubercle  bacilli  must  be  remarkably  extensive,  for  tuber- 
cular diseases  occur  in  almost  every  country  on  earth.  The  predisposition  of 
mankind  to  the  disease  is  also  very  great,  and  thus  we  understand  the  frightful 
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fact,  which  statistics  show,  that  nearly  one  seventh  of  all  deaths  are  from  tuber- 
culosis! It  has  neither  been  proved,  nor  is  it  probable,  that  tubercle  bacilli  multi- 
ply outside  of  the  human  body,  like  the  bacilli  of  splenic  fever,  since  they  can 
develop  only  in  a constant  and  uniformly  warm  temperature  between  85°  and 
104°  (30°— 10°  C.).  We  must  therefore  regard  them  as  true  parasites,  which  can 
live — that  is,  which  can  propagate  and  multiply — only  in  the  bodies  of  animals, 
but  they  seem  to  preserve  their  virulence  and  their  ability  to  multiply  outside  of 
the  body  for  a long  time.  Phthisical  sputum  may  be  used  for  inoculation  with 
success,  even  if  it  has  been  dried  for  several  weeks.  The  tubercle  bacilli  also 
i-esist  most  chemical  reagents,  like  nitric  acid,  very  decidedly. 

If  the  body  becomes  infected,  then,  with  tubercle  bacilli,  it  is  always  probable 
that  they  have  come  from  some  other  individual — man  or  beast — with  tubercular 
disease.  We  need  not  mention  how  numerous  the  opportunities  for  infection  may 
be,  considering  the  present  general  distribution  of  tuberculosis.  The  chief  stress  in 
this  respect  is  to  be  laid  upon  the  expectoration  of  phthisical  patients,  which  con- 
tains the  bacilli.  This  dries  on  the  floor,  on  the  linen,  and  on  other  objects,  and 
then  the  small  particles  which  contain  the  germs  of  infection  are  carried  off  by 
the  air.  The  view  most  generally  held  is  that  the  material  which  contains  the 
bacilli  or  spores  is  taken  into  the  body,  in  the  majority  of  cases,  along  with  the 
inspired  air.  This  is  probable,  because,  in  most  cases,  tuberculosis  has  its  starting- 
point  in  the  air-passages,  the  lungs,  or  larynx.  Inoculation  experiments  show 
that  the  first  extension  of  the  process  depends  upon  the  point  of  inoculation.  If 
it  be  in  the  anterior  chamber  of  the  eye,  the  first  nodules  appear  in  the  iris,  as  we 
have  said ; if  it  be  in  the  abdominal  cavity,  we  have  first  a tuberculosis  of  the  peri- 
tonaeum ; if  the  infectious  matter  be  inhaled,  we  have  first  a tuberculosis  of  the 
lungs.  For  several  years  Tappeiner  and  others  have  experimented  with  inhala- 
tions of  powdered  tuberculous  sputa  at  the  Munich  Pathological  Institute.  Pul- 
monary tuberculosis  could  always  be  produced  by  these  inhalations  in  the  animals 
experimented  upon.  Hence  it  seems  very  probable  that,  in  tuberculosis  in  man, 
the  infectious  matter  is  taken  directly  into  the  air-passages  by  the  breath.  In  this 
vay  it  sometimes,  though  rarely,  attacks  the  upper  air-passages,  as  in  primary 
tuberculosis  of  the  nose,  the  pharynx,  and  the  larynx,  but  more  frequently  it  af- 
fects the  deeper  portions  of  the  respiratory  apjiaratus,  as  in  primary  tuberculosis 
of  the  lungs  and  bronchi. 

We  must  also  consider  other  methods  of  infection,  first  among  which  is  the 
iwssibility  of  infection  of  the  intestinal  canal,  from  swallowing  the  infectious 
material.  The  transmission  of  tuberculosis  from  domestic  animals  to  man  plays 
a part  in  this  connection  which  perhaps  is  not  imimportant.  Since  the  pearly 
distemper  m cattle  is  identical  with  tuberculosis  in  man,  the  use  of  the  flesh  of 
such  animals  as  food  furnishes  a possible  means  of  infection.  It  is  a still  more 
important  circumstance,  liowever,  that,  when  pearly  nodules  are  present  on  the 
udder  the  milk  of  the  diseased  animal  may  be  polluted  by  tubercle  bacilli,  and 
that  the  use  of  hucIi  milk  as  food,  when  it  is  uncooked,  certainly  involves  the 
danger  of  the  transmission  of  tulierculosis.  Primary  tuberculosis  of  the  inte.s- 
tmes  however,  does  not  seem  to  be  very  frequent,  jirobably  because  the  tubercle 
oacilii  which  have  been  swallowed  are  usually  destroyed  in  the  stomach. 

In  some  cases  the  tubercular  infection  may  jirobably  arise  from  little  Assures 
and  excoriations  of  the  skin.  In  tliis  way  we  get  either  a local  tuberculosis  of  the 
sKin,  like  lupus,  or  the  bacilli  are  carried  by  the  lynqihatics  to  the  neighboring 
glands  of  the  neck  or  axilla,  establish  themselves  there,  and  set  up  a tubercular 
1 isease  m them.  In  conclusion,  we  have  still  to  mention  that  the  apparently 
rimary  appearance  of  tuberculosis  in  the  genito-urinary  apiiarntus  leads  us  to 
think  of  the  possibility  of  an  infection  of  the  genital  or  urinary  organs. 
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Cousidei’ing  the  wide  distribution  of  the  tubercle  bacilli,  and  the  many  chances 
for  infection,  it  seems  wonderful  that  iu  spite  of  it  so  many  men  escape  the  dis- 
ease. One  factor,  which  has  been  already  mentioned  by  Koch,  must  be  borne  in 
mind,  however,  and  that  is  the  extremely  slow  growth  of  the  tubercle  bacilli. 
This  is  the  reason  why  the  bacilli  do  not  always  remain  in  the  body,  but  in  many 
cases  are  eliminated  again  before  they  have  gained  a definite  foothold. 

Individual  predisposition,  however,  is  another  factor  which  perhaps  is  still 
moi’e  important — a factor  which  we  can  not  well  explain,  but  which  we  can  not 
get  on  without,  at  the  present  time,  in  the  pathology  of  many  infectious  diseases. 
In  our  conception  of  most  of  the  other  infectious  diseases,  as  well  as  of  tubercu- 
losis, we  must  assume  provisionally  an  unequal  predisposition  to  disease  in  differ- 
ent individuals.  Only  a part  fall  ill  of  all  who  are  exposed  to  the  action  of  the 
poison.  These  are  persons  in  whom  it  is  particularly  easy  for  the  poison  to  estab- 
lish and  propagate  itself. 

We  have  long  considered  people  with  a generally  feeble  physical  constitution 
as  especially  liable  to  tubercular  disease.  We  speak  of  a “tubercular  habit”  {vide 
infra).  In  this  connection  we  must,  of  course,  remember  that  much  that  we 
once  regarded  as  merely  the  signs  of  a special  predisposition  to  disease  is  really 
the  expression  of  a disease  that  already  exists.  If,  for  example,  we  once  affirmed 
that  “ scrofulous  ” children  had  a special  predisposition  to  tuberculosis,  we  Imow 
now  that  the  so-called  scrofulous  diseases  of  the  mucous  membranes,  the  lymph- 
glands,  and  the  bones,  are  the  results  of  an  existing  tuberculosis ; or,  at  least,  that 
this  is  so  in  a large  number  of  cases. 

We  now  believe  that  many  e^nl  influences  which  were  once  thought  to  he 
causes  of  tuberculosis  act  only  in  increasing  the  predisposition  to  the  disease.  In- 
sufficient food,  bad  air,  severe  illness,  childbirth,  want,  and  care — these  alone,  of 
course,  can  never  produce  tuberculosis ; but  we  can  easily  imagine  that  the  body 
which  has  become  weakened  affords  less  resistance  to  the  injurious  influence  of 
the  tubercular  poison  than  does  the  strong  and  healthy  body.  Thus  it  seems  to 
us,  from  our  own  observations,  to  be  in  the  highest  degree  probable  that  chronic 
alcoholism  increases  the  liability  of  the  individual  to  tuberculosis. 

People  used  often  to  speak  of  the  transition  of  other  affections  of  the  lungs 
into  pulmonary  consumption — that  is,  into  tuberculosis.  It  was  imagined  that 
an  old  bronchial  catarrh,  croupous  inflammation  of  the  lungs,  or  cataiihal  pneu- 
monia in  measles,  or  whooping-cough,  could  readily  become  “tubercular-.”  It 
goes  without  saying  that  such  an  idea  is  no  longer  tenable,  after  the  demonstra- 
tion of  the  specific,  infectious  nature  of  tuberculosis.  If  we  see  a pulmonary 
tuberculosis  develop  as  a sequel  of  any  other  affection  of  the  lungs,  we  can 
express  the  relation  between  the  two  diseases  only  in  this  way,  that  the  fii-st  dis- 
ease furnished  a favorable  soil  for  infection  with  tubercular  virus,  and  that, 
consequently,  the  tubercle  bacilli  could  more  easily  take  root  upon  a previously 
diseased  mucous  membrane  than  under  normal  conditions;  moreover,  there  is  no 
doubt  that  many  of  the  affections,  whose  “ transition  into  tuberculosis  we  once 
assumed,  are  themselves  tubercular.  This  is  the  case,  as  we  shall  see,  in 
cases  of  pleurisy.  No  one  will  now  admit  the  truth  of  the  theory,  which  Nie- 
meyer  once  vigorously  defended,  that  a jn-imary  pulmonary  hmmoi  i age  cou  c 
cause  the  development  of  pulmonary  phthisis.  Certainly,  in  the  cases  w ic  i 
apparently  support  such  an  opinion,  the  pulmonary  htemorrhage  is  not  the  cause, 

but  a symptom,  of  pulmonary  tuberculosis.  _ , , , i 

No  single  factor,  however,  of  those  which  favor  the  predisposition  to  tuber- 
culosis, plays  so  manifest  and  so  visible  a part  as  does  heredity.  The  fact  o 
the  heredity  of  phthisis  meets  us  with  such  uncommon  frequency  that  it  must 
have  forced  itself  upon  the  notice  of  the  older  physicians.  In  the  great  majority 
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of  all  cases  of  phthisis  we  can  make  out,  hy  close  questioning,  that  in  the  family, 
either  among  the  older  members  or  among  the  brothers  and  sisters,  one  or  more 
cases  of  tubei-cular  disease  have  already  occm-red.  The  closer  we  investigate,  and 
the  more  we  seai-ch  for  some  one  of  the  different  forms  in  which  tuberculosis 
can  show  itself,  like  pleurisy,  or  affections  of  the  bones  and  joints,  the  more 
frequently  we  can  make  out  this  hereditary  predisposition. 

While  there  can  be  no  doubt  of  the  facts  themselves,  their  explanation  is  by  no 
means  a simple  one.  At  all  events,  the  question  of  the  heredity  of  tuberculosis 
now  needs  to  be  studied  with  renewed  care.  The  hereditary  character  of  tuber- 
culosis may  very  well  harmonize  with  its  infectious  character.*  We  might  as- 
sume in  this  case  a perfect  analogy  with  syphilis— namely,  a transition  of  the 
infectious  material  from  the  parent  to  the  child  before  birth.  There  is  only  one 
strildng  difference  between  syphilis  and  tuberculosis — that  the  children  of  syph- 
ilitic parents  very  often  come  into  the  world  with  definite  signs  of  infection,  while 
congenital  tuberculosis  in  this  sense  is  an  extremely  I’are  occurrence.  We  must 
accordingly  compare  tuberculosis  to  that  form  of  hereditary  syphilis  {lues  heredi- 
taria tarda)  in  which  the  fii’st  symptoms  of  the  affection  come  on  at  a late 
period. 

Since  certain  considerations,  however,  constantly  oppose  such  a theory,  we  are 
of  late  disposed  to  assume  that,  as  a rule,  tuberculosis  in  itself  is  not  inherited,  but 
only  the  predisposition  to  tubercular  disease.  This  opinion  agrees  with  the  facts 
that  members  of  a family  in  which  tuberculosis  prevails  very  often  show  the  so- 
called  tubercular  habit  even  without  any  real  tubercular  disease;  and  that  they 
often  have  “ weak  lungs  ” — that  is,  that  they  easily  get  out  of  breath,  and  manifest 
a distinct  tendency  to  catarrh  of  the  respiratory  organs.  Another  fact,  which  to  a 
certain  extent  may  be  regarded  as  an  argument  against  the  assumption  of  a direct 
hereditary  transmission  of  the  disease,  is  that,  in  cases  of  apparently  hereditary 
tuberculosis,  as  a rule  those  organs  first  show  evidences  of  disease  which  are  most 
exposed  to  an  infection  from  the  outer  world — namely,  the  lungs  and  larynx. 

Meanwhile  there  is  a third  possibility  to  be  considered  with  regard  to  the  “ in- 
heritance of  tuberculosis.”  Many  cases  of  apparently  inherited  tuberculosis  are, 
in  all  probability,  to  he  explained  by  the  fact  that  children  or  relatives  who  are 
constantly  in  the  company  of  a patient  with  phthisis  are  decidedly  more  exposed 
to  the  danger  of  infection  than  other  persons.  This  is  also  the  reason  why  tuber- 
culosis is  very  often  conveyed  from  husband  to  wife,  or  vice  versa,  of  which  we 
might  furnish  a series  of  examples  from  our  own  experience. 

The  age  of  the  patient  has  an  important  influence  upon  the  predisposition  to 
tubercular  disease.  Pulmonary  tuberculosis  occurs  with  special  frequency  in 
youth,  between  fifteen  and  thirty.  It  is  not  rare  in  children.  After  forty  it  is 
much  rarer  in  its  pronounced  forms,  but  it  is  seen  even  in  the  most  advanced  age. 
Slight  tuberculous  changes  are  very  frequently  found  at  autopsy  in  the  lungs  of 
old  persons.  These  changes  have,  as  a rule,  no  clinical  significance. 

. been  shown  that  sex  has  a special  influence  upon  the  predisposi- 

tion to  the  disease. 


* Jani  has  made  the  very  interesting  observation,  that  a few  tuberole  bacilli  may  bo  found  in 
pnthisis  m the  vas  deferens  and  the  prostate,  or  in  the  folds  of  the  lining  membrane  of  the  tubes, 
I out  apparent  cliseoHc  of  thcHc  parts.  Whether  this,  however,  explains  the  hereditary  transmission 
01  tuberculosis,  is  as  yet  doubtful. 
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Pathological  Anatomy  of  Tuberculosis,  especially  of  Pulmonary 

Tuberculosis. 

If  now  we  inquire  wherein  consists  the  injury  which  the  tubercle  bacilli  in- 
flict upon  the  body,  the  first  point  to  emphasize  is  that  the  action  of  the  tubercle 
bacilli  is  at  first  invariably  purely  local.  Tuberculosis  does  not  belong  to  the 
“ general  infectious  diseases,”  in  which  the  infection  of  the  whole  organism,  the 
‘‘  general  infection  ” of  the  body,  predominates  over  the  local  disturbances.  The 
essence  of  tuberculosis,  at  least  in  the  great  majority  of  cases,  is  the  local  disease. 
The  tubercle  bacilli  give  rise  to  definite  anatomical  changes  in  the  organs  where 
they  settle,  and  the  consequent  disturbance  of  function  in  the  organ  has  an  effect 
on  the  rest  of  the  body.  In  many  cases  the  whole  body  may  be  so  little  affected 
that  we  may  be  justified  in  saying  that  there  is  a purely  “ local  tuberculosis.” 

The  danger  of  tubercular  diseases,  however,  consists  in  the  fact  that  the  local 
affection  often  attacks  the  most  important  organs,  as  the  lungs  and  the  brain, 
and  sets  uj)  such  extensive  anatomical  changes  in  them  that  because  of  these 
changes  alone  it  becomes  impossible  for  life  to  continue  longer.  Besides  this,  the 
infection  in  many  cases  does  not  always  confine  itself  to  one  organ,  but  the  infec- 
tious material  extends  over  the  body  by  ways  and  means  which  we  shall  leam 
in  part  later  on,  and  attacks  one  organ  after  another,  or  even  many  at  once. 
Finally,  it  is  to  be  said  that  the  peculiar  character  of  the  chauges  caused  by  tuber- 
culosis explains  why  these  are  often  the  cause  of  manifold  secondary  processes, 
such  as  toxic  effects  and  secondary  infections.  Thus  arise  fever  and  other  impor- 
tant symptoms,  which  will  be  minutely  considered  later. 

The  entire  local  action  of  the  tubercle  bacilli — that  is,  the  pathological  anat- 
omy of  tuberculosis  — is  almost  wholly  independent  of  the  organ  attacked. 
Tuberculosis  belongs  to  the  group  of  so-called  “ infectious  tumors  ” — that  is,  the 
local  action  of  the  tubercle  bacilli  consists  chiefly  in  the  production  of  a prolifera- 
tion and  accumulation  of  cells  at  their  place  of  settlement,  which  is  termed  a 
tubercular  new  growth. 

According  to  the  later  investigations  of  Arnold,  Baumgarten,  and  others,  the 
process  begins  with  hyperplasia  of  the  normal  tissue,  both  of  the  interstitial  and 
of  the  epithelial  cells.  In  this  way  are  developed  the  so-called  ejuthelioid  cells 
and  the  giant  cells.  The  next  step  in  the  process  is  the  migration  of  numerous 
leucocytes  from  the  suri’ounding  blood-vessels.  The  leucocytes,  or  round  cells, 
collect  about  the  above-mentioned  new-formed  cells,  and  may  finally  completely 
cover  them.  A network,  or  reticulum,  is  found  between  the  individual  new- 
formed  cells  and  the  wandering  cells.  This  probably  represents  the  remains  of 
the  original  interstitial  tissue,  crowded  ajiart  by  the  increased  number  of  cells. 
There  is  no  new  formation  of  vessels.  The  tubercle  contains  no  blood-vessels. 
The  tubei’cle  bacilli  lie  especially  inside  the  giant  cells,  but  also  in  their  vicinity. 

If  these  changes  have  progi’essed  far  enough,  they  become  visible  to  the  naked 
eye  as  a small,  circumscribed  grayish  point,  which  is  called  a miliary  tubercle. 
From  these  minute  nodules  the  disease  itself  obtained  its  name  of  tuberculosis. 
By  approximation  and  coalescence  of  neighboring  tubercles — for  these  keep  devel- 
oping because  of  the  spread  of  the  local  infection — the  tuberculous  foimation 
continually  extends  itself,  and  thus  are  gradually  formed  the  large  tubercular 
nodules,  and  finally  the  diffuse  tuberculous  new  growth  or  the  diffuse  tubercu- 
lous infiltration.  • i j i • i. 

The  tuberculous  new  growth,  as  such,  can  scarcely  ever  be  distiirguished  histo- 
logically from  other  infectious  tumors,  such  as  those  seen  in  sypliilis  and  leprosy. 
Tuberculosis,  however,  has  a characteristic  difference  in  its  final  stages  of  cheesy 
degeneration  and  eventual  disintegration  of  the  new-formed  tissue,  processes 
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wliich  are  apparently  connected  with  the  absence  of  blood-vessels  and  the  conse- 
quent deficiency  of  nuti'ition  of  the  new  formation.  Both  the  tuberculous  infil- 
tration and  also  the  portions  of  the  original  tissues  inclosed  by  it  perish,  lose  their 
nuclei,  and  finally  become  disintegrated.  The  manner  in  which  they  are  destroyed 
— namely,  “fatty  degeneration’’ — belongs  in  the  group  of  the  so-called  coagu- 
lation necroses.  This  process  is  recognizable  to  the  naked  eye,  because  the  tuber- 
culous infiltration  when  it  becomes  thus  degenerated  takes  on  a pronounced  yel- 
lowish color.  Wherever  the  necrotic  portions  of  tissue  are  superficially  situated 
they  are  cast  off,  giving  rise  to  tuberculous  ulcers. 

Alongside  the  tuberculous  new  formation  there  are  found  in  the  organs  af- 
fected with  tuberculosis  various  inflammatory  processes,  either  simple  or  sup- 
pmative  or  haemorrhagic.  We  may  therefore  surmise  that  the  tubercle  bacilli, 
besides  their  characteristic  effects,  act  simultaneously  in  another  role  as  excitants 
of  inflammation ; but  it  is  very  probable,  and  especially  so  in  pulmonary  tubercu- 
losis, that  many  of  the  inflammatory  changes  which  arise  are  not  peculiar  to  the 
tuberculosis  as  such,  but  are  to  be  regarded  as  secondary  processes  {vide  infra). 

As  regards  the  special  anatomical  processes  and  appearances  in  pulmonary 
tuberculosis,  the  tubercular  change  usually  begins  in  the  walls  of  the  smallest 
bronchi,  or  not  rai’ely  in  the  alveoli  themselves.  The  disease  does  not  begin, 
however,  in  many  different  parts  of  the  lung  at  once,  but  probably  in  one  or  two 
circumscribed  spots  only,  and  in  a great  majority  of  cases  in  one  apex.  We  do 
not  know  why  the  apices  are  so  often  the  starting-point  of  phthisis,  but  perhaps 
it  is  because  of  their  relatively  slighter  expiratory  power,  which  renders  them  a 
favorable  lodging-place  for  the  tubercle  bacilli. 

The  tubercular  infiltration  begins  in  the  bronchial  wall  and  extends  gradually 
to  the  periphery.  A tubercular  peribronchitis  arises  as  a result  of  the  02'iginal 
tubercular  bronchitis.  The  infectious  material,  as  soon  as  there  is  any  super- 
ficial ulceration,  is  readily  carried  from  the  original  focus  of  the  disease  to  other 
bronchi,  by  means  of  the  current  of  air,  and  thus  the  disease  gradually  extends. 
Tubercular  peribronchitis  is  usually  easily  recognized  with  the  naked  eye.  We 
notice  the  little  lumen  of  the  bronchus  in  the  middle  of  the  “ cheesy  ” nodule, 
which  at  first  is  gray  and  later  yellowish.  Many  of  the  adjacent  nodules  run 
together  in  part,  and  even  entirely.  The  lumen  of  the  bronchus  is  either  wholly 
plugged  by  the  infiltration,  or  the  destruction  of  the  necrotic  cells  begins  in  the 
midst  of  the  peribronchitis.  In  the  latter  case  the  lumen  is  enlarged  to  a little 
irregular  hole— the  first  beginning  of  the  formation  of  a cavity. 

The  alveolar  tissue  of  the  lung  can  not  long  remain  unaffected,  with  such  a 
disease  of  the  smaller  bronchi.  Lobular  atelectasis,  the  necessary  result  of 
every  permanent  bronchial  obstruction,  must  arise,  but  this  soon  passes  into  a 
lobular  pneumonia,  which  from  its  specific  nature  later  becomes  caseous  We 
can  not  go  into  the  histological  details  here.  The  alveoli  are  filled  with  pus- 
corpuscles  and  large  epithelioid  cells,  which  are  considered  by  many  authors 
to  be  the  offspring  of  the  alveolar  epithelium.  The  alveolar  walls  are  also  infil- 
tra  ed.  This  finally  results  in  the  destruction  of  the  cheesy  and  necrotic  tissue, 
and  consequently  m the  formation  of  cavities.  At  other  times  the  neighboring 
nodules  run  together,  and  the  tubercular  infiltration  thus  extends,  giving  rise  to 
a diffuse  caseous  pneumonia.  These  processes  may  all  be  readilv  recognized  by 
he  naked  eye.  The  earlier  stages  of  atelectasis  and  infiltration  correspond  to  the 
oring  seen  in  the  so-called  gelatinous  infiltration  of  Laennec, 
the  transition  to  caseation  is  recognized  by  the  eye  from  the  yellowish  color. 

Although  all  the  processes  thus  far  described  are  destructive’ in  their  nature, 
^ in  tuberculosis,  which  seem  to  have  a tendency 

ciicuin.scu  Hig  the  disease  aud  toward  Ixealing.  Prominent  among  these 
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a.re  the  chronic  interstitial  processes.  We  meet  with  the  formation  of  new  con- 
nective tissue,  partly  about  the  tubercular  infiltration,  but  especially  where  there 
is  already  destruction  of  tissue,  and  this  leads  to  contraction  and  the  formation  of 
a firm  cicatrix.  The  encapsulated  cheesy  masses  may  then  be  in  part  reab- 
sorbed; in  part  they  undei’go  calcification.  The  possibility  of  such  a halt  in  the 
tuberculous  iii’ocess  depends,  however,  upon  certain  conditions.  The  tuberculous 
new  growth  and  its  destruction  mu.stnot  advance  too  rapidly,  and  the  new-formed 
tissue  must  not  itself  be  destroyed  before  it  becomes  cicatrized.  We  see  the 
cicatricial  formation,  therefore,  more  especially  in  chronic  cases;  we  find  it  in 
places  which  have  been  affected  the  longest,  and  where  the  tubercular  process, 
perhaps,  has  finally  come  to  a standstill  of  its  own  accoi'd.  Macroscopically,  this 
cicatricial  connective  tissue  is  composed  of  a thick,  firm  substance,  usually  pig- 
mented— the  so-called  pigment  induration.  If  the  cicatricial  formation  follows  a 
previous  extensive  destruction  of  the  pulmonai-y  tissue,  the  affected  portion  of  the 
lung  may  thus  be  diminished  to  less  than  half  its  original  bulk.  Cavities  and 
hrm  cicatricial  tissue  form  the  anatomical  basis  of  such  an  extensive  “ pulmonary 
contraction.”  The  cavities  are  either  formed  in  the  usual  way  from  the  destruction 
of  lung  tis.sue,  or  they  may  be  simple  bronchial  dilatafions  due  to  the  traction  of 
the  contracted  tissue — bronchiectasic  cavities. 

The  contractile  changes  in  pulmonary  tuberculosis  teach  us  that  the  tuber- 
cular process  is  in  itself  capable  of  heahng.  Tbe  incurability  of  most  cases  of 
phthisis  is  due  to  the  fact  that  the  infectious  material  from  every  existing  tuber- 
cular nodule  is  carried  into  other  bi’onchi,  and  there  sets  up  a new  tuberculosis. 
Thus  the  disease  is  constantly  extended.  The  original  tuljerculosis,  which  was 
localized  in  one  apex  only,  gradually  spreads  to  the  lower  poi-tion  of  the  lung. 
The  infectious  material  is  carried  by  coughing  into  the  trachea,  and  from  this 
point  may  be  carried  by  inspiration  into  tbe  other  lung.  This  becomes  diseased, 
and  finally  there  is  such  an  extensive  destruction  of  the  lungs  as  to  make  the 
further  continuance  of  life  impossible. 

Besides  the  spots  of  specific  tubercular  disease,  we  very  often  find  in  phthisical 
lungs  simple  inflammatory  processes,  bronchitis,  lobular  catarrhal  pneumonia,  and 
sometimes  even  croupous  pneumonia.  This,  of  course,  is  rarely  extensive.  These 
changes  mav  be  partlv  due  to  the  influence  of  the  tubercle  bacilli  themselves 
in  exciting  inflammation,  but  it  is,  of  course,  easily  conceivable  that  many  other 
excitants  of  inflammation  may  easily  settle  in  the  secretions  of  the  bronchi  and 
the  cavities,  and  lead  to  complicating  diseases  of  the  bi’onchial  mucous  membrane 
and  the  alveoli.  Thus  in  pulmonary  tuberculosis  a local  gangrene  may  occasion- 
ally arise.  An  especial  importance  attaches  to  the  secondary  inflammatoiy  pro- 
cesses in  the  lungs,  because  they  furnish  a suitable  siiot  for  the  subsequent  inva- 
sion of  the  tubercle  bacilli.  Thus,  in  phthisical  patients,  foci  of  simple  inflamma- 
tion very  frequently  assume  a tuberculous  character. 

If  we  consider  the  list  of  anatomical  processes  which  are  found  in  tuberculosis 
of  the  lungs,  and  which  may  be  combined  in  the  most  manifold  ways,  we  can 
understand  the  great  diversity  in  the  anatomical  picture  in  different  c^ses. 
pie  broTichitis,  tuberculosis  of  the  bronchial  wall  and  tubercular  j)eribronchilis, 
diffuse  cheesy  pneumonia,  and  destruction  of  the  tubercular  new  growths,  with 
the  formation  of  cavities,  on  the  one  hand,  contracting  interstitial  pneumonia, 
cicatricial  formation,  and  jngment  induration  on  the  other  these  are  the  com- 
paratively simple  anatomical  lesions  from  which  the  whole  process  in  its  mos 
varied  forms  is  composed.  Besides  this,  we  often  And  here  and  there  one  oi 
more  miliary  tubercles  scattered  through  the  lungs  which  are  probably  due  very 
largely  to  an  extension  of  the  infectious  material  by  means  of  the  blood  or  lymp  i 
current. 
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The  secondary  tubercular  diseases  of  the  pleura,  the  bronchial  glands,  and 
other  organs,  will  receive  a special  description. 

Clixical  History  of  Tuberculosis  ix  General  and  op  Pulmonary  Tuber- 
culosis IN  Particular. 

In  judTino-  of  the  various  appearances  in  the  clinical  picture  of  tuberculosis 
we  must  ^especially  consider  the  following  points;  The  place  of  tLe  fii-st  infec- 
tion is  of  the  chief  importance-tbat  is,  the  place  where  a local  affection,  set 
up  by  the  tubercular  poison,  first  arises.  As  has  been  said,  the  lungs  are  t e 
oro-ans  fii-st  attacked  in  a large  number  of  cases,  and  such  cases  are  termed  pri- 
mary pulmonary  tuberculosis.  In  other  cases,  the  tubercular  poison  first  fixes 
itself  in  the  larynx,  as  in  primary  laryngeal  tuberculosis,  or  it  reaches  the  intes- 
tine, as  in  primai’y  intestinal  tuberculosis,  or  the  genito-urinary  organs,  as  in 
lirimary  tuberculosis  of  the  genito-urinary  apparatus,  etc.  In  other  cases  still,  we 
apparently  have  to  do  with  a primary  tuberculosis  of  the  serous  membranes  {vide 
infra)  or  of  the  lymph-glands,  particularly  the  bronchial  lymph-glands  (vide 
infra) ; and  finally,  we  very  often  see  primary  tubercular  diseases  of  the  bones 
and  joints,  to  which  the  most  part  of  the  formerly  so-called  chronic  scrofulous  and 
fungous  inflammations  of  the  bones  and  joints  belong.  It  is  obvious  that  all  these 
diseases,  although  identical  aetiologically,  must  have  a very  different  clinical  ap- 
pearance. 

Another  reason  for  the  great  variation  in  the  course  of  tuberculosis  is  found  in 
the  fact  that  the  extension  of  the  local  tubercular  process  may  vary  very  greatly 
as  regards  time.  Tuberculosis  in  one  case  may  produce  the  most  extensive  destruc- 
tion in  both  lungs  in  a few  months  or  even  weeks,  and  in  another  case  it  may 
remain  almost  quiescent  for  years,  or  advance  only  very  slowly.  We  do  not 
know  fully  on  what  these  differences  depend,  but  much  is  certainly  due  to  the 
hygienic  influences  under  which  the  patient  lives.  In  the  last  instance,  however, 
we  are  often  led  to  think  of  incUvidual  differences  of  constitution,  which  now 
check  and  now  favor  the  ra^iid  extension  of  the  disease. 

A third  and  final  reason  for  the  differences  in  the  course  of  tubercular  infec- 
tion is  the  manner  of  the  further  extension  of  the  tubercular  poison  in  the  body. 
As  we  shall  see  in  the  description  of  tuberculosis  in  single  organs,  there  are  differ- 
ent ways  in  which  tuberculosis  may  pass  from  one  organ  to  another.  Many  con- 
tingencies are  involved  here,  and  we  can  easily  comprehend  how  greatly  the 
whole  clinical  course  of  the  disease  must  be  modified  by  the  rapidity  and  the 
degree  in  which  individual  organs  are  affected. 

After  these  preliminary  remarks,  which  we  have  thought  necessary  to  a right 
understanding  of  tubercular  disease  in  general,  we  will  pass  on  to  the  description 
of  the  clinical  course  of  pulmonary  tuberculosis. 

The  onset  of  pulmonaiy  tuberculosis  is  quite  slow  and  gradual  in  the  majority 
of  cases.  The  jiaticnt  can  give  only  an  approximate  idea  of  the  time  when  he 
began  to  lie  ill.  The  symptoms  which  he  notices  are  referred  directly  to  the  res- 
piratory organs.  The  cough  and  its  attendant  expectonition  are  the  chief  thing’s 
which  affect  him.  Besides  that,  there  is  often  pain  in  the  chest,  either  the  pleu- 
ritic stitch,  or  a pain  in  the  sternal  region,  or  pain  between  the  shoulder-blades. 
The  patient  is  also  apt  to  complain  of  shortness  of  breath,  especially  on  severe 
physical  exertion. 

Besides  these  symptoms,  whieh  point  pretty  directly  to  disease  of  the  lung.s, 
there  arc  often  quite  striking  general  syirqitoms.  The  iiutient's  emaciation  is 
especially  noticeable,  which  may  be  partly,  though  not  wholly,  explained  by  his 
loss  of  appetite.  Besides  the  emaciation  there  is  a steadily  increasing  pallor  of  the 
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skin.  The  patient  also  shows  a general  dullness,  weakness,  and  disinclination  to 
work.  There  is  not  infrequently  a slight  rise  of  temperature  in  the  first  stages 
of  the  disease,  which  causes  chilliness  and  subjective  feelings  of  heat.  Severe 
night-sweats  may  also  be  noticed  early. 

All  such  general  symptoms  should  determine  the  physician  not  to  regard  the 
mild  thoracic  symptoms,  which  are  also  present,  as  insignificant,  but  to  think  of 
the  possibihty  of  incipient  tuberculosis.  It  is  very  important  to  remember  that 
the  pulmonax’y  symptoms  may  be  entirely  subordinate  to  the  general  symptoms 
mentioned,  and  that  the  patient  himself  is  apt  to  pay  little  or  no  attention  to  them. 
Incipient  phthisis  is  therefore  frequently  diagnosticated  as  simple  “ chlorosis  ” or 
‘•gastric  catarrh”  for  a long  time,  and  is  treated  as  such.  An  early  and  careful 
physical  examination  of  the  lungs  and  of  the  expectoration  is  the  only  protection 
against  such  an  error. 

Both  the  pulmonary  and  the  general  symptoms  assume  significance,  if  we 
have  to  do  with  a patient  in  whom  we  suspect  a ” tubercular  predisposition.”  We 
very  often  meet  people  in  whose  family,  either  in  the  pm-ents  or  the  brothers  and 
sistei’s,  several  cases  of  phthisis  have  occurred.  They  are  persons  who  are  always 
pale  and  weak,  and  who  have  previously  shown  a special  liability  to  disease, 
particulai’ly  to  disease  of  the  resph-atory  organs.  They  have  pevhaijs  had  diseases 
which  our  present  theories  bring  into  direct  relation  with  tubercular  infection. 
We  refer  to  those  quite  frequent  cases  of  pulmonary  tuberculosis  in  persons  who 
have  previously  suffered  from  “ sci’ofulous  diseases,”  like  chronic  swelling  of  the 
lymph-glands,  chronic  affections  of  the  eye  or  ear,  or  fungous  diseases  of  the 
bones  and  joints.  This  fact  does  not  signify  that  scrofula  passes  into  tuberculosis. 
It  is  much  more  probable  that  many  scrofulous  diseases  are  really  tubercular,  as 
has  been  proved  by  the  result  of  inoculations  in  animals,  and  recently  by  the  dis- 
covery of  tubercle  baciUi  in  “ scrofulous  ” lymph-glands  and  in  the  fungus  nodules 
in  the  bones  and  joints. 

As  we  have  said,  pulmonary  tuberculosis  often  develops  in  persons  who  have 
suffered  before  from  diseases  of  the  respiratory  mucous  membrane,  in  whom,  as 
tlie  expression  is,  the  lungs  have  always  been  the  locits  minoris  resistentics. 
The  predisposition  to  tuberculosis  may  really  perhaps  coincide  at  times  with  the 
predisposition  to  other  pulmonary  affections;  thus  we  see  tubercular  patients  who 
have  previously  had  several  attacks  of  croupous  pneumonia.  In  other  cases,  how- 
ever, the  predisposition  to  tuberculosis  is  probably  caused  by  some  disease  of  the 
respiratory  mucous  membrane,  although  sometimes  these  previous^  diseases  of 
the  respiratory  organs  are  themselves  of  a tubercular  nature.  This  is  especially 
true  of  pleurisy,  but  we  shall  have  to  take  up  its  relation  to  pulmonary  tuberculo- 
sis somewhat  more  in  detail  in  our  description  of  pleurisy. 

Although  the  first  symptoms  of  pulmonary  tuberculosis  often  develop  in  peop  e 
who  were  not  quite  well  before,  this  is  true  in  only  a part  of  the  cases.  We  often 
see  precisely  the  same  symptoms,  both  the  pulmonary  and  the  general,  occurring 
in  persons  who  previously  seemed  quite  well  and  strong.  No  constitution  is  per- 
fectly protected  against  the  disease.  W e have  even  seen  the  herculean  athletes  o 

a circus  die  of  phthisis.  , o . , 

In  distinction  from  the  slow  and  gradual  method  of  the  development  of  tuber- 
culosis which  has  just  been  described,  the  first  symptoms  in  other  cases  may  be 
more  sudden.  A definite  exposure  is  often  given  as  a cause,  after  which  the  first 
symptoms  of  the  disease  have  speedily  developed.  It  goes  without  saying  that  we 
must  consider  these  harmful  influences— a chilling  of  the  body,  a cold  draught, 
over-exertion,  or  marked  mental  excitement— at  most,  as  exciting  cau.ses. 

Some  cases  in  our  own  observation  seem  to  us  worthy  of  note,  m which  young 
people  have  fallen  ill  quite  suddenly,  with  rather  severe,  general  febrile  symp- 
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toms.  At  first  no  cause  for  the  fever  could  be  made  out,  so  that  the  diagnosis 
was  in  doubt,  or  the  attack  was  even  falsely  regarded  as  typhoid  or  some  other 
disease.  Some  time  later  thoracic  symptoms  developed,  and  it  became  possible  to 
detect  the  physical  signs  of  phthisis.  Most  of  these  cases  took  quite  a rapidly 
progi’essive  coui-se. 

In  conclusion,  those  cases  are  to  he  mentioned  in  which  the  first  signs  of 
tuberculosis  appear,  not  in  the  lungs  but  in  the  larynx.  The  full  description  of 
these  cases  has  already  been  given  in  the  chapter  on  laryngeal  tuberculosis  (see 
page  136). 

The  further  course  of  pulmonary  tuberculosis  may  vary  so  much  that  it  is  im- 
possible to  give  a complete  enumeration  of  all  the  possibilities. 

In  some  cases  it  advances  rapidly.  We  can  make  out  the  extension  of  the  dis- 
ease objectively,  almost  from  w’eek  to  week.  At  first  the  apex  of  one  lung  alone 
is  attacked,  soon  after  the  lower  lobe  of  the  same  lung,  then  the  other  lung,  either 
at  the  apex  fii'st  or  in  the  lower  part.  Besides  the  pulmonary  symptoms,  there  is 
quite  a high  fever,  rapidly  increasing  emaciation,  and  general  loss  of  strength. 
Death  ensues  in  a few  months.  We  term  such  cases  florid  phthisis,  or  “galloping 
consumption.” 

In  other  cases,  however,  the  disease  has  a remarkably  chronic  course.  Its 
onset  is  very  gradual,  or  else,  after  rather  an  acute  onset,  there  is  a comparative 
cessation  of  all  symptoms.  The  thoracic  symptoms  do  not  disappear,  but  they  are 
only  trifling,  and  do  not  distui’h  the  patient.  Physical  examination  of  the  lungs 
does  not  show  any  extension  of  the  process  for  months.  The  fever  which  accom- 
panies it  is  slight,  if  there  be  any.  The  patient  remains  quite  well  nourished,  but 
in  some  cases  there  is  a good  deal  of  weakness.  He  feels  better  and  worse  by  turns, 
his  condition  being  greatly  influenced  by  the  cax’e  and  nursing  he  receives. 

Unilateral  centracting  phthisis  especially  has  this  comparatively  favorable 
course  (vide  supra).  The  affection  remains  confined  to  one  lung  for  a long  time. 
The  occurrence  of  contraction  shows  the  slight  tendency  of  the  tubercular  process 
to  advance,  and  with  satisfactory  care  the  patient  may  remain  quite  well  for  years. 

In  cases,  too,  which  have  had  severe  symptoms  for  a long  time,  a temporary 
standstill  of  the  affection  may  take  place,  or  an  actual  improvement  in  all  the 
symptoms.  At  other  times,  in  cases  which  have  made  no  advance  for  a long  time, 
the  symptoms  suddenly  grow  worse. 

There  are  all  possible  varieties  between  the  extremes  of  florid  phthisis  and  the 
very  chronic  cases  which  last  for  years.  If  we  recall  the  further  modifications 
which  the  course  of  the  disease  may  assume  if  complications  arise,  we  can  appre- 
ciate the  manifold  character  of  the  clinical  picture  of  phthisis. 

Most  cases  terminate  fatally.  Death  ensues,  either  with  the  signs  of  general 
exhaustioTi,  or  as  a result  of  the  final  failure  of  respiration ; or  if.  is  due  to  the 
occurrence  of  comijlications,  like  tubercular  meningitis,  miliary  tuberculosis,  pul- 
monary hemorrhage,  or  pneumothorax.  A recovery  from  the  tubercular  pro- 
cess is  certainly  possible.  The  comparatively  great  raritv  of  recovery  in  pulmonary 
tuberculosis,  however,  is  due  chiefly  to  the  possibility  of  the  continual  spread  of 
the  tubercular  poison  in  the  lungs  themselves,  and  also  in  other  organs.  From 
clinical  and  pathological  experience,  however,  we  can  not  deny  the  possibility  of 
deflnite  recovery  in  iiuhnonary  tuberculosis.  We  do  not,  of  course,  mean  a re.sfi- 
tutio  ad  integrum  of  the  lung-tissue,  but  a recovery  with  a cessation  of  (he  tuher- 
cu  ar  process,  and  with  the  formation  of  a cicatrix,  or  contraction.  Such  recov- 
eries, as  we  have  said,  are  rare,  and  tliey  occur  only  where  the  changes  in  (he 
ungs  are  of  limited  extent.  The  possiln'Iity  of  recovery  depends  mainly  upon 

e general  physical  constitution  and  upon  the  external  circumstances  of  the 
patient. 
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Special  Symptoms  and  Complications. 

1.  Symptoms  on  the  Part  of  the  Lungs.— Pam  in  the  C/iesi.— Extensive  destruc- 
tion in  the  lungs  may  exist  without  any  feeling  of  pain.  Many  cases  of  phthisis 
are  painless  throughout  their  course.  In  other  cases,  however,  the  patient’s  chief 
complaint  is  of  severe  pains  in  the  side  or  in  the  front  of  the  che.st.  These  are 
probably  always  due  to  co-existing  affections  of  the  pleura,  like  pleurisy,  or 
pleuritic  adhesions.  In  patients  who  suffer  fi-om  severe  cough,  pains  sometimes 
arise  in  the  abdominal  muscles  and  at  the  insertion  of  the  diaphragm,  due  to  the 
excessive  muscular  contraction.  Stabbing  pains  between  the  shoulder-blades 
are  held  by  some  to  he  not  wholly  unimportant  as  a diagnostic  symptom  of  in- 
cipient phthisis. 

Cough. — In  the  majority  of  instances  cough  is  one  of  the  most  distressing 
symptoms  in  phthisis,  but  its  severity  varies  very  much  in  diffei-ent  individuals, 
and  at  different  times  in  the  same  patient.  We  sometimes  see  cases  in  v.'hich,  in 
spite  of  advancing  phthisis,  cough  is  remarkably  slight,  or  entirely  absent.  In 
these  we  usually  have  to  do  with  j)atients  who  are  very  slightly  sensitive.  In 
cases  with  severe  cough,  it  is  often  worst  at  night,  but  paroxysms  of  coughing  of 
long  duration  are  also  apt  to  come  on  in  the  morning  or  evening  hours,  w'hich 
are  iiainful  and  very  distressing,  and  unpleasant  for  the  patient.  The  cough  is 
usually  associated  with  a more  or  less  abundant  expectoration,  but  sometimes 
there  is  chiefly  a dry  cough.  The  cough  becomes  vei-y  sevei'e  if  the  tubercular 
affection  attacks  the  larynx  and  trachea  (see  laryngeal  tuberculosis). 

Expectoration. — The  amount  of  expectoration  differs  veiy  much  in  different 
cases.  It  is  most  abundant  where  there  is  extensive  formation  of  cavities  in  the 
lungs.  In  such  cases  it  is  often  evacuated  in  the  morning  by  persistent  coughing. 
The  consistency  of  the  great  part  of  the  sputum  is  muco-purulent*  and  it  does  not 
differ  from  that  of  simple  bi’onchitis;  in  fact,  a large  part  of  the  phthisical  expec- 
toi’ation  comes  from  the  catarrhal  inflammation  of  the  bronchial  mucous  mem- 
brane. Anothei’  part  comes  from  the  purulent  secretion  of  the  walls  of  the  cavities. 
The  sputum  has  a characteristic  tendency  to  roll  itself  together  in  single  large 
lumps,  into  the  ball-like  or  so-called  nummular  sputa.  This  is  noticed  especially 
where  there  are  cavities. 

The  admixture  of  blood  with  the  sputum  is  of  great  diagnostic  and  practical 
importance.  Since  no  other  disease  so  often  gives  rise  to  the  presence  of  blood  in 
the  expectoration,  coughing  of  blood  (haemoptysis)  is  almost  synonymous  with 
consumption  among  the  laity.  Little  streaks  of  blood  in  the  exjiectoration  are 
quite  frequent.  They  have  no  great  significance,  but,  of  course,  they  may  some- 
times be  the  precursors  of  severe  haemorrhages.  Profuse  haemoptysis  takes  place 
when  the  wall  of  a little  ]iulmonary  vessel — almost  always  a branch  of  the  pul- 
monary artery — is  infiltrated,  destroyed,  and  finally  eroded,  by  the  tubercular  new 
growth.  The  reason  why  haemoptysis  is  not  more  frequent  is  because  the  contents 
of  the  vessels  usually  undergo  thrombosis.  Severe  haemorrhages  very  often  have 
their  origin  in  the  perforation  of  little  aneurisms  of  the  branches  of  the  pulmonary 
artery,  which  peneti’ate  into  the  interior  of  the  cavities.  In  the  cases  of  fatal 
haemoptysis  we  frequently  succeed  in  finding  the  little  aneurism  and  its  point  of 
rupture. 

Pulmonary  haemorrhages  occur  in  all  stages  of  phthisis.  The  amount  of  blood 
coughed  up  sometimes  amounts  to  only  one  or  two  tablespoonfuls,  sometimes  to 
one  or  two  pints.  The  blood  is  bright-red  in  color,  usually  quite  frothy,  only 
slightly  coagulated,  and  partly  mixed  with  the  other  constituents  of  the  sputum. 
If  the  patient  recovers  from  tlie  first  severe  haemoptysis,  the  expectoration  usually 
contains  some  blood  for  several  days.  Recurrences  of  severe  haemorrhages  are 
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frequent.  The  haemoptysis  sometimes  comes  on  quite  suddenly,  often  at  night, 
without  any  occasion,  hut  it  may  return  from  some  definite  cause,  such  as  physical 
exertion,  severe  paroxysms  of  coughing,  straining  at  stool,  or  mental  excitement. 
Many  cases  of  phthisis  are  characterized  by  a special  tendency  to  haemorrhage, 
while  in  many  others  haemoptysis  never  occurs.  Severe  haemoptyses  are,  of 
course,  always  an  undesirable  and  dangerous  complication,  since  they  weaken  the 
patient  very  much,  and  also  depress  his  spirits.  Many  patients  maintain  their 
peculiar,  careless  indifference,  which  is  almost  characteristic  of  the  disease,  despite 
the  spitting  of  blood.  The  hmmoptysis  may  sometimes  be  the  direct  cause  of 
death,  but,  as  a rule,  the  patients  survive  it.  We  can  not  make  the  general  state- 
ment that  the  further  course  of  phthisis  is  materially  hastened  by  hEemoptysis.  In 
not  rare  instances,  however,  it  is  observed  that  after  a haemoptysis  the  pulmonary 
disease  extends  more  rapidly,  the  fever  becomes  higher  and  more  persistent,  and 
the  general  condition  of  the  patient  grows  worse. 

A purulent  sputum  intimately  mixed  with  blood  is  quite  frequent  and  charac- 
teristic in  many  cases  of  phthisis  with  extensive  formation  of  cavities.  This  is 
fonned  in  the  cavities  from  the  mixture  of  the  purulent  secretion  with  little 
capillary  haemorrhages.  In  this  way  the  spiitum,  which  is  often  nummular, 
assumes  a greasy  character  and  a reddish-brown  or  chocolate  color. 

If  foetid  or  gangrenous  jirocesses  develop  in  the  lungs,  the  sputum  becomes 
foetid.  In  some  cases  we  see  temporarily  in  phthisis  the  characteristic  sputum 
of  croupous  pneumonia,  which  comes  from  portions  of  the  lung  attacked  with 
pneumonia. 

Mici’oscopic  examination  of  the  sputum  may  show — besides  the  ordinary  ele- 
mentary forms,  such  as  pus-corpuscles,  red  blood-corpuscles,  pavement  epithelium, 
drops  of  myeline,  and  sometimes,  perhaps,  pulmonary  epithelium — two  constitu- 
ents which  are  of  decided  diagnostic  importance:  elastic  fibers  and  tubercle 
bacilli. 

The  demonstration  of  elastic  hbers  in  the  expectoration  permits  us  to  decide 
with  certainty  that  there  is  a destructive  process  in  the  lungs,  and  thus  it  usually 
is  direct  proof  of  tuberculosis.  Elastic  fibers  ai’e  also 


found  in  pulmonary  gangrene,  and  in  tbe  very  rare 
cases  of  pulmonary  abscess,  as  well  as  in  tuberculosis, 
but  gangrene  is  easily  recognized  by  the  other  peculiari- 
ties of  the  sputum.  The  search  for  elastic  fibers  in  the 
ex])ectoration  of  tubercular  patients  demands  a certain 
amount  of  practice.  We  are  most  siire  to  find  them  if 
we  look  in  the  sjjutum,  when  it  is  spread  out,  for  little 
lentiform  particles,  which  can  easily  be  made  out  with 
the  naked  eye.  These  consist  of  necrotic  shreds  of  tis- 
sue torn  off  from  the  walls  of  cavities.  If  we  jjress  one 
of  these  “ kernels  ” under  a cover-glass  we  find,  in  the 
midst  of  the  granular  detritus,  beautifully  twisted  elas- 
tic fibers,  which  often  have  quite  a definite  alveolar  ar- 
rangement (see  Fig.  2G).  The  elastic  tissue  is  tbe  only 
one  spared  in  the  general  destruction.  There  is  a spe- 
cial method  of  looking  for  elastic  fibers,  but  we  have 
found  It  unnecessary.  The  simtum  is  boiled  in  sodic 
hydrate  dissolved  in  water,  and  we  look  for  elastic  fibers 
m the  precipitate  which  then  forms.  We  are  never  jus- 
tihed,  however,  in  deciding  that  pulmonary  tuberculosis 

IL"".  T tlie  sputum.  Their  presence  is 

only  thing  that  has  real  diagnostic  signilicance. 
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The  discovery  of  tubercle  bacilli  in  the  expectoration  of  phthisical  patients  is 
of  much  greater  importance,  and  often  this  alone  is  decisive  (see  Fig.  27).  They 

were  first  demonstrated  by  Koch,  but  Ehrlicli 
devised  the  first  simple  method  for  their  dis- 
covery, which  can  be  easily  employed  by  any 
physician. 

The  sputum  is  spread  in  the  tliinnest  possi- 
ble film  on  a cover-glass,  and  permitted  to  dry 
on  it.  The  best  way  to  do  this  is  to  rub  some 
of  the  sputum  between  two  cover-glasses,  and 
to  slide  one  slowly  off  of  the  other.  We  pass 
the  cover-glass  through  the  gas-flame  three 
times  slowly  to  fix  the  sputum,  and  then,  after 
cooling  it  for  a little  time,  we  let  it  float  in  the 
staining  fluid.  The  latter  is  made  in  this  way : 
One  part  of  aniline  oil  and  six  parts  of  water 
are  mixed  in  a test-tube,  filtered,  and  to  the 
filtrate,  known  as  aniline- water,  a portion  of 
which  is  placed  in  a watch-glass,  about  eight  or  ten  drops  of  a concentrated  alco- 
holic solution  of  methyl  violet  or  gentian  violet  are  added.  The  cover-glass  on 
which  the  sputum  has  been  placed  is  allowed  to  remain  in  the  watch-glass  as  long 
as  possible — one  or  two  hours,  or  more.  If  it  is  desired  to  shorten  the  process,  the 
staining  liquid  is  warmed,  but  not  to  the  boiling-point.  The  bacilli  will  in  this  case 
usually  be  stained  with  sufficient  distinctness  in  as  short  a time  as  ten  or  fifteen  ‘ 
minutes.  When  the  cover-glass  is  taken  out  of  the  staining  fluid  it  is  immersed 
in  a solution  of  one  part  of  nitric  acid  m three  parts  of  water,  and  in  this  way  the 
preparation  is  almost  completely  bleached  in  a very  .short  time.  The  tubercle 
bacilli  alone  have  the  property  of  retaining  the  stain  which  they  have  taken  on, 
despite  the  action  of  the  nitric  acid.  When  the  cover-glass  is  taken  out  of  the 
niti’ic  acid,  it  is  rinsed  in  water,  dried  between  two  layers  of  blotting-paper,  then 
stained  for  about  a minute  in  a one-  or  two-per-cent,  solution  of  Bismarck-brown 
in  water,  then  dried,  and  examined  in  w^ater,  or,  better,  in  Canada  balsam.  A di-y 
lens  of  the  strength  of,  say,  objective  number  eight  of  Hartnack  (330  to  440 
diameters)  answers  perfectly  for  the  examination.  The  pus-cells  and  any  other 
bacteria  that  may  be  present  are  colored  brown.  The  tubercle  bacilli,  however, 
are  stained  dark  blue.  Ziehl  and  Neelseu’s  staining  fluid  is  also  to  be  highly 
recommended.  It  is  composed  of  one  hundred  parts  of  distilled  water,  five  parts 
of  carholic-acid  crystals,  and  one  part  of  fuchsin.  After  these  are  mixed  and 
filtered,  ten  pai’ts  of  alcohol  are  added.  A solution  thus  prepared  lasts  for  quite  a 
long  while,  and  stains  the  tubercle  bacilli  a bright  red  even  in  a few  minutes, 
provided  warmth  is  employed.  For  bleaching  the  other  components  of  the  prepa- 
ration, a five-per-cent,  solution  of  sulphuric  acid  may  be  employed,  and  the  best 
means  of  secondary  staining  of  the  pus-corpuscles  is  to  use  a watery  solution  of 
methyl  blue.  If  a solution  is  made  up  containing  fifty  parts  of  water,  thh’ty  of 
alcohol,  twenty  of  nitric  acid,  and  as  much  methyl  blue  as  the  liquid  will  take 
up,  the  bleaching  and  the  secondary  staining  may  be  accomplished  simultane- 
ously. This  is  a very  practical  method,  which  was  first  recommended  by  B. 
Frankel. 

The  number  of  bacilli  varies  a good  deal  in  different  cases,  and  at  different 
times  in  the  same  case.  The  more  bacilli  there  are,  the  more  readily  can  we  decide 
that  there  are  extensive  processes  of  ulceration.  We  can  found  no  definite  prog- 
nostic conclusions  upon  the  behavior  of  the  bacilli,  but  their  presence  is  of  the 
greatest  significance  in  a diagnostic  point  of  view,  especially  as  they  can  be 


Fig.  27. — Tubercle  bacilli  in  the  sputum. 
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found  upon  careful  examination  in  incipient  cases.  At  so  early  a period  all  the 
other  symptoms  by  themselves  would  vei-y  often  not  warrant  an  absolute  diagnosis. 

Dyspnoea. — A marked  subjective  feeling  of  dyspnoea  is  a symptom  which  is  of 
relatively  rare  occurrence  in  phthisis. 

Many  patients  hardly  ever  complain  of  their  breathing  in  spite  of  extensive 
destx'uction  in  the  lungs.  A patient  who  is  much  emaciated  manifestly  needs 
little  oxygen,  and  the  increased  frequency  of  respiration,  which  is  almost  constant, 
can  satisfy  his  needs.  If  there  is  a greater  demand  upon  the  respiration,  a sub- 
jective feeling  of  dyspnoea  may  of  course  very  readily  occux’,  especially  on  a slight 
bodily  exertion.  In  many  cases,  how^ever,  the  patient  complains  of  a difficulty  in 
breathing  even  when  quiet,  especially  if  pleuritic  pains  or  adhesions  between  the 
surfaces  of  the  pleura  prevent  him  from  taking  a deep  breath,  and  in  the  final 
stages  the  dyspnoea  may  be  extreme. 

2.  Symptoms  on  Physical  Examination.— In  many  cases  inspection  gives  us 
that  general  impression  of  the  patient  which  we  term  the  “ phthisical  habit.”  The 
special  signs  of  this  are  as  follows:  A slender  but  often  quite  a tall  frame,  weak 
muscular  development,  a thin  layer  of  fat,  a pale  and  perhaps  vei’y  delicate  skin 
with  a bluish  translucence,  sometimes  a circumscribed  “ hectic  ” flush  in  the  cheeks, 
a long  and  slender  neck,  a long  and  narrow  thorax,  small,  thin  hands,  etc.  There 
are,  of  course,  many  variations  from  this  type  in  individual  cases. 

The  inspection  of  the  thorax  is  of  special  value.  The  phthisical  or  “ paralytic” 
thorax  is  generally  noticeable  from  its  length,  but  it  is  narrow  and  flat.  Unusual 
width  of  single  intercostal  spaces,  and  acuteness  of  the  epigastric  angle,  are  asso- 
ciated with  a long  thorax.  The  sternum  is  also  long  and  narrow,  and  the  sternal 
angle  —Louis’s  angle — is  often  ixrominent.  The  supra-clavicular  and  infi’a-clavicular 
fossae  are  sunken,  the  neck  is  wasted,  and  the  shoulder-blades  stand  out  from  the 
thorax.  On  comparing  the  two  halves  of  the  body,  we  very  likely  see  unilateral 
contractions,  most  frequently  in  the  upper  and  anterior  portion  of  the  thorax,  but 
also  in  the  lower  poidions. 

The  paralytic  form  of  thorax  is  very  often  seen  in  phthisis,  but  it  may  be  en- 
tirely absent. 

The  respiration  is  usually  somewhat  accelerated,  and  sometimes  quite  markedly 
so  in  women  with  disease  of  the  apices.  The  feminine  type  of  high  thoracic 
breathing  is  largely  changed  to  low  thoracic  or  diaphragmatic  breathing.  A 
unilateral  impairment  of  respiration  is  of  greater  importance ; in  such  a case  one 
apex,  or  one  side,  if  there  be  phthi.sis  of  the  lowei*  lobe,  holds  back  in  inspiration. 
The  respiration  is  sometimes  irregular,  especially  if  there  be  pleuritic  pains. 

The  results  of  percussion  are,  of  course,  entirely  dependent  upon  the  sort  of 
anatomical  changes  in  the  lungs,  and  hence  differ  very  greatly  in  different  cases. 
Since  the  phthisical  process  begins  in  the  apices  in  the  majority  of  cases,  our  chief 
attention  is  turned  to  the  condition  of  the  upper  portions  of  tiie  Ixmgs  on  percus- 
sion. Slight  changes  in  percussion  may  wholly  escape  discovery.  Only  when 
the  air  contained  in  the  lung-ti.ssue  in  the  part  affected  is  replaced  to  a‘ certain 
degree  by  the  tubercular  infiltration  does  the  percussion-note  become  dull.  Uni- 
lateral  dullness  at  the  apex  is  therefore  one  of  the  most  frequent  physical  signs 
o p t nsis.  We  can  usually  make  it  out  most  plainly  in  the  uiiper  anterior  inter- 
costal spaces  first,  and  in  inciiiient  cases  often  in  the  supra-clavicular  fossm  onlv, 
but  it  is  also  observed  sometimes  in  the  back  in  the  siipra-scapular  foss:e.  As  the 
miiltration  advances  the  dullness  becomes  more  extensive.  It  frequently  assumes 

a j mpanitic  quality,  as  a result  of  diminished  tension  or  iiartial  retraction  of  the 
lung-tissue. 

■ cavities  in  tuberculosis  has  a great  influence  on  the  porous- 

Sion  no  e.  le  ullness  on  porcussiou  may  ilius  become  decidedly  loss,  the  degree 
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of  resonance  depending,  of  course,  upon  the  fullness  of  the  cavity  and  the  char- 
acter of  the  surrounding  tissue.  We  often  find  a decided  tympanitic  resonance 
or  a combination  of  dullness  and  tympany  over  a cavity.  The  diffei-ent  modifica- 
tions of  the  percussion-note  in  ca^fities  are  given  below.  The  “ cracked-pot  reso- 
nance,” or  buckram  sound,  is  met  with  in  percussing  over  cavities,  but  we  also 
find  it  in  many  other  pathological  conditions. 

Auscultation  also  gives  no  special  pathognomonic  signs  of  phthisis.  Vaiying 
with  the  character  and  extent  of  the  tubercular  changes,  abnormal  respiratorv 
sounds  and  adventitious  sounds  are  heard  in  place  of  the  normal  vesicular  mur- 
mur. With  slighter  changes  the  vesicular  breathing  is  merely  modified;  it  seems 
remarkably  diminished  or  interrupted,  or  sometimes  exaggerated,  with  prolonged 
expiration.  When  the  infiltration  of  the  lungs  increases,  we  find  bronchial  res- 
piration in  place  of  the  vesicular  breathing ; but,  on  the  other  hand,  the  formation 
of  a cavity  is  a frequent  cause  of  bronchial  respiration. 

The  most  constant  auscultatory  signs  of  phthisis,  and  the  most  important  for 
diagnosis,  are  the  difiPerent  kinds  of  rales,  which  are  due  to  the  accu.mulation  of 
the  secretion  in  the  bronchi  or  in  the  cavities.  They  are  heard  at  one  apex  only, 
or  over  a larger  space,  according  to  the  extent  of  the  affection. 

Physical  Diagnosis  of  Incipient  Phthisis.— On  account  of  the  importance 
of  the  diagnosis  of  incipient  phthisis,  we  will  here  mention  connectedly  the  phys- 
ical signs  which  are  chiefly  met  with  in  it.  The  auscultatory  signs  in  the  begin- 
ning of  the  disease  are  generally  more  certain  and  easier  to  recognize  than  those 
from  percussion.  He  who  lays  too  much  weight  on  the  so-called  “slight  dullness 
at  the  apex  ” will  often  make  a false  diagnosis.  We  will  mention  particularly  the 
following  symptoms:  1.  Constant  and  evident  diminution  of  the  re.spiratory  mur- 
mur at  one  apex,  especially  if  it  is  associated  with  marked  deficiency  of  the  respira- 
tory movement  on  the  affected  side.  In  some  cases  the  respiratory  murmur  on 
the  diseased  side  is  not  weaker,  but  it  has  a more  indefinite  and  harsher  character; 
or  again  it  may  be  rude,  sharp,  and  “ puerile.”  2.  Markedly  interrupted  respira- 
tion at  one  apex.  3.  A prolonged  expiratory  murmur,  which  has  a harsh  chai*ac- 
ter.  4.  The  discovery  of  dry  rhonchi  or  moist  rales  at  one  apex  is  most  important, 
since  we  know  by  experience  that  “ apex  catarrhs  ” are,  as  a rule,  tubercular.  5. 
Definite  dullness,  apparent  on  repeated  examinations,  or  tympanitic  dullness  at 
one  apex.  6.  Evident  contraction  at  one  apex,  as  revealed  by  inspection  or  per- 
cussion above  the  clavicles.  7.  Some  authors  lay  stress  upon  a systolic  murmur 
in  the  subclavian  artery,  especially  loud  on  expiration.  This  may  occur  in  the 
beginning  of  phthisis,  if  the  caliber  of  the  vessel  is  narrowed  by  processes  of  con- 
traction in  the  neighboring  apex,  but  this  symptom  is  neither  frequent  nor  of  great 
practical  importance. 

Tlie  chief  rule  in  the  diagnosis  of  incipient  phthisis  must  be  held  to  be  this 
— not  to  give  a definite  opinion  until  repeated  examinations  have  been  made. 
The  other  portions  of  the  lungs  are  to  be  carefully  examined  as  well  as  the 
apices,  since  in  not  very  rare  cases  tuberculosis  may  begin  in  the  lower  lobes. 
We  must  always  consider  the  patient’s  general  symptoms  as  well  as  the  phys- 
ical signs. 

Symptoms  of  Cavities. — The  diagnosis  of  a cavity  in  the  lungs  by  means  of 
the  physical  signs  is  often  very  difficult.  We  may  mention  as  the  chief  symptoms 
of  a cavity:  1.  Loud  bronchial  respii’ation,  perhaps  of  an  amphoric  character,  in 
places  where  the  percussion-note  is  only  slightly  or  not  at  all  dull.  Such  a con- 
dition means  that  the  bronchial  respiration  is  not  due  to  an  infiltration  of  lung- 
tissue.  Bronchial  respiration,  however,  may  of  course  be  heal’d  over  cavities 
which  are  surrounded  by  thickened  lung-tissue,  and  hence  give  dullness  on  per- 
cussion. 2.  The  so-caUed  metamorphosmg  respiration,  which  begins  as  vesicular 
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and  suddenly  becomes  bronchial,  is  heard  especially  over  cavities,  and  hence  has 
a diagnostic  value.  3.  The  dififerent  kinds  of  “ changes  in  the  i3ercussion-note  ” 
over  cavities  are  important  signs.  Wintiuch’s  change  in  pitch  is  when  the  tym- 
panitic resonance,  which  is  obtained  over  the  cavity,  becomes,  on  opening  the 
mouth,  more  decidedly  tympanitic,  louder,  and  especially  much  higher.  The  res- 
piratory change  of  pitch  of  Friedreich  usually  consists  of  a higher  pitch  on  in- 
spiration, but  here  there  are  numerous  variations.  Gerhardt’s  change  of  pitch 
(Weil)  consists  in  a change  of  the  tympanitic  resonance  when  the  patient  changes 
his  position,  the  pitch  usually  being  higher  when  the  patient  sits  up  than  when 
he  is  lying  down.*  4.  Loud,  bubbling  rales  are  one  of  the  most  frequent  signs  of 
a cavity.  They  are  definite  indications  of  the  occurrence  of  rales  in  a larger  space 
than  is  normally  present  in  the  apices  of  the  lungs. 

Contraction  of  the  Lungs  [Fibroid  Phthisis]. — Unilateral  contraction  of 
the  lungs,  more  frequent  on  the  left  than  on  the  right,  is  a form  of  tuberculosis 
which  is  made  apparent  both  by  special  physical  signs  and  also  by  certain  clinical . 
peculiarities.  It  is  usually  recognized  at  once  by  inspection  of  the  thorax,  one 
side  of  the  thoi’ax  being  remarkably  retracted.  The  upper  anterior  portions  of 
the  thorax,  and,  in  all  cases  of  a high  degree  of  disease,  the  lower  lateral  and 
posterior  portions,  are  much  less  tense  than  the  corresponding  parts  on  the  other 
healthy  side.  The  fossae  and  intei’costal  spaces  on  the  affected  side  are  deeper, 
the  shoulder-blade  is  drawn  nearer  the  vertebral  column,  and  the  latter  is  even 
sometimes  drawn  over  to  the  contracted  side  (scoliosis).  The  resonance  is  dimin- 
ished to  a gi-eater  or  less  degree,  over  the  affected  side,  which  either  lags  behind 
or  remains  almost  wholly  at  rest  on  respiration.  The  respiratory  murmur  is  quite 
loud,  and  bronchial ; and  we  also  hear  many  rales,  which  are  usually  bubbling. 
Anatomically,  we  have  to  do  with  a marked  process  of  contraction  of  the  intersti- 
tial connective  tissue  in  the  lungs,  which  is  almost  always  associated  with  extensive 
formation  of  cavities,  partly  of  an  ulcerative,  partly  of  a bronchiectasic  character. 
The  pleura  is  involved  in  the  process  almost  without  exception,  but  almost  always 
secondarily;  it  is  also  thickened  and  contracted.  If  the  pleuritic  thickening  is 
marked,  the  respiratory  murmur  and  the  vocal  fremitus  are  decidedly  weakened. 

The  influence  of  the  contraction  on  the  neighboring  organs  is  very  decided 
and  usually  it  is  easy  to  discover.  The  heart  especially,  whose  external  peri- 
cardium is  in  most  cases  very  adherent  to  the  pleui’a,  is  drawn  well  over  to  the  side 
of  the  contraction.  The  apex-beat  and  the  cardiac  dullness  are  correspondingly 
dispkiced.  W^ith  left-sided  contraction  the  heart  may  be  di’awn  over  to  the  line 
ohthe  left  axilla,  and  witli  right-sided  contraction  it  may  be  drawn  to  the  median 
line,  or  even  to  the  right  of  the  sternum.  With  contraction  of  the  left  upper 
lobe  the  anterior  surface  of  the  heart  comes  into  immediate  contact  with  the  an- 
terior chest-wall  over  a larger  area  than  normal.  We  therefore  see  the  motions 
of  the  heart  over  an  abnormal  extent,  and  we  can  often  feel  very  plainly  in  the 
second  left  intercostal  space  the  pulsation  and  the  closure  of  the  valves  in  dias- 
tole of  the  pulmonary  artery.  The  upward  traction  of  the  diaphragm  maybe 
recognized  by  the  position  of  the  liver,  or,  in  left-sided  contraction,  by  the  increase 
of  the  ‘ semilunar  ” tympanitic  space  on  the  left.  We  usually  find  the  sound  lung 
on  the  other  side  quite  emphysematous,  as  shown  by  the  downward  displacement 
ot  the  lower  boundary  of  the  lung,  and  also  by  the  drawing  over  of  the  anterior 
mcciaii  of  the  lung  to  the  contracted  side.  In  a part  of  the  cases  we  can 
TTiaRe  out  by  percussion  the  development  of  consecutive  dilatation  and  hyper- 
trophy of  the  right  ventricle. 


bu(-h tlio clifTercnt  chatis?c8  in  the  pitch  arc  found  in  Wcil’u  “Hand- 

ouch  dcr  UipogriiphLschun  PcrcuHsion.”  Leipzig:  Vogel, 
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These  are  the  chief  physical  signs  of  the  so-called  unilateral  form  of  chronic 
pulmonary  contraction.  We  would  add  here  a few  clinical  remarks.  The  cases 
often,  hut  of  course  not  always,  run  a vei-y  chronic  course,  lasting  for  yeare.  The 
general  condition  and  the  nutrition  of  the  patient  may  thus  remain  comparatively 
undisturbed  for  a long  time.  The  patient  looks  somewhat  pale  and  cyanotic,  yet 
he  is  so  well  nourished  as  to  present  a very  marked  contrast  to  the  appearance  of 
the  ordinary  cases  of  phthisis.  The  appetite  remains  good,  the  fever  is  entirely 
absent,  or  else  a slight  degree  of  fever  may  be  at  times  discovered  by  careful  ex- 
amination. The  cough  and  expectoration,  too,  though  often  very  severe,  are  at 
other  times  very  slight,  especially  when  the  patient  has  good  care  aud  nourish- 
ment. We  need  not  wonder,  then,  that  many  physicians  do  not  consider  that 
these  cases  have  anything  to  do  with  phthisis — “ consumption  ” ; and  yet  we  are 
convinced  by  many  clinical  and  anatomical  observations  that,  oetiologically,  they 
are  in  by  far  the  greatest  part  tubercular.  Thej^  represent  a v^ery  slow  form  of 
tuberculosis,  which  has  time  to  develop  interstitial  ijrocesses  which  lead  to  contrac- 
tion— that  is,  to  local  healing.  If  such  cases  come  to  autopsy,  their  tubei’cular  char- 
acter is  usually  definitely  confii’med.  We  find  undoubted  tubercular  lesions  in  the 
other  lung  and  also  in  the  remaining  organs — e.  g.,  the  intestines.  Furthermore, 
sudden  changes  for  the  worse  may  occur  in  eveiy  “ pulmonary  contraction,”  even 
those  cases  which  seem  favorable;  the  other  lung  may  become  highly  tubercular, 
a miliary  tuberculosis  or  a tubercular  meningitis  may  develop,  etc.  On  the  whole, 
liowever,  the  slow  course  of  this  form  of  chronic  tuberculosis  is  characteristic  and 
of  practical  significance,  and  its  prognosis  is  therefore  comparatively  favorable. 

We  can  not  absolutely  deny  that  a n on-tubercular  unilateral  conti-action  of 
the  lung  may  occur.  As  a result  of  foetid  bronchitis  and  pulmonary  gangrene, 
processes  of  contraction  develop,  w'hich  are  associated  with  the  formation  of 
bronchiectases,  and  certainly  have  nothing  to  do  with  tuberculosis.  In  rare  cases 
also  croupous  pneumonia  is  followed  by  unilateral  contraction  of  the  lung;  and 
finally  there  is  a rare  and  by  no  means  satisfactorily  investigated  form  of  unilat- 
eral chronic  interstitial  pneumonia,  with  contraction,  often  associated  with  the 
formation  of  bronchiectases.  The  differential  diagnosis  of  these  conditions  from 
tuberculous  contraction  rests  in  part  upon  the  clinical  history,  but  mainly  upon 
the  absence  of  tubercle  bacilli  in  the  expectoration. 

In  conclusion,  we  must  mention  that  there  are  very  many  transitional  forms 
between  pulmonary  contraction  and  the  other  varieties  of  pulmonary  tuberculosis. 
We  find  more  or  le.ss  extensive  processes  of  contraction  in  one  apex  in  most  cases 
of  phthisis. 

Dissejiinated  Pulmonary  Tuberculosis. — There  is  a form  of  pulmonary 
tuberculosis  which  it  is  verj^  hard  to  make  out  on  physical  examination.  In  this 
we  have  to  do  with  numerous  peribronchial  nodules  disseminated  over  the  whole 
lung.  As  there  is  still  a good  deal  of  normal  tissue,  containing  air,  between  these 
nodules,  percussion  affords  no  dullness,  and  auscultation  gives  at  most  diffuse 
rhonchi;  hence  this  form  is  often  confused  with  chronic  bi’onchitis  or  pulmonary 
emphysema.  The  diagnosis  can  seldom  be  made  from  the  physical  signs,  but  only 
from  the  other  symptoms,  such  as  fever,  emaciation,  striking  pallor  of  the  skin, 
and  the  sputum. 

This  form  of  phthisis  sometimes  runs  a chronic  course,  but  usually  it  is  quite 
rapid.  It  occurs  in  elderly  people,  and  also  in  children.  Many  forms  of  dis- 
seminated, coarse  granular”  tuberculosis  are  transitional  forms  between  this  and 
genuine  acute  miliary  tuberculosis. 

3.  General  Symptoms  in  Pulmonary  Tuberculosis.— In  the  description  of  the 
general  course  of  pulmonary  tuberculosis  we  have  already  mentioned  the  value 
of  the  general  symptoms  in  diagnosis  and  prognosis. 
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iTei-er -Only  a few  cases  of  phthisis  run  then-  course  entirely  without  fever, 
but  it  may  be  ateent  tor  a time,  e.eu  tor  weeks  and  months.  This  is  especiaUy 
tile  case  in  the  very  chronic  forms,  like  unilateral  contraction  The  more  caic- 
tully  we  take  the  temperature,  the  more  trequently  shaU  we  find  a slight  even- 
ing Le  ot  temperature  up  to  100"  or  101"  (38"-38;5"  C.),  or  at  least 
‘ind  100°  f37-5°-38°  C.),  even  at  times  when  the  patient  is  doing  favoiably.  bucP 
subfehrile  conditions  may  last  a long  time,  but  many  cases  of  phthisis  are  associ- 
ated with  high  fever.  . , 

The  fever  in  tuberculosis  is  generally  noticeable  from  its  very  monotonous 

character.  For  months  the  temperature  curve  may  be  like  this:  in  the  morning 
a normal  or  approximately  normal  temperature,  and  at  evening  a rise  to  103  or 
104°  (39°-40°  C.),  rarely  higher.  The  fever  in  phthisis,  then,  shows  a decidedly 
intermitting  or  remitting  character,  the  so-called  hectic  fever.  . c 

More  rarely  we  see  very  irregular  temperature  curves,  where  elevations  of 
temperature,  which  last  a shorter  or  a longer  time,  alternate  in  an  u’regular  fas  - 
ion  with  periods  that  are  free  from  fever.  It  often  happens  that  toward  the  end 
of  the  disease,  when  the  general  weakness  increases,  the  curve,  that  previoi^ly 
was  regular  in  its  intermissions,  becomes  irregular.  The  intermissions  then 
become  deeper,  and  we  often  see  genuine  temperatures  of  collapse,  J4  to  {65 
34°  C.).  At  other  times  the  fever  may  temporarily  assume  a more  contmuous 
character,  probably  from  an  increase  of  the  tubercular  process.  In  some  cases 
with  an  acute  onset  (vide  supra)  we  have  also  seen,  at  the  beginning  of  the  dis- 
ease, quite  a high  and  approximately  continuous  fever,  which  later  went  over 
gradually  to  the  ordinary  hectic. 

We  must  probably  look  for  the  cause  of  the  fever  not  in  the  tuberculosis  itself, 
but  in  the  absorption  of  septic  substances  from  the  decomposition  of  the  secretion 
of  the  bronchi  and  cavities. 

In  general,  it  may  be  said  that  continuous  fever  points  to  an  advance,  com- 
plete absence  of  fever,  on  the  other  hand,  to  a halt  (at  least  a temporary  one),  of 
the  tuberculous  process ; hence  is  evident  the  great  jirognostic  importance  of  the 
temperature  in  pulmonary  tuberculosis. 

Emaciation. — The  great  emaciation  of  the  patient  is  very  striking  in  most 
cases  of  phthisis.  The  muscular  system  and  the  fatty  tissue  are  affected  in  equal 
degree.  The  soft  parts  of  the  thorax  are  often  especially  involved.  The  emacia- 
tion is  due  in  part  to  the  patient’s  loss  of  appetite,  and  to  the  small  amount  of  food 
which  he  takes  in  consequence  thereof,  but  the  chief  cause  lies  in  the  persistent 
fever  and  the  increased  metamorphosis  of  tissue.  Quite  a high  degree  of  emacia- 
tion, however,  may  appear  in  the  beginning  of  the  disease  with  no  fever.  This 
we  are  wont  to  ascribe  to  the  “ general  illness,”  but  the  special  cause  of  it  is  un- 
known. Under  favorable  external  conditions  phthisical  patients  may  make  quite 
a decided  gain  in  weight,  especially  at  the  times  when  they  are  free  from  fever. 
In  very  chronic  cases,  which  run  their  couinse  from  the  fu’st  without  fever,  the 
nutrition  of  the  patient  may  remain  good  for  a long  time.  Toward  the  end  of 
the  disease  emaciation  sometimes  reaches  its  highest  degree,  and  many  phthisical 
patients  die  “ wasted  to  a skeleton  ” in  the  true  sense  of  the  word. 

Anaemia — Color  of  the  Skin. — In  most  cases  anmmia  appears  in  the  course  of 
the  disease,  which  can  be  recognized  by  the  ]>ale  mid  sallow  color  of  the  skin  and 
the  visible  mucous  membranes.  The  anamiia  only  rarely  reaches  that  degree  of 
peculiar  waxy  pallor  that  is  found  in  idiopathic  pernicious  antcmia.  The  exist- 
ence of  the  anosmia  is  also  the  reason  why  the  phthisical  patient  does  not  look 
cyanotic,  in  spite  of  the  respiratoiy  disturbance.  In  the  more  chronic  forms, 
where  the  general  nutrition  suffers  less,  we  often  see  a cyanotic  coloring  of  the 
lips  and  cheeks.  Sojnetimes  the  skin  of  phthisical  patients  assumes  a dirty,  duslcy 
1C 
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hue.  We  have  already  spoken  of  the  ch’cumscribed  “ hectic  flush  of  the  cheeks  ” 
seen  with  the  fever. 

General  Weakness — Night-Sweats — Nervous  Disturbances. — We  need  not  say 
that  tlie  general  emaciation  and  anaemia  are  accompanied  by  a marked  decline  in 
the  patient’s  power  of  endurance.  He  Anally  becomes  so  helpless  that  he  can 
scarcely  move  alone  in  the  bed. 

The  tendency  which  vei-y  many  patients  have  to  severe  night-sweats  is  not 
wholly  explained.  It  may  have  some  connection  with  the  fall  from  the  evening 
febrile  temperature  to  the  morning  remission,  and  perhaps  it  is  due  to  the  greater 
accumulation  of  carbonic  acid  in  the  blood  from  the  disturbance  of  respiration. 

The  disease  has  remarkably  little  influence  upon  the  higher  nervous  functions, 
especially  those  of  the  mind.  Most  patients  have  a perfectly  clear  intellect  to 
then*  latest  breath.  We  all  know  the  contented,  hopeful  disposition  of  many 
patients,  who  do  not  recognize  their  own  danger  until  the  last  stages  of  the  dis- 
ease. Occasionally  the  anaemia  and  the  general  disturbance  of  the  nutrition  of 
the  brain  lead  to  mental  alterations,  such  as  confusion,  distraction,  or  melancholic 
conditions. 

We  And,  more  frequently,  disturbances  in  the  peripheral  nerves  and  muscles. 
Among  thesd  are  neuralgic  pains,  and  pains  of  an  indefinite  character,  which  have 
their  seat  in  the  legs,  or  sometimes  in  the  arms,  especiaEy  in  the  ulnar  region,  and 
which  may  be  very  distressing.  Marked  hyperaesthesia  of  the  skin  and  deeper 
parts  is  also  not  uncommon.  The  cause  of  such  disturbances  is  probably  often  to 
be  looked  for  in  degenerative  changes  in  the  periplieral  nerves  (Vierordt  and 
others).  Well-marked  multiple  neuritis  has  been  repeatedly  observed  in  tubercu- 
lous patients  (see  section  on  nervous  diseases). 

We  very  often  see  an  increased  reaction  upon  direct  mechanical  irritation  in 
the  emaciated  muscles,  and  great  liveliness  of  tbe  so  called  idiomuscular  contrac- 
tions, which  is  shown,  for  example,  on  percussing  the  pectoral  muscles  on  the  an- 
terior wall  of  the  chest.  The  phenomena  grouped  under  the  name  of  tendon  re- 
flexes are  also  much  increased  in  phthisis. 

4.  Symptoms  and  Complications  on  the  Part  of  Other  Organs.— 1.  Pleura.— 
In  pulmonary  tuberculosis  the  pleura  is  also  involved  as  a rule.  The  affection  is 
almost  always  the  result  of  a direct  extension  of  the  process  from  the  lung  to  the 
pleura.  At  the  autopsy,  we  find  in  the  pleura  a few  or  many  mihary  tubercles, 
besides  the  simifle  inflammatoiy  process — tubercular  pleurisy. 

In  many  cases,  in  which  we  have  to  do  only  with  an  adliesive  plem’isy  and 
with  pleuritic  contraction,  we  can  merely  suspect  the  disease  of  the  pleura,  but  it 
can  not  be  directly  made  out  and  differentiated  clinically  from  the  pulmonary 
affection.  In  other  cases  we  can  diagnosticate  a dry  pleurisy  in  phthisis  from  the 
occurrence  of  the  pleuritic  friction-rub.  The  symptoms  of  jflemasy  become  more 
marked  if  there  is  a pleuritic  effusion,  which  is  usually  readily  discovered  by  a 
physical  examination.  The  patient’s  pain  and  dyspnoea  are  usually  much  in- 
creased by  such  a complication.  Besides  a simple  sero-fibrinous  effusion  we  quite 
frequently  find  purulent  and  even  hasmorrhagic  effusions  in  tuberculosis  of  the 
pleura. 

The  formation  of  pneumothorax  is  an  important  complication  in  the  pleura  in 
phthisis.  This  is  due  to  the  rupture  of  a superficial  pulmonary  cavity  into  the 
pleural  cavity,  and  the  entrance  of  air  into  the  latter.  The  different  forms  of 
pneumothorax  and  its  symjitoms  will  be  described  under  diseases  of  the  pleura. 

2.  Larijnx,  Pharynx,  and  Trachea. — Tlie  symptoms  of  laryngeal  tuberculosis 
and  their  relation  to  pulmonary  tuberculosis  have  already  been  given  under  dis- 
eases of  the  larynx.  We  saw  there  that,  although  there  is  a primary  laryngeal 
tuberculosis,  most  cases  are  secondary  in  their  development  to  a pulmonai-y  tuber- 
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culosis  The  constant  passage  of  tubercular  sputa  from  the  lungs,  through  the 
trachea  and  larynx,  naturally  leads  to  a direct  infection  of  the  mucous  membrane 

of  the  parts  mentioned.  i n 

T1i6  sani©  liolds  tru6  in  regard  to  tlie  mucli  rarer  tuberculosis  of  tne  pharynx. 

In  some  cases  this  may  he  of  primary  origin,  but  it  is  usually  a result  of  re-inocu- 
lation with  tuberculosis  by  means  of  the  sputum,  or  of  a direct  extension  of  the 
tubercular  process  from  the  larynx  to  the  phai-ynx.  Tubercular  ulcers  of  the 
pharynx  are  found  most  frequently  on  the  soft  palate,  on  the  tonsHs,  on  the  root 
of  the  tono-ue,  and  on  the  boundary  between  the  pharynx  and  the  larynx;  they 
are  rare  in  other  parts  of  the  pharynx.  In  exceptional  cases  tubercular  affections 
are  seen  in  the  mouth— on  the  tongue.  The  local  discomforts  which  all  these 
ulcers  cause  is  usually  very  considerable.  Disseminated  miliary  tubercles,  too, 
have  been  repeatedly  seen  in  the  mucous  membrane  of  the  pharynx. 

3.  Stomach  and  Intestinal  Canal— Peritoneum.— Tubercular  ulcers  in  the 
mucous  membrane  of  the  stomach  are  exceedingly  rare,  but  we  very  often  notice 
some  symptoms  on  the  part  of  the  stomach.  Loss  of  appetite  is  a particularly 
common  symptom  in  phthisis.  Vomiting  occurs  often  in  phthisical  patients, 
especially  when  the  larynx  is  involved.  It  is  usually  brought  on  by  paroxysms 
of  coughing.  Less  frequently  the  cause  of  the  vomiting  is  gastric  catarrh,  occa- 
sioned by  the  irritation  of  the  phthisical  sputa  which  have  been  swallowed;  but 
in  some  cases  the  gastric  symptoms  depend  upon  the  general  condition,  like 
anaemia. 

Although  the  tubercle  bacilli  swallowed  with  the  sputum  hardly  ever  infect 
the  stomach,  probably  from  the  acid  reaction  of  its  contents,  they  very  often  at- 
tack the  intestinal  canal.  In  the  majority  of  the  cases  of  phthisis  we  find  tuber- 
culai’  ulcers,  either  singly  or  in  considerable  numbers,  in  the  vicinity  of  Bauhtn’s 
valves  [the  ileo-csecal  valve],  m the  lower  part  of  the  ileum,  and  the  upper  part 
of  the  large  intestine. 

Intestinal  tuberculosis  does  not  always  cause  very  marked  clinical  symptoms, 
but  as  a rule  we  find  diarrhoea  in  patients  with  tubercular  ulcers  of  the  intestine. 
They  may  have  three  or  four  stools  in  the  twenty -four  hours,  and  even  more,  but 
the  stools  have  nothing  characteristic.  We  rai'ely  see  a slight  admixture  of  pus 
or  blood  in  them.  Tubercle  bacilli  have  been  repeatedly  discovered  in  the  de- 
jecta, but  the  search  for  them  is  rather  difficult.  We  must  call  attention,  how- 
ever, to  the  fact  that  many  patients  have  diarrhoea  during  life  in  whom  we  find 
at  the  autop.sy  no  intestinal  tuberculosis,  but  only  a simple  intestinal  catarrh,  or 
amyloid  of  the  intestine.  On  the  other  hand,  we  quite  frequently  find  at  the  au- 
topsy tubercular  ulcers  of  the  intestine  which  during  life  caused  no  diarrhoea. 

In  cases  of  severe  intestinal  tuberculosis  we  sometimes  meet  with  meteorism. 
With  deep  ulcers,  extending  to  the  peritoneum,  we  often  see  marked  tenderness 
of  the  abdomen. 

The  peritoneum  may  be  affected  by  the  tubercular  ulcers  of  the  intestine  in  a 
twofold  mannei*.  Genuine  peritonitis  from  perforation,  with  a i^urulent  or  even 
a sanious  exudation,  is  quite  rare,  and  is  excited  by  tlie  rupture  of  an  ulcer  and 
the  entrance  of  the  contents  of  the  intestine  into  the  abdominal  cavity.  An  infec- 
tion of  the  peritoneum  with  the  tubercular  poison  is  more  frequent.  This  may 
arise  from  deep-seated  ulcers,  which  do  not  reach  actual  perforation,  so  that  we 
have  a peritoneal  tuberculosis,  or  a tubercular  peritonitis.  During  life  peritonitis 
from  perforation  and  that  from  tuberculosis  are  not  always  to  be  distinguished. 
We  must  also  mention  that  simple  ascitic  fluid  is  sometimes  found  in  the  abdomi- 
nal cavity  in  phthisis,  which  may  load  to  a false  diagnosis  of  peritoneal  tuber- 
culosis. 

Another  way  in  which  we  may  have  a peritoneal  tuberculosis  in  the  course  of 
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phthisis  is  from  the  extension  of  the  process  in  a tubercular  pleurisy,  through  the 
diaphragm  to  the  peritoneum. 

4.  Liver  and  Spleen. — We  very  often  find  a few  or  even  many  tubercles  in  the 
liver  in  phthisis,  hut  they  have  no  clinical  significance.  The  liver  is  almost  always 
infected  with  the  tubercular  poison  from  tubercular  ulcers  in  the  intestines,  from 
which  the  poison  passes  to  the  branches  of  the  portal  vein  and  then  to  the  liver. 
Fatty  liver  and  amyloid  or  lardaceous  liver  are  more  impoi'tant  clinical  changes. 
We  can  sometimes  recognize  the  former  by  making  out  on  physical  examination 
the  increase  in  the  size  of  the  organ,  and  by  feeling  its  characteristic  blunt  lower 
edge. 

Amyloid  liver  is  almost  always  associated  with  the  development  of  amyloid  in 
other  organs.  In  marked  cases  the  liver  is  evidently  enlarged,  and  its  firm,  sharp 
lower  edge,  and  often  its  dense  anterior  surface,  may  usually  be  plainly  felt. 

Miliary  tubercles  or  single  large  tubercular  nodules  in  the  spleen  have  a patho- 
logical interest  only.  Great  splenic  enlargement  is  found  in  amyloid  degen- 
eration. 

5.  Kidneys,  Urinary  Passages,  and  Sexual  Organs. — The  presence  of  miliary 
tubercles  in  the  kidneys  is  the  first  change  in  them  to  be  mentioned,  hut  it  has  no 
clinical  significance.  Extensive  tuberculosis  of  the  genito-urinary  apparatus, 
however,  may  i>roduce  marked  symptoms,  like  pyuiia,  which  will  be  described 
later.  In  regard  to  the  symptoms  of  amyloid  kidney,  which  may  develop  in  the 
course  of  phthisis  in  connection  with  amyloid  disease  in  other  oi’gans,  we  will 
refer  to  the  section  on  renal  diseases. 

Genuine  cases  of  nephritis,  both  acute  and  chronic,  are  also  found  quite  fre- 
quently in  phthisis,  usually  combined  with  amyloid  disease.  These  can  not  escape 
notice  if  the  urine  is  carefully  examined.  Cases  of  genuine  amyloid  Iridney  of 
moderate  severity  are  seen,  however,  in  which  the  ui’ine  remains  normal,  or  at 
any  rate  free  from  albumen. 

6.  Circulatory  Organs.— ^oi  only  is  the  frequency  of  the  pulse  increased  in 
many  patients  in  proportion  to  the  existing  fever,  but  even  where  there  is  no  fever 
we  often  find  it  accelerated.  The  greater  or  less  increase  of  the  pulse,  which 
readily  comes  on  from  comparatively  trifling  external  causes,  is  especially  note- 
worthy. It  may  he  seen  after  slight  physical  exertion,  or  upon  mental  excitement, 
as  during  the  physician’s  visit. 

Anatomical  changes  in  the  heart  are  rare,  except  that  it  is  often  remarkably 
small  and  flaccid.  Moderate  fatty  degeneration  of  the  heart,  slight  endocarditis 
of  the  valves,  or  occasional  tubercles  in  the  heart,  cause  no  symptoms.  The  occur- 
rence of  tubercular  pericarditis,  however,  is  important.  This  almost  always  arises 
from  the  extension  of  the  tubercular  process  from  the  aajacent  pleura,  but  in 
exceptional  cases  pericarditis  has  been  seen  as  a result  of  rupture  of  a pulmonary 
cavity  into  the  pericardium. 

7.  Lymph-glands. — The  lymph-glands  are  a favorite  seat  for  tubercular 
changes.  We  have  stated  above  that  the  so-called  scrofulous,  cheesy  lymph- 
glands,  which  are  seen  chiefly  in  the  neck  and  the  axillje,  are  affected  with  tuber- 
cle in  the  majority  of  cases.  The  tubercular  infection  probably  develops  here 
from  slight  injuries  and  excoriations  of  the  skin,  by  which  the  bacilli  enter  t le 
body  and  reach  the  neighboring  glands  by  means  of  the  lymph-current.  In 
other  cases  the  infection  perhaps  comes  from  the  mucous  membrane  of  the  phar- 
ynx. In  tuberculosis  of  internal  organs,  too,  we  very  often  find  the  corresponding 
lymph-glands  enlarged  and  more  or  less  cheesy.  The  bronchial  lymph-glands 
are  swollen  as  a result  of  pulmonary  tuberculosis,  the  mesenteric  and  retroperi  o- 
neal  glands  as  a result  of  intestinal  tuberculosis.  The  tuberculosis  of  the  bron- 
chial lymph-glands  is  of  especial  importance  in  children.  Indeed,  the  tubercular 
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vims  which  has  gained  access  to  the  lungs  may  apparently  reach  the  bronchial 
glands  by  means  of  the  lymph-channels  even  without  affecting  the  lungs  them- 
selves, and  occasion  a tuberculous  disease  of  the  glands.  Glands  thus  diseased 
break  down  and  discharge  into  the  lungs,  and  in  this  way  generate  a secondary 
pulmonai-y  tuberculosis.  This  is  one  reason  why  the  pulmonary  tuberculosis  of 
children  so  often  begins  not  in  the  apex  but  in  the  middle  and  lower  portion  of 
the  lung. 

Pressure  from  the  enlarged  glands  may  affect  the  air-passages,  the  branches  of 
the  pulmonary  artery,  the  veins,  the  recurrent  nerve,  and  even  the  aorta.  Per- 
foration of  the  cheesy  bronchial  glands  into  the  oesophagus,  the  blood-vessels,  etc., 
has  also  been  observed.  Tuberculosis  of  the  bronchial  glands  in  chilch’en  does  not 
present  any  definite  type  of  disease,  however,  and,  although  we  may  sometimes 
suspect  it  when  there  is  pulmonary  tuberculosis,  we  can  only  rarely  diagnosticate 
it  with  certainty. 

8.  Nervous  System. — We  have  already  mentioned  various  nervous  symptoms 
in  the  description  of  the  general  symptoms.  We  must  also  add  that  tubercular 
meningitis  is  seen  in  the  course  of  phthisis  (see  page  702),  and  also  that  large 
solitary  tubercles  may  occasionally  develop  in  the  central  nervous  system  (see 
page  749). 

9.  Skin. — We  have  spoken  of  the  great  tendency  which  many  patients  have  to 
severe  sweats,  especially  at  night.  The  frequent  appearance  of  pityriasis  versi- 
coloi*,  especially  on  the  skin  over  the  thorax,  is  also  worthy  of  note.  We  often 
see  moderate  oedema  of  the  legs  and  ankles,  which  is  due  to  weakness  of  the 
heart.  More  marked  oedema  of  one  leg  sometimes  arises  from  thrombosis  of  the 
femoral  vein.  We  must  also  mention  here,  in  conclusion,  the  specific  tubercular 
disease  of  the  skin — lupus.  This  occurs  alone,  as  a rule,  Avithout  a co-existing 
pulmonary  tuberculosis;  but,  on  the  other  hand,  the  old  term  “ scrofulous  lupus ” 
had  reference  to  the  fact  that  we  often  find  other  tubercular  affections  in  lupus 
besides  the  disease  of  the  skin.  Thus  it  does  not  seem  strange  that  lupus  and 
phthisis  have  been  repeatedly  observed  to  co-exist.  Cutaneous  tuberculosis  may 
develop  not  only  in  the  ordinary  form  of  lupus,  but  also  in  nodules  of  consider- 
able size,  or  in  rather  extensive  ulcers.  Perhaps  some  of  the  cases  of  so-called 
coi-pse-tubercle  belong  to  true  tuberculosis.  We  have  seen  a similar  tuberculous 
cutaneous  disease  in  a Avoman  who  for  a long  time  had  washed  the  soiled  handker- 
chiefs of  a consumptwe  patient.  . 

Diagnosis.— The  diagnosis  of  pulmonary  tuberculosis  has  become  absolutely  cer- 
tain, since  the  discovery  of  the  tubercle  bacilli,  by  the  demonstration  of  their  pres- 
ence in  the  sputum  {vide  supra).  In  all  incipient  cases,  in  which  the  other  symp- 
toms of  the  disease  have  not  yet  made  themselves  manifest,  but  where  the  suspicion 
of  incipient  phthisis  has  been  aroused  by  a persistent  cough,  by  marked  pallor  and 
emaciation,  by  slight  hoarseness,  by  an  evening  rise  of  temperature,  by  the  appear- 
ance of  night-sweats,  by  the  presence  of  a hereditary  predisposition,  and  similar 
symptoms,  the  finding  of  tubercle  bacilli  in  the  sputum  is  often  the  solo  deciding 
factor.  We  must  not  forget,  however,  that  in  most  cases  the  diagnosis  may  be 
made  from  the  other  symptoms  alone,  and  also  that  we  can  actually  .iudgc  of 
the  severity  of  the  indiAudual  case,  and  of  the  exact  e.xtension  and  form  of  the 
tubercular  process,  only  by  considering  the  other  symptoms,  and  especially  by 
considering  the  data  of  the  physical  examination.  The  latter,  therefore,  has  lost 
none  of  its  importance  by  the  discovery  of  the  tubercle  bacilli. 

Confusion  between  )>hthi.sis  and  other  diseases  is  twofold.  Where  the  consti- 
tutional symptoms  are  predominant,  and  there  are  no  marked  pulmonary  symp- 
f>ms,  an  existing  tuberculosis  may  bo  overlooked.  In  the  beginning,  especially, 
many  cases  of  phthisis  are  considered  to  be  merely  anmmia,  chronic  gastric 
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catarrh,  or  simple  bronchitis.  If  an  intermitting  fever  appears  in  an  early  stage 
of  phthisis,  befoi-e  any  marked  pulmonary  symptoms  have  developed,  the  disease 
may  be  mistaken  for  malaria  or  the  like.  On  the  other  hand,  it  is  by  no  means 
rare  to  consider  patients  phthisical  who  are  suffering  from  some  entirely  different 
affection.  He  w'ho  lays  too  great  stress  on  the  uncertain  results  of  percussion 
will  often  make  a false  diagnosis.  Severe  latent  diseases  of  the  stomach,  or  certain 
general  diseases,  such  as  anaemia,  diabetes,  or  chronic  nephritis,  may  falsely  be 
taken  for  phthisis.  Other  pulmonary  affections,  too,  may  be  confounded  with 
tubercixlosis,  especiaRy  chronic  bronchitis,  emphysema,  bronchiectasis,  foetid  and 
gangrenous  processes,  and  carcinoma  of  the  lungs.  A careful,  unprejudiced,  and 
complete  examination  of  the  patient  is  the  only  possible  protection  against  such 
errors. 

Prognosis. — In  the  present  condition  of  our  therapeutic  knowledge  the  prog- 
nosis of  phthisis  must  unfortunately  still  be  regarded  as  extremely  unfavorable. 
There  can  be  no  doubt  that  the  tubercular  process  in  the  lungs  is  in  itself  cur- 
able, but,  in  all  cases  where  we  get  certain  objective  evidence  of  tuberculosis, 
a definite  extinction  of  the  disease  is  very  improbable,  because  the  conditions  for 
a further  extension  of  the  disease  in  the  lungs  are  extremely  favorable.  In 
individual  cases,  however,  with  the  best  hygienic  surroundings,  circumscribed 
tubercular  affections  of  the  lungs  have  been  certainly  found  to  heal.  Indeed, 
it  is  possible  that  recovery  from  pulmonary  tubercxilosis  is  more  frequent  than 
was  formerly  supposed ; for  it  is  precisely  in  the  earliest  stages,  when  the  disease 
is  still  curable  and  tubercle  bacilli  have  not  yet  been  discovered,  that  the  diagnosis 
is  difficult  and  often  uncertain.  In  advanced  cases  of  phthisis  the  prognosis,  of 
course,  is  almost  absolutely  fatal. 

In  individual  cases  the  px’ognosis  with  regard  to  the  duration  of  the  disease  is 
very  difficult.  Hei’e  we  must  always  be  mindful  of  the  great  differences  in  differ- 
ent persons,  and  hence  we  must  be  vei’y  cautious  in  expressing  an  opinion.  How 
many  patients  with  phthisis  give  us  the  impression  on  the  fu-st  examination  that 
they  can  not  live  a fortnight  longer,  and  later  on  we  see  the  disease  lasting  for 
many  months,  most  of  the  symptoms  improving,  and  the  patient  recovering 
again ! In  other  cases,  on  the  contrary,  we  think  we  have  to  do  with  an  incipient 
case,  and  give  great  encouragement— and  the  patient  dies  in  a few  weeks  with 
florid  phthisis.  Even  disregarding  the  constant  possibility  of  an  unforeseen 
fatal  haemoptysis,  pneuxnothorax,  or  tubex-cular  meningitis,  a conjecture  as  to  the 
dxxratioix  of  the  disease  is,  therefore,  vexy  uncertain  in  most  cases  which  have  not 
yet  reached  the  last  stage,  and  should  be  made  only  after  long  obsex-vation  of  the 
patient.  Very  mxxch,  of  coxxx*se,  depends  upon  the  cii-cumstances  of  the  patient, 
and  xxpon  the  possibility  of  good  care,  sxxitable  food,  axxd  good  air. 

Of  the  single  factors  which  influence  the  prognosis,  our  chief  attention  must  be 
paid  to  the  geuex'al  nutx’ition,  the  patient’s  weight,  the  extent  of  the  pulmonajy 
affection,  the  fever,  aixd  certaixx  complications,  especially  laryngeal  and  intestixxal 
txxbercxilosis.  We  need  xxot  repeat  the  special  points  which  relate  to  these. 

[Flint,  especially,  has  called  attention  to  the  fact  that  phthisis  is  sometimes  self- 
limited  ; that  recovery  or  ax’rest  takes  place  withoxxt  any  special  treatxneixt,  and  in 
spite  of  relatively  xxnfavox’able  surroxxndiixgs.  The  clinical  evidence  is  greatly 
strengthened  by  the  fx’equency  with  which,  after  death  from  any  caxxse,  the  x’eraains 
of  axx  old  phthisical  affection  are  found. 

In  1857,  39 '50  deaths  from  consxxmption  were  returned  in  the  State  of  Massa- 
chusetts for  each  ten  thousand  of  the  populatioxx;  in  1883,  29'90.  This  deci’ease 
is  too  large  to  credit  to  greater  accxxi’acy  in  diagnosis  and  to  the  ti’aixsference  of 
consumptives  to  othei’  States,  and  is  mainly  attributable  to  the  px’evention  of 
phthisis  by  improved  hygiene.  Still,  it  seems  fair  to  carry  some  of  the  impx’ove- 
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ment  to  the  account  of  the  arrest  and  cure  of  actually  developed  disease  tln-ough 
eaidy  diagnosis  and  mox-e  rational  treatment,  hygienic  as  well  as  medicinal.] 

Treatment.— 1.  Prophylaxis. — The  question  of  what  prophylactic  measures 
may  elfectually  prevent  the  extension  of  the  disease  has  entered  upon  a new 
stage  since  our  definite  knowledge  as  to  the  infectious  nature  of  tuberculosis. 
We  can  no  longer  doubt  the  contagious  character  of  phthisis,  in  support  of  which 
isolated  examples  were  pi’eviously  brought  forward.  Even  if,  according  to  all 
experience,  the  danger  of  contagion  is  not  very  great,  still  it  is  foolish  to  ignore 
it  entirely.  We  must  therefore  call  the  attention  of  the  relatives  of  phthisical 
patients  to  the  possibility  of  this  danger,  and  we  should  not  permit  the  children 
of  such  patients  to  be  uselessly  exposed  to  it.  We  should  take  satisfactory  pre- 
cautions for  isolation,  and  also  for  disinfection  of  the  sputum,  which  can  best  be 
done  by  a strong  solution  of  carbolic  acid.  The  future  will  teach  us  whether 
many  evils  may  not  be  averted  by  such  measures,  although  now  these  measm’es 
are  greatly  neglected. 

The  “prophylaxis”  at  present  employed  is  almost  exclusively  confined  to 
hardening  and  strengthening  the  threatened  individual  as  much  as  possible.  We 
should  try  to  strengthen  the  bodies  of  children  of  a weak  habit,  with  “ scrofulous  ” 
symptoms,  and  children  from  families  in  which  cases  of  tuberculosis  have  already 
occurred,  and  thus  to  arm  them  against  the  enemy  that  threatens  them.  Good 
food,  fresh  air,  and  a diminution  of  the  sensitiveness  of  the  body  by  cold  sponging 
and  cold  baths — these  are  the  factors  whose  favorable  influence  is  generally 
recognized. 

The  removal  of  certain  foci  of  tubercular  disease,  already  existing,  from  the 
body  may  prove  of  great  prophylactic  importance.  We  refer  to  the  timely  treat- 
ment or  extirpation  of  scrofulous — that  is,  tubercular — swellings  of  the  lymph- 
glands,  healing  or  resection  of  tubercular  bones  and  joints,  etc.  Although  in 
individual  cases  we  can  of  course  never  know  whether  the  part  removed  is  the 
sole  focus  of  disease  in  the  body,  still  we  are  undoubtedly  justified  in  trying  to 
remove  at  least  one  possible  source  of  some  later  general  infection.  A fuller 
discussion  of  this  important  point  must  be  left  to  the  works  on  surgery. 

2.  TreatmBYit. — W^e  do  not  yet  know  any  actual  treatment,  corresponding  to 
the  causal  indication,  whose  point  of  attack  is  aimed  directly  against  the  tuber- 
cular poison.  The  inhalations  employed  with  this  idea,  containing  antiseptic  sub- 
stances, like  carbolic  acid,  benzoate  of  sodium,  and  lately  iodoform,  have  so  far 
all  proved  unsatisfactory,  chiefly  because  the  substances  inhaled  have  not  reached 
the  bronchi  in  sufficient  amount.  Inhalations  of  iodoform,  made  by  a special 
apparatus  invented  by  Kussner,  have  been  the  most  successful  in  tviberculosis 
of  the  larynx.  We  have  already  spoken  of  inhalations  with  astringents  and 
narcotics. 

We  must  make  especial  mention  of  arsenic  among  the  internal  remedies  to 
which  a specific  action  in  tuberculosis  has  been  attributed.  Our  own  experiments, 
which  were  suggested  by  quite  a number  which  were  made  by  Biichner,  have  in 
general  given  no  favorable  result.  In  some  cases,  however,  the  i-emedy  seems  to 
laye  a marked  therapeutic  action,  so  that  we  are  alw’ays  justified  in  trving’  arsenic 
m incipieiit  cases,  the  more  especially  since  it  has  lately  been  observed  to  have  a 
favorable  influence  in  other  tubercular  affections,  like  tuberculosis  of  the  lymph- 
g an  s,  caries,  and  lupus.  It  is  better  not  to  prescribe  arsenic  in  solution,  but  in 
pills  of  a twentieth  of  a grain  tgrm.  0-003)  of  ansenious  acid,  giving  two  or  three 
a Uay,  and  later  four  or  five  if  possible,  always  after  eating.  Good  results  can  bo 
met  only  after  using  the  remedy  for  at  least  some  months.  Another  internal 
erne  y w iicli  has  been  much  talked  about  of  lute  years  is  creasote.  It  maybe 
given  m pills,  or  combined  with  cod-liver  oil,  as  in  the  following  formula: 
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R Creasoti 

Olei  morrhuae 

Olei  mentlias  piperitse 
Three  or  four  teaspoonfuls  daily. 

Or  it  may  he  given  in  gelatine  capsules,  which  usually  contain  five  sixths  of  a 
grain  of  creasote  (0'05)  combined  with  a third  of  a grain  of  balsam  of  tolu  (0'02). 
The  patient  should  take  six  to  twelve,  or  even  more,  of  these  capsules  a day.  Crea- 
sote may  also  be  administered  in  milk.  A certain  improvement  of  the  symptoms 
under  the  use  of  creasote,  especially  with  regai-d  to  cough  and  expectoration,  can 
not  be  denied.  The ' exaggerated  expectations  which  many  physicians  cherished 
concerning  this  I’emedy  will  scarcely,  however,  he  fulfilled. 

The  hygienic  and  symptomatic  treatment  of  phthisis  is  more  important  than 
the  remedies  so  far  mentioned. 

The  hygienic  treatment,  in  the  broadest  sense  of  the  word,  aims,  on  the  one 
hand,  to  increase  the  power  of  resistance  of  the  body  to  the  disease,  and,  on  the 
other,  to  put  the  body  under  conditions  which  we  know  can  combat  the  further 
extension  of  the  disease.  We  try  to  aid,  so  far  as  possible,  the  process  of  spon- 
taneous recovery  in  phthisis.  First  to  be  mentioned  here  is  the  diet  of  the  patient, 
which  must  he  as  nutritious  and  abundant  as  possible.  Meat,  milk,  eggs,  farina- 
ceous food,  and  butter  are  to  be  used  chiefiy,  special  care  being  taken  that  the  body 
gets  hydrocarbons  and  fat  in  sufficient  amount,  as  well  as  i^lenty  of  albumen. 
Many  of  the  special  “ cures  ” for  phthisis  have  their  only  value  in  the  fact  that  in 
these  places  the  patient  takes  a large  amount  of  easily  assimilated  nutriment,  like 
milk,  and  also  koumyss — which  is,  properly  speaking,  mare’s  milk  fermented  in  a 
peculiar  fashion,  although  with  us  it  is  artificially  made  from  cow’s  milk — and 
also  kefir,  which  is  similar  to  koumyss.  French  physicians  have  lately  brought 
forward  forced  feeding  as  a special  “ method  ” of  treating  consumption.  It  con- 
sists in  giving  the  largest  possible  amounts  of  nourishment  (pulverized  meat  and 
the  like),  and  sometimes  the  food  is  even  poured  down  through  a stomach-tube. 
In  ordering  milk-cures  we  must  not  forget  that  milk  soon  becomes  repugnant  to 
many  patients,  and  then  it  can  no  longer  be  taken  in  sufficient  amount.  In  such 
cases  we  sometimes  succeed  in  making  the  milk  palatable  to  the  patient  by  adding 
common  salt,  cognac,  or  coffee.  It  is  also  a good  way  to  have  an  infusion  of  tea 
or  coffee  made  with  hot  milk.  Many  patients  prefer  this  to  pure  milk.  As  regards 
alcohol,  we  should  chiefiy  prescribe  those  forms  of  malt  liquor  which  are  relatively 
rich  in  nutriment — e.  g.,  porter.  Small  amounts  of  good  wine  may  aid  in  im- 
proving the  appetite  and  the  general  condition.  Many  physicians  indeed  believe 
that  the  stronger  alcoholic  beverages,  such  as  brandy  and  the  like,  are  of  special 
benefit  in  the  treatment  of  consumptioir,  biit  w'e  doubt  it.  Cod-liver  oil,  two  to 
four  tablespoonfuls  a day,  is  a prescription  which  furthers  the  patient’s  nutrition, 
and,  if  it  be  well  borne,  it  may  be  of  distinct  service,  especially  in  emaciated 
patients.  Still,  we  believe  that  one  may  obtain  the  same  success  by  the  regular 
daily  administration  of  several  tablespoonfuls  of  pure  fresh  cream. 

We  must  also  pay  attention  to  the  patient’s  manner  of  living,  as  well  as  care 
for  his  nutrition.  Here  we  must  endeavor,  on  the  one  hand,  to  remove  all  the 
injurious  infiuences  connected  with  his  occupation,  like  staying  in  badly  venti- 
lated counting-rooms  and  work-shops,  inhaling  dust,  or  excessive  speaking,  and, 
on  the  other  hand,  must  give  him  such  directions  as  will  have  a favorable  action 
on  the  whole  body,  and  especially  on  the  respii’atory  organs — the  enjoyment  of 
good  air,  free  from  dust,  sponging  the  chest  with  cold  water,  and  baths;  but  since 
we  often  can  not  satisfy  all  these  demands  under  the  patient's  ordinary  household 
conditions,  it  has  long  been  the  custom  to  send  patients  with  thoracic  diseases  to 
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certain  special  health-resorts,  where  the  conditions  for  a prescribed  manner  of  liv- 
ino-  may  be  fulfilled  more  completely  than  at  home.  On  this  depends  the  so-called 
climatic  treatment  of  phthisis.  Many  physicians  assert  that  certain  climatic  fac- 
tors, like  temperature,  moisture,  and  atmospheric  pressure,  exert  a specific  thera- 
peutic influence;  but  this  view  does  not  seem  very  probable. 

Li  regard  to  the  choice  of  a temporary  resort  for  the  summer,  in  many  cases  we 
must  content  oureelves  with  recommending  a country  residence  for  the  patient,  in 
a region  as  healthy  as  possible,  protected,  dry,  and  well  wooded,  paying  attention 
at  the  same  time  to  the  character  of  the  board  and  lodging  there.  A good  country 
boai-dmg-place  may  do  just  as  well  as  many  expensive  health-resorts.  We  may 
mention  in  particular,  among  the  special  health-resorts,  springs,  and  places  for 
inhalations  in  Germany,  (1)  the  acidulous  saline  waters  at  Ems,  Gleichenberg, 
Neuenahr,  Obersalzbrunn,  Eeinerz,  and  others;  (2)  the  chloride-of -sodium  waters 
at  Eeichenhall,  Salzuugen,  Soden,  and  others;  (3)  the  springs  containing  the 
earthy  salts  at  Inselbad,  Lippspringe,  and  Weissenburg.  The  favorable  mliuence 
of  these  baths  is  best  seen  in  cases  where  there  is  anorexia  or  other  gastric  dis- 
turbance. Besides  these  we  may  also  mention  some  of  the  well-known  high  cli- 
matic health-resorts  in  the  Alps;  Aussee,  Beatenberg,  Berchtesgaden,  Engelberg, 
Gmunden,  Heiden,  St.  Moritz,  Seelisberg,  and  othei-s;  and  in  the  Black  Forest: 
Badenweiler,  St.  Blasien,  Rippoldsau,  and  others. 

The  choice  of  a winter  health-resort  is,  under  some  circumstances,  of  still 
greater  importance,  since  the  colder  season  with  us  brings  with  it  many  dangers 
for  the  patient.  The  fu-st  to  be  mentioned  here  are  the  high  health-resorts,  where 
the  weather  is  usually  clear  and  sunny.  Among  these  Davos  enjoys  the  greatest 
reputation.  This  place  is  especially  suited  for  patients  who  are  still  quite  strong 
and  free  from  fever,  and  who  do  not  suffer  from  laryngeal  symptoms.  Among 
the  winter  health-resorts  in  Germany  we  must  mention  first  Gorbersdorf,  and  also 
St.  Blasien.  The  southern  climate  is  better  for  delicate,  “ erethistic  ” patients,  and 
also  for  those  with  laryngeal  affections.  Of  course  only  the  very  distant  health- 
resorts  in  Algiei’S,  Egypt,  Malta,  and  the  much-praised  Madeha,  can  furnish  a 
certain  guarantee  of  constant  mild  weather.  The  Sicilian  health-resorts  (Catania 
and  Palermo),  and  also  Ajaccio  and  Pait,  afford  favorable  climatic  conditions; 
while  the  health-resorts  of  the  Riviera  (see  p.  153),  Meran,  Areo,  Lugano,  and 
Montreux,  are  much  more  uncertain  in  this  i-espect,  and  therefore  ai’e  to  be  used 
merely  as  stopping-places  by  the  way  during  the  spring  and  autumn  months. 

We  can  not  go  into  a full  description  here  of  all  the  health-resorts  men- 
tioned. We  can  not  omit,  however,  calling  special  attention  to  the  fact  that  we 
should  always  ask  ourselves,  in  choosing  a health-resort,  whether  the  expense  and 
inconvenience  thus  imposed  upon  the  patient  can  be  balanced  by  the  possible 
benefit.  The  earlier  the  stage  of  the  disease  and  the  better  the  general  condition 
of  the  patient,  the  more  will  his  physician  be  justified  in  urging  him  to  make 
every  sacrifice  in  order  to  regain  his  health.  It  is  blameworthy,  from  a pi’ofes- 
sional  and  humane  stand-point,  to  send  patients  in  the  last  stages  of  phtbisis 
among  strangers,  to  die  far  from  their  home  and  relatives.  For  severe  cases, 
when  we  wish  to  send  them  from  home,  the  special  institutions  are  the  only 
suitable  places,  where  the  patient  may  at  least  be  under  the  constant  care  and 
attention  of  a physician.  Est^ecial  asylums  for  lung  patients  are  Falkcnstein  on 
the  Taunus,  Gorbersdorf,  Inselbad  at  Padcrborn,  and  Roibold.sgrun. 

[Our  own  health-resorts  for  consumptives  are  t(Jo  well  known  to  demand  ex- 
tensive consideration  hero.  The  jn'inie  object  is  to  secure  for  the  patient  a pure 
air,  with  such  climatic  conditions  that  ho  can  pass  the  largest  amount  of  time  out 
same  time  that  within  doors  his  comfort  is  provided  for,  and  a 
su  ciency  of  suitable  and  well-cooked  food  is  attainable.  In  Colorado,  New 
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Mexico,  aucl  California,  lai’ge  numbers  of  former  consumptives  are  leading  active 
lives.  Florida,  Aiken,  Thomasville,  Aslieville,  and  some  other  southern  resorts, 
are  good  winter  asylums  for  many  cases,  but  patients  should  not  return  to  New 
England  before  June  1st.  An  out-door  life  in  the  Maine  or  Adirondack  woods 
during  the  warmer  months  is  highly  to  be  recommended  for  early  and  otherwise 
suitable  cases.  Saranac,  N.  Y.,  affords  every  comfort  dui'ing  the  colder  months, 
combined  with  the  very  best  medical  attendance,  and  many  people  do  well  there. 
A relative  disadvantage  under  which  nearly  all  American  health-resorts  labor,  as 
compared  with  those  of  Europe,  consists  in  the  greater  difficulty  in  providing  oc- 
cupation and  thus  securing  a mental  attitude  most  favorable  to  recovery.  In  gen- 
eral, the  northern  sea-hoard  is  much  less  favorable  than  the  interior,  and  early 
cases  often  do  well  during  the  winter  removed  from  the  dampness  of  the  coast, 
with  its  altei’nations  of  freezing  and  thawing.  A change  of  climate  is  a very  im- 
portant step,  and  should  receive  the  most  careful  considei’ation  of  the  jdaysician — 
the  circumstances  of  the  patient,  the  stage  and  character  of  his  disease,  his  tastes, 
etc.,  being  carefully  weighed  before  a decision  is  reached.] 

We  must  also  state  that,  in  incii^ient  cases,  a residence  by  the  sea,  or  a long 
sea-voyage,  may  sometimes  be  of  gi-eat  help.  We  have  ourselves  known  several 
young  physicians  who  have  become  ship-surgeons  . on  account  of  incipient  phthisis, 
and  who  have  returned  from  the  voyage  much  stronger,  and  some  of  them  aj)par- 
ently  entirely  well. 

The  symptomatic  treatment  of  phthisis  is  directed  in  the  first  jilace  against  the 
pulmonary  symptoms.  We  use  much  the  same  remedies  to  help  the  cough  as  in 
chronic  bronchitis.  We  try  inhalations  with  a solution  of  common  salt,  or  of  the 
alkaline  carbonates,  or,  where  there  is  much  secretion,  with  solutions  of  tannin 
and  the  balsams,  like  turpentine,  or  balsam  of  Peru.  Where  there  is  severe,  spas- 
modic cough,  inhalations  with  narcotic  solutions  sometimes  give  some  relief,  such 
as  cherry-lam’el  water,  opium,  or  bi'omide  of  potassium.  It  is  doubtful  whether 
the  inhalation  of  nitrogen,  recommended  by  many  physicians,  has  any  real  thera- 
peutic value.  Pneumatic  treatment,  by  inhalations  of  compressed  ah',  may  some- 
times give  good  results  in  cases  of  incipient  phthisis. 

Morphine  stands  first  among  the  di’ugs  employed  to  check  the  cough.  We 
should  be  cautious  and  sparing  in  its  use  at  first,  but  it  is  an  indispensable  remedy 
in  severe  and  hopeless  cases.  It  relieves  the  irritation  of  coughing,  the  pain  and 
the  oppression  in  the  chest,  and  at  least  gives  the  patient  for  a time  the  desired 
sleep.  In  chronic  cases,  with  moderately  severe  symptoms,  we  may  use  for  a ong 
time  the  milder  narcotics  with  advantage,  like  extract  of  hyoscyamus  (extracti 
hyoscyami  1,  aquae  lauro-cerasi  20,  fifteen  to  twenty  drops  eveiy  two  hours),  one 
to  three  grains  (grm.  0‘05-0'20)  of  lactucariiim  in  powder,  or  half  a gram  to  a gram 
(grm.  0-03-0-05)  of  extract  of  belladonna  in  powder.* 

If  tlie  patient  complains  of  difficulty  in  loosening  the  expectoration,  we  pr^ 
scribe  expectorants,  the  action  of  which  often  fails  to  meet  our  desires,  but  which 
can  not*  be  dispensed  with  in  practice.  The  expectorants  most  frequently  used 
are  carbonate  of  ammonia,  ipecacuanha,  apomorphinc,  and  sulphiiret  of  anti- 
mony.! We  very  often  combine  expectorants  with  narcotics,  as  in  Dover  s powder 

If  severe  pain  in  the  chest  comes  on,  ive  often  use  local  applications  : mustar 
iilasters,  warm  poultices  and  cold  compresses,  painting  with  iodine,  or  embro- 
cations of  chloroform.  Narcotics,  like  morphine,  are  indispensable  m severe 
dyspoena,  which  usually  occurs  only  in  the  last  stages  of  the  disease  or  as  a result 
of  pneumothorax.  


* Extractum  bellntlonnre,  U.  S.  V.,  is  about  twice  tlio  strengtli  of  tlic  Gorman  preparation.  Traxs. 
+ Wc  slioulcl  use  tartar  emotio  instead  of  tlie  sulpliuret.— Trans. 
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The  treatment  of  hemoptysis  is  important.  As  a slight  admixture  of  blood 
in  the  expectoration  often  precedes  a severe  hemoptysis,  such  an  event  always 
demands  caution.  The  patient  must  keep  as  quiet  as  possible,  and  avoid  hot 
drinks  and  alcohol.  When  there  is  a severe  hemoptysis,  absolute  rest  in  bed  is 
esneciallv  necessary.  We  should  avoid  any  careful  examination  of  the  lungs, 
Se^Sly  percussion.  We  should  lay  a flat  and  not  too  heavy^  ice 

ba-  over^he  king  on  the  side  from  which  we  suspect  the  hemorrhage;  the  cold 
is  usually  well  borne,  but  sometimes  it  aggravates  the  cough,  and  must  t 
be  omitted.  We  would  also  recommend  swallowing  bits  of  cracked  ice.  N - 
colics,  like  morphine,  are  the  most  suitable  internal  remedies,  since  they  aid  the 
cessation  of  the  htemorrhage  by  suppressing  the  attacks  of  coughing.  Among 
the  remedies  which  may  be  employed  to  check  the  bleeding  are  ergotme,  two  or 
three  one-grain  pills  (gi-m.  0'05)  every  hour ; also  sclerotimc  acid  thirty  to  foity-flve 
minims  of  a four-per-cent,  solution  subcutaneously  in  the  twenty-four  hours  an 
one  or  two  grains  (grm.  0'05-0'10)  of  acetate  of  lead  in  powder  every  two  hours 
sometimes  combined  with  morphine.  The  liquor  fern  chloridi  (a  tablespoonful  of 
a two-per-cent,  solution  every  one  or  two  hours)  is  also  recommended,  but  in  this 
form  it  is  probably  entirely  usele-ss.  Common  salt  is  a remedy  which  sometimes 
seems  to  be  of  service,  and  which  is  almost  always  at  hand.  We  give  one  or  more 
teaspoonfuls  of  it  in  water.  Acids,  lemonade,  and  Haller’s  acid  elixir  [mixtm'a 
sulfurica  acida  (P.  G.)]  are  favorite  household  remedies  hi  haemoptysis. 

After  the  haemorrhage  ceases,  the  patient  must  be  extremely  careful  for  a long 

time,  since  it  often  recurs.  . , +• 

The  hectic  fever  of  phthisis  is  characterized  by  its  great  resistance  to  antijiy- 
retic  remedies.  It  is  usually  utterly  useless  to  try  to  combat  it  with  large  doses  of 
quinine  or  salicylate  of  sodium.  The  action  of  antipyrine,  too,  is  only  temporary. 
Cold  sponging  of  the  whole  body  is  to  be  highly  recommended  at  the  times  of  rise 
of  temperature.  It  is  usually  well  borne,  and  gives  the  patient  visible  relief  and 
refreshment. 

Cold  sponging  often  diminishes  the  troublesome  sweats  in  phthisis,  but  if  this 
does  not  check  them,  we  may  often  prescribe  atropine  to  advantage,  gr.  -jfo  to  t-V 
(grm.  0'0005-0‘001)  at  night,  but  its  action  does  not  usually  last  very  long.  Lately 
agaricine  in  to  J-grain  pills  (grm.  0'005-0'01)  has  been  recommended  for  the 
night-sweats  in  phthisis;  also picrotoxin,  of  which  gi’.  ^ to  ^ (grm.  0'008-0'01)  is 
given  in  pill  or  solution  at  bed-time.  Dusting  the  body  with  a powder  of  flve 
parts  of  salicylic  acid  to  ninety-five  of  French  chalk  is  also  a good  thing.  Sage 
tea  is  a favorite  remedy  for  night-sweats — two  or  thi’ee  cups  of  it  cold  at  night — 
and  so  is  milk  and  cognac. 

If  there  is  loss  of  appetite,  small  doses  of  quinine,  compound  tincture  of  cin- 
chona, wine  of  cinchona,  and  other  bitter  remedies,  like  tinctura  amara  (P.  G.), 
arc  sometimes  of  service.  It  is  also  frequently  a good  thing  to  presci’ibe  a little 
muriatic  acid,  five  to  ten  drops  of  the  dilute  acid,  with  the  meals.  It  is  often  very 
hard  to  check  diarrhoea  in  phthisis.  Opium,  combined  with  tannin  or  acetate  of 
lead,  is  most  effective.  This  subject  will  be  discussed  more  fully  in  the  chapter  on 
intestinal  tuberculosis. 

We  often  prescribe  preparations  of  iron,  combijied  sometimes  with  quinine  or 
arsenic  (vide  supra),  in  the  beginning  of  the  disease  to  improve  the  general  con- 
dition and  the  anaemia,  but,  as  experience  shows,  iron  is  contra-indicated  in 
patients  who  are  feverish  or  who  have  a tendency  to  hacmo])tysis. 

The  treatment  of  the  diseases  complicating  phthisis  is  to  be  found  in  the  appro- 
pnate  chapters. 
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CHAPTER  VII. 

ACUTE  GENERAL  MILIARY  TUBERCULOSIS. 

iEtiology. — Acute  miliary  tubei’culosis  is  a form  of  tuberculosis  wbich  -we  are 
justified  in  describing  particularly  because  of  its  anatomical  relations  and  of  its 
peculiar  clinical  history.  The  disease  is  characterized  anatomically  by  the 
extremely  abundant  development  of  miliary  tubercles  in  a comparatively  short 
time  in  many  organs  of  the  body.  We  can  not  liken  this  process  to  anything 
but  an  overfilling  of  the  body  with  tubercle  bacilli,  which  in  some  way  reach  the 
different  organs  at  the  same  time,  and  there  give  rise  to  the  eruption  of  tubercles. 
Buhl  advanced  the  hypothesis  a long  time  ago,  that  a cheesy  focus  could  be 
found  somewhere  in  the  body  in  every  case  of  acute  miliary  tuberculosis,  and  that 
the  general  infection  of  the  body  resulted  from  the  absorption  of  these  cheesy 
masses  by  the  blood.  Later  investigations,  however,  have  given  us  a much  more 
definite  explanation  of  the  nature  and  manner  of  this  general  infection.  Ponfick 
first  found,  in  some  cases  of  acute  miliary  tuberculosis,  an  extensive  tuberculosis 
of  the  thoracic  duct,  with  destruction  of  the  tubercular  new  growth.  It  is  easy  to 
see  how,  in  this  way,  a large  amount  of  tubei’cular  material  could  be  brought 
directly  into  the  circulation,  from  the  free  communication  of  the  lymph-duct  with 
the  subclavian  vein,  and  thus  be  “disseminated”  through  the  different  organs  in 
a short  time.  Still  more  frequently,  how'ever,  the  tuberculosis  of  the  large  venous 
trunks,  discovered  by  Weigert,  especially  the  pulmonary  veins,  seems  to  be  the 
starting-point  for  an  acute  general  miliai’y  tuberculosis.  Usually  there  are  tuber- 
cular lymph-glands,  or  sometimes  other  foci  of  tubercular  disease,  which  unite 
with  the  wall  of  a neighboring  vein,  gradually  break  through  it,  and  project  into 
its  lumen.  If  caseation  and  ulceration  result  in  this  spot,  the  infectious  material 
is  of  course  constantly  washed  off  by  the  blood-current  and  cai’ried  away,  and 
thus  it  reaches  the  other  organs. 

Since  such  a tubercular  focus— e.  g.,  a tubercular  bronchial  gland— may  remain 
for  a long  time  entirely  without  symptoms,  we  can  understand  how  miliary  tuber- 
culosis may  break  out  in  an  acute  form  in  persons  who  previously  seemed  perfectly 
well.  In  other  cases  the  patient  has  already  suffered  from  some  tubercular  affec- 
tiou,  until  suddenly  the  conditions  occur  somewhere  in  the  body  which  lead  to 
the  development  of  miliary  tuberculosis.  Thus  we  sometimes  see  it  break  out  in 
a patient  who  has  ordinary  phthisis,  but  acute  miliary  tuberculosis  is  one  of  the 
rarities  in  advanced  phthisis.  If  we  find,  at  the  autoijsy  of  a case  of  acute  general 
miliary  tuberculosis,  old  phthisical  changes  in  the  lungs,  which  is  by  no  means 
veiy  common,  they  consist  of  old,  partly  cicatrized  foci,  pigment  induiations,  etc. 
We  see  miliary  tuberculosis  rather  fi’equently  as  a sequel  to  pleuritic  effusion.  We 
have  already  previou,sly  called  attention  to  the  fact  that  in  such  cases  the  pleuiisy 
itself  is  a tubercular  disease.  Miliary  tuberculosis  is  also  seen  in  people  with  old 
tubercular  affections  of  the  bones  and  joints,  like  coxitis  and  vertebral  caries,  wdh 
tubercular  swellings  of  the  lymph-glands,  as  in  the  neck  and  the  axillm,  or  \%it 
tuberculosis  of  the  genito-urinary  organs.  In  such  cases,  of  course,  the  tubercu  ar 
affection,  wdiich  is  discovered  during  life,  is  not  always  the  source  of  the  genera 
miliary  tuberculosis,  but  the  discovery  of  the  existence  of  such  an  affection  is  o 
the  greatest  significance  in  diagnosis,  as  in  this  way  our  attention  is  strong  y 
directed  to  the  possibility  of  a general  tubercular  affection. 

In  some  cases  an  outbreak  of  miliary  tuberculosis  has  been  seen  to  follow  ot  ei 

acute  diseases,  like  typhoid,  or  measles.  ,,  , n ff 

Pathological  Anatomy. — Except  for  the  presence  of  some  old  tubercular  attec- 
tion  in  some  organ,  and  except  for  the  tuberculosis  of  a vein  or  of  the  thoracic 
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duct  winch  are  as  a rule  apparent,  and  which  have  been  described  above,  the 
Inftomical  lesion  in  acute  miliary  tuberculosis  consists  m the  dissemination  of 
miliary  tubercles  through  a lai-ge  number  of  the  organs  ol  the  body.  The  un 
the  liver  and  the  spleen  are  constantly  affected;  almost  as  constantly  the  kid- 
levs  lhe  thyroid  gland,  the  marrow  of  the  bones,  the  heart,  and  the  choroid  ; less 
Stantly,  but  still  quite  frequently,  the  serous  membi-^es  and  the  menmges. 
Tl^e  mi  W nodules  may  be  found  in  large  numbers  in  all  the  orgims  ^entioned 
They  may  in  part  be  easily  recognized  by  the  naked  eye,  and  in  the  lung  y 
may^be  very  plainly  perceived  by  the  touch.  In  many  organs,  l^o^ever,  especially 
in  the  liver  and  often  in  the  spleen,  they  are  hard  to  recognize  with  the  naked  eye 
but  they  are  easily  discovered  by  the  microscope.  In  regard  to  the  histological 
structoe  of  miliary  tubercles,  and  the  discovery  of  tubercle  bacilli  m we 

must  refer  to  what  has  been  said  in  the  chapter  on  pulmonary  tuberculosis  but 
we  must  also  mention  that,  in  some  of  the  more  chronic  cases,  some  of  the  nodules 
may  grow  to  be  large  tubercular  foci,  from  the  size  of  a lentil  to  that  of  a pea. 
Less  Lveloped  cases  of  miliary  tuberculosis  are  also  found,  m which  only  a lim- 
ited number  of  organs  are  attacked,  and  these  with  less  severity. 

Clinical  History.— The  clinical  symptoms  of  miliary  tuberculosis  depend  upon 
two  factors,  the  first  being  the  general  infection  of  the  body,  and  the  second  the 
local  tubercular  affection  of  certain  organs.  Although  in  many  organs  miliary 
tuberculosis  is  entirely  without  symptoms,  as  in  the  liver,  the  kidneys,  the  he^t, 
and  the  marrow  of  the  bones,  in  two  organs— the  lungs,  and  more  especially  the 
brain— it  leads  to  the  most  marked  local  symptoms.  The  miliary  tuberculosis  of 
the  choroid,  discovered  by  Cohnheim  and  Mauz,  is  also  without  symptoms,  but  it 
can  be  made  out  with  the  ophthalmoscope,  and  is  therefore  of  great  diagnostic 

Miliary  tuberculosis  affords  quite  different  pictures,  according  to  the  predom- 
inance of  one  or  the  other  of  the  groups  of  symptoms  mentioned.  We  distin- 
guish the  four  following  forms : 

1.  Miliary  Tuberculosis,  with  Predominant  Symptoms  of  General  Infection : 
the  so-called  Typhoid  Form.— This  form  may  in  part  greatly  resemble  typhoid 
fever.  The  patient,  who  previously  seemed  quite  well,  or  in  whom  some  local 
manifestation  of  tuberculosis  was  suspected,  falls  iU  with  gradually  increasing 
general  symptoms,  dullness,  loss  of  appetite,  headache,  and  fever.  Since  there  is 
no  local  affection  to  be  discovered  to  explain  the  symptoms,  the  disease  at  fii-st 
may  well  be  taken  for  typhoid.  The  general  condition  grows  worse  constantly, 
the  fever  is  high  and  continually  rises,  and  cerebral  symptoms  appear.  In  some 
cases  an  exanthematous  eruption,  like  roseola,  may  increase  the  resemblance  to 
typhoid.  With  careful  obseiwation,  however,  symptoms  are  almost  always  de- 
tected later  in  the  disease  which  are,  to  a certain  degree,  charactei-istic  of  miliary 
tuberculosis,  and  are  due  to  the  existence  of  that  disease  either  in  the  lungs  or  in 
the  brain.  The  patient’s  complexion  assumes  a peculiar  pallor,  and  with  it  a defi- 
nite cyanotic  hue.  The  respiration  becomes  remarkably  deep,  and  there  is  dysp- 
noea, or  signs  of  a tubercular  meningitis  arise,  like  rigidity  of  the  neck,  loss  of 
consciousness,  disturbances  in  the  innervation  of  the  ocular  muscles,  etc.,  and 
death  follows  with  these  symptoms.  These  cases  last  from  ten  days  to  three 
weeks,  reckoning  from  the  beginning  of  the  severe  symptoms. 

2.  Miliary  Tuberculosis  with  Predominant  Pulmonary  Symptoms. — These 
cases,  too,  may  begin  quite  suddenly,  almost  like  an  acute  croupous  pneumonia, 
or  they  may  develop  gradually  with  quite  a long  jirodromal  stage.  Prom  the 
onset  the  symptoms  point  especially  to  disease  of  the  lungs  or  the  pleura.  The 
patient  complains  of  a stitch  in  the  side,  cough,  and  dyspnoea,  and  there  is  also 
usually  much  general  weakness  and  fever.  Later  on,  the  pulmonary  symptoms 
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constantly  increase.  The  patient  has  extreme  dyspnoea,  and  we  can  often  make 
out  an  intense  diffuse  bronchitis  on  examining  the  lungs.  The  patient’s  face  is 
pale,  cyanotic,  and  anxious.  Death  ensues  with  all  the  signs  of  insufficiency  of 
respiration.  The  course  is  usually  somewhat  more  protracted  than  in  the  typhoid 
form,  lasting  for  three  or  four  weeks  and  more. 

3.  Miliary  Tuberculosis  with  Predominant  Cerebral  Symptoms,  due  to  Tuber- 
cular Meningitis. — Tuberculosis  of  the  meninges  does  not  belong  among  the  reg- 
ular lesions  of  general  miliary  tuberculosis.  It  develops  in  about  half  the  cases, 
according  to  our  estimation ; but  where  it  occurs  it  almost  always  gives  the  whole 
case  the  characteristic  imprint  of  tubercular  meningitis,  by  which  the  other  symp- 
toms are  entirely  concealed.  The  predominant  symptoms  are  headache,  fever, 
stuj)or  increasing  to  deep  coma,  rigidity  of  the  back  and  neck,  and  disturbances 
in  the  innervation  of  the  ocular  muscles.  In  such  cases  the  tubercular  menin- 
gitis is  often  tlie  only  thing  diagnosticated,  and  the  general  miliary  tuberculosis 
is  not  made  out  at  all.  In  the  cases  of  this  sort  which  we  have  seen,  a remark- 
able, peculiarly  deep  and  accelerated  respiration,  even  in  the  deepest  coma,  was 
the  only  symptom  which  pointed  to  a co-existing  miliary  tuberculosis  of  the 
lungs. 

The  symptoms  of  tubercular  meningitis  in  many  cases  predominate  in  this 
type  of  the  disease  from  the  onset,  but  m other  cases  they  come  on  during  the 
attack  and  form  its  final  period.  The  duration  of  the  disease  varies  accordingly. 

4.  Miliary  Tuberculosis  with  a Protracted  Course  and  Indefinite  Symptoms 
for  a Long  Time — Intermitting  Form. — Besides  the  forms  already  mentioned, 
cases  occur  which  usually  take  quite  a protracted  course,  lasting  for  eight  or  ten 
weeks,  and  having  such  indefinite  symptoms  that  a definite  diagnosis  is  for  a long 
time,  or  even  throughout  the  disease,  quite  impossible.  The  patient  complains  of  a 
number  of  general  symptoms,  such  as  headache  and  dullness,  and  also  of  thoracic 
symptoms,  for  which,  however,  we  can  find  on  examination  no  sufficient  basis. 
There  is  almost  always  fever,  usually  not  very  high,  and  with  a very  irregular 
course;  but  we  have  seen  a regular  daily  rise  of  temperature  for  a time  in  some 
cases,  and  attacks  of  fever  with  quite  a severe  chill,  so  that  at  first  we  thought  of 
an  irregular  intermittent  fever — the  intermitting  form.  Later  on  the  symptoms 
gradually  increase.  The  apparently  inexplicable  loss  of  strength,  and  the  patient  s 
anmmia  and  emaciation,  are  marked,  and  they  are  impoi’tant  in  diagnosis.  Fi- 
nally, either  severe  pulmonary  symptoms  or  the  signs  of  tubercular  meningitis  set 
in,  to  which  the  patient  succumbs. 

AVe  must  mention  particularly  that  the  four  forms  of  miliary  tuberculosis  just 
described  are  only  the  types  of  the  disease.  In  individual  cases  we  often  meet 
with  variations  and  transitional  forms  between  these  types. 

Single  Symptoms. — 1.  General  Symptoms. — In  all  cases  of  acute  miliary  tuber- 
culosis the  general  condition  of  the  patient  is  very  serious.  Most  i^atients  have  a 
subjective  feeling  of  severe  illness,  although  they  make  little  special  complaint  of 
it  from  the  painless  character  of  the  disease.  As  the  disease  increases,  there  is 
often  a marked  feeling  of  anxiety  and  oppression  besides  the  dyspnoea.  There  is, 
especially  in  the  face,  quite  a peculiar  pallor,  characteristic  of  the  disease,  and 
associated  with  a marked  cyanosis  of  the  lips  and  cheeks. 

2.  Fever. — Acute  miliary  tuberculosis  almost  always  runs  its  course  with  a 
more  or  less  high  fever,  a course  without  fever  having  been  observed  in  only  a 
few  instances.  It  often  happens,  in  more  protracted  cases,  that  the  temperature 
may  be  neaidy  normal  for  a time,  or  only  slightly  elevated.  There  is  nothing  char- 
acteristic or  typical  in  the  course  of  the  fever.  In  the  cases  with  typhoid  symp- 
toms the  fever  is  usually  quite  high,  between  103°  and  105°  (39'5°-40-5°  C.),  and 
rises  continually,  so  that  the  temperature  curve  may  be  exactly  like  that  of  ty- 
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phoid.  In  other  cases  the  fever  is  irregular  and  is  broken  by  many  remissions, 
remitting  or  intermitting  quite  regularly  for  some  time.  Death  ensues  with  a 
moderately  high  temperature  or  in  collapse.  In  cases  with  tubercular  menin- 
gitis there  is  also  a marked  rise  of  temperature  at  the  close,  up  to  108'’  (42°  C.) 
and  over. 

3.  Respiratory  Apparatus. — It  goes  without  saying  that  physical  examination 
of  the  lungs  may  give  no  definite  results.  Almost  every  positive  evidence  is 
often  wanting,  and  the  contrast  between  the  labored  breathing  and  dyspnoea  and 
the  insignificance  of  the  physical  signs  in  the  lungs  is  an  important  feature  in 
chagnosis.  Auscultation,  as  a rule,  gives  the  signs  of  an  intense  bronchial  catari'h ; 
we  hear  rhonchi  or  numerous  small  and  medium  moist  rales  all  over  both  lungs. 
The  respiratory  murmur  itself  is  usually  higher  in  pitch  than  normal,  and  in 
many  cases  it  is  obscure,  rough,  or  harsh.  In  one  of  our  cases  there  was  heard, 
over  a circumscribed  area  of  the  lung,  a wholly  peculiar,  sharp,  “ lapping  ” sound 
on  inspu’ation,  which  we  have  never  heard  under  any  other  circumstances.  Jiu'- 
gensen  describes  a soft  friction  sound,  due  to  miliary  tuberculosis  of  the  pleui’a. 
Percussion  usually  gives  no  objective  changes.  At  times  the  resonance  is  rather 
tympanitic,  or  slightly  dull  in  some  places. 

In  some  cases  circumscribed  pneumonic  infiltration  has  been  observed  in  the 
lungs  in  acute  miliary  tuberculosis,  which  may  give  rise  to  a confusion  between 
miliary  tuberculosis  and  croupous  pneumonia,  from  the  presence  of  marked  dull- 
ness, crepitant  rales,  and  bronchial  respiration. 

We  must  mention,  finally,  that  in  some  of  the  cases  physical  examination  of 
the  lungs  shows  old  changes  in  them,  a phthisical  affection  of  the  apex,  a fonner 
pleurisy,  and  the  like.  Positive  evidence  of  such  old  tubercular  affections  may 
be  of  great  diagnostic  value  in  doubtful  cases. 

Dyspnoea  has  been  repeatedly  mentioned  among  the  symptoms  in  the  lungs. 
The  respiration  is  usually  very  much  accelerated,  especially  during  the  more 
advanced  stage  of  the  disease,  so  that  we  see  in  adults  forty,  sixty,  and  even 
seventy  respirations  a minute.  The  respiration  is  also  very  deep,  and  is  sometimes 
associated  with  a loud  noise.  As  a rule  there  is  cough,  hut  it  is  usually  trouble- 
some only  in  the  cases  with  severe  bronchitis.  It  is  often  very  slight.  The 
expectoration  is  usually  scanty,  and  it  is  not  characteristic.  Special  mention 
must  be  made  of  the  fact  that  tubercle  bacilli  are  absent  in  it,  unless  old  ulcerated 
tubercular  foci  are  present  at  the  same  time  in  the  lungs. 

4.  Circulatory  Apparatus.— The  pulse  is  frequent,  about  100  to  120  a minute, 
often  weak  and  small,  and  sometimes  irregular,  especially  if  tubercular  menin- 
gitis co-exists.  ■ The  miliary  tubercles,  which  anatomically  ai’e  almost  always  to 
be  made  out  in  the  heart,  especially  in  the  endocardium,  cause  no  symptoms.  The 
pre.sence  of  tubercle  bacilli  in  the  blood  will  be  mentioned  below. 

5.  Digestive  Apparatus.  V omiting  is  frequent  at  the  onset  of  the  disease. 
The  bowels  are  usually  constipated,  but  in  many  cases  there  is  a moderate  diar- 
r loea.  The  loss  of  appetite,  the  thirst,  and  the  dry  tongue  are  due  to  the  general 
disease  and  the  fever.  The  spleen  is  usually  somewhat,  but  not  very  much, 
enlarged. 

6.  Nervous  System.  In  many  cases  where  the  pulmonary  symptoms  predomi- 
nate t e intellect  I’emains  quite  clear  until  the  last,  but  in  other  cases  cerebml 
symptoms,  like  headache,  dizzines.s,  stujior,  and  delirium,  come  on  quite  early,  and 
are  a part  of  the  general  infection.  As  has  already  been  said,  the  nervous  symp- 

oms  in  1 1 e cases  combined  with  tubercular  meningitis  become  quite  prominent, 
u in  me  ividual  instances  it  may  bo  hard  to  decide  whether  they  are  duo  to  such 
a complication,  or  are  merely  severe  general  symptoms. 

Eyes.  The  ophthalmoscopic  examination  of  the  retina  is  of  special  diag- 
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nostic  importance,  since  the  diagnosis  may  be  made  absolutely  certain  by  finding 
miliai-y  tubercles  in  the  choroid.  A negative  result,  however,  is  never  decisive 
against  the  diagnosis,  since  the  tubercles  are  sometimes  absent,  or  at  least  are 
very  scanty.  Their  discovery  is  almost  always  difficult,  aird  demands  much  prac- 
tice in  the  method  of  examination.  In  cases  with  tubercular  meningitis  we  some- 
times find  an  optic  nemntis. 

Diagnosis. — The  diagnosis  of  acute  general  miliary  tuberculosis  is  ordmarily 
and  justly  considered  very  difficult.  It  quite  often  happens  that  at  the  autopsy  a 
miliary  tuberculosis  is  found  which  was  not  even  suspected  during  life.  It  must 
be  confessed  that  frequently,  in  such  cases,  Ave  might  very  well  have  thought  of 
acute  tuberculosis.  If,  therefore,  the  possibility  of  acute  miliary  tuberculosis  is 
brought  to  our  attention  dm-ing  the  patient’s  life,  we  can  occasionally  make  quite 
a certain  diagnosis. 

The  severe  general  condition,  usually  associated  with  fever,  is  most  important, 
and  for  this  no  local  cause  can  he  found.  Then  come  the  pulmonary  symptoms, 
especially  the  peculiar  dyspnoea,  for  which  there  is  also  no  adequate  coiTesponding 
j)hysical  change  to  be  discovered.  It  gives  decided  support  to  our  suspicion  if  we 
can  make  out  a distinct  predisposition  to  tuberculosis,  either  hereditary  or  consti- 
tutional, or  the  history  of  a previous  tubercular  affection,  especially  pleurisy,  and 
also  chj’onic  affections  of  the  bones.  The  peculiar  cyanotic  pallor  of  the  patient 
is  veiy  characteristic. 

On  these  factors  rests  the  differential  diagnosis  between  the  “ typhoid”  form  of 
miliary  tuberculosis  and  typhoid  fever.  Marked  roseola  is  a distinct  argument 
for  typhoid,  although  it  sometimes  occurs  in  miliary  tuberculosis,  and  so  are  the 
characteristic  intestinal  symptoms  of  tjqjhoid,  like  meteorism  and  the  pecuhar 
stools ; but  Ave  must  not  forget  that  both  the  roseola  and  the  intestinal  symptoms 
may  be  absent  in  typhoid.  The  course  of  the  fever  must  always  be  considered 
in  the  differential  diagnosis.  It  is  much  more  frequently  irregular  and  atypical 
in  tuberculosis  than  in  typhoid.  Of  course,  the  temperature  emwe  is  not  an  abso- 
lutely decisiA’e  factor.  The  occasional  unequivocal  eAudence  of  the  ophthalmo- 
scopic appearances  has  already  been  mentioned. 

In  many  cases  the  onset  of  meningeal  symptoms  may  aid  the  diagnosis.  Of 
course,  if  the  patient  is  not  seen  until  the  last  stages  of  meningitis,  especially 
where  there  is  an  incomplete  history,  the  diagnosis  is  next  to  impossible. 

Acute  tuberculosis  is  often  confounded  with  severe  bronchitis,  especially  in  old 
people  who  are  considered  emphysematous.  The  very  severe  general  condition, 
the  pallor,  the  rapid  loss  of  strength,  and  the  fever,  are  the  only  things  here  which 
call  our  attention  to  acute  tuberculosis,  and  render  the  diagnosis  possible. 

Finally,  the  discovery  of  tubercle  bacilli  in  the  blood  is  of  the  greatest  diag- 
nostic significance.  Their  detection  is  a difficult  matter,  but  Weichselbaum  and 
others  have  repeatedly  succeeded  in  finding  them.  i - » 

Prognosis. — Tlie  cases  described  in  literature  as  “ cured  miliary  tuberculous 
are  so  uncertain  in  their  diagnosis  that  they  can  not  be  regarded  as  convincing. 
We  must  therefore  consider  the  prognosis  as  absolutely  fatal.  The  differences  m 

the  course  of  the  disease  have  been  mentioned  above.  • i i 

Treatment. — Although  drugs  are  absolutely  powerless,  still  the  case  m hand 
must  always  receive  treatment,  since  the  diagnosis  often  can  not  be  made  out  Avit 
absolute  certainty.  Our  prescriptions  are  purely  symptomatic.  The  cases  wi 
a typhoid  course  are  to  be  treated  just  like  typhoid,  Avith  baths,  stimulants,  etc. 
Tepid  baths,  and  also  local  applications  to  the  chest,  expectorants,  and  narcotics, 
are  indicated  when  the  thoracic  symptoms  predominate.  If  meningeal  symp  oms 
set  in,  we  may  try  ice,  and  also  local  blood-letting,  with  iodide  of  potassium  in  er- 

nally. 
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CHAPTER  VIII. 

GANGRENE  OF  THE  LUNGS. 

.Sltiology. — The  sole  cause  of  pulmonary  gangrene — that  is,  the  death  and 
putrid  decomposition  of  the  lung-tissue— is  the  entrance  of  the  bacteria  of  putre- 
faction into  the  lungs.  The  opportunity  for  inhaling  them  is  certainly  very 
gi-eat,  but  the  normal  organism  apparently  possesses  the  property  of  nullifying 
them  and  making  them  powerless.  Under  certain  conditions,  however,  they  take 
root  in  the  lung  and  cause  the  death  of  the  pulmonary  parenchyma,  which  then, 
as  a result  of  the  presence  of  these  specific  bacteria  of  putrefaction,  succumbs  to 
that  peculiar  form  of  putrid  decomposition  known  as  “moist  gangrene.” 

The  factor  which  most  frequently  gives  rise  to  the  development  of  pulmonary 
gangrene  is  the  entrance  of  organic  foreign  substances,  especially  hits  of  food,  into 
the  lungs.  The  bacteria  of  putrefaction  either  enter  the  lungs  with  the  foreign 
substance,  or  they  settle  there  later  and  set  up  a putrid  decomposition,  fii-st  in  that 
portion  of  the  lungs,  and  then  in  the  neighboring  lung-tissue.  The  entrance  of 
organic  foreign  substances  into  the  lungs  occurs  in  different  ways.  It  often  hap- 
pens from  swallowing  the  wrong  way,  or  from  an  accidental  inhalation.  In  this 
way  pulmonary  gangrene  may  arise  in  previously  healthy  people,  but  it  occurs 
especially  in  patients  who  are  very  low,  very  stupid,  and  soporose,  aiid  also  in  the 
insane,  in  patients  who  can  not  swallow  or  cough  well,  and  in  patients  with  paral- 
ysis of  deglutition,  as  in  bulbar  paralysis.  Bits  of  food  may  also  reach  the  lungs 
from  eructations  and  vomiting.  Thus  are  explained  the  cases  of  pulmonary  gan- 
grene which  occur  in  patients  with  cancer  of  the  stomach,  and,  still  more  fre- 
quently, with  cancer  of  the  oesophagus.  Putrid  organic  material  may  also  reach 
the  lungs  from  ulcerative  and  ichorous  processes  in  the  mouth,  the  pharynx,  and 
the  larynx.  In  cancer  of  the  tongue,  the  pharynx,  and  the  larynx,  in  other  ulcer- 
ative processes,  and  in  injuries  or  wounds  from  operations  in  the  mouth  and  phar- 
ynx that  have  become  septic,  pulmonary  gangrene  may  develop  quite  readily. 
Finally,  septic  foci  in  the  vicinity  may  extend  to  the  lungs  or  perforate  into  a 
bronchus.  In  this  way  a pulmonary  gangiene  may  arise  from  the  perforation 
through  the  pleura  into  the  lungs  of  an  ulcerated  cancer  of  the  stomach  or  a 
gastric  ulcer,  or  in  rare  cases  from  vertebral  caries,  or  from  sanious  lymph-glands. 

In  some  cases  the  cause  of  the  pulmonary  gangrene  can  not  be  made  out,  since 
the  entrance  of  a foreign  substance  has  perhaps  been  wholly  unnoticed,  as  may 
happen  in  children,  or  during  sleep.  We  had  a grown-up  young  woman  under 
observation  for  a long  time  with  pulmonary  gangrene,  and  one  day  she  coughed 
up  several  fragments  of  chicken-bones,  but  she  could  give  no  account  of  how  they 
entered  the  lungs. 

Experience  teaches  us  that  pulmonary  gangrene  is  more  apt  to  develop  in 
persons  with  a general  weak  nutrition,  in  old,  marantic  people  and  drunkards, 
than  in  those  who  are  healthy.  The  tendency  of  patients  with  diabetes  niellitus 
to  pulmonary  gangrene  is  remarkable. 

Pulmonary  gangrene  often  develops  secondarily  to  some  other  prrlrnorrary 
affection.  We  Irave  already  spoken  of  the  relations  between  it  and  foetid  brorr- 
chitis.  Foetid  bierrchitis,  on  the  one  hatrd,  often  leads  to  pulmonary  gangrene 
through  an  extension  of  the  process  to  the  alveoli;  arrd,  on  the  other  hand,  where 
there  is  a gangrenous  focus  in  the  lurrgs,  the  bronchi  are  ofterr  iirfected  to  a wide 
extent  by  the  putrid  secretiorr  coming  from  it.  arrd  therr  there  arises  foetid  brerr- 
chitis.  Both  diseases  often  ruir  into  each  other  without  arry  sharp  boundary;  but 
gangrene  may  develop  secondarily  in  other  afl'ections  of  the  lirirgs.  A irew  irrfec- 
lon  with  pirtrid  material,  however,  is  always  requisite,  and  the  affectiorr  of  the 
16 
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lungs  that  already  exists  furnishes  merely  a favorable  soil.  This  is  the  only 
explanation  of  the  process  when  croupous  pneumonia  “ runs  into  gangrene,”  or 
when  gangi-ene  develops  in  catarrhal  pneumonia,  in  bronchiectasis,  or  in  phthisis. 

Although  the  agents  of  putrefaction  enter  the  lungs  through  the  bronchi  in 
most  of  the  methods  of  origm  of  pulmonary  gangrene  that  have  been  mentioned, 
they  may  also  be  transported  into  the  lungs  by  the  blood-current.  We  call  these 
forms  embolic  gangrene.  We  find  such  gangrenous  nodules  in  the  lungs  in 
connection  with  extensive  gangrenous  bed-sores,  puerperal  processes,  suppurative 
caries  of  the  bones,  etc.  In  these  cases  the  putrid  material  enters  a vein  from  the 
seat  of  the  primary  process  and  is  brought  to  the  lungs,  and  here  we  find,  as  a 
result  of  the  putrid  character  of  the  embolus,  not  a simple  infarction,  but  an 
embolic  gangrene. 

Pathological  Anatomy, — We  more  frequently  find  pulmonary  gangrene  in  the 
lower  lobes  than  in  the  upper,  corresponding  to  its  mode  of  origin.  Either  both 
lungs  are  affected  or  only  one,  and  the  right  somewhat  more  frequently  than  the 
left.  We  distinguish  a diffuse  and  a circumscribed  form,  according  to  the  extent 
of  the  gangrene.  Embolic  gangrene  belongs  to  the  latter  form,  and  its  nodules, 
by  preference,  lie  near  the  pleural  surface. 

We  can  easily  recognize  the  anatomical  changes  in  gangrene.  The  lung-tissue 
is  changed  to  a discolored,  dirty,  greenish-gray  mass,  which  gradually  and  pro- 
gressively becomes  dissolved,  forming  a most  foul-smelling  ichor.  We  find,  left 
in  it,  necrotic  fragments  of  tissue  and  vessels.  Gangrene  cavities,  with  hregular, 
ragged  walls,  are  formed  from  the  partial  expectoration  of  the  softened  gangre- 
nous nodule.  The  lung-tissue  in  the  vicinity  of  the  peculiar  nodule  is  to  a greater 
or  less  extent  inflamed,  partly  in  the  form  of  catarrhal  iJneumonia,  partly  in  the 
form  of  circumscribed  croupous  pneumonia.  The  inflamed  parts  in  the  vicinity 
are  gradually  involved  in  the  gangrene,  so  long  as  the  process  extends,  but  finally 
a suppurating  line  of  demarkation  may  be  formed  about  the  gangrene,  the  whole 
gangi’enous  fragment  is  in  a measure  sequestrated,  encapsuled,  and  gradually 
expelled,  and  so  healing  becomes  possible.  We  have  already  stated  that  foetid 
bronchitis  may  arise  from  a gangrenous  nodule. 

Whenever  a gangrenous  nodule  reaches  the  pleura,  a purulent  and  usually  a 
sanious  pleurisy  follows  from  direct  infection.  Pneumothorax  may  arise  from 
perforation  of  a gangrenous  cavity. 

Clinical  History, — The  symptoms  of  gangrene  dei^end  for  the  most  part  upon 
the  local  aifection  in  the  lung.  The  condition  of  the  expectoration  is  characteris- 
tic, and  it  alone  may  decide  the  diagnosis. 

In  many  of  its  conditions  the  expectoration  greatly  resembles  that  of  foetid 
bronchitis,  and  indeed  a great  part  of  it  does  not  come  directly  from  the  gangre- 
nous nodule,  but  is  the  secretion  of  the  diseased  bronchi.  The  i^enetrating  stench 
of  the  sputum,  a most  repulsive,  putrid  odor,  is  very  striking.  The  patient’s  breath 
and  cough  also  have  this  bad  smell,  which  infects  the  whole  vicinity.  The  amount 
of  the  sputum  is  usually  large;  it  may  reach  ten  or  twenty  ounces  (200-500  c.  c.) 
in  twenty-four  hours.  If  the  sputum  is  collected  in  a glass  it  forms  three  layers, 
as  in  the  sputum  of  foetid  bronchitis — an  upper  layer,  muco-]iurulent,  greasy,  con- 
sisting in  part  of  nummular  sputa,  and  covered  with  much  frotb  ; a middle  serous 
layer,  in  which  some  firm  masses  from  the  upper  layer  float;  and  a lower  layer, 
almost  wholly  of  pus,  but  greasy  and  greenish-yellow,  which  usually  contains 
many  lai'ge  and  small  plugs  and  shreds  of  tissue.  We  find  in  these  plugs,  on 
microscopic  examination,  beautifully  twisted  needles  of  the  fat  acids  (see  Fig.  21, 
p.  156)  imbedded  in  countless  bacteria,  fat-drops,  and  detritus,  and  often  collected 
in  large  bundles;  but  besides  these  we  fhid  in  it  the  constituents  of  the  paren- 
chyma of  the  lungs,  and  this  alone  is  the  decisive  factor  in  distinguishing  between 
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pulmonfivy  gangrcnG  and  simplG  foGtid  broncliitis.  Traiibe  s theory  that  elastic 
fibers  ai-e  not  found  in  the  expectoration  in  pulmonary  gangrene,  or  that  they  are 
rare,  because  the  elastic  tissue  also  is  destroyed  by  the  gangrene— is  untrue.  We 
have  almost  always  found  elastic  tissue  in  abundance  in  the  expectoration,  and 
also  other  fragments  of  parenchyma,  lung-pigment,  etc.  Which  of  the  coarse, 
rod-like  bacteria,  described  by  Leyden  and  Jaffe  as  iBptothvix  puhnoncilis,  are  the 
special  bacteria  of  gangrene  is  not  decided.  The  chemical  examination  of  the 
sputum  shows  the  presence  of  those  substances  which  may  always  be  found  in  the 
putrefaction  of  organic  matter— tyrosine,  leucine,  ammonia,  sulphuretted  hydro- 
gen, butyric  acid,  valerianic  acid,  caprylic  acid,  etc.  The  fresh  sputum  usually 
has  an  alkaline  reaction,  but  on  standing  it  becomes  acid. 

Many  cases  of  gangrene  lead  to  erosion  of  the  vessels  and  severe  hmmoptysis. 
Slight  admixtures  of  blood  in  the  sputum  are  not  infrequent. 

The  other  symptoms  on  the  part  of  the  lungs  are  not  especially  characteristic 
of  gangrene.  Most  patients  complain  of  cough,  pain  in  the  side,  and  more  or  less 
severe  dyspnoea.  Physical  examination,  as  a rule,  permits  us  to  make  out  the  seat 
of  the  nodrde,  but  not  always,  since  the  physical  signs,  of  course,  depend  upon  the 
situation  and  extent  of  the  gangrene.  Small  nodules,  situated  centrally,  often 
give  no  objective  evidence  of  then’  presence.  Every  extensive  infiltration,  however, 
must  cause  dullness  on  percussion.  Over  the  area  of  dullness  we  hear  bronchial 
respiration,  and  usually  quite  numerous  moist  rales.  If  a gangrenous  cavity  is 
formed,  the  physical  examination  may  show  plain  symptoms  of  a cavity — tym- 
panitic resonance  on  percussion,  amphoric  respiration,  large  moist  i-ales,  etc. 

The  physical  signs  are  sometimes  due  to  the  accompanying  pleurisy ; the  dull- 
ness is  more  intense,  the  respiratory  murmur  and  the  vocal  fremitus  are  dimin- 
ished, and  the  adjacent  organs  are  displaced  by  the  abundant  effusion;  but  an 
absolute  diagnosis  of  an  accompanying  pleurisy  is  often  to  be  made  only  by  an 
exploratory  puncture.  We  have  already  spoken  of  the  occasional  development 
of  pneumothorax. 

In  many  cases  there  is  fever,  of  quite  an  irregular  character  and  of  very  vary- 
ing intensity.  In  the  cases  where  the  gangrenous  nodule  is  sequestrated,  and 
where  the  secretion  can  be  freely  emptied  through  the  bronchi,  and  where,  accord- 
ingly, there  is  no  absorption  of  septic  material  into  the  blood,  the  fever  also  may 
be  entirely  absent. 

We  often  see  gastric  and  intestinal  symptoms  in  pulmonary  gangrene,  the  dis- 
turbance being  without  doubt  due  to  swallowing  some  of  the  foetid  sputum.  Many 
patients  complain  of  loss  of  appetite,  and  sometimes  of  vomiting  or  diarrhoea. 
We  also  see  rheumatic  pains  in  the  joints  and  muscles,  as  in  foetid  bronchitis.  It 
is  also  worthy  of  note  that  secondary  abscess  of  the  brain  has  been  repeatedly 
observed  in  pulmonary  gangrene  (see  page  741).  We  must  bear  this  in  mind  if 
very  severe  cerebral  symptoms,  like  somnolence  oi-  paralysis,  develop  in  the  course 
of  a gangrene. 

The  general  course  of  the  disease  shows  very  great  variations.  In  all  cases 
where  the  pulmonary  gangrene  is  secondary  to  some  other  affection,  the  course 
and  the  general  type  of  the  disease  depend  very  largely  upon  the  primary  attack, 
but  the  cases  of  idiopathic  gangrene  also  present  great  variations.  The  onset  is 
either  quite  gradual  and  slow,  or  rj^uite  acute,  and  associated  with  fever  and  tho- 
racic symptoms.  The  stinking  expectoration  and  the  bad  odor  fi'om  the  patient’s 
>nouth  lirst  direct  the  attention  to  the  existence  of  putrid  proce.sses  in  the  lungs. 

»e  di.sea.se  is  usually  very  chronic,  lasting  for  months  or  even  years.  Many 
remissions  and  intermissions  occur.  With  proper  care  and  treatment  we  may  see 
^lear  improvement,  and  often  apparently  a complete  ces.sation  of  the  disease. 

e bad  odor  ceases,  the  expectoration  diminishes  or  disappears  entirely,  and  the 
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patient’s  strength  and  nutrition  become  almost  normal ; but  relapses  may  occur 
after  long  intervals.  Where  the  affection  is  of  sbgbt  extent  we  may  even  see  a 
complete  recovery. 

Pulmonary  gangrene  always  takes  a worse  course  in  previously  weak  and 
marantic  persons,  and  an  unfavorable  termination  may  follow  in  a comparatively 
short  time.  Death  ensues  either  from  a general  loss  of  strength,  as  a result  of  the 
disease,  or  fi*om  complications,  such  as  pulmonary  hmmorrhage,  ichorous  pleurisy, 
pneumothorax,  or  abscess  of  the  brain.  Rupture  of  an  ichorous  empyema  out- 
wardly, or  into  the  peritoneum,  or  into  other  cavities,  is  rare. 

Special  mention  must  be  made  of  the  fact  that  the  symptoms  of  pulmonary 
gangrene  are  not  always  so  very  pronounced.  In  people  who  are  weak  and  ran 
down  we  often  see  pulmonary  gangrene  at  the  autopsy,  although  during  life  there 
have  been  no  marked  symptoms,  not  even  offensive  sputum  nor  the  foetor  from 
the  mouth 

Diagnosis. — The  diagnosis  can  be  made  with  certainty  only  when  the  chai-ac- 
teristic  sputum  is  present.  We  can  decide  whether  the  sputum  comes  from  a 
foetid  bronchitis  or  from  the  foetid  contents  of  a bronchiectasis,  or  from  actual 
gangrene,  only  by  fijiding  under  the  microscope  the  remains  of  lung-tissue  in  the 
expectoration.  Physical  examination  in  gangrene,  at  least  in  part  of  the  cases, 
also  gives  the  signs  of  infilti’ation  or  of  cavity-formation  in  the  lungs. 

Prognosis. — The  prognosis  depends  first  upon  the  nature  of  the  underlying 
disease,  and  then  upon  the  extent  of  the  affection,  the  strength  of  the  patient,  and 
the  possibility  of  sufficient  care  and  proper  treatment.  If  the  process  in  the  lung 
becomes  sequestrated,  marked  improvement  may  follow,  even  in  the  severest  con- 
ditions; but  we  must  always  remember  that  a relapse  is  possible.  We  have 
already  mentioned  the  dangers  which  may  cause  a fatal  termination  in  pulmo- 
nary gangrene. 

Treatment. — Pi-ophylaxis  plays  an  important  part  in  those  cases  where  there 
is  danger  of  the  entrance  of  bits  of  food  into  the  air-passages  from  defective  deglu- 
tition. We  must  think  of  the  possibility  of  this  with  all  patients  who  show  great 
stupor,  and  also  with  patients  who  have  paralysis  of  deglutition,  in  order  to  watch 
them  while  taking  food,  and  eventually  to  try  artificial  feeding  with  the  oesopha- 
geal tube. 

The  treatment  of  already  existing  pulmonary  gangrene  has,  as  its  chief  aim,  to 
check  the  putrid  processes  of  decomposition  in  the  lungs.  Unfortunately,  the 
remedies  at  our  command  are  not  in  all  cases  sufficient  for  this.  The  different 
disinfecting  inhalations  are  the  most  effective.  They  are  used  in  the  same  way  as 
in  foetid  bronchitis  {vide  supra).  Turpentine  deserves  the  most  confidence,  and 
it  may  also  be  given  internally  with  good  results.  Accoi’ding  to  Lepine,  however, 
terpine  acts  still  better  than  does  turpentine.  We  may  also  call  attention  to 
inhalations  with  carbohc  acid,  Curschraann’s  carbolic  mask,  inhalations  with 
salicylic  and  boracic  acids  (4  parts  of  salicylic  and  20  of  boracic  acid  to  1,200  of 
distilled  water),  bromine  (bromine  and  bromide  of  potassium,  2 parts  of  each  to 
1,000  of  water),  and  similar  substances. 

Besides  oil  of  turpentine,  other  internal  remedies  are  recommended:  half  a 
grain  to  a grain  (grm.  0 ‘03-0 '06)  of  acetate  of  lead  every  two  hours,  creasote,  car- 
bolic acid,  etc.  Their  action  is  uncertain.  Of  late,  mjwtol  has  been  greatly 
extolled.  It  is  given  in  capsules  containing  grains  ijss.  (0’15),  of  which  two  or 
three  are  to  be  taken  every  two  houre. 

The  general  treatment  of  the  patient  is  very  important — he  should  have  good 
food,  and  live  in  as  good  air  as  possible.  We  must  treat  the  pain  in  the  chest  and 
the  cough  symptomatically,  local  applications  and  morphine  being  most  useful. 
The  fever  seldom  gives  occasion  for  direct  interference.  In  general,  cold  spoug- 


DISEASES  FEOM  THE  INHALATION  OF  DUST. 


245 


iug,  or  else  tepid  baths,  suffice,  so  that  quinine  is  only  rarely  to  be  used.  We 
nuiy  try  to  relieve  the  gastric  and  intestinal  symptoms  by  giving  antiseptics  in- 
ternally, especially  by  small  doses  of  muriatic  acid,  salicylic  acid,  or  creasote,  as 
well  as  by  the  ordinaiy  remedies,  such  as  bitters  and  opium. 

If  a secondary  ichorous  pleurisy  develops,  with  or  without  pneumothorax, 
removal  of  the  fluid  by  operation  is  necessary,  if  the  patient  has  sufficient  strength 
to  beai’  it. 


CHAPTER  IX. 


DISEASES  FROM  THE  INHALATION  OP  DUST. 

{Pneumonoconiosis.) 


Although  there  are  a number  of  important  contrivances  in  the  respiratory 
apparatus  to  impede  the  entrance  of  foreign  substances  contained  in  the  air  into 
the  lungs,  still,  if  a person  remains  in  a dusty  atmosphere,  so  many  particles  of 
dust  may  be  inhaled  that  they  are  not  without  effect  on  the  limg-tissue.  The  dis- 
eases from  the  inhalation  of  dust  are  usually  purely  professional  diseases,  which 
occur  especially  in  workmen  whose  occupation  brings  with  it  the  continual  inhala- 
tion of  some  kind  of  dust.  Since  we  do  not  have  to  deal  with  a specific  influence, 
as  in  the  inhalation  of  infectious  substances,  but  usually  only  with  a mechanical 
effect,  all  diseased  conditions  excited  by  the  different  sorts  of  dust  may  be  treated 
in  common. 

We  must  first  mention,  however,  a condition  of  the  lungs  which  can  scarcely 
be  regarded  as  pathological,  although  it  has  its  origin  in  the  constant  inhalation 
of  dust,  especially  of  coal-dust — the  ordinary  black  pigmentation  of  the  lungs. 
There  can  now  no  longer  be  any  doubt,  although  there  was  once  a long  dispute 
about  it,  that  the  black  pigment  in  the  lung  comes,  in  large  part  at  least,  from  the 
inhalation  of  carbon.  The  particles  of  cai-bon  pass  into  the  lungs  themselves,  and 
thence  into  the  bronchial  glands  by  means  of  the  lymphatics.  Only  a part  of  the 
coal-dust  inhaled  is  removed  with  the  expectoration,  and  it  may  easily  be  found 
in  it  microscopically,  and  often  by  the  naked  eye,  as  we  see  it  in  the  well-known 
black  expectoration  which  we  often  have  in  the  morning,  if  we  have  spent  the 
previous  evening  in  a room  filled  with  smoke.  In  Gei’many,  Traube  was  the  first 
to  discover  the  particles  of  carbon  in  the  expectoration  of  a charcoal-burner.  In 
the  man’s  lungs,  after  death,  the  vegetable  formation  of  these  particles  could  be 
recognized,  and  Traube  gave  the  correct  explanation  of  them.  In  woi’kmen  who 
inhale  large  amounts  of  charcoal-dust,  anthracite  coal-dust,  soot,  or  graphite,  the 
“ normal  ” pigmentation  of  the  lung  passes  into  a pathological  condition,  anthra- 
cosis  pulmonum. 


Zenker  first  discussed  comprehensively  the  fact  of  the  entrance  of  the  different 
sorts  of  dust  into  the  lungs  and  the  consequent  results.  Besides  the  anthx’acosis 
already  mentioxied,  the  pulmonary  disease  from  inhaling  the  dust  of  flint  and 
other  stones  is  of  especial  importance,  the  so-called  stone-cutter’s  lung — chalicosis 
pulmonum — and  also  that  from  inhaling  metallic  dust,  especially  oxide  of  iron — 
’^ideroms pulmonum.  The  “stone-lungs”  have  been  observed  in  workmen  in  the 
stamping-rooms  of  glass-factories,  in  mill-stone  cutters,  stone-jxolishers,  stone- 
hammerers,  plasterers,  workers  in  porcelain,  masons,  slate-quarrymen,  potters, 
etc.  “Metal-dust  lungs”  occur  in  file-cutters,  iron-workers,  mirror-poli.shers,  and 
gi’indons,  who  inhale  a mixture  of  stone-  and  iron-dust.  The  Hist  case 
” a rod  iron  lung”  was  observed  by  Zenker,  in  a girl  who  had  inhaled  a thick 
ust  of  iron  for  ten  or  twelve  hours  a day.  Her  work  was  to  color  blotting-jxqxer 
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with  a powder  of  red  oxide  of  iron.  Among  the  other  forms  of  dust  which  may- 
give  rise  to  pulmonary  disease  we  may  mention  tohacco-dust,  cotton-dust,  saw- 
dust, and  flour-dust. 

Tlie  anatomical  changes  in  the  “ dust-lungs  ” consist  of  a chronic  hronchitis, 
and  especially  a chronic  interstitial  inflammation,  leading  to  the  formation  of 
connective  tissue,  and  caused  by  the  mechanical  irritation  of  the  foreign  body. 
The  lungs  are  studded  with  nodules,  which  feel  hai-d  to  the  touch,  and  which 
grate  on  section  with  a Imife.  All  of  these  nodules  consist  of  fii’m  connective 
tissue,  in  which  the  particles  of  stone  or  iron  are  eucapsuled.  By  the  union  of 
single  nodules  we  may  get  more  extensive  induration  and  cicatricial  formation. 
Chemical  examination  of  such  lungs  gives,  as  might  he  supposed,  a large  amount 
of  sihcic  acid,  hon,  etc. 

In  most  of  the  cases  which  come  to  autopsy  we  find  further  changes  in  the 
lungs,  which  are  not  the  immediate  result  of  the  inhalation  of  dust,  but  consist  of 
sequelse  and  complications.  Chronic  diffuse  bronchitis  in  the  worker  in  dust, 
like  any  other  chronic  hronchitis,  may  give  rise  to  pulmonary  emphysema,  and 
later  to  cardiac  hypertrophy,  etc.  We  very  often  find  in  the  lungs  co-existing 
and  pronounced  tubercular  changes.  It  need  not  be  stated  more  fully  that  these 
changes  are  not  the  direct  result  of  the  inhalation  of  dust,  but  that  the  changes  in 
the  lungs  set  up  by  such  an  inhalation  furnish  merely  a favorable  soil  for  infec- 
tion with  tuberculosis.  In  most  cases,  the  “ dust-lungs  ” acquire  a marked  clinical 
significance  chiefly  from  the  sequelm  mentioned — namely,  emphysema  and  tuber- 
culosis. The  circumscribed  nodules  of  interstitial  pneumonia  have  no  very  marked 
symptoms  following  them.  In  all  cases  where  there  is  a fatal  termination,  with 
pulmonary  symptoms,  we  should  regard  the  immediate  action  of  the  dust  as  much 
less  the  cause  of  death  than  are  the  secondary  diseases. 

The  actual  points  to  be  considered  in  judging  of  the  clinical  symptoms  of  the 
diseases  from  inhaling  dust  are  contained  in  what  has  been  said.  The  symptoms 
are  those  of  common  chronic  hronchitis,  or  pulmonary  emphysema,  or  phthisis, 
and  attention  to  the  injurious  influences  associated  with  the  patient’s  calling  is 
the  only  possible  way  of  making  a diagnosis,  but  in  individual  cases  it  may  always 
he  a matter  of  doubt  how  far  other  accidental  causes  of  disease  may  come  into  play. 

The  prognosis  depends,  in  the  first  place,  upon  whether  the  patient  can  be 
removed  from  the  action  of  these  injurious  influences  or  not,  but  we  must  also 
mention  the  fact,  which  has  been  often  observed,  that  many  people  get  somewhat 
used  to  the  dust.  After  they  have  once  recovered  from  the  initial  bronchitis,  such 
people  can  live  in  an  atmosphere  of  dust  for  a long  time  without  any  noticeable 
injury. 

The  prophylaxis  of  diseases  from  inhaling  dust  forms  an  extended  chapter  in 
the  hygiene  of  occupations,  which  we  can  not  dwell  upon  here.  The  workman 
must  be  taught  the  danger  to  which  he  is  exposed,  and  the  danger  itself  must  be 
diminished  as  much  as  possible  by  sufficient  ventilation  of  the  work-rooms,  by 
cleanliness,  and,  under  some  circumstances,  by  a change  in  the  technicalities  of 
the  business. 

We  need  not  give  any  special  data  i-egarding  the  treatment  of  diseases  from 
inhaling  dust.  They  are  founded  on  the  same  principles  as  are  given  for  the 
treatment  of  chronic  hronchitis,  emphysema,  and  chronic  pulmonary  tuberculosis. 
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CHAPTER  X. 

EMBOLIO  PROCESSES  IN  THE  LUNGS. 

{Ilcemorrhaffic  Infarction  of  the  Lungs.') 

.Etiology.— The  sources  from  which  the  material  for  an  embolic  plugging  of 
branches  of  the  pulmonary  artery  comes  lie  either  in  the  right  side  of  the  heart  or 
in  the  veins  of  the  body.  Pathological  anatomy  teaches  us  how  often  thrombi  are 
formed  in  the  veins,  especially  in  the  veins  of  the  lower  extremities  and  in  the 
pelvic  veins,  and  in  the  right  side  of  the  heart,  in  the  recesses  between  the  tra- 
beculse,  in  the  auricles,  on  the  valves  and  the  chordae  tendineae,  and  at  the  apex  of 
the  ventricle.  The  particles,  torn  loose  from  thrombi  so  situated,  are  carried  on 
by  the  blood-cm-rent,  reach  the  lungs,  plug  a larger  or  a smaller  branch  of  the 
pulmonary  artery,  according  to  the  size  of  the  particles,  and  thus  cause  further 
changes  in  the  lung-tissue.  Since  the  branches  of  the  pulmonary  artery  are  “ ter- 
minal arteries,”  and  since  thus  the  vascular  territory  belonging  to  each  branch 
can  not  be  supplied,  or  can  be  supplied  only  to  a small  amount,  with  blood  by 
collateral  circulation  from  other  vessels,  the  closure  of  a branch  of  the  artery 
shuts  the  territory  supplied  by  it  out  of  the  circulation.  The  pressure,  in  the  part 
of  the  vessel  lying  peripherally  to  the  point  of  plugging,  becomes  almost  nil,  and, 
as  a result,  there  is  a backward  current  into  the  region  shut  off,  flowing  from  the 
capillaries  in  the  vicinity,  and  even  from  the  veins  belonging  to  it.  Thus  we  get 
a typical  “ engorgement.  ” The  walls  of  the  capillaries  and  veins,  in  which  the 
normal  blood-current  has  ceased,  lose  their  natural  consistency  as  a result  of  this. 
The  vascular  walls  become  abnormally  pervious.  The  fluid  of  the  blood,  the 
white  blood-corpuscles,  and  also  very  many  red  blood-corpuscles,  penetrate  through 
the  walls  of  the  vessels  into  the  surrounding  tissue,  and  change  it  into  the  so-called 
haemorrhagic  infarction. 

Every  embolic  closure  of  a branch  of  the  pulmonary  artery  does  not  necessarily 
result  in  the  formation  of  an  infarction.  Upon  the  sudden  plugging  of  a main 
trunk,  or  of  several  large  branches  of  the  pulmonary  artery,  death  may  ensue  at 
once,  so  that  naturally  all  further  changes  in  the  lung-tissue  cease.  We  also  find 
quite  frequently,  especially  in  central  portions  of  the  lung,  embolism  of  single 
branches  of  the  pulmonary  artery,  without  the  formation  of  an  infarction.  In 
such  cases  there  must  necessarily  be  a little  circulation  in  the  vasciilar  territory 
which  has  been  shut  off,  either  by  anastomoses  between  the  territory  of  the  pul- 
monaiy  artery  and  that  of  the  bronchial  or  mediastinal  artery,  or  by  the  neigh- 
boring capillaries,  whose  arteries  of  supply  remain  open. 

The  changes  thus  far  described  are  the  result  of  a purely  mechanical  closure  of 
a pulmonary  artery.  We  have  noticed  this  especially  where  simple  fibrinous 
plugs  have  given  the  occasion  for  the  embolic  process.  Pulmonary  infarctions 
are  most  frequent  in  chronic  heart  disease,  in  all  forms  of  primary  and  secondary 
dilatation  of  the  heart,  but  especially  in  disease  at  the  mitral  orifice,  and  in  mitral 
stenosis.  Thrombus  formation  is  frequent  in  the  dilated  right  side  of  the  heart, 
and  furnishes  material  for  pulmonary  emboli ; but  these  emboli  are  seen  in  all 
other  possible  conditions  of  disease,  in  which  thrombosis  in  the  right  side  of  the 
heart  or  in  the  veins  may  occur. 

The  changes  in  the  lungs  assume  quite  a different  appearance  if  the  emholic 
inaterial  Is  not  simple  librine,  but  if  it  contains  at  the  same  time  some  specific 
emboli  reach  the  lungs  from  an  acute  malignant  endocar- 
1 IS  in  the  riglit  side  of  the  heart,  or,  as  is  most  frequently  the  ca.se,  from  a puru- 
ent  (septic)  phlebitis  anywhere  in  the  body,  giving  rise  to  a puriform,  liquefying 
irombus,  the  specific  factors  in  inflammation — that  is,  bacteria — get  into  the 
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lungs.  Thus  arise  embolic  abscesses  and  embolic  gangrenous  nodules  in  ibe  lungs. 
We  have  already  spoken  of  the  latter,  and  the  former  are  among  the  most  constant 
lesions  in  every  typical  pyaemia. 

The  fundamental  facts  as  to  the  occurrence  and  significance  of  embolic  pro- 
cesses in  general,  and  those  located  in  the  lungs  in  particular,  were  discovered  by 
Virchow.  For  the  fuller  understanding  of  the  results  of  embolic  closure  of  the 
vessels  we  must  thank  chiefiy  the  labors  of  Cohnheim. 

Pathological  Anatomy. — Haemorrhage  infarctions  may  involve  one  or  more 
lobules,  or  almost  a whole  lobe  of  the  lung,  according  to  the  situation  of  the 
embolus.  Most  infarctions  are  situated  at  the  periphery  of  the  lung,  and  have 
approximately  a conical  shape,  corresponding  to  the  extent  of  the  region  of  the 
vessel.  The  base  of  the  cone  lies  against  the  surface  of  the  pleura.  It  generally 
projects  a little  above  that  surface,  and  its  dark  color  can  usually  be  ijlainly  rec- 
ognized through  it.  The  pleura  itself  is  the  seat  of  a fibrinous  infiammation  at 
the  point  to  which  the  infarction  reaches,  and  sometimes  for  a largo  space  around 
it.  The  conical  shape  of  the  infarction  is  plainly  recognized  on  section.  The 
lung-tissue  is  changed  to  a firm,  fragile,  uniformly  black-red  tissue,  devoid  of  air. 
The  embolus  can  usually  be  readily  found  in  the  branch  of  the  pulmonary  artery 
leading  to  the  infarction.  Under  the  microscope  we  see  a diffuse  infiltration  of 
tissue,  with  red  blood-corpuscles  in  the  infai-cted  portion.  The  alveoli  and  finer 
bronchi  are  also  filled  with  coagulated  blood.  Under  favorable  circumstances,  in 
cases  of  longer  standing,  the  blood  may  be  reabsox’bed  in  part.  The  lung  again 
contains  air,  but  it  remains  much  pigmented  in  that  place,  and  more  or  less  in- 
dm’ated  fi’om  the  development  of  interstitial  connective  tissue. 

Hmmorrhagic  infarctions  are  usually  situated  in  the  lower  lobes,  and  more 
frequently  oxi  the  right  side  than  on  the  left. 

The  smaller  embolic  abscesses  are  sometimes  very  numerous,  and  are  dissemi- 
nated over  the  whole  lung.  In  larger  abscesses  the  conical  shape  may  often  be 
plainly  recognized.  Whei’e  an  abscess  extends  to  the  pleura,  a purulent  pleurisy 
arises  from  direct  infection.  Combinations  and  transitional  forms  between  the 
ordinary  haemorrhagic  infarction  and  embolic  abscesses  are  occasionally  found  in 
the  lungs. 

Symptoms. — We  often  find  at  the  autopsy  embolism  of  single  branches  of  the 
pulmonary  artery,  with  or  without  infarction,  which  has  caused  no  symptoms  at 
all  during  life. 

Embolism  of  the  main  trunk,  or  of  a large  branch  of  the  pulmonary  artery, 
may  cause  sudden  death,  as  has  been  repeatedly  observed  in  patients  with  heart 
disease,  or  with  venous  thrombosis.  If  death  be  not  immediate,  sudden  severe 
dyspncna  and  oppression  arise.  The  diagnosis  may  at  least  be  suspected  in  such  a 
case  if  we  know  of  a possible  source  for  an  embolus.  In  some  instances,  where  an 
embolus  is  situated  in  a large  branch  of  the  pulmonary  artery,  but  has  not  com- 
pletely filled  it,  we  can  hear  a systolic  vascular  murmur  over  the  affected  spot,  as 
has  been  observed  by  Litten.  The  diagnosis,  however,  becomes  certain  if  the 
further  signs  of  infarction  appear  later. 

The  most  characteristic  symptom  of  infarction  in  the  lungs  is  the  bloody 
exjpectoration.  If  we  see  quite  suddenly  bloody  sputum  in  a patient  with  mitral 
stenosis,  we  are  usually  right  in  assuming  a haemorrhagic  infarction  of  the  lung. 
Either  the  sputum  consists  almost  entirely  of  dark  blood,  or  the  blood  is  mixed 
with  more  or  less  mucus ; but  there  is  never  much  air  in  it.  The  bloody  expecto- 
ration often  lasts  for  several  days. 

We  try  to  learn  more  of  the  size  and  situation  of  the  lesion  by  a physical  ex- 
amination of  the  lungs.  Of  course  this  often  gives  a negative,  or  at  least  a doubt- 
ful, result.  It  goes  without  saying  that  small  infarctions,  and  also  those  which 
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are  central,  can  not  be  made  out  by  physical  examination.  Large  pei’ipberal 
infarctions  may  give  rise  in  many  cases  to  dullness  on  percussion,  crepitant  rales, 
and  bai-sb  or  bronchial  respiration,  but  it  is  often  hard  to  decide  in  an  individual 
case  whether  the  physical  signs  which  we  meet  with  are  not  due  to  other  patho- 
logical changes  in  the  lungs,  like  bronchitis  or  hydrothorax.  We  sometimes  hear 
a pleuritic  friction-sound  in  some  part  of  the  chest  a few  days  after  we  suspect 
that  an  infarction  has  occurred,  by  which  the  diagnosis  gains  additional  certainty. 
We  have  already  mentioned  the  subjective  symptoms  in  embolism  of  a large  pul- 
monary vessel — sudden  dyspnoea  and  oppression.  Small  nodules  often  cause  no 
special  symptoms,  but  in  other  cases  the  patient  feels  a severe  pleuritic  pain,  due 
to  irritation  of  the  pleura. 

Fever  may  be  wholly  absent,  though  we  sometimes  see  a moderate  rise  of  tem- 
perature at  the  onset. 

The  embolic  abscesses  in  the  lungs  hardly  ever  give  rise  dii’ectly  to  clinical 
symptoms.  They  form  a part  of  the  general  pictui’e  of  pyaemia  and  similar  gen- 
eral infectious  processes.  Marked  symptoms  on  the  part  of  the  respu-atory  appa- 
ratus are  seen  only  when  the  abscesses  are  present  in  very  large  number.  If  an 
empyema  develops  from  a focus  which  extends  to  the  pleura,  it  sometimes  gives 
rise  to  definite  physical  signs. 

It  follows  from  all  that  has  been  said  before,  that  in  the  diagnosis  of  embolic 
processes  the  chief  stress  must  always  be  laid  on  the  presence  of  an  setiological 
factor.  We  must  regard  the  bloody  sputum  as  the  main  direct  symptom  in 
hemorrhagic  infarction.  Embolic  abscesses  in  the  lungs  may  often  be  suspected 
in  pyemic  diseases,  but  they  can  hardly  ever  be  made  out  absolutely. 

The  prognosis  is  entirely  dependent  upon  the  imderlying  disease.  In  heart 
disease  the  occurrence  of  a hemorrhagic  infarction  is  usually  on  the  whole  an 
unfavorable  sign,  since  it  points  to  weakness  of  the  right  ventricle,  and  hence  to 
the  formation  of  a thrombus  in  it ; yet  it  often  happens  that  the  .symptoms  of  a 
pulmonary  infarction  may  pass  away  entirely. 

W e need  not  give  special  directions  for  treatment.  It  is  in  part  purely  symp- 
tomatic, and  in  part  coincides  with  the  treatment  of  the  underlying  affection.  As 
regards  prophylaxis,  we  must  bear  in  mind  the  absolute  necessity  of  as  perfect  rest 
as  possible  in  those  patients  in  whom  the  presence  of  venous  thrombi,  as  in  the 
femoral  veins,  suggests  the  possibility  of  pulmonary  embolism. 


CHAPTER  XI. 

BROWN  INDURATION  OF  THE  LUNGS. 

(^Lungs  of  Jleart  Disease.) 

In  heart  disease,  especially  in  mitral  stenosis,  we  often  find  a peculiar  change 
in  the  lungs,  whose  origin  must  be  sought  in  the  long-persisting  engorgement  of 
t e pulmonary  circulation.  The  lungs  are  hard  and  dense,  and  .show  on  a fre.sh 
section  an  abnormal  brownish-yellow  color.  In  the  larger  pulmonary  vessels,  the 
arteries  and  veins,  there  is  a thickening  and  cloudiness  of  the  intimaas  a result  of 
tbe  stasis.  Wo  see  here  and  there  on  the  surface  of  the  section,  and  beneath  the 
p eura,  little  dark  spots  of  pigment  and  fresh  hamiorrhages.  We  term  this  condi- 
tion brown  induration  of  the  lungs. 

Alicroscopic  examination  shows  that  the  capillaries  are  evidently  dilated  and 
wis  e as  a result  of  the  persistent  stasis.  They  even  extend  a good  way  into  the 


250 


DISEASES  OF  THE  RESPIRATORY  ORGANS. 


alveoli,  whose  lumen  is  thus  actually  diminished.*  The  interstitial  connective  tis- 
sue seems  somewhat  thickened,  and  we  find  in  it  many  pigment  granules,  the 
remains  of  the  extravasated  and  decomposed  red  blood-corpuscles.  According  to 
Rindfleisch,  the  muscular  constituents  of  the  parenchyma  of  the  lung,  the  smooth 
muscular  fibers  at  the  entrance  and  in  the  walls  of  the  alveoli,  show  a distinct 
hypertrophy.  In  the  intima  of  the  larger  vessels  we  often  find  fatty  degeneration 
of  the  endothelium,  and  sometimes  even  fatty  degeneration  of  the  muscular  coat. 

As  regards  the  clinical  significance  of  brown  induration  of  the  lungs,  it  is 
possible  that  the  extensive  diminution  of  the  lumina  of  the  alveoli  throughout 
the  \7h0le  lung  may  contribute  somewhat  to  the  increase  of  the  dyspnoea  in  heart 
disease,  but  in  practice  this  factor  can  not  be  separated  from  the  other  causes 
which  produce  dyspnoea. 

We  have  no  certain  factors  by  which  to  diagnosticate  brown  induration  of  the 
lungs  during  life.  The  anatomical  lesions,  too,  show  a certain  variation,  not 
always  to  be  explained,  in  that,  under  apparently  the  same  conditions,  the  brown 
induration  is  often  very  mai’ked,  and  often  only  extremely  slight.  In  cases  where 
we  find  this  induration  in  the  cadaver  we  sometimes  hear,  during  the  patient’s 
life,  a very  sharp,  puerile  respiratory  murmur,  Avhich  seems  to  be  characteristic 
of  many  cases  of  the  “heart-disease  lung.”  We  might  lay  still  more  stress  upon 
the  presence  of  large,  characteristic  cells  in  the  expectoration,  which  are  thickly 
filled  with  large  and  small  yellow  or  brown  pigment-granules.  These  large  pig- 
mented cells  are  in  all  probability  white  blood-corpuscles,  which  have  taken  up 
the  pigment  from  the  red  blood-corpuscles  destroyed  within  the  alveoli.  At  the 
autopsy  we  also  find  these  cells  lying  within  the  alveoli.  Besides  these  pigment- 
cells  we  also  frequently  see  the  still  intact  red  blood-corpuscles  in  the  expectora- 
tion of  patients  with  heart  disease. 

The  prognosis  and  treatment  coincide  with  those  of  the  underlying  cai’diac 
disease. 


CHAPTER  XII. 

TUMORS  OF  THE  LUNGS.  CANCER  OF  THE  LUNGS.  ECHINOCOCCUS 
OF  THE  LUNGS.  PULMONARY  SYPHILIS. 

1.  New  Growths  in  the  Lungs.  Cancer  of  the  Lungs.— Most  of  the  new 
growths  which  are  met  with  in  the  lungs  are  of  a secondary  nature.  Secondary 
cancers  are  sometimes  found  in  the  lungs,  with  carcinoma  of  other  organs,  whose 
origin  may  always  be  exj)lained  by  supposing  a growth  of  the  primary  tumor  into 
a vein,  and  the  consequent  carriage  of  the  germs  of  the  growth  to  the  lungs. 
These  secondary  nodules  in  the  lungs  usually  cause  no  special  clinical  symptoms, 
unless  they  are  very  numerous  and  extensive,  when  they  give  rise  to  dyspnoea, 
and  physical  signs.  Several  years  ago  there  came  to  the  clinic  in  Leipsic  a case 
of  secondary,  and  vei’y  extensive,  miliary  carcinosis  of  the  lungs,  which  ran  a 
brief  and  fatal  course,  simulating  acute  miliary  tuberculosis  with  predominant 
pulmonary  symj)toms. 

We  must  mention  enchondroma  among  the  other  secondary  new  growths,  but 
it  may  also  occur  primarily  in  tlie  lungs  in  very  rare  cases.  Secondary  sarcoma 
of  the  lungs  is  also  very  rare.  We  have  seen  a very  extensive  form  of  it  after 


* This  view  had  been  universally  aceepted,  but  it  has  been  somewhat  shaken  by  Basch.  lie  be- 
lieves that  the  ellect  of  passive  congestion  upon  the  pulmonary  capillaries  is  to  stretch  them,  thus 
tending  to  make  the  lumen  of  the  alveoli  not  smaller,  but  larger  {vide  chapter  on  heart  disease). 
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primary  sarcoma  of  the  bronchial  glands,  and  also  in  a case  of  lympho-sarcoma  of 
the  cervical  lymph-glands,  where  the  sarcoma  had  grown  into  the  jugular  vein; 
and,  finally,  we  have  seen  it  repeatedly  in  congenital  primary  sarcoma  of  the 
kidneys  {vide  chapter  on  new  growths  in  the  kidneys). 

Among  the  primary  new  growths  in  the  lung,  cancer  is  the  only  one  which 
has  much  clinical  significance.  In  its  clinical  relations  we  can  also  rank  with  it 
certain  malignant,  metastatic  forms  of  alveolar  sarcoma.  The  typical  cancer  of 
the  lungs  is  always  a cylindrical-celled  carcinoma,  which  undoubtedly  arises  from 
the  bronchial  epithelium.  It  is  especially  common  in  elderly  people,  over  forty, 
and  seems  to  be  formd  somewhat  more  frequently  in  the  right  lung  than  in  the 
left,  and  ip  the  upper  lobes  than  in  the  lower.  By  its  diffusion  the  lung-tissue  in 
the  parts  affected  by  cancer  is  changed  to  a yellowish-gray  and  quite  soft  and 
crumbling  mass,  devoid  of  air.  We  can  usually  scrape  away  from  the  section  the 
characteristic  cancer-juice,  in  which  the  microscope  shows  the  typical  cancerous 
elements.  The  pleura  is  very  often  involved.  The  new  growth  has  either  ex- 
tended dnectly  into  it,  or  single,  and  more  cu’cum scribed,  secondary  nodules  have 
formed  in  it.  The  lymph-glands  are  almost  invariably  affected,  especially  the 
bronchial  glands,  and  also  the  axillary  and  cervical  glands.  Secondaiy  carcinoma 
of  other  organs  is  rare,  but  it  is  found  in  some  cases  in  the  other  lung,  the  liver, 
the  brain,  and  elsewhere. 

It  is  almost  always  difficult  to  interpret  correctly  the  clinical  symptoms  of 
cancer  of  the  lungs  at  the  beginning  of  the  disease.  They  are  referred  to  some 
other,  more  frequent  chronic  pulmonary  disease,  such  as  chronic  bronchitis,  phthi- 
sis, or  pleurisy,  but  in  the  further  course  of  the  disease  we  succeed,  at  least  in  a 
number  of  cases,  in  making  a correct  diagnosis.  In  other  cases,  especially  in  old 
lieople,  the  disease  may  remain  latent. 

The  general  symptoms  in  the  lungs  have  little  that  is  characteristic.  The 
patient  complains  of  gradually  increasing  difficulty  in  respiration,  and  of  pressure 
and  distress  in  the  chest,  which  may  finally  increase  to  the  most  intense  dyspnoea. 
Most  patients  suffer  very  much  from  the  labored,  frequent,  and  spasmodic  cough. 
The  expectoration  in  some  cases  has  no  peculiarity,  but  it  often  assumes,  at  least 
for  a time,  a characteristic  consistency  which  is  extremely  important  for  diagnosis. 
It  contains  blood,  and  also  has  a peculiar  “currant-jelly-like'’  appearance.  Under 
the  microscope  we  can  sometimes  make  out  the  characteristic  elements  of  the 
tumor  in  it.  Severe  haenioptyses  are  also  seen  in  cancer  of  the  lungs. 

Physical  examination  of  the  lungs  gives  a positive  result  in  many  cases,  such 
•as  dullne&s,  bronchial  respiration,  diminished  respiration,  rales,  and  sometimes 
pleuritic  friction-sounds,  none  of  which  has  anything  characteristic  in  itself,  hut 
they  are  of  distinct  significance  in  making  out  the  seat  and  the  extent  of  the  new 
growth.  Special  mention  must  be  made  of  the  often-noticed  diffuse  projection 
and  swelling  of  the  diseased  side. 

The  occurrence  of  certain  sequelae  is  of  great  diagnostic  significance.  The 
chief  one  is  the  discovery  of  swelling  in  the  lymph-glands  in  the  neck  or  axilla, 
and  also  a number  of  symptoms  of  compression,  whicli  either  are  produced  directly 
by  the  new  growth,  or  are  due  to  the  secondary  enlargement  of  the  lymph-glands. 
Pres.sure  on  the  superior  vena  cava,  or  a large  branch  of  it,  canses  cnderna  in  the 
face,  neck,  over  the  wall  of  the  chest,  or  in  one  arm.  The  subcutaneous  veins  in 
the  regions  named  appear  dilated  and  tortuous.  Pressure  on  the  oesophagus 
causes  difficulty  in  deglutition;  pj’essui’e  on  the  brachial  ])lexus,  intense  neuralgic 
pains  and  paresis  of  one  arm;  pressure  on  the  recurrent  nerve,  paralysis  of  the 
vocal  cords  and  hoarseness;  iiressuro  on  the  trachea  or  a primaiy  Ijronchus,  the 
symptoms  of  tracheal  or  bronchial  stenosis. 

Besides  the  symptoms  already  mentioned  we  must  consider  the  general  S5unp- 
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toms.  As  in  carcinoma  in  general,  so  in  pulmonary  carcinoma,  tlie  well-known 
cancerous  cachexia  gradually  develops.  The  patient  grows  dull,  loses  his  appetite 
more  and  more,  disturbances  of  digestion  and  sometimes  moderate  elevations  of 
temperature  develop,  until  he  finally  succumbs  to  general  marasmus. 

The  whole  duration  of  the  disease  is  from  six  months  to  two  years.  The  prog- 
nosis is  fatal.  The  treatment  can  be  only  purely  symptomatic,  and  we  employ  the 
same  remedies  as  in  other  pulmonaiy  affections. 

We  must  still  briefiy  consider  a new  growth  in  the  lungs  which  is  extremely 
interesting  from  a theoretical  point  of  view.  In  workmen  in  the  cobalt  mines  of 
Schneeberg,  in  the  Saxon  Voigtland,  the  development  of  malignant  lympho- 
sarcomata in  the  lungs,  with  the  occasional  formation  of  metastases  in  the  glands^ 
the  liver,  the  spleen,  etc.,  is  of  frequent  occurrence.  The  disease  runs  its  course 
under  the  type  of  a chronic  pulmonary  affection,  and  almost  always  ends  fatally. 
The  endemic  occurrence  seems  to  point  to  an  infectious  origin  for  the  tumor. 

2.  Echinococcus  of  the  Lungs. — Primary  echinococcus  in  the  lungs  is  very 
rare.  In  most  cases  the  echinococci  are  brought  to  the  lungs  secondarily  from 
other  organs,  either  by  way  of  the  blood-current,  or,  as  is  far  oftener  the  case,  by 
perforation  of  an  echinococcus  of  the  liver  through  the  diaphragm. 

The  symptoms  of  echinococcus  of  tlie  lungs  are  manifold.  The  parasite  some- 
times remains  enth-ely  concealed.  In  other  cases  a more  or  less  severe,  and  often 
febrile,  affection  of  the  lungs,  is  developed,  with  pain  in  the  chest,  cough,  and  some- 
times bloody  expectoration,  and  dyspnoea.  Physical  examination  of  the  lungs 
gives  in  some  cases  dullness,  absence  of  respiratory  murmur,  and  diminished  vocal 
fremitus,  while  after  the  expectoration  of  the  echinococcus  {vide  infra)  symp- 
toms of  a cavity  may  ensue.  A correct  interpretation  of  all  these  symptoms  is 
possible  only  when,  as  has  often  been  observed,  the  echinococcus  cysts  are  coughed 
up,  or  at  least  when  parts  of  them,  like  the  membranes  or  the  booklets,  are  found 
in  the  expectoration. 

The  termination  of  the  disease  may  be  favorable  if  the  echinococci  are  expec- 
torated, or  if  we  succeed  in  removing  them  by  operative  means.  We  can  hardly 
hoiie  to  be  able  to  kill  the  parasite  by  inhalations  of  turpentine  or  benzine.  Some- 
times the  echinococcus  cyst  becomes  gangrenous,  or  suppurates.  Rupture  into  the 
pleura,  into  the  peritoneum,  into  the  pericardium,  and  externally,  has  also  been 
observed.  This  last  termination  is  the  ino.st  favorable,  since  otherwise,  if  the 
affection  progresses,  a fatal  result  may  be  caused  by  the  sequelas,  or  rarely  by  the 
occurrence  of  suffocation.  The  details  of  the  natm-al  history  of  the  echinococcus 
are  given  in  the  chapter  on  echinococcus  of  the  liver. 

3.  Pulmonary  Syphilis.— This  would  also  be  the  place  to  speak  of  syphilitic 
new  growths  in  the  lungs,  but,  in  our  opinion,  in  spite  of  the  quite  abundant  litera- 
ture of  this  subject  in  recent  times,  no  definite  statement  as  to  pulmonary  syphilis 
can  be  made.  Those  iihysicians  who  are  disposed  to  consider  every  pulmonary 
disease  in  a previously  syphilitic  subject  to  be  of  a syphilitic  nature,  certainly 
regard  many  things  as  pulmonary  syiihilis  which  have  nothing  at  all  to  do  with 
syphilis.  At  least,  we  have  found  that  all  those  cases  which  at  first  suggested  a 
diagnosis  of  pulmonary  syphilis,  finally,  upon  more  accurate  examination  and 
after  longer  observation,  have  turned  out  to  be  something  else,  usually  tubercu- 
losis. The  only  form  of  iiulmonary  syiihilis  that  has  been  established  pathologic- 
ally is  syphilis  of  the  larger  and  medium-sized  bronchi,  which  is  recognized  at 
the  autopsy  by  extensive  radiated  cicatrices  in  the  bronchial  mucous  membrane, 
and  which  sometimes  lead  to  stenosis.  Single  gummatous  nodules  in  the  lungs 
are  of  the  greatest  rarity.  We  sometimes  find  m the  pleura  peculiar  radiated 
cicatrices,  which  perhaps  are  of  syphilitic  origin.  Practically  we  are  always  justi- 
fied, if  severe  and  otherwise  inexplicable  pulmonary  symptoms  occur  in  a previ- 
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ously  sjT>hilitic  subject,  in  trying  specific  treatment;  but  very  seldom  do  we  get 
any  good  result  from  it.  The  pulmonary  syphilis  of  the  new-born,  which  occurs 
in  the  form  of  single  nodules  or  as  a diffuse  syphilitic  infiltration,  the  so-called 
pneumonia  alba,  has  only  a pathological  interest. 


SECTION  Y. 

Diseases  of  the  Pleura. 

CHAPTER  I. 

PLEURISY. 

{Pleui’itis.) 

.Etiology. — We  make  the  general  distinction  of  a primary  and  a secondary 
pleurisy. 

By  primary  pleurisy  we  mean  those  cases  where  previously  healthy  people  are 
attacked  with  an  infiammation  of  the  plem’a.  We  have  no  doubt  that  such  cases 
occur,  but  they  are  much  rarer  than  is  generally  believed,  for  many  cases  of 
secondary  pleurisy  give  one  the  impression  of  a primary  disease,  either  because 
the  primary  affection  has  caused  no  symptoms  up  to  that  time,  or  because  it  can 
not  be  detected.  Taking  cold  is  one  of  the  chief  exciting  causes  of  primary  pleu- 
risy, and  mechanical  injury  may  also  sometimes  act  as  a cause. 

Secondaiy  pleurisy  arises,  in  a great  majority  of  cases,  from  a direct  invasion 
of  the  pleura  by  an  inflammatory  process  originating  in  some  neighboring  organ. 
We  have  already  had  to  point  out  repeatedly,  in  the  description  of  pulmonary 
diseases,  how  the  different  pathological  changes  in  the  lung  likewise  involve  the 
pleura  if  they  reach  that  organ.  Thus  arises  the  pleurisy  in  croupous  pneumonia, 
in  lobular  catarrhal  pneumonia,  in  iDulmonaiy  gangi’ene,  in  haemorrhagic  infarc- 
tion, and  in  embolic  abscess.  Since  many  of  these  affections  often  develop  in  the 
course  of  the  most  diverse  diseases,  we  can  easily  understand  that  pleurisy  is  a 
not  infrequent  complication  of  all  possible  severe  diseases. 

By  far  the  most  important  secondary  form  is  tubercular  pleurisy.  The  teach- 
ing of  daily  clinical  and  pathological  experience  is  that  the  ordinaiy  chronic 
pulmonary  tuberculosis  is  almost  constantly  complicated  with  jileurisy.  The 
latter  is  often  entirely  subordinate  to  the  phthisis,  but  in  many  cases  certain  sub- 
jective symptoms,  like  pain,  and  also  physical  signs,  are  certainly  to  be  referi’ed 
to  the  pleuri.sy.  Of  much  greater  practical  importance,  however,  ai’e  those  cases 
of  tubercular  pleurisy  which  arise  as  an  ap]iarently  jirimary  pleurisy.  Among 
these  are  the  larger  x>art  of  all  ordinary  “pleuritic  effusions.”  The  type  of  the 
disease  is  wholly  dominated  by  the  pleurisy.  This  may  improve  decidedly,  as 
often  happens,  or  even  in  many  cases  be  completely  cured  {vide  infra),  but,  if 
we  keep  the  patient  long  enough  under  observation,  marked  signs  of  tuberculosis 
usually  arise  later  on  (see  the  general  course  of  the  disease),  whence  it  follows 
that  the  initial  pleurisy  must  be  I’egarded,  in  an  aetiological  sense,  as  tubercular. 
The  special  origin  of  tuberculosis  in  these  cases  is  not  always  quite  clear.  There 
is  certainly  a small  tubercular  focus  often  present  in  the  lungs,  which  has 
^used  no  symptoms  in  itself,  but  which  became  the  point  of  origin  for  a pleurisy, 
ot  infrequently  the  j>leurisy  seems  to  start  from  a tuberculous  bronchial  gland 
reakiug  into  the  pleural  cavity  and  infecting  the  latter  with  tuberculous  virus. 
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Other  organs  besides  the  lungs  may  he  the  point  of  origin  for  a pleurisy. 
Thus  pleurisy  arises  from  affections  of  the  ribs  or  vertebrae,  such  as  caries,  from 
perforation  of  an  oesophageal  cancer,  etc.  Inflammations  of  other  serous  mem- 
branes are  especially  apt  to  invade  the  pleura.  Thus  it  arises  as  a result  of  a 
pericarditis  or  peritonitis.  Since  the  pleural  and  peritoneal  cavities  are  in  direct 
communication  with  each  other  by  the  lymphatics  of  the  diaphragm,  we  can  con- 
ceive that  both  a purulent  and  a tubercular  peritonitis  may  result  in  a secondary 
pleurisy. 

Secondary  pleurisy  sometimes  arises  in  the  course  of  certain  diseases  in  another 
way.  In  acute  rheumatism,  in  rare  cases,  a pleurisy  develops,  w^hich  must  be 
considered  due  to  the  specific  causes  of  the  disease.  In  chronic  nephritis  and  in 
genuine  gout  we  sometimes  see  pleui’isy  of  which  the  precise  origin  is  as  yet  not 
certainly  known.  Perhaps  in  these  conditions  the  abnormal  accumulation  of  the 
products  of  tissue-metamorphosis  in  the  blood  and  the  tissues  is  the  cause  of  the 
development  of  inflammation. 

Pathological  Anatomy. — The  inflamed  pleura  is  markedly  injected,  it  has  lost 
its  normal  luster,  and  instead  has  a dull  surface.  This  dullness  is  due  to  the 
coagulated  fibrinous  exudation  upon  the  pleura,  the  exudation,  in  mild  cases, 
forming  only  a thin  layer.  In  more  advanced  cases,  however,  the  surface  of  the 
pleura  is  covered  with  thick,  I'ough,  and  shaggy  masses  of  fihrine.  As  long  as  the 
fluid  in  the  pleura  is  little  or  not  at  all  increased,  we  speak  of  a simple  fibrinous 
or  dry  pleurisy  (pleuritis  fibrinosa  vel  sicca). 

In  other  cases,  however,  besides  the  layer  of  fihrine  there  is  an  abundant  exuda- 
tion of  fluid  from  the  capillaries  of  the  plem’a,  forming  a pleuritic  effusion.  This 
is  ordinarily  of  a simple  serous  character — serous  and  sero-flbrinous  effusions. 
The  fluid  collects  between  the  surfaces  of  the  pleiu’a,  or,  if  there  is  at  the  same 
time  an  abundant  coating  of  flbrine,  between  the  gaps  and  in  the  meshes  of  the 
fibrinous  exudation.  In  such  cases  there  are  often  many  flakes  of  fihrine  floating 
in  the  fluid. 

In  every  serous  effusion  we  also  find  a number  of  pus-corpuscles,  which  give 
to  it  a slight  cloudiness,  but  if  the  number  of  pus-corpuscles  increases  very  much, 
we  have  a fibrino-purulent  or  a purely  purulent  exudation.  This  is  always  due 
to  the  presence  of  a specific  organized  poison  which  excites  the  suppuration.  The 
pleurisies  which  come  from  embolic  abscesses,  from  gangrenous  foci  in  the  lungs, 
and  from  carious  ribs,  and  those  which  arise  from  the  rupture  of  tubercular  cavi- 
ties into  the  pleura,  are  almost  always  of  a suppurative  character.  We  call  the 
purulent  pleuritic  effusion  empyema.  If  putrefactive  agencies  enter  the  pleural 
cavity  at  the  same  time  with  the  pus  poison,  as  in  the  pleurisies  which  develop 
in  pulmonai-y  gangrene,  the  pnrulent  exudation  assumes  an  ichorous,  putrid 
character — ichorous  effusion. 

Under  certain  circumstances  the  effusion  assumes  a hmmorrhagic  character — 
haemorrhagic  effusion — especially  if  haemoia-hages  arise  from  the  old  or  newly 
formed  capillai’ies  dilated  by  the  inflammation.  They  arise  partly  by  diapedesis 
and  partly  from  rupture  of  the  walls  of  the  vessels.  The  exact  cause  of  the  haemor- 
I’hages  is  usually  unknown.  We  know  by  experience  that  hfemorrhagic  effusions 
are  most  frequent  in  tubercular  pleurisy,  a fact  which  is  of  diagnostic  importance. 
Haemorrhagic  pleurisy  is  also  a frequent  complication  of  septic — especially  puer- 
peral— diseases,  as  a result  of  embolic  affections  of  the  lungs.  We  can  often  refer 
the  onset  of  a haemorrhagic  pleurisy,  too,  to  a general  haemorrhagic  diathesis,  as 
in  scurvy. 

The  amount  of  fluid  collected  in  one  pleural  cavity  is,  in  the  majority  of  cases, 
somewhere  between  a pint  and  a quart  (500-1,000  c.  c.),  but  it  may  reach  three  or 
four  quarts.  Every  large  effusion  must  influence  the  position  of  the  yielding  walls 
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of  the  pleural  cavitJ^  the  chest-wall,  the  lungs,  the  mediastinum,  and  the  dia- 
phragm, through  the  consequent  increase  of  pressure  in  the  affected  pleural  cavity ; 
and  the  resultant  symptoms  of  pressure  in  the  neighboring  organs  are  of  the 
greatest  clinical  significance.  Attention  is  first  called  to  the  lungs  themslves. 
Since  the  normal  lung  is  expanded  in  the  thorax  beyond  its  elastic  equilibrium,  it 
will  reti-act  as  soon  as  a part  of  the  plem-al  cavity  is  occupied  with  fluid.  Until 
it  has  reached  its  position  of  elastic  equilibrium  there  can  be  no  question  of  a posi- 
tive pressure  on  the  lung.  The  lung  floats  on  the  effusion,  in  a certain  way,  if 
there  be  no  adhesions,  but,  as  the  amount  of  the  fluid  further  increases,  com- 
pression of  the  lung  follows.  With  a veiy  large  effusion  the  lung  is  pushed 
wholly  up  and  back  against  the  vertebral  column,  and  is  changed  to  an  almost 
bloodless,  au’less,  flat  mass.  It  is,  however,  possible  that  the  atelectasis  of  the  lung 
is  not  caused  exclusively  by  compression  from  without,  but  that,  after  the  normal 
respiratory  movements  have  ceased,  a part  of  the  air  in  the  lung  may  be  absorbed 
by  the  vessels,  or  even  by  the  effusion. 

We  also  see  the  results  of  the  pressure  exerted  by  the  pleuritic  effusion  in  the 
mediastinum  and  diaphragm,  as  well  as  in  the  lungs.  Displacements  of  the  heart 
arise  from  the  lateral  pressure  on  the  mediastinum,  which  must  take  place  if  the 
pressure  in  the  diseased  pleural  cavity  is  equal  to  that  of  the  atmosphere,  for  a 
greater  and  positive  pi-essui’e  is  unnecessary,  since  a negative  pressure  prevails  on 
the  healthy  side. 

The  downward  press ui’e  of  the  diaphragm,  which  usually  affects  both  halves  of 
it,  although  in  unequal  degi’ee,  makes  itself  manifest  on  the  right  by  the  low  posi- 
tion of  the  liver,  and  on  the  left  by  the  downw’ard  displacement  of  the  stomach 
and  large  intestine.  It  must  be  pai’ticularly  noticed,  however,  that  adhesions  may 
prevent  all  pressure-displacements  which  we  have  mentioned,  both  of  the  lungs 
and  of  the  neighboring  organs. 

As  regards  the  further  changes  and  terminations  of  the  pleuritic  processes,  they 
depend  upon  the  amount  and  chai’acter  of  the  effusion.  Favorable  cases  may 
result  in  complete  recovery  and  absorption  of  the  effusion.  The  fluid  contents 
are  taken  up  directly  by  the  lymphatics  of  the  pleuj’a,  and  the  solid  constituents, 
the  fibrine  and  the  white  blood-corpuscles,  ai'e  decomposed,  dissolved,  and  absorbed. 

In  most  of  the  severe  cases,  however,  an  extensive  new  formation  of  connective 
tissue  and  vessels  takes  place.  The  fluid  effusion  is  mostly  absorbed,  but  the 
pleura  itself  is  thickened  and  changed — the  so-called  pleuritic  thickening.  Very 
commonly  extensive  loose  or  firm  adhesions  form  between  the  two  layers  of  the 
pleura — adhesive  pleurisy.  Spaces  may  be  left  between  the  adhesions,  in  which 
the  remains  of  the  fluid  effusion  may  be  encapsuled — “ sacculated  pleuritic  effu- 
sion.” In  protracted  cases,  and  especially  in  relapses  of  inflammation,  as  a result 
of  phthisis,  the  pleural  membranes  may  finally  reach  a thickness  of  one  or  two 
centimetres. 

Even  in  cases  vdth  marked  thickening  final  recovery  is  possible.  This  always 
is  attended  with  great  cicatricial  contraction  of  the  pleura,  in  which  the  whole 
chest-wall  is  involved.  The  normal  expansion  of  the  lungs  and  thorax  is  not 
restored  for  months,  if  at  all. 

It  is  largely  owing  to  the  nature  of  the  i)rimary  disease  that  extensive  i^leuritic 
effusions  so  seldom  fully  recover.  Hence  we  often  notice  that,  after  temporary 
improvements,  new  returns  of  the  pleurisy  occur,  or  serious  and  usually  tuber- 
cular diseases  of  the  lungs  and  other  organs. 

In  old  pleural  thickenings  we  sometimes  see  a deposit  of  lime-salts,  the  .so-called 
pleuritic  ossification.” 

In  purulent  effusion,  too,  a final  ahsorjition  is  also  po.ssible;  but  this  demands 
much  time,  and  thick,  cheesy  masses  of  pus  are  often  left  in  the  pleural  sac.  In 
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most  cases  of  empyema,  if  there  is  not  timely  operative  interference,  the  pus  seeks 
an  outlet  for  itself.  It  may  break  through  the  visceral  pleura  into  a bronchus, 
and  he  emptied  externally,  thus  giving  rise  to  a pyo-pneumothorax ; but  in  many 
cases  the  pleura  seems  to  be  destroyed  only  superficially,  and  the  pus  is  pressed 
into  the  alveoli  as  into  a sponge,  especially  by  the  movements  of  coughing,  and 
thence  reaches  the  bronchi,  without  letting  the  ah’  enter  the  pleural  cavity 
(Traube).  In  other  cases  the  empyema  breaks  extei’nally  through  the  chest-wall 
— empyema  necessitatis.  The  point  of  rupture  is  usually  found  in  the  vicinity  of 
the  sternum,  where  the  chest  wall  is  thinnest.  In  very  rare  cases  the  empyema 
breaks  into  the  deeper  parts  of  the  body,  or  into  the  abdominal  cavity. 

Course  of  the  Disease. — We  will  speak  in  what  follows  especially  of  the  course 
and  symptoms  of  ordinary,  apparently  primai’y  {vide  supra),  fibrinous  or  sero- 
fibrinous pleurisy,  the  so-called  simple  pleuritic  effusion.  What  is  said  of  it 
obtains  in  large  measure  in  the  other  forms  of  pleurisy  also.  The  physical  signs, 
of  course,  are  almost  wholly  independent  of  the  character  of  the  effusion.  As  far 
as  the  different  forms  of  pleurisy  differ  chuically,  we  will  mention  their  ijeculiari- 
ties  below. 

Only  rarely  is  the  onset  of  pleurisy  quite  acute  and  sudden,  beginning  with  a 
rigor.  In  such  cases  we  must  guard  against  confusing  it  with  croupous  pneu- 
monia. Pleurisy  usually  begins  slowly  and  gradually.  The  symptoms,  which 
the  patient  himself  feels,  are  in  many  cases  to  be  referred  directly  to  the  disease  of 
the  pleura.  One  of  the  most  constant  is  the  pleuritic  pain,  the  stitch  in  the  side. 
A more  or  less  severe  pain  comes  on  in  the  side  at  every  deep  breath,  and  hence 
upon  any  i>hysical  exertion;  also  upon  movements  of  the  body,  in  stooping, 
coughing,  or  gaping.  Shortness  of  breath  soon  appears,  and  constantly  increases. 
There  is  often  a frequent,  dry  cough.  Besides  that,  severe  general  symptoms 
almost  always  develop;  the  patient  feels  dull,  looks  pale,  and  has  no  api>etite. 
Patients  who  can  endure  a good  deal  often  keep  at  work  for  a long  time,  until, 
after  feeling  miserable  for  three  or  four  weeks,  they  are  forced  to  stay  at  home 
and  summon  a physician.  It  is  very  important  to  know  that  in  not  a few  cases 
the  general  symptoms  are  much  more  prominent  at  the  beginning  of  pleurisy 
than  the  local  ones.  The  patient  comes  to  the  physician  complaining  only  of 
weakness,  loss  of  appetite,  or  headache,  and  the  physical  examination  is  the  first 
thing  that  shows  the  presence  of  perhaps  a large  pleuritic  effusion. 

In  most  of  the  severe  cases  the  further  coiu’se  is  slow  like  the  beginning,  but 
sometimes  the  severest  symptoms,  most  intense  dyspnoea,  marked  cyanosis,  etc., 
may  come  on  in  a short  time,  owing  to  a sudden  increase  of  the  effusion.  On  the 
other  hand,  in  mild  cases  the  sym^itoms  may  disappear  again  in  a few  weeks,  but  the 
objective  signs  in  such  cases  are  genei’ally  to  be  made  out  for  a longer  time.  The 
disease  ordinarily  lasts  for  at  least  five  or  six  weeks,  and  ofteir  much  longer.  Gradual 
recovery  follows,  or  the  onset  of  some  new  disease,  usually  tubercular  {vide  infra). 

Single  Symptoms. — The  pleuritic  jiain,  the  .stitch  in  the  side,  is  one  of  the  most 
frequent  subjective  symiitoms.  We  have  previoujsly  mentioned  that  in  primai’y 
diseases  of  the  lungs,  too,  as  in  croupous  pneumonia,  the  stitch  in  the  side  is  due  to 
the  accompanying  pleurisy.  It  is  remarkable  that  the  intensity  of  the  pain  in  no 
way  corresponds  to  the  apparent  intensity  of  the  disease.  There  is  often  the  sever- 
est pain  in  the  side  when  the  physical  examination  shows  almost  nothing.  On 
the  other  hand,  we  often  hear  a decided  pleuritic  rub  without  the  patient’s  com- 
plaining of  any  special  pain.  Pressure  on  the  chest-wall  on  the  affected  side  is 
often  vei’y  painful.  With  severe  pain  we  may  consider  the  possibility  of  an  inva- 
sion of  the  intercostal  nerves  by  the  inflammation.  We  have  never  observed 
cases,  like  those  described  by  some  authors,  of  “ crossed  pleuritic  pain  ” — that  is, 
cases  where  the  pain  is  localized  on  the  side  not  affected. 
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Cough  and  Expectoration.— The  coiigh  is  probably  directly  excited  by  the  dis- 
ease of  the  pleura.  We  often  find  the  pain  in  the  side,  and  also  the  cough,  brought 
on  by  a deep  inspiration.  Expectoration  is  entu’ely  absent  in  uncomplicated  pleu- 
risy, or  it  is  scanty,  and  consists  simply  of  mucus.  Much  expectoration  always 
means  a pulmonary  complication.  A large  amount  of  puralent  sputum  is  evacu- 
ated if  a purulent  effusion  breaks  into  the  lungs  {vide  supra). 

Dyspnoea.— The  respiration  is  usually  shallow,  and  consequently  frequent,  be- 
cause of  the  pleuritic  pain.  In  every  large  effusion  which  prevents  respiration 
in  one  lung  the  dyspnoea  becomes  more  severe,  and  may,  with  very  extensive 
effusions,  reach  the  highest  degree  of  orthopnoea.  The  stronger  the  patient  was 
before  the  disease,  and  the  more  rapidly  the  effusion  develops,  the  more  severe,  as 
a rule,  is  the  dyspnoea. 

Fever. — Most  severe  plemasies  are  associated  with  fever,  but  its  height  is  not 
very  great,  so  that  it  quite  rarely  reaches  104“  (40“  C.).  The  fever  has  no  typical 
course.  In  cases  with  an  acute  beginning  it  is  sometimes  quite  continuous,  or 
slightly  remitting  at  fii’st.  If  improvement  takes  place,  the  fever  goes  down  in 
about  two  or  three  weeks  by  lysis,  so  that  this  part  of  the  temperature  curve  may 
be  precisely  like  the  period  of  defervescence  in  typhoid. 

In  the  more  protracted  cases  the  fever  gradually  becomes  more  remitting,  vary- 
ing between  100“  and  101“  (38“-38'5“  C.),  and  it  assumes  more  and  more  the  form 
of  hectic  fever.  The  longer  the  evening  rise  of  temperature  lasts,  the  more  we  are 
justified  in  suspecting  tuberculosis.  In  empyema  we  see  a higher,  irregular  fever, 
sometimes  associated  with  severe  chills. 

The  pulse  is  constantly  rapid,  up  to  100  and  over.  In  all  severe  cases  the 
strength  and  tension  of  the  pulse  are  much  diminished.  Irregularity  of  the  pulse 
is  not  infrequent.  All  these  changes  are  probably  due  in  great  part  to  the  press- 
m'e  of  the  effusion  on  the  heart  and  large  vessels.  Lichtheim  has  discovered 
experimentally  that  the  compression  of  the  vessels  in  the  compressed  lung  does 
not  lower  the  arterial  tension. 

General  Symptoms. — Plem'isy  is  almost  always  associated  with  a pronounced 
general  malaise,  muscular  weakness,  and  dullness.  The  patient  is  pale,  and  often 
markedly  cyanotic  in  cases  with  mnch  disturbance  of  respiration.  There  is 
great  emaciation  if  the  disease  is  of  long  duration. 

The  appetite  declines  from  the  outset.  There  is  often  occasional  vomiting, 
especially  in  the  first  period  of  the  disease.  The  bowels  are  usually  constipated. 
Many  patients  complain  of  headache. 

The  condition  of  the  urinary  secretion  is  very  important.  In  every  pleuritic 
effusion  the  amount  of  nrine  is  decidedly  diminished  so  long  as  the  effusion 
increases  or  I’emains  at  the  same  height.  The  daily  amount  is  sometimes  only 
eight  or  ten  ounces  (200-400  c.  c.).  The  urine  is  also  concentrated,  its  specific  grav- 
ity being  about  1020-1028.  Sediments  of  urates  often  form.  This  diminution  of 
the  excretion  of  water  by  the  kidneys  is  largely  the  result  of  the  diminished  arte- 
nal  pre.ssure.  An  increase  of  the  amount  of  urine  is  always  a favorable  symp- 
tom,  often  the  firet  sign  of  beginning  absorption  of  the  effusion.  If  a lai’ge  effu- 
sion is  rapidly  absorbed,  the  amount  of  urine  may  increase  to  eighty  or  a hundred 
ounces  (2500-3000  c.  c.)  daily.  The  urine,  then,  of  coiu’se,  is  abnormally  clear  and 
of  low  specific  gravity. 

Physical  Signs. 

1.  Eibrinous  Pleurisy — Pleuritis  Sicca. — Simple  fibrinous  pleurisy  sometimes 
&ives  rise  to  no  physical  signs  at  all.  If  it  develops  as  a result  of  some  pulmonary 
a ection,  the  physical  signs  present  arc  often  dependent  upon  this  alone. 

11  many  cases,  however,  dry  pleurisy  may  cause  mai-ked  objective  signs.  On 
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inspection,  we  ai’e  struck  by  the  impaired  mobility  of  the  affected  side  on  respira- 
tion, which  is  due  to  the  pain  caused  by  breathing.  Because  of  this  same  tender- 
ness the  patient  at  first  often  lies  on  the  souiid  side.  Percussion  gives  no  qualita- 
tive change  of  resonance  as  yet.  With  the  beginning  of  exudation  slight  dullness 
appears,  at  first  almost  always  in  the  lower  posterior  portion  of  the  lungs.  Some- 
times the  resonance  becomes  tympanitic  as  a result  of  retraction  of  the  lung.  We 
can  almost  constantly  make  out,  especially  in  the  back,  that  the  lower  edge  of  the 
lung  moves  less  than  usual  on  respiration.  Auscultation  gives  a respiratory  mur- 
mur that  is  either  qualitatively  unchanged  or  indefinite,  but  it  is  always  dimin- 
ished. The  peculiar  pathognomonic  sign  of  dry  plemisy,  however,  is  the  pleuritic 
friction-rub,  that  characteristic  rubbing,  grating,  creaking  sound,  which  arises 
from  the  sliding  of  the  rough  pleural  surfaces  over  each  other,  and  is  detected 
especially  in  the  latei-al  portions  of  the  thorax.  We  can  hear  it  both  on  inspira- 
tion and  on  expn-ation.  It  is  often  jerky,  one  rub  following  another  after  a con- 
sidei’able  intexwal.  If  we  are  sure  we  hear  a pleuritic  rub,  it  is  direct  evidence  of 
the  existence  of  a dry  pleurisy,  but  its  absence  will  not  let  us  exclude  pleurisy. 
The  fi’iction-sound  must  be  absent  if  there  are  pleuritic  adhesions.  We  can  often 
feel  a marked  rub  by  laying  the  hand  on  the  chest.  Sometimes  the  patient  feels 
it  himself,  but  in  other  cases  he  has  no  sensation  of  it.  We  may  confound  a slight 
rub  with  fine  crepitant  rales.  Repeated  examinations  before  and  after  the  patient 
has  coughed  usually  confirm  the  diagnosis,  since  the  rales  are  often  changed  by 
coughing. 

2.  Pleuritic  Effusion. — Small  amounts  of  fluid  in  one  pleural  cavity  escape  dis- 
coveiy.  Physical  signs  first  appear  when  the  amount  of  effusion  reaches  eight  or 
ten  ounces  (200-300  c.  c.). 

Inspection  shows  first  the  more  or  less  marked  impairment  of  motion  on  the 
affected  side  on  respiration.  If  the  amount  of  the  effusion  is  large,  there  is  an 
evident  distention  of  the  affected  side  in  the  lower  posterior  and  lateral  portions 
of  the  thorax.  The  intercostal  spaces  are  flattened  or  even  a little  convex.  The 
nipples  and  shoulder-blades  are  farther  removed  from  the  median  line  on  the 
affected  side  than  on  the  healthy  side.  The  hypochondrium  on  the  affected  side 
is  more  prominent.  In  an  extraordinarily  large  effusion  on  the  left  side  we  have 
seen  and  felt,  in  the  left  hypochondrium,  the  lower  surface  of  the  diaphragm, 
which  was  actually  arched  downward.  By  direct  measurement  in  sevei’e  cases  we 
can  make  out  accurately  that  the  affected  side  is  expanded  several  centimetres. 

With  every  large  effusion  there  is  marked  dyspnoea  and  accelerated  respiration. 
The  slight  excursions  of  the  affected  side  on  res^jiration  are  usually  very  striking, 
while  the  sound  side  moves  so  much  the  more.  In  this  stage  of  pleurisy  tbe 
patient  often  lies  upon  the  affected  side,  in  order  to  breathe  with  the  healthy  lung 
with  as  little  restraint  as  possible.  With  large  effusions  complete  oi-thopnoea  may 
develoix. 

The  signs  due  to  displacement  of  the  neighboring  oi’gans,  which  are  noticeable 
on  inspection,  will  be  mentioned  below  in  the  appropriate  connection. 

Everywhere  that  a layer  of  finid  comes  between  the  lung  and  the  chest-wall 
there  is  a loss  of  clearness  in  the  percussion-note.  If  the  thickness  of  the  layer 
of  effusion  is  five  or  six  centimetres,  the  resonance  seems  completely  dull  or  flat. 
The  pleuritic  dullness  is  almost  always  first  made  out  in  the  lower  posterior  por- 
tions of  the  thorax,  more  rarely  in  the  lower  lateral  portions.  With  a slight 
effusion  the  height  of  the  dullness  is  only  a few  centimetres,  but,  with  much 
effusion,  it  rises  higher  in  the  back  and  the  lateral  portions  of  the  thorax ; and  on 
the  right,  resonance  gradually  grows  dull  anteriorly  and  interiorly,  above  tlie 
liver.  With  very  large  effusions  the  dullness  may  begin  in  front  at  the  second  or 
third  rib,  or  in  rare  cases  even  the  whole  half  of  the  chest,  front  and  back,  may 
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give  a totally  flat  percussion-note.  Pleuritic  dullness  is  always  attended  with  a 
marked  feeling  of  resistance  on  percussion. 

With  medium-sized  effusions,  where  the  dullness  does  not  extend  over  the 
whole  back,  the  upper  boundary  of  the  dullness  usually  forms  an  oblique  line, 
highest  at  the  vertebral  column  and  thence  running  obliquely  downward  to  the 
side  of  the  thorax.  We  can  no  more  confirm  the  opposite  opinion,  which  some 
authors  hold,  than  can  Weil  and  others,  yet  of  course  no  one  can  establish  a 
schematic  rule.  The  lower  bormdary  of  the  effusion  can  not  be  distinguished  on 
the  right  by  percussion  from  the  liver  dullness.  On  the  left  in  front  and  on  the 
side,  however,  we  can  often  distinguish  the  dullness  of  the  effusion  from  the  tym- 
panitic resonance  of  the  stomach,  and  this  is  of  diagnostic  value  (see  the  dis- 
placement of  organs,  as  given  below). 

[In  moderate  effusion  without  adhesions  or  pneumonic  complications,  the  line 
of  flatness  in  the  back,  the  patient  being  in  the  vertical  position,  is  lowest  near 
the  spinal  column,  and  rises  in  a cmwe  like  the  letter  S as  it  passes  outward  toward 
the  axillai-y  region.  The  experiments  by  Dr.  Garland,  of  Boston,  with  reference 
to  this  point  are  well  known.  Before  attempting  to  mark  out  this  line  the  patient 
should  be  told  to  take  several  deep  inspirations,  in  order  to  inflate  the  triangular 
portion  of  lung  which  dips  down  near  the  vertebrm.] 

The  percussion-note  above  a pleuritic  effusion  deseiwes  attention.  The  begin- 
ning of  pleuritic  dullness  is  almost  always  relative,  gradually  passing  to  an  abso- 
lute flatness.  The  pulmonary  resonance  above  the  beginning  of  dullness  is  usu- 
ally tympanitic,  fx’om  retraction  of  the  lung-tissue.  We  find  the  tympanitic 
resonance  beautifully  distinct  in  large  effusions  in  the  first  and  second  intercostal 
spaces  in  front.  It  is  loud  and  deep,  and  remains  unchanged  with  the  mouth 
open — Skoda’s  resonance.  With  very  lai-ge  effusions,  which  cause  an  actual  com- 
pression of  the  lung,  we  sometimes  find,  in  the  second  intercostal  space,  a dull 
tympanitic  resonance,  which  becomes  higher  on  opening  the  mouth.  This  reso- 
nance arises  from  the  vibrations  of  air  in  a large  bronchus  surrounded  by  com- 
pressed lung — “Williams’s  tracheal  tone.”  With  large  effusions  we  sometimes 
hear  over  the  reti’acted  lung,  in  the  upper  anterior  intercostal  spaces,  a distinct 
buckram  sound — the  “ cracked-pot  sound.” 

Displacement  of  the  neighboring  organs,  which  is  made  out  chiefly  by  percus- 
sion, forms  one  of  the  most  important  physical  signs  in  pleurisy  with  effusion. 

In  right-sided  effusions  the  liver,  especially  the  right  lobe,  is  displaced  down- 
ward. We  find  the  lower  border  of  the  liver  dullness  extending  several  centi- 
metres below  the  ribs.  In  very  lai’ge  effusions  the  liver  may  he  pushed  down  to 
the  level  of  the  umbilicus.  The  pushing  of  the  mediastinum  to  the  left  in  large 
effusions  may  be  recognized  upon  percussing  from  the  right  toward  the  left,  by 
dullness  over  the  upper  part  of  the  sternum,  reaching  to  or  beyond  the  left  border 
of  the  sternum.  Tire  displacement  of  the  heart  to  the  loft  in  the  ma.iority  of  well- 
marked  cases  is  associated  with  a displacement  of  the  apex  of  the  heart  upward. 
This  is  easily  explained  by  considering  the  position  of  the  heart  and  the  direction 
of  the  pressure,  which  first  acts  from  below.  We  recognize  the  displacement  of  the 
heart  chiefly  by  the  position  of  the  apex-beat,  which  is  seen  and  felt  at  or  outside 
the  left  mammillax'y  line  in  the  fifth  space,  or  often  higher,  as  we  have  said — in 
the  fourth.  Percussion  gives  a corresponding  displacement  of  the  left  boundary  of 
the  cardiac  dullness  to  the  left. 

In  left-sided  effusions  the  displacement  of  the  heart  to  the  right,  which  can  usu- 
ally be  made  out  even  in  moderate  effusions,  is  especially  noticeable.  Resonance 
over  the  lower  part  of  the  sternum  is  diminished,  the  heart’s  dullness  extends  to 

le  right  border  of  the  sternum  or  several  centimetres  beyond  it.  In  the  most 
marked  cases  the  heart  is  pushed  to  the  right  mammillary  line.  The  disixlacement 
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of  the  mediastinum  is  also  to  be  made  out  over  the  upper  part  of  the  sternum,  the 
dullness  reaching  to  the  right  border  of  the  sternum  or  beyond.  The  low  position 
of  the  diapliragm  is  made  out  by  a depression  of  the  left,  and  in  marked  cases  of 
the  right,  lobe  of  the  liver.  It  is  an  especially  important  sign,  however,  that 
dullness  occurs  in  the  zone,  about  a hand-breadth  wide,  of  normal  tympanitic 
resonance  above  the  left  border  of  the  ribs — the  “ semilunar  space  ” of  Traube. 
The  normal  tympanitic  resonance  here  comes  from  the  stomach  or  lai’ge  intestine. 
As  the  diaphragm  is  pressed  downward  the  pleuritic  effusion  presses  on  these 
organs.  The  semilunar  space  is  therefore  diminished,  and  finally,  with  large  effu- 
sions, there  is  absolute  dullness  down  to  the  edge  of  the  ribs. 

Changes  in  dullness  in  pleuritic  effusions  may  occur  with  a change  of  the 
patient’s  position,  but  they  may  often  be  absent  on  account  of  adhesions.  The 
respiratory  displacement  of  the  lower  border  of  the  lung  is  almost  always  absent. 

Auscultation  always  gives  a diminished  resph’atory  murmur  over  the  pleuritic 
effusion.  With  a beginning  effusion  it  may  smmd  approximately  vesicular,  but 
later  it  becomes  indefinite,  hoarse,  and  finally  bronchial,  if  the  larger  bronchi  re- 
main open  for  the  respiratory  current  of  air.  The  bronchial  respiration  sounds 
distant  and  low,  and  has  the  character  of  the  sharp  German  ch,  but  in  rare  cases 
it  also  assumes  a distinct  amphoric  tone,  so  that  it  sounds  almost  like  a cavernous 
respii’ation.  The  respiratory  murmur  may  finally  disappear  entirely  over  vei’y 
large  effusions.  Above  the  upi^er  boundary  of  the  effusion  the  respiration  almost 
always  sounds  harsh.  Among  the  adventitious  sounds  we  must  mention  the 
pleuritic  friction  sound,  which  of  course  can  be  heard  only  at  the  upper  boundary 
of  the  effusion,  whei’e  the  two  pleural  surfaces  meet.  Moist  rales  and  rhonchi 
signify  a co-existing  disease  in  the  lungs.  With  slight  effusions  we  often  hear, 
on  deep  breathing,  pure  crepitant  rales  on  mspiration,  as  the  walls  of  the  alve- 
oli and  bronchioles  in  the  atelectatic  lung,  which  were  stuck  together,  are  tom 
apart. 

On  auscultation  of  the  voice  we  sometimes  hear  bronchophony,  and  sometimes 
that  bleating,  nasal  sound  known  as  aegophony.  Baccelli  advanced  the  theory 
that  auscultation  of  the  whispered  voice  might  be  of  service  in  diagnosticating  the 
character  of  the  effusion.  With  a serous  effusion  we  can  understand  a whisper 
distinctly  through  the  thorax,  but  not  with  a i)urulent  effusion,  since  theoreti- 
cally the  cell-elements  destroy  the  waves  of  resonance.  This  theory  holds  true  in 
many  case.s,  but  by  no  means  in  all. 

On  auscultation  of  the  heart  we  notice,  as  a result  of  its  displacement,  an  abnor- 
mal extension  of  the  region  over  which  the  heart-sounds  are  audible.  If  the  inflam- 
mation spreads  from  the  pleura  to  the  outer  surface  of  the  pericardium,  we  cau 
sometimes  hear  an  extra-pericardial  friction-rub,  accompanying  both  the  respira- 
tion and  the  action  of  the  heart. 

The  vocal  fremitus  is  always  diminished  over  the  pleuritic  effusion,  and  in 
marked  cases  is  entirely  absent. 

3.  Absorption  of  the  Effusion— Pleuritic  Contraction.— The  beginning  absorp- 
tion of  the  effusion  is  usually  fii’st  made  evident  by  the  percussion-note  in  the 
upper  part  of  the  dullness  becoming  clearer  and  sometimes  tympanitic.  The 
respiratory  murmur  is  also  plainer.  Where  it  was  bronchial  it  becomes  in- 
definite and  gradually  vesicular  again.  The  vocal  fremitus  is  again  to  be  felt. 
All  these  improvements  take  place  gradually  but  slowly.  It  is  usually  a very  long 
time  before  the  percussion-note  resumes  its  normal  clearness. 

The  changes  in  the  form  of  the  thorax  are  especially  striking.  Only  in  pleu- 
risies with  slight  effusion  does  the  somewhat  expanded  thorax  resume  its  old  form 
without  further  change.  After  every  severe  pleurisy  with  large  effusion  there  is, 
during  its  absorption,  a marked  conti’action  of  the  affected  half  of  the  chest.  In 
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cases  of  moderate  intensity  the  contraction  affects  only  the  lower  lateral  portions 
of  the  thorax,  in  severe  cases  the  upper  and  anterior  portions  as  well.  We  find 
the  most  marked  contractions  in  children  and  young  persoiis  with  a yielding 
thorax.  The  circumference  of  the  affected  side  is  much  less  than  that  of  the 
sound  side.  The  ribs  are  pressed  together  and  the  intercostal  spaces  become 
vei’y  narrow.  The  fossm  are  deepened  and  the  nipples  and  shoulder-blades  are 
drawn  nearer  the  vertebral  column,  which  takes  on  an  abnormal  lateral  curva- 
ture, in  which  its  convexity  is  directed  usually  toward  the  affected  side,  but  some- 
times to  the  sound  side.  Dullness  and  diminution  of  the  respiratory  murmur  and 
rocal  fremitus  continue  with  the  contraction  of  the  pleura,  but  they  no  longer 
depend  upon  the  presence  of  a fluid  effusion,  but  are  due  to  the  pleuritic  thickening. 

The  process  of  marked  contraction  always  lasts  for  months,  or  even  longer. 
In  favorable  cases  the  contraction  of  the  thorax  may  be  readjusted  very  much 
later,  often  after  years.  The  thickening  is  absorbed,  and  the  lungs  and  thorax 
gradually  expand,  but  in  other  cases  there  ai’e  extensive  adhesions  between  the 
pleural  surfaces,  especially  over  the  lower  lobe,  which  result  in  a permanent  dis- 
turbance of  respiration.  In  almost  all  cases  of  pleifi’isy  with  contractions  there 
arises  a vicarious  emphysema  in  the  lung  on  the  sound  side. 

Complications. — Peculiar  complications  of  pleurisy  are  rare.  Where  such  occur 
they  are  due  either  to  the  primai’y  disease  which  has  led  to  the  pleurisy,  or  the 
simultaneous  action  of  the  same  cause  of  disease,  such  as  tuberculosis.  Hence  it 
happens  that  we  speak  of  the  frequent  “ complication  ” of  pleurisy  with  chronic 
bronchitis  or  with  tuberculosis  of  the  lungs  or  other  organs.  It  is  important  to 
bear  in  mind  that,  by  a direct  advance  of  the  inflammation,  the  pleurisy  may  also 
invade  the  pericardium,  and  rarely  the  peritoneum,  through  the  diaphragm ; but 
we  see  this  extension  of  the  process  almost  solely  in  tubercular  and  purulent  pleu- 
risies. We  must  mention,  finally,  that  we  have  seen  several  cases  with  a large 
serous  effusion,  in  which  an  acute  haemorrhagic  nephritis  occurred.  For  the 
paralysis  of  the  arm  on  the  corresponding  side  observed  in  some  cases  of  empy- 
ema, compare  page  538. 


Different  Forms  of  Pleurisy. 

1.  The  Simple  Fibrinous  or  Exudative  Pleurisy,  as  a result  of  croupous  or 
extensive  lobular  pneumonia,  often  causes  but  few  symptoms  in  compai’ison  with 
the  primary  disease.  Recovery  is  usually  complete,  but  may  be  much  delayed, 
as  in  croupous  pneumonia. 

The  so-called  primary  simple  fibrinous  or  sero-fibrinous  pleurisy,  which  we 
must  regard  as  a distinctly  rai’e  affection,  contrary  to  the  generally  prevailing 
opinion,  has  a like  favorable  course. 

2.  Tubercular  Pleurisy. — In  an  mtiological  sense  we  must  declare  the  larger 
part  of  the  ordinary  “pleuritic  effusions,”  which  clinically  seem  to  be  primary 
to  Ixj  tubercular.  Wc  do  not  know  how  far  at  first  the  siiecific  anatomical  changes 
of  tuberculosis  arc  present,  or  whether  there  is  always  some  previous  tubercular 
affection  in  the  lungs  or  bronchial  glands,  but  the  further  course  of  the  cases,  if 
we  can  watch  them  for  years,  almost  always  permits  us  finally  to  recognize  the 
tubercular  nature  of  the  disease;  yet  we  can  not  say  that  phthisis  is  always  the 
immediate  sequel  of  the  pleurisy. 

In  a comparatively  small  number  of  cases  do  the  symptoms  of  acute  tubercu- 
osis,  or  more  frequently  of  chronic  phthisis,  appear  as  an  immediate  result  of  the 
peurisy,  \vhich  at  that  time  is  usually  still  presenter  in  the  contracting  stage. 

>c  objective  changes  of  phthisis  arc  evident  either  in  the  upe.x  or  in  the  lower 
o eof  the  affected  side.  The  fever  continues,  the  pulmonary  affection  advances. 
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the  other  lung  is  also  attacked,  and  the  disease  takes  a fatal  course  under  the 
type  of  an  ordinary  phthisis,  now  more  acute  and  now  more  chronic. 

In  other  cases  acute  tubei-cular  affections  arise  sooner  or  later  as  a result 
of  the  pleurisy — tubercular  meningitis,  or  general  miliary  tuberculosis.  In  other 
cases  still  the  disease  develops  under  the  form  of  tuberculosis  of  the  serous  mem- 
branes, to  which  we  will  return  again  in  the  description  of  tubercular  pericar- 
ditis and  tubercular  peritonitis.  We  often  have  to  do  with  a double  pleurisy 
with  no  evident  complication  in  the  lungs.  In  varying  succession  are  added  the 
symptoms  of  chronic  tubercular  peritonitis,  with  pain,  swelling,  and  effusion  of 
fluid  into  the  abdomen,  or  the  symptoms  of  tuberciilar  pericarditis.  Death  finally 
ensues  with  persistent  hectic  fever  and  increasing  general  emaciation  and  weakness. 
The  whole  affection  usually  runs  a chronic  course,  lasts  for  months,  and  often 
shows  marked  remissions  and  temporary  improvements. 

In  very  many  instances  the  pleuritic  effusion  has  thi-oughout  an  apparently 
favorable  course.  After  some  weeks  the  fever  ceases,  the  effusion  is  absorbed,  the 
patient  gets  up,  and  is  finally  discharged  as  nearly  well.  Of  course,  some  dullness 
and  retarded  motion  often  remain  in  the  affected  side,  but  even  these  may  gradu- 
ally disappear.  These  cases,  too,  very  often  turn  out  in  the  end  to  be  tubercu- 
lar. After  a longer  or  shorter  period  of  apparent  health,  sometimes  after  the 
lapse  of  years,  a “new”  disease  appears — that  is,  either  a return  of  the  pleurisy, 
a pleurisy  on  the  other  side,  or  some  other  acute  or  chronic  tubercular  affection. 
In  .such  cases,  too,  we  must  look  upon  the  former  pleurisy,  in  an  aetiological 
sense,  as  tubercular.  It  is  not  impossible,  however,  for  even  a tubercular 
pleurisy  to  recover,  and  for  the  recovery  to  be  permanent,  if  no  other  organ  is 
at  the  same  time  affected  by  tuberculosis,  especially  if  the  lungs  remain  un- 
affected. 

Finally  we  must  mention  the  cases  where  a pleuritic  effusion  develops  second- 
arily to  an  already  pronounced  phthisis.  Here  too  we  almost  always  have  to  do 
with  a tubercular  pleurisy. 

The  anatomical  changes  in  tubercular  pleurisy  consist  in  the  ordinary  signs 
of  inflammation,  and  also  the  presence  of  the  specific  nodules  of  tubercle.  The 
number  of  tubercles  differs  very  much  in  different  cases.  The  pleura  is  in  some 
cases  comj)letely  studded  with  miliary  nodules,  and  in  others  we  find  the  tuber- 
cles, at  least  with  the  naked  eye,  only  in  single  spots.  The  effusion  is  usually  of 
a sero-fibriuous  character.  Sometimes  it  is  haemorrhagic,  as  the  majority  of  cases  of 
apparently  i)rimary  “haemorrhagic  jfleurisy  ” are  generally  of  a tubercular  nature. 
The  exudation  is  rai’ely  purulent,  and  when  this  is  the  case  it  is  apparently  invari- 
ably caused  by  the  simultaneous  infection  of  the  pleura  with  another  sort  of  virus 
which  gives  rise  to  the  suppuration. 

3.  Purulent  Pleurisy— Empyema.— We  have  already  described  the  aetiology  of 
empyema,  and  we  |jave  seen  that  it  can  be  excited  only  by  infection  of  the  pleura 
with  a specific  virus  which  can  set  up  supjmration.  The  clinical  symptoms  are 
usually  severe.  The  fever  is  higher  than  in  the  other  forms  of  pleurisy,  but  it  is 
irregularly  intermittent,  and  is  often  associated  with  chills.  There  are  severe 
general  symptoms  besides  the  fever,  such  as  great  dullness,  headache,  and  a dry 
tongue.  We  sometimes  notice  a slight  oedema  of  the  chest-wall  on  the  affected 
side.  Otherwise  the  local  symptoms  and  disturbances  are,  of  course,  the  same  as 
in  the  other  forms  of  pleurisy.  If  the  pus  is  not  evacuated  artificially,  the  em- 
pyema may  finally  break  externally  or  into  the  lungs  {vide  supra).  In  the  latter 
case  a very  large  exi^cctoration  of  pus  suddenly  occurs,  and  is  usually  followed  by 
pneumothorax. 

Diagnosis. — Our  chief  attention  in  regard  to  diagnosis  is  directed  to  the  distinc- 
tion between  pleurisy  and  acute  or  chronic  pneumonia,  which  is  not  very  easy  in 
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all  cases.  We  will  therefore  briefly  contrast  the  distinctive  features  as  made  out 
on  physical  examination. 

Inspection.— A.  marked  distention  of  the  affected  side  points  to  effusion;  it 
does  not  occur  in  pneumonia. 

Percussion.— The  dullness  in  pleurisy  is  complete,  and  the  feeling  of  resistance 
on  percussion  is  very  marked;  in  pneumonia,  however,  the  dullness  is  rarely  so 
marked,  and  there  is  often  a tympanitic  sound.  The  discovery  by  percussion  of 
signs  of  displacement  of  the  neighboring  organs  is  of  especial  weight,  as  these 
signs  are  always  absent  in  uncomplicated  pneumonia,  while  with  few  exceptions 
they  can  easily  be  demonstrated  in  every  case  of  j)leurisy  where  the  exudation  is 
at  all  considerable. 

Auscultation. — Diminished  or  suppressed  respiratory  mrrrmur  points  to  pleir- 
risy,  loud  bronchial  breathing  and  rales  to  pneumonia;  but  we  must  not  forget 
that  in  pneumonia  auscultation  may  give  the  same  signs  as  in  pleurisy,  if  a 
bronchus  is  plugged. 

Vocal  Fremitus. — Marked  vocal  fremitus  over  dullness  is  direct  evidence  of 
pneumonia,  diminished  or  absent  vocal  fremitus  of  pleurisy ; but  the  vocal  fremi- 
tus may  also  be  diminished  in  pneumonia  if  a bronchus  is  plugged. 

Besides  the  physical  signs,  we  must  of  course  consider  the  other  symptoms — the 
manner  of  onset,  the  coui*se  of  the  disease,  the  fever,  the  sputum,  the  occurrence 
of  herpes,  etc. 

If  we  have  diagnosticated  a pleuritic  effusion,  the  next  question  is  always  as  to 
the  character  of  the  effusion,  because  the  prognosis  and  treatment  are  to  a large 
degree  dependent  upon  this.  Although  certain  well-known  Eetiological  circum- 
stances, and  the  severity  of  the  fever  and  the  general  symptoms,  often  permit  us 
to  suspect  the  nature  of  the  effusion,  w'hether  serous  or  purulent,  the  only  certain 
information  comes  from  an  exploratory  puncture  with  a hypodermic  syringe. 
There  is  not  the  least  reason,  if  the  syringe  be  carefully  disinfected  and  the  fluid 
be  cautiously  withdrawn,  why  we  should  not  perform  this  perfectly  safe  experi- 
ment in  all  important  cases,  thus  making  the  diagnosis  certain.  Besides  a macro- 
scopic inspection,  a careful  microscopic  examination  of  the  fluid  withdrawn  is 
sometimes  of  importance.  Besides  the  ordinary  constituents — red  and  white  blood- 
corpuscles,  endothelial  cells,  and  cholesterine  crystals— we  may  sometimes  find 
something  of  special  diagnostic  significance,  like  bacteria  in  septic  pleurisy,  cai*- 
cinoma-cells  in  cancerous  pleurisy,  etc. 

We  can  not  always  judge  from  the  beginning  whether  a pleurisy  is  tuber- 
cular or  not;  but  we  should  never  forget,  as  has  already  been  affirmed,  that  in 
every  case  of  pleurisy,  even  if  it  is  apparently  primary,  there  is  a strong  sus- 
picion of  tuberculosis.  We  must  observe  in  particular  the  general  habit  and 
the  nutrition  of  the  patient,  and  inquii-e  into  the  hereditary  predisposition  and 
any  previous  illnesses.  In  the  further  course  of  the  disease  persistent  hectic  fever, 
slowly  increasing  emaciation  and  pallor,  fresh  relapses,  and  the  onset  of  ])ulmo- 
nary  symptoms,  point  to  the  tubercular  chai-actei-  of  the  pleurisy.  Every  double 
pleurisy,  and  every  pleurisy  associated  with  pericardial  or  peritoneal  symptoms, 
leads  us  most  decidedly  to  suspect  tuberculosis.  A haemorrhagic  effusion,  as  we 
have  said,  poi7its  strongly  to  tuberculosis.  Tubei’cle  bacilli  are  usually  not  pres- 
ent in  the  fluid  exuded  in  tubercular  pleurisy,  because  the  tubercular  nodules  on 
the  serous  membrane  hardly  ever  ulcerate. 

Prognosis. — The  ])rognosis,  as  regards  the  immediate  dangei’  of  the  disease, 
I epends  entirely  upon  the  severity  of  the  .symptom.s,  and  es])ecially  uj)on  the 
^ yspneea.  The  progno.sis,  as  regards  the  further  course  of  the  disease,  dei)cnds 
c uefly  upon  the  nature  of  the  pleurisy.  Many  secondary  and  also  many  appar- 
ent  y primai’y  pleuri.sics,  although  extensive,  recover  completely  and  permanently 
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after  weeks  or  months.  Unfortunately,  we  only  too  frequently  have  to  give  a 
doubtful  or  an  unfavorable  inognosis,  especially  if  the  tubercular  natm-e  of  the 
pleurisy  be  probable  or  cei-tain.  The  prognosis  of  empyema  depends  partly  upon 
the  underlying  disease,  but  especially  upon  judicious  and  timely  opei’ative  inter- 
ference. The  healing  process  in  empyema  may  occupy  many  months,  hut  it  may 
finally  be  complete.  The  possibilities  of  a spontaneous  rupture  of  empyema,  in- 
ternally or  externally,  have  been  mentioned  above.  With  incomplete  healing, 
which  leaves  a pleural  fistula,  we  must  fear  the  appearance  of  general  amyloid 
disease  in  various  organs. 

In  rare  instances  with  large  effusions  sudden  death  occurs,  an  event  which  can 
not  always  be  exiDlained  mth  certainty.  Probably  there  are  different  factors  in 
different  cases,  such  as  pulmonary  embolism,  cerebral  embolism,  sudden  cerebral 
anaemia,  weakness  of  the  heai-t,  or  the  onset  of  pulmonaiy  oedema. 

Treatment. — In  the  beginning  of  the  disease  the  treatment  is  purely  symp- 
tomatic. We  try  to  alleviate  the  patient’s  symptoms,  the  pain  and  dyspnoea,  by 
local  applications,  especially  by  mustard  j)lasters,  warm  poultices,  which  are 
usually  more  gi'ateful  than  cold  apj)lications,  sometimes,  too,  by  dry  cups,  also  by 
embrocations  with  chloroform  liniment,  and,  with  severe  symptoms,  by  mor- 
phine internally  or  subcutaneously.  Unfortunately,  we  have  but  few  remedies  to 
check  the  inflammatory  process  in  the  pleura.  If  an  ice-bag  is  well  borne,  it  may 
be  of  service.  The  efficacy  of  the  much-used  painting  with  iodine  is  doubtful,  but 
it  may  always  be  tried  if  there  is  a severe  pleuritic  pain.  An  iodoform  ointment, 
one  to  fifteen,  or  iodoform  collodion,  perhaps  deserves  more  confidence.  If  a large 
effusion  has  formed,  we  fry  to  hasten  its  absorption  by  diuretics.  Acetate  of  potas- 
sium, squills,  or  boro-tartrate  of  potassium  and  sodimn*  [tartarus  boraxatus,  P.  G.] 
may  be  prescribed.  When  there  is  weak  action  of  the  heart,  infusion  of  digitalis 
may  be  given,  alone  or  combined  with  diuretics.  The  attempt  has  also  been  made 
to  draw  off  a large  amount  of  water  from  the  body,  and  thus  to  hasten  the  absorp- 
tion of  the  effusion,  by  prescribing  drastic  purgatives  or  such  diaphoretics  as  pilo- 
carpine, salicylate  of  sodium,  and  hot  packs.  The  so-called  Schroth’s  treatment 
serves  the  same  purpose— that  is,  withdrawing  as  much  fluid  as  possible  from  the 
ingesta — but  the  last-named  methods  of  treatment  generally  have  the  result  of 
exhausting  and  weakening  the  patient.  W e therefore  make  use  of  them  only  rarely. 
It  is  very  doubtful  whether  the  inteimal  exhibition  of  iodide  of  potassium  can  fur- 
ther the  absorption  of  the  effusion,  as  many  physicians  believe.  Besides  the  treat- 
ment by  drugs  we  must  also  take  care  to  give  the  patient  sufficient  food,  in  order 
to  prevent  the  loss  of  strength. 

In  many  cases  the  operative  treatment  of  pleurisy  (introduced  by  Trousseau)— 
the  evacuation  of  the  effusion  by  puncture — is  of  the  greatest  importance.  Many 
cases  of  pleurisy  with  effusion  run  a favorable  com’se  without  it,  and  we  consider 
it  at  least  superfluous  to  puncture  every  effusion  without  sufficient  grounds,  but 
puncture  is  often  one  of  the  most  serviceable  therapeutic  influences  at  our  com- 
mand. The  first  and  most  important  indication  for  puncture  is  present  when  the 
effusion  becomes  so  large  as  to  be  directly  dangerous  to  life.  As  soon  as  the  pa- 
tient’s dyspnoea  reaches  a dangerous  degree,  and  the  cyanosis  becomes  marked  and 
the  pulse  weaker,  a puncture  must  be  made  as  a direct  vital  indication.  Where 
the  exudation  is  of  considerable  size  there  may  be  a very  sudden  aggravation  of 
the  symptoms,  so  that  in  such  cases  one  should  not  wait  too  long.  Trousseau 
urged  that  tapping  should  invariably  be  performed  when  the  dullness  caused  by 
the  exudation  involves  not  only  the  back,  but  also  the  whole  or  nearly  all  of  the 
anterior  wall  of  the  thorax.  The  benefit  of  such  a puncture  is  often  pronounced. 


[*  \Vc  would  use  tlic  simpler  bitnrtratc  of  potussiuin. — Tuans.] 
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The  second  indication  is  a too  protracted  absorption  of  the  effusion.  Puncture  is 
indicated  if  the  effusion  does  not  disappear  after  an  apparent  remission  of  the 
inflammatory  symptoms,  especially  after  the  fever  has  gone.  We  often  see  the 
further  absorption  stimulated  by  such  a puncture.  It  has  been  said  that,  if  pos- 
sible, tapping  should  be  delayed  until  the  fever  has  ceased,  but  to  ns  this  does 
not  seem  at  all  necessary.  We  have  repeatedly  performed  paracentesis  in  febrile 
cfiscs,  whether  because  of  the  extent  of  the  exudation,  the  dyspnoea  of  tlie 
patient,  or  the  duration  of  the  disease;  and  we  have  not  infrequently  observed 
a speedy  abatement  of  the  fever  after  the  withdrawal  of  the  exudation.  In  early 
cases,  of  course,  one  would  not  tap  unless  there  were  some  urgent  reason  for  it. 

[There  is  considerable  danger  in  delaying  interference  with  a large  effusion, 
especially  if  it  has  come  on  pretty  rapidly,  however  comfortable  the  patient  may 
be.  The  liability  to  sudden  and  fatal  dyspnoea  under  these  cu’cumstances  is  now 
well  recognized.] 

As  regards  the  performance  of  the  puncture,  we  can  not  here  go  into  all  the 
numerous  methods  and  forms  of  apparatus  proposed.  The  distinctions  are  imma- 
terial. The  simpler  the  method,  the  easier  it  is  to  perform,  and  hence  the  better 
it  is. 

Eveiy  punctiu’e  must  be  ijreceded  by  an  exploratory  puncture  in  order  to  settle 
the  diagnosis  as  to  the  presence  and  character  of  the  exudation.  A medium-sized 
trocar  with  a lateral  opening,  to  which  a rubber  catheter  can  be  fastened,  serves  to 
evacuate  the  fluid.  Billroth’s  and  Frantzel’s  trocars  are  useful.  The  operation 
can  be  done  with  at  least  equal  convenience  by  means  of  a hollow  needle.  Our 
own  experience  with  the  form  of  needle  proposed  by  Fiedler  leads  us  to  recom- 
mend it  highly,  for  the  point  of  this  needle  can  not  irritate  the  tissues,  and  it  per- 
mits of  the  removal  of  any  clots  of  flbrine  which  may  offer  obstruction  to  the  flow 
of  liquid.  The  instruments  and  the  chest-wall  at  the  point  of  puncture  must  be 
carefully  disinfected.  We  usually  choose  rather  a low  point  for  puncture,  some- 
where in  the  sixth  intercostal  space,  in  the  middle  or  posterior  axillary  line.  The 
patient  sits  up  in  bed,  but  is  held  and  supported  by  another  person,  when  it  is 
possible.  Before  and  during  the  jiuncture  he  takes  a little  strong  wine.  A small 
cut  of  the  .skin  beforehand  sometimes  aids  the  insertion  of  the  trocar.  In  many 
cases,  especially  with  a large  effusion,  we  can  evacuate  a large  part  of  the  fluid  by 
simple  puncture  and  siphoning,  since  the  prevailing  pressure  in  pleuritic  effusions 
is,  with  few  exceptions,  positive,  from  ten  to  twenty-five  millimetres  of  mercury. 
The  evacuating  tube  of  the  trocar  must  be  previously  filled  with  cai’bolized  water 
and  conducted  under  a layer  of  the  same  into  the  vessel  prepared  to  receive  the 
effusion  The  evacuation  of  the  effusion  should  always  be  slow  and  gradual. 
Many  physicians  advise  to  cease  when  1,500  c.  c.  have  been  removed,  but  if  the  fluid 
is  allowed  to  escape  slowly  and  everything  is  going  well,  this  quantity  may  often 
be  exceeded  with  impunity  in  the  case  of  large  exudations.  While,  as  we  have  said, 
in  most  instances  the  exudation  may  be  satisfactorily  removed  by  simple  punctui'e 
and  siphonagc,  it  will  sometimes  prove  necessary  to  employ  aspiration.  Hence 
some  physicians  invariably  do  so,  and  to  this  there  is  no  objection,  even  if  it  is 
unnecessary.  The  forms  of  apparatus  most  used  for  this  are  those  invented  by 
Bioulafoy,  and  Potain.  In  puncture  with  aspiration  we  proceed  more  slowly  and 
cautiously. 

[The  necessity  for  two  punctures — one  exploratory,  the  otlier  distinctly  opera- 
tive does  not  seem  clear.  The  two  can  be  perfectly  combined,  a fair-sized  trocar 
or  needle  being  as  easy  of  introduction  and  ])roducing  j’cally  no  more  pain  than  a 
very  fine  one,  and  being  more  sure  to  give  results  on  which  reliance  can  bo  jflacod. 
t preliminary  incision  through  the  skin  seems  also  useless,  and  has  never  been 
practiced  by  the  editor  in  a considerable  experience  with  these  cases.  An  ordi- 
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nary  Davidson’s  syringe  makes  a very  satisfactory  pump,  and  can  always  be 
obtained.  The  needle  or  trocar  should  be  withdrawn  immediately  as  soon  as  cough 
comes  on,  or  the  patient  shows  the  slightest  discomfort  due  to  the  removal  of  the 
fluid.] 

Unpleasant  incidents  which  may  cause  a cessation  of  the  process  ai’e  rare.  If 
the  patient  complains  of  dizziness  and  faintness  we  must  stop.  Sometimes  very 
severe  cough  occm-s  on  puncturing,  at  which  we  must  also  stop.  Sometimes  we 
see,  after  the  punctm’e,  an  abundant  expectoration  of  frothy,  serous  sputum — 
“ expectoration  albumineuse  ” — a kind  of  pulmonary  oedema,  caused,  perhaps,  by 
a marked  perviousness  of  the  walls  of  the  vessels,  or  by  weakness  of  the  left 
ventricle. 

When  the  process  is  over,  we  close  the  little  opening  with  a bit  of  sticking- 
plaster  or  with  iodoform  collodion.  A regular  surgical  dressing  is  scarcely  ever 
necessary. 

If  the  exploratory  puncture  has  shown  a purulent  effusion,  we  can  first  evacuate 
the  ])us  by  puncture,  if  the  vital  indication  exists.  But  a permanent  cure  from 
tapping  is  exceptional.  The  pus  almost  always  reappears.  Empyema  is  like  an 
abscess,  which  can  not  be  cured  until  a permanent,  free  exit  for  the  pus  has  been 
provided;  hence  drainage  of  the  pleural  cavity  must  be  provided  for  after  the 
empyema  has  been  evacuated.  To  this  end,  therefore,  most  physicians  at  present 
open  the  pleural  cavity  in  empyema  by  an  incision — “ thoracotomy.”  We  incise 
it  by  layers  in  the  fifth  or  sixth  intercostal  space,  outside  of  the  mammillaiy  line. 
The  length  of  the  incision  is  some  two  or  three  centimetres.  After  the  pus  has 
been  removed  we  have  an  artificial  pneumothorax  opening  outward.  The  incision 
may  be  dilated  if  necessary,  and  a long  drainage-tube  is  then  thrust  through  it 
into  the  pleural  cavity,  the  external  end  being  prevented  from  slipping  into  the 
chest  by  transfixing  it  with  a safety-pin.  Then  an  antiseptic  bandage  is  applied, 
which  at  fixst  must  be  changed  frequently,  as  long  as  there  is  much  secretion.  If 
the  pus  has  a sufficient  exit,  the  fever  will  subside  at  once,  in  an  uncomplicated 
empyema.  A fresh  rise  of  temperature  almost  always  depends  upon  the  reten- 
tion of  pus.  The  point  of  puncture  is  soon  changed  to  a good  drainage-canal  by 
granulations.  We  can  then  take  out  the  tube,  clean  it,  aird  easily  reinsert  it.  If  all 
goes  well,  we  can  gradually  shorten  the  drainage-tube  more  and  more,  and  finally 
remove  it  altogether.  The  cavity  of  the  empyema  has  filled  with  granulations,  and 
thei’e  follows  a definite  healing,  almost  always,  of  course,  with  marked  contraction. 
Many  cases  do  not  run  so  undisturbed'  a course.  If  the  exit  is  insufficient,  we 
must  sometimes  dilate  the  opening  with  some  blunt  instrument,  and  insert  a larger 
tube.  In  simple  empyema,  whei’e  the  pus  does  not  smell  badly,  it  is  unnecessary 
to  wash  out  the  pleural  cavity  with  disinfecting  fluids,  like  salicylic  and  boracic 
acid  solution,  permanganate  of  potassium,  or  dilute  chlorine-water.  Carbolic  acid 
should  not  be  used,  on  account  of  the  danger  of  poisoning  by  it.  If  the  empyema 
is  septic,  or  if  there  is  fi’om  the  first  a stinking,  sanious  exudation,  it  is  necessary 
to  wash  it  out.  We  must  then  sometimes  make  a second  counter-opening  in  the 
chest-wall  in  order  to  get  a completely  free  discharge,  and  to  wash  out  the  jileural 
cavity  well.  The  details  upon  this  and  upon  many  other  special  points  in  the 
treatment  of  empyema,  and  especially  upon  the  resection  of  a rib,  which  is  some- 
times necessary,  are  to  be  found  in  the  text-books  on  surgery.  It  may  be  added 
that  in  the  surgical  clinic  at  Leipsic  the  ])leural  cavity  was  often  punctured  with 
an  ordinary  large-sized  trocar,  through  the  cannula  of  which  a drainage-tube  was 
introduced  into  the  chest.  The  cannula  was  then  removed,  and  the  further  treat- 
ment was  as  above  described. 

In  treating  the  chronic,  contracted  pleurisies  with  thickening,  but  without  fluid 
effusion,  methodical  respiratory  efforts,  “ lung-gymnastics,”  are  of  use.  Besides 
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these  Ave  should  strengthen  the  general  condition  as  much  as  possible.  We  should 
advise  the  patient  to  breathe  deeply,  and  prescribe  cold  sponging  of  the  chest  daily. 
Inspiration  of  compressed  air  by  means  of  a pneumatic  apparatus  is  often  accom- 
panied by  good  results.  Well-to-do  patients,  who  have  had  a severe  pleurisy, 
should  be  sent  to  a suitable  climatic  health-resort. 


0 

CHAPTER  II. 

PERIPLEURITIS. 

Under  the  name  of  “peripleuritis”  Wunderlich  was  the  first  to  describe  a rare 
form  of  disease,  which  consists  of  an  inflammation  of  the  connective  tissue 
between  the  costal  pleura  and  the  ribs,  and  which  terminates  in  the  formation  of 
an  abscess.  Similar  cases  have  since  been  repeatedly  observed,  and  all  were  char- 
acterized by  the  lack  of  any  discoverable  mtiology.  There  is  neither  a previous 
injui-y,  nor  a primary  disease  of  the  ribs  or  the  pleura.  Nevertheless  the  cause  must 
be  sought  in  an  invasion  of  micrococci,  which  excite  the  suppm-ation.  A knowl- 
edge of  the  j)articulars,  however,  can  only  be  gained  from  future  investigations. 
They  will  determine  whether  peripleuritis  can  be  regarded  as  an  independent  dis- 
ease or  not. 

The  disease  occurs  chiefly  in  men.  It  usually  begins  suddenly  with  a chill, 
and  runs  its  course  with  quite  a high  fever.  In  j>ronounced  cases  the  local  symp- 
toms have  the  greatest  similarity  to  those  of  an  empyema,  but  the  greater  protru- 
sion of  the  chest-wall  is  striking.  The  ribs  are  crowded  apart  by  the  abscess,  and 
there  is  often  spontaneous  ruptm’e  externally,  scarcely  ever  into  the  pleura.  Per- 
cussion gives  no  symptoms  of  disj)lacement  of  the  neighboring  organs,  a distin- 
guishing point  from  empyema.  It  is  of  diagnostic  significance  that  we  can  often 
discover  noianal  lung-tissue  containing  an*  below  the  abscess.  The  mobility  of  the 
lower  border  of  the  lung  is  also  usually  retained,  contrary  to  what  is  the  case  in 
empyema.  Another  important  sign  was  first  brought  to  notice  by  Bartels:  the 
wall  of  the  abscess  relaxes  on  inspiration  and  becomes  tense  on  expiration.  We 
may  also  mention  that  acute  nephritis  has  often  been  observed  among  the  comifiica- 
tions. 

From  these  points  we  may  be  able  to  make  the  diagnosis  during  life,  at  least  in 
many  ca.ses.  The  prognosis  is  quite  unfavorable,  but  recovery  does  occcur.  The 
treatment  can  be  only  operative,  and  is  quite  analogous  to  that  for  empyema. 


CHAPTER  HI. 

PNEUMOTHORAX. 

{Pj/o-pneuDiothorax.  Hero-pneumothorax.) 

.ffitioiogy. — Pneumothorax — that  is,  a collection  of  air  or  gas  in  the  pleural 
cavity  arises,  in  an  overwhelming  majority  of  cases,  from  tlie  penetration  of  air 
into  the  pleural  cavity  through  an  opening  iii  the  pleura.  The  opening  may  be 
in  the  external  chest-wall  from  a penetrating  wound  of  the  chest  or  an  empyema 
operation,  or  it  may  bo  in  the  pulmonary  pleura.  Pneumothorax  is  by  far  most 
frequently  as.sociated  with  phthisis,  when  a cavity  lying  beneath  the  pulmonary 
pleura  perforates  into  the  pleural  cavity.  This  is  more  apt  to  happen  iu  compara- 
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lively  acute  phtTiisis  than  in  very  chronic  forms,  because  the  extensive  adhesions 
and  contractions  in  the  latter  hinder  its  development.  It  usually  appears  in  quite 
far  advanced  cases,  hut  it  may  sometimes  arise  with  but  slight  changes  in  the 
lung. 

Pulmonary  gangrene  or  abscess,  as  well  as  phthisis,  may  cause  pneumothorax 
by  perforation  into  the  pleural  cavity.  It  may  also  arise  from  the  rupture  of  an 
empyema  into  the  lung.  In  some  cases  a perforation  of  the  oesophagus  or  stomach 
into  the  pleura,  as  in  gastric  ulcer,  has  been  observed,  with  the  formation  of  pneu- 
mothorax. 

The  development  of  this  condition  from  severe  injuries,  as  from  laceration 
.of  the  lung,  without  injury  to  the  chest-wall,  is  i-are.  Forced  respiratory  move- 
ments, associated  with  physical  exertion,  seem  especially  capable  of  exciting  such 
a process.  We  have  ourselves  seen  pneumothorax  develop  suddenly  in  a pre- 
viously healthy  woman  while  hanging  out  her  washing,  and  another  time  in  a 
young  man  during  very  labored  rowing.  Both  cases  recovered  rapidly  and  com- 
pletely. 

All  the  last-named  causes,  however,  are  far  less  important  than  phthisis.  We 
have  yet  to  mention  that  in  phthisis,  too,  there  is  sometimes  a definite  exciting 
cause — severe  coughing,  vomiting,  or  muscular  exertion — which  may  favor  the 
development  of  the  pneumothorax. 

Many  author’s  maintain  that,  by  decomposition  of  a putrid  pleuritic  effusion, 
gas  may  he  irroduced,  and  thus  we  may  have  pneumothorax ; but  such  an  event  is 
extremely  rare,  if  it  ever  happens. 

Pathological  Anatomy. — On  oirening  the  pleural  cavity  a part  of  the  an-  usu- 
ally rushes  out,  sometimes  with  an  audible  noise.  We  then  look  into  a lai’ge 
cavity  filled  with  air,  and  find,  in  total  pneumothorax,  the  lung  completely  re- 
tracted and  lying  compressed  against  the  vertebral  column.  If,  however,  the  air 
fills  only  a part  of  the  pleural  cavity,  as  a result  of  extensive  adhesions  of  the 
pleui’Ee,  we  speak  of  a cu’cumscribed  or  sacculated  pneumothorax.  The  amount  of 
air  contained  in  the  pleural  cavity  may  reach  2,000  cubic  centimetres.  The  pressure 
which  it  is  under  is  almost  always  po.sitive— on  an  average  five  or  ten  centimetres 
of  water. 

In  the  cases  of  pneumothorax  arising  from  iDerforation  of  the  pulmonary  pleura 
we  can  usually  make  out  the  point  of  perforation  in  the  lungs.  This  is  more  fre- 
quently situated  in  the  upper  lobe  than  in  the  lower.  Sometimes  it  is  ah’eady 
grown  over  or  is  covered  by  a layer  of  fibrine,  and  can  no  longer  be  found.  The 
opening  is  usually  quite  small,  hut  it  may  reach  the  size  of  a ten-cent  ])iece.  Left- 
sided pneumothorax  seems  to  be  somewhat  more  frequent  than  right-sided. 

The  pleui’a  itself  is  only  rarely  normal.  Usually  agents  of  inflammation  have 
entered  it  with  the  air,  and  hence  it  is  found  in  a state  of  inflammation.  A part 
of  the  cavity  is  then  filled  with  effusion.  This  is  usually  wholly  purulent — pyo- 
pneumothorax— or  sero-purulent,  but  it  may  even  be  serous  or  scro-fibrinous— 
sero-pneumothorax,  or  hydro-pneumothorax. 

The  neighboring  organs,* especially  the  heart  and  liver,  are  found  pushed  out 
of  their  normal  position,  as  in  large  pleuritic  efifusions. 

Symptoms  and  Course. — The  onset  of  pneumothorax  (we  speak  in  what 
follows  especially  of  pneumothorax  in  phthisis)  is  quite  often  made  known  by  a 
sudden  pain,  usually  associated  with  an  increase  of  the  dyspnoea  and  of  the  general 
symptoms.  There  is  sometimes  collapse.  The  temperature  sinks  below  normal, 
the  pulse  rises  to  140  and  over.  The  i^atient  looks  pale  and  cyanotic.  He  usually 
sits  upright  or  is  in  a half-sitting  position  in  bed,  either  more  on  the  affected  side, 
in  order  to  use  the  normal  lung  as  much  as  possible  for  breathing,  or  more  on  the 
sound  side  on  account  of  the  tenderness.  If  the  pneumothorax  has  come  on  as 
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a result  of  the  rupture  of  an  empyema  into  the  lungs,  there  is  at  the  same  time  a 
very  abumlant  expectoration  of  pus. 

Although  in  many  cases  the  symptoms  mentioned  lead  to  a suspicion  of  pneu- 
mothorax, yet  a certain  diagnosis  can  be  made  only  after  a physical  examination. 

Inspection  gives  a very  marked  distention  of  the  affected  side.  The  intercostal 
spaces  are  stretched  out,  or  even  protruded.  In  some  cases,  as  we  have  ourselves 
noticed,  there  is  a marked  elastic  “air-cushion  feeling”  on  palpating  the  intercostal 
spaces.  On  respiration,  the  affected  side  is  almost  entirely  motionless,  while  the 
exciu’sions  of  the  other  side  ai’e  the  more  marked.  The  displacement  of  the  heart 
is  often  evident  from  the  visible  displacement  of  the  apex-beat. 

Percussion  gives  over  the  pneumothorax  a remarkably  loud,  full,  deep  note, 
but  usually  not  tympanitic,  on  account  of  the  tension  of  the  walls.  It  is  especially 
important  to  note  that  this  resonance  extends  beyond  the  normal  limits  of  the 
lung  on  the  right  down  to  the  seventh  or  eighth  rib,  and  on  the  left  to  the  fifth  or 
sixth  rib,  and  sometimes  even  to  the  edge  of  the  thorax. 

The  displacement  of  the  neighboring  organs  can  also  be  made  out  by  percus- 
sion. With  right-sided  pneumothorax  we  find  the  lower  border  of  the  liver  dull- 
ness abnormally  low,  and  the  left  border  of  the  cardiac  dullness  pushed  over  to 
the  anterior  axillary  line.  In  left-sided  pneumothorax  the  cardiac  dullness  is 
usually  entirely  absent  from  its  normal  place,  and  is  found  instead  to  the  right  of 
the  sternum.  The  left  lobe  of  the  liver  is  pushed  downwai’d,  and  we  do  not  find 
tympanitic  resonance  in  the  semilunar  space. 

Upon  auscultation  we  ai’e  struck  by  the  entire  absence  of  respiratory  murmur. 
This  is  in  sjjecial  contrast  to  the  clear  resonance  on  percussion.  In  other  cases, 
however,  we  hear  a number  of  metallic  sounds,  at  least  in  many  places  and  at 
many  times,  which  are  very  characteristic  of  pneumothorax.  First  among  these 
is  amphoric,  metallic  respiration.  This  arises  in  open  pneumothorax  {vide  infra) 
from  the  direct  passage  of  the  air  in  and  out,  but  in  all  other  cases  it  is  the  ordi- 
nary respiratory  murmur  of  the  larynx,  trachea,  and  lungs,  which  has  acquired  a 
metallic  timbre  from  resonance  in  the  pneumothorax.  In  an  analogous  way  arise 
the  metallic-sounding  rales  [“  metallic  tinkling  ”],  and  tlie  metallic  resonance  of 
the  cough  and  voice.  Heubner  has  devised  a particularly  beautiful  and  practi- 
cally important  method  for  demonstrating  the  metallic  sound  in  pneumothorax. 
If  we  strike  lightl3’’  on  a ifieximeter  with  a little  rod,  usually  the  handle  of  a per- 
cussion hammer,  while  we  auscult  near  it — “ rod  percussion  ” — we  very  often  hear 
quite  a distinct  high  metallic  sound. 

The  vocal  fremitus  over  a pneumothorax  is  usually  diminished,  but  it  maj'  be 
felt  in  spite  of  quite  a large  collection  of  air. 

A number  of  special  physical  signs  are  found  if  a purulent  or  serous  effusion 
be  added  to  the  pneumothorax.  In  the  first  place,  the  resonance  is  thereby  ren- 
dered dull,  to  a greater  or  less  extent,  in  the  lower  parts  of  the  chest.  The  bound- 
aries of  the  fluid  by  percussion  show  a very  evident  change  with  the  patient’s 
change  of  position,  because  the  fluid  in  pneumothoi’ax  can  move  easilj'  in  all 
directions.  Since  the  form  of  the  air-space  left  must  therefore  change,  tlie  i)itch 
of  all  the  metallic  sounds  manifest  anywhere  must  change  too,  when  the  patient 
sits  uj)  or  lies  down — Bicrmer’s  change  of  note.  In  many  cases  at  everj^  motion  of 
the  fluid,  excited  for  example  by  .slightly  shaking  the  patient,  there  arises  a metal- 
lic .splashing  sound,  the  so-callcd  succussion  of  Hippocrates. 

Ponns  of  Pneumothorax. — According  to  the  condition  of  the  perforation  during 
life,  we  distingui.sh  three  kiiids  of  pneumothorax  (Weil).  We  speak  of  an  “open 
pneumothorax,”  if  the  point  of  perforation  remains  o]ien,  so  that  the  air  on  respi- 
ration constantly  pa.sses  in  and  out  of  the  pleural  cavity.  If  the  perforation  is 
completely  closed,  we  have  a “closed  pneumothorax.”  The  third  and  most  fi’e- 
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quent  form  is  the  “ valvular  pneumothorax,”  in  which  air  enters  the  ijleural  cavity 
at  each  insphatiou,  but  on  exi^ii’ation  there  is  a valve-like  closure  of  the  perfora- 
tion, and  thus  the  air  can  not  escape  again ; but  as  soon  as  the  pressure  in  the 
pleui’al  cavity  increases  so  that  no  more  air  can  enter  it  on  inspiration,  the  valvu- 
lar pneumothorax  becomes  closed.  In  open  pneumothorax  the  pressure  in  the 
pleural  cavity  must  be  the  same  as  the  atmospheric  pressure.  A positive  pressure 
in  the  pleural  cavity  can  exist  only  in  a closed  or  a valvular  pneumothorax. 

The  clinical  diagnosis  of  the  form  of  pneumothorax  is  not  always  possible,  and 
has  usually  no  great  pi’actical  importance.  The  very  loud,  metallic,  amphoric 
respiratory  murmur,  which  may  be  heard  in  open  pneumothorax,  must  be  men- 
tioned, and  Wintrich’s  change  of  pitch  (see  page  223)  can  sometimes  be  heai-d 
in  this  form.  It  is  worthy  of  mention  that  symptoms  of  displacement  of  the 
neighboring  oi’gans  must  also  arise  in  open  pneumothorax.  The  predonunant 
atmospheric  pressure  here  is  positive  in  contrast  to  the  negative  pressure  in  the 
other  pleural  cavity,  and  to  the  normal  negative  pressure  which  previously 
acted  on  the  upper  siu’face  of  the  diaphragm.  A very  marked  ijrotrusion  of  the 
affected  side,  and  great  displacement  of  the  heart  and  liver,  however,  speak  most 
strongly  against  an  open  pneumothorax.  Some  authors  have  tried  to  find  a j)oiiit 
of  distinction  for  the  different  forms  of  pneumothorax  in  the  composition  of  the 
gas  in  the  pleural  cavity,  but  the  results  of  chemical  analysis  are  still  contradic- 
tory. According  to  Ewald,  we  find  in  open  pneumothorax  not  over  five  per  cent, 
of  carbonic  acid  and  about  twelve  to  eighteen  per  cent,  of  oxygen ; in  closed  pneu- 
mothorax, however,  fifteen  to  twenty  per  cent,  of  carbonic  acid  and  ten  per  cent, 
at  most  of  oxygen.  If  in  an  open  pyo-pueumotboi’ax  or  sero-pneumothorax  tbo 
point  of  perforation  lies  below  tbe  level  of  the  fluid,  there  sometimes  arise  on 
every  inspiration  metallic  sounds,  since  the  bubbles  of  air  chawn  in  rise  and  come 
up  thimigh  the  fluid — “the  water-pipe  sound,”  “metallic  tinkling.”  A peculiar 
sipping  and  short  snapping  sound  on  inspii’ation,  heard  by  us  in  one  case,  seems  to 
point  du’ectly  to  the  existence  of  a valvular  pneumothorax.  Upon  change  of  po- 
sition of  the  patient  we  can  often  make  out  Biei’mer’s  change  of  note. 

Course  of  the  Disease. — In  many  cases  the  occurrence  of  pneumothorax  causes 
such  a high  degree  of  respiratory  disturbance  that  death  ensues  in  a few  hours  or 
days.  In  other  cases  the  patient  improves,  and  may  feel  quite  well  for  a long  time 
in  spite  of  the  condition.  Usually,  of  course,  the  underlying  disease,  commonly 
phthisis,  leads  to  death  after  a longer  or  shorter  period.  Pneumothorax  may  some- 
times heal.  The  healing  takes  place  in  this  way,  that  the  air  is  first  replaced  by 
a fluid  effusion,  and  then  the  latter  is  gradually  absorbed,  but  tbe  ah'  may  also  be 
wholly  or  partly  absorbed.  It  depends  upon  the  origin  of  the  lesion,  then,  and 
upon  the  intensity  of  the  underlying  disease,  whether  the  recovery  is  permanent 
or  not. 

Diagnosis. — The  diagnosis  of  pneumothorax  is  usually  easy  with  careful  exami- 
nation, but  tbe  symptoms  may  sometimes  be  of  so  little  prominence  as  to  excuse 
overlooking  it.  It  is  very  difficult  and  often  quite  impossible  to  make  a differen- 
tial diagnosis  between  very  large  cavities  and  a saccular  pneumotborax,  since  botb 
conditions  must  have  in  part  precisely  the  same  symptoms.  We  may  mention  as 
the  chief  points  in  distinction : A cavity  is  apt  to  be  situated  in  the  apex,  pneumo- 
thorax in  the  lower  part  of  the  thorax;  over  a cavity  the  chest-wall  is  often 
sunken  in,  over  pneumothorax  it  is  prominent;  the  vocal  fremitus  is  usually 
marked  over  a cavity,  weak  over  pneumothorax ; symptoms  of  displacement,  and 
also  evident  succussion,  point  to  pneumothorax. 

Treatment. — Tlie  only  remedy  which  can  alleviate  the  often  severe  symptoms 
is  morphine.  In  hopeless  cases  we  may  confine  ourselves  to  prescribing  this 
exclusively,  both  internally  and  subcutaneously;  but  in  cases  where  the  patient’s 
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previous  strength  was  fairly  good,  Ave  may  try  to  obtain,  by  operative  inter- 
ference an  improvement  of  the  symptoms,  and  finally  a complete  healing  of  the 
pneumothorax.  If  there  is  simple  pneumothorax  without  a fluid  effusion,  we  try 
to  remove  as  much  air  as  possible  by  aspiration.  With  a large  serous  effusion  re- 
moval of  the  effusion  is  indicated,  and  with  purulent  effusion  either  a simple  punct- 
ure or  better,  puncture  or  incision  with  subsequent  drainage.  The  method  then  is 
lust  the  same  as  in  the  treatment  of  empyema.  We  must  also  state  that  the  above- 
mentioned  improvement  or  healing  in  pneumothorax  has  been  repeatedly  observed 
independently  of  any  operative  interference. 


CHAPTER  IV. 

HYDROTHORAX.  H.S3MATOTHORAX. 

1.  Hydrothorax. — We  term  the  occmwence  of  a serous  transudation  into  the 
pleural  cavity,  independent  of  an  inflammation  of  the  pleura,  hydrothorax,  or 
thoracic  dropsy.  The  cause  of  hydi’othorax  is  in  rare  cases  a local  hindrance  to 
the  outflow  of  venous  blood  or  lymph  from  the  thorax,  as  in  compression  of  the 
veins  or  of  the  thoracic  duct  by  tumors;  but  in  the  great  majority  of  cases  the 
hydrothorax  is  part  of  a general  dropsy,  occurring  especially  in  pulmonary 
emiihysema  and  in  cardiac  or  renal  disease.  Hydrothorax  is  often  first  develojped 
after  marked  oedema  of  the  subcutaneous  cellular  tissue  and  ascites,  but  it  may 
sometimes  be  one  of  the  fli’st  symptoms  of  dropsy.  It  is  usually  bilateral,  but  it  is 
often  unilateral,  or  at  least  much  larger  on  one  side  than  on  the  other.  The 
pleura  itself  is  normal  or  else  oedematous.  We  often  find  it  traversed  with  a net- 
work of  dilated  lymphatics.  The  serous  fluid  in  hydrothorax  is  distinguished 
from  an  inflammatory  serous  effusion  by  the  smaller  amount  of  albumen  in  it,  by 
the  scanty  number  of  cell-elements,  and  by  the  absence  of  or  the  slight  tendency 
to  spontaneous  coagulation. 

The  clinical  importance  of  hydrothorax  lies  in  the  hindrance  to  respiration 
which  it  causes.  As  a result  of  this  the  hydrothorax  may  be  regarded  in  many 
cases,  especially  in  renal  disease,  as  the  chief  cause  of  death.  The  objective  evi- 
dence of  it  comes  from  the  physical  examination,  which  must,  in  general,  give 
the  same  signs  as  in  pleuritic  effusion.  We  can  note  only  the  bronchial  respira- 
tion from  compression  in  hydrothorax,  which  is  often  very  loud,  and  which  may 
even  give  rise  to  a confusion  with  pneumonic  infiltration  in  the  lungs. 
This  frequent  and  very  loud  respiratory  murmur,  contrasting  with  that  of  pleu- 
ritic effusion,  is  explained  by  the  normal  condition  of  the  lungs  and  the  absence 
of  all  adhesions.  For  the  same  reason,  too,  the  change  in  the  boundary  of  the 
dullne.ss,  as  a result  of  the  patient’s  change  of  position,  is  usually  more  marked  in 
hydrothorax  than  in  pleuritic  effusion.  We  often  hear  crepitant  lules  over  the 
hydrothorax,  which  arise  in  the  retracted  and  partly  atelectatic  lung.  The  chief 
factor,  however,  in  distinguishing  hydrothorax  from  a pleuritic  efi’usion  is  the 
character  of  the  primary  disease  if  any  exists. 

The  treatment  is  directed  especially  to  the  underlying  disease.  If  wo  succeed 
m regulating  the  heart’s  action,  or  in  restoring  the  secretion  of  urine,  the  hydro- 
thorax often  disappears  with  the  other  dropsical  symptoms.  If  the  dyspnoea 
caused  by  it  reaches  a dangerous  degree,  we  often  see  great  relief  from  aspirating 
the  fluid.  The  nature  of  the  underlying  condition,  of  course,  renders  the  benefit 
in  many  cases  only  transitory. 

Hsmatothorax. — Effusions  of  blood  into  the  pleural  cavity  (hmmatothorax) 
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arise  most  frequently  from  traumatic  lacerations  of  blood-vessels,  rarely  from  tbe 
bursting  of  an  aneurism  of  the  aorta  into  the  pleural  cavity,  from  erosion  of  an 
intercostal  artery  in  cai’ies  of  tbe  ribs,  from  the  rupture  of  a cavity  into  the  pleura 
in  phthisis,  if  it  simultaneously  opens  a blood-vessel,  etc.  In  many  such  cases  a 
typical  exudative  pleurisy  follows  the  effusion  of  blood.  The  physical  signs  are 
the  same  as  in  other  pleural  effusions.  Severe  dyspnoea  may  demand  the  removal 
of  the  blood  by  j)unctui’e,  or  even  by  an  incision. 


CHAPTER  V. 

NEW  GROWTHS  OF  THE  PLEURA. 

The  majority  of  new  growths  occurring  in  the  pleura  are  of  a secondary  nature. 
We  sometimes  find  single  mef astatic  nodules  of  cancer  in  the  pleura  after  primary 
carcinoma  of  other  oi’gans,  especially  of  the  mammary  gland  and  the  lungs,  but 
most  carcinomata  of  the  pleura  arise  from  primary  carcinomata  of  the  lungs 
owing  to  a direct  invasion  of  the  pleura  by  the  new  growth. 

Of  the  primary  new  growths  in  the  pleura,  only  one  is  of  great  importance — 
the  endothelial  carcinoma,  first  described  by  E.  Wagner.  This  develops  de  novo, 
in  a diffuse  manner*,  from  a prolifer*ation  of  the  endothelial  cells  of  the  lymphatics 
and  the  connective  tissue.  Metastases  occur  in  the  lungs,  in  the  lymph-glands,  in 
the  liver,  in  the  muscles,  etc. 

Single  secondary  nodules  of  cancer  in  the  pleura  cause  no  special  clinical  symp- 
toms, but  the  cases  of  diffuse  cancer  of  the  pleura  as  a result  of  irrimary  cancer  of 
the  lungs  are  important,  inasmuch  as  the  symptoms  of  disease  of  the  pleur*a  often 
quite  predomirrate  over  the  irulmonary  disease.  The  dullness  is  intense,  the  re- 
spiratory murmur  and  the  vocal  fremitus  diminished.  In  one  such  case  we  saw 
a proliferation  of  the  cancer  upon  the  ribs  in  front  so  that  there  was  externally  a 
very  marked  circumscribed  swelling.  The  character  of  the  sputum  is  the  only 
thing  that  can  give  us  definite  information  as  to  the  origin  of  the  new  growth 
in  the  lungs  (see  the  chapter  on  cancer  of  the  lungs). 

Primary  endothelial  carcinoma  of  the  pleura  runs  a course  similar  to  chronic 
pleurisy.  As  we  sometimes  find  a co-existing  fluid  effusion  in  the  pleural  cavity, 
displacement  of  the  neighboring  organs  may  occur.  The  affection  goes  on  for  a 
long  time  without  fever,  or  with  slight  and  h’regular  elevations  of  temperature. 
Most  cancers  of  the  pleura  are  associated  with  severe  pain. 

The  diagnosis  of  new  growths  in  the  pleura  can  usually  be  made  only,  if  at  all, 
in  the  more  advanced  stages  of  the  disease.  At  first  almost  all  the  cases  are 
regarded  as  simple  or  tubercular  chronic  pleurisy.  The  diagnosis  is  founded  less 
upon  the  physical  signs  than  upon  the  genei*al  course  of  the  disease,  the  habit  of 
the  patient,  and  the  evidence  of  some  metastases  in  the  glands  and  other  organs. 
In  some  cases  characteristic  elements  of  the  new  growth  can  be  found  by  the 
microscope  in  the  cloudy  fluid  obtained  by  an  exploratory  punctiu’e. 

The  prognosis  is  absolutely  unfavorable,  the  treatment  purely  symptomatic.  In 
endothelial  carcinoma  we  might  perhaps  try  arsenic  internally. 
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CHAPTEE  VI. 

MEDIASTINAL  TUMORS. 

In  the  anterior  mediastinum,  in  quite  rare  cases,  extensive  new  growths  occur, 
which  are  of  importance  on  account  of  their  severe  clinical  symptoms.  The 
point  of  origin  for  the  tumor  is  either  the  mediastinal  lymph-glands,  or  the 
connective  tissue,  or  sometimes  the  remains  of  the  thymus  gland.  In  their 
anatomical  character  the  tumors  are  almost  always  sarcomata,  usually  lympho- 
sarcoma, rarely  alveolar  sarcoma.  They  usually  occur  in  youth  or  middle  age, 
and  are  somewhat  more  frequent  in  men  than  in  women.  The  special  setiological 
factors  are  unknown.  In  some  cases  an  injury  is  stated  to  he  the  cause  of  their 
origin. 

The  clinical  symptoms  are  usually  of  a very  indefinite  nature  at  first.  The 
patient  complains  of  general  languor,  headache,  pain  in  the  chest,  and  slight  diffi- 
culty in  bi'eathing,  and  only  gradually  do  severe  subjective  and  objective  symp- 
toms develop  in  the  chest. 

The  symptoms  are  in  part  directly  due  to  the  tumor,  but  in  larger  part  they  are 
symptoms  of  compression  from  the  gradually  increasing  pressure  of  the  tumor 
on  a number  of  neighboring  organs. 

The  pain  in  the  chest,  which  is  located  chiefly  in  the  sternal  region,  and  is 
associated  with  a marked  feeling  of  oppression,  may  be  very  severe.  It  sometimes 
shoots  into  the  lateral  portions  of  the  chest  and  into  the  arms,  showing  pressure 
on  the  brachial  plexus. 

The  dyspnoea  may  finally  increase  to  an  extreme  degree.  A patient  with 
lympho-sarcoma  under  om-  observation  could,  in  the  last  days  of  her  life,  breathe 
only  while  standing.  The  dyspnoea  is  due  to  a compression  of  the  heart  and 
lungs,  and  sometimes  to  actual  stenosis  of  the  trachea  or  a primai’y  bronchus. 
Paralysis  of  the  dilators  of  the  glottis  may  also  occur  from  a pressure  paralysis 
of  the  recm'rent  nerves.  Paralysis  of  one  vocal  cord  has  been  repeatedly  observed. 
In  the  case  mentioned  above  a marked  goitre  developed,  as  a result  of  vascular 
stasis,  which  further  increased  the  dyspnoea  by  pressure  on  the  trachea.  A hydro- 
thorax from  local  venous  stasis  may  also  aid  in  increasing  the  dyspnoea. 

Pressure  on  the  oesophagus,  and  disturbances  of  deglutition  due  to  it,  are  raj’e. 
Pressure  on  the  vagus  nerve  and  the  sympathetic  sometimes  causes  anomalies  in 
the  rate  of  the  pulse — either  marked  acceleration  or  slowing  of  the  pulse..  If 
the  sympathetic  is  involved  there  is  inequality  of  the  pupils.  In  some  cases,  by 
pressure  on  the  tumor,  an  artificial  dilatation  of  the  pupil  can  be  excited  at  will. 
By  pressure  on  the  vessels,  especially  on  the  superior  vena  cava,  the  subclavian 
vein,  etc.,  oedema  and  cyanosis  may  arise  in  the  corresponding  parts  of  the  body. 

Objective  examination  of  the  chest  gives  a marked  diffuse  prominence  of  the 
sternal  region  in  a part  of  the  advanced  cases;  in  other  cases  this  swelling  is 
absent.  The  discovery  of  an  abnormal  dullness  in  the  anterior  part  of  the  chest 
is  of  diagnostic  importance;  this  usually  joins  the  cardiac  dullness  on  the  left, 
and  on  the  right  it  extends  a varying  distance  beyond  the  right  border  of  the 
sternum.  The  heart  is  often  pushed  somewhat  to  the  left.  We  heard  over  tlie 
pulmonary  artery  in  our  case  a marked  systolic  murmur,  caused  by  comjjressiou 
of  the  vessel.  A dissimilarity  of  the  pulse  on  the  two  sides  is  not  infrequent. 

The  diagnosis  of  a mediastinal  tumor  is  usually  possible  in  cases  with  well- 
marked  symptoms,  but  in  other  cases  it  is  difficult  and  uncertain.  The  differential 
lagnosis  between  mediastinal  tumors  and  aneurism  of  the  aorta  {q.  v.)  causes 
fis])eoially  great  difficulty.  Tumors  may  also  bo  confounded  with  abscesses  in  the 
anterior  mediastinum. 
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The  prognosis  is  in  all  cases  absolutely  unfavorable.  The  disease  terminates 
fatally,  sometimes  after  a duration  of  six  months  or  a year. 

The  treatment  can  be  only  symptomatic.  Internally  we  may  try  iodide  of  po-  ; 

tassium  or  arsenic,  and  externally  iodoform  ointment.  In  the  last  stages  of  the 
disease  we  must  try  to  alleviate  the  patient’s  great  distress  by  narcotics. 


CHAPTER  VII. 


ACTINOMYCOSIS  OP  THE  THORACIC  CAVITY. 


Bollinger  and  others  have  described  a peculiar  tumor  affecting  the  jaw-bones 
of  cattle,  and  occasioned  by  the  presence  of  a special  form  of  fungus,  known  as  the 
actinomyces  or  ray-fungus.  More  recently  a class  of  diseases  has  been  studied 
in  human  beings,  occasioned  by  the  same  fungus  (Ponfick,  Israel,  and  others). 
These  diseases  may,  as  in  cattle,  affect  the  jaws,  the  floor  of  the  mouth,  and  the 
neck;  but  in  these  cases  they  are  mainly  of  surgical  interest.  The  actinomycotic 
diseases  of  the  internal  organs,  however,  possess  a great  clinical  importance;  and, 
inasmuch  as  the  lungs  and  pleura  are  the  most  frequently  affected  organs,  it  will 
be  well  to  pi*esent  briefly  here  the  most  important  facts  which  have  as  yet  been 
learned  with  regard  to  actinomycosis.  The  botanical  position  of  actinomyces  has 
not  yet  been  definitively  settled.  Cohn  and  O.  Israel  regard  it  as  a mold  fmigus. 
Bostrom,  on  the  other  hand,  classes  it  with  the  algae,  and  namely  with  the  variety 

cladothrix.  In  its  growth,  the  fungus  forms 
small  or  moderate-sized  gray  or  sulphur- 
yellow  nodules  which  may  be  distinguished 
with  the  naked  eye  in  the  pus  of  the  dis- 
eased tissue  (see  below),  and  Avhich  upon 
microscopic  e.xamination  resolve  them- 
selves into  a tangle  of  mycelium.  It  is  an 
especial  characteristic  that  many  of  these 
mycelia  bear  on  their  ends  a club-shaped 
swelling.  These  are  jilaced  for  the  most 
part  like  radii  on  the  periphery  of  a nod- 
ule, and  so  surround  the  entire  mass  like 
a circlet  of  rays  (see  Pig.  28).  In  nature 
actinomyces  seems  to  appear  especially 
upon  plants,  for  example  upon  the  beard 
of  spikes  of  wheat.  Thus  is  explained  the 
frequency  of  infection  in  the  plant-eating 
cattle,  and  a similar  direct  mfection  seems 
occasionally  to  he  possible  in  man.  It  is 
worthy  of  note  that  the  fungus  seems  to 
locate  itself  often  in  carious  teeth.  Thus 
apparently  arises  the  above-mentioned  dis- 
ease in  the  buccal  cavity;  while  on  the 
other  hand,  the  fungus  may  be  carried  further  by  inspiration  into  the  respiratory 
tract,  or  by  swallowing  into  the  primoe  vice.  Of  course  it  may  also  be  directly 
swallowed  or  inhaled. 

W herever  the  fungus  fastens  itself  in  the  body  it  occasions  first  a new  growth 
of  granulation-tissue,  which  has  a tendency  to  break  down  into  a whitish  or 
brownish  pasty  mass.  The  brown  color  is  occasioned  by  the  hmmorrhage  which 


Fig.  28. — JIasses  of  actinomyces,  from  Johne. 
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frequently  occiu’s.  Very  often  actinomycosis  goes  on  to  suppuration;  still,  this 
pi-obably  depends  upon  the  influence  of  pathogenic  germs  which  have  secondarily 
infected  the  part.  Of  especial  importance  is  the  tendency  of  the  disease  to  extend 
fi-om  the  lungs  to  the  pleura  and  from  the  pleura  to  the  peripleuritic  connective 
tissue,  and  still  further  to  the  wall  of  the  thorax.  Thus  arise  not  only  extensive 
abscesses  and  wide-branching  flstulous  tracts,  but  also  a very  characteristic, 
extremely  tough  infiltration  of  interstitial  tissue  in  the  affected  part.  Not  infre- 
quently there  is  at  last  a perforation  reaching  the  outer  surface  of  the  body. 

The  entire  process,  as  a rule,  is  slow  and  insidious,  but  constantly  progressive. 
The  symptoms  consist  at  first  in  slight  thoracic  discomfort,  pain,  cough,  and  expec- 
toration. Physical  examination  will  often  detect  changes'  in  the  lungs,  hut  the 
correct  interpretation  of  the  signs  found  is  of  course  at  fii’st  difficult,  if  not  impos- 
sible. The  more  the  disease  spreads  the  greater  is  the  distress.  Usually  there  is 
hectic  fever,  which  may  assume  a pysemic  character  if  there  is  extensive  suppura- 
tion. The  patient  gradually  loses  flesh,  and  in  repeated  instances  amyloid  degen- 
eration of  the  liver,  spleen,  and  kidneys  has  been  obsei’ved.  If  a focus  breaks  into 
a pulmonaiy  vein,  the  disease  may  be  developed  by  metastasis  in  other  internal 
viscera.  Moreover,  there  may  be  a direct  extension  of  the  disease  to  the  pericar- 
dium, or  through  the  diaphragm  into  the  peritoneal  cavity. 

The  diagnosis  of  actinomycosis  is  at  flrst  difficult.  It  is  established  when  the 
characteristic  fungus  is  found  in  the  sputum,  but  this  has  occurred  in  only  a few 
cases  as  yet.  If  very  extensive  peripleuritic  and  pericostal  suppuration  has  taken 
place,  and  the  process  has  spontaneously  broken  outward  or  been  laid  open  by 
surgical  means,  the  demonstration  above  described  in  reference  to  the  fungus  is 
easy. 

The  treatment  can  only  be  symptomatic,  unless  the  diseased  spot  can  be  reached 
by  operation,  aud  then  the  treatment  becomes  surgical.  Permanent  cure  has  so 
far  been  attained  in  but  rare  instances. 


DISEASES  OP  THE  CIRCULATORY  ORGANS. 


SECTION  I. 

Diseases  of  the  Heart. 

CHAPTER  I. 

ACUTE  ENDOCARDITIS. 

(Endocarditis  verrucosa.  Endocarditis  ulcerosa.) 

.ffitiolog^. — Excitants  of  inflammation  of  different  sorts,  which  circulate  in  the 
blood,  may  settle  on  the  endocardium,  especially  on  the  valves  of  the  heart,  and 
there  give  rise  to  an  acute  endocarditis.  Endocarditis,  therefore,  in  its  setiological 
relations,  is  not  to  be  regarded  as  a single  disease ; infectious  agents  of  inflamma- 
tion seem  to  be  its  chief,  if  not  exclusive,  cause.  Lately,  pathogenic  micro-organ- 
isms have  been  injected  into  the  blood  (the  streptococcus  pyogenes,  staphylococcus 
aureus,  and  others),  and  in  this  way  an  artificial  endocarditis  has  been  set  up  in 
animals.  The  expei’iments  are  more  apt  to  succeed  if  the  valves  or  the  inner  coat 
of  the  vessels  have  been  subjected  to  some  slight  injury  before  the  injection, 
thus  promoting  the  settling  of  the  germs  upon  them  (Orth  and  Wyssokowitsch, 
Ribbert). 

Of  the  infectious  diseases  to  which  man  is  liable,  it  is  predominantly  acute 
articular  rheumatism  in  which  acute  endocarditis  is  a frequent  and  important 
complication.  Endocarditis  also  occurs  in  certain  diseases  which  are  probably 
allied  mtiologically  to  articular  rheumatism,  in  certain  forms  of  “ haemorrhagic 
disease,”  such  as  peliosis  rheumatica,  and  in  chorea.  The  appearance  of  endocar- 
ditis as  a result  of  gonorrhoea  or  of  gonorrhoeal  rheumatisna  is  rare,  but  it  has  cer- 
tainly occurred.  In  the  course  of  the  acute  exanthemata,  too,  like  scarlet  fever 
and  measles,  as  well  as  in  acute  and  chronic  nephritis,  we  sometimes  notice  the 
appearance  of  an  acute  endocarditis. 

While  endocarditis  in  the  diseases  previously  named  often  takes  a severe 
course,  in  many  other  infectious  diseases — like  typhoid,  small-pox,  and  quite  fi’e- 
quently  chronic  iihthisis — slight  inflammations  of  the  endocardium  are  often 
found  in  the  cadaver,  which  have  an  anatomical  but  not  a clinical  interest.  These 
probably  are  not  directly  connected  with  the  iirimary  disease,  but  ai-e  a complica- 
tion due  to  the  absoi’ption  of  septic  material,  the  occurrence  of  this  state  of  things 
being  easily  explained  by  the  ulcerative  processes  of  phthisis,  the  intestinal  ulcei’s 
of  typhoid,  etc.  We  can  probably  explain  in  an  analogous  fashion  the  origin  of 
the  limited  endocarditic  aggregations  which  we  sometimes  find  in  persons  who 
have  died  of  ulcerative  carcinomata,  and  similar  diseases. 

Acute  endocarditis  plays  a very  important  r6le  as  a complication  of  severe 
septic  and  pysemic  diseases.  Beyond  a doubt  the  same  pathogenic  bacteria  are 
here  the  cau.se  both  of  the  general  sepsis  and  of  the  special  acute  endocai’ditis; 
but  the  latter  at  times  stands  so  prominently  in  the  central  point  of  the  picture 
(-*701 
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that  we  may  very  well  give  its  name  to  the  whole  disease,  on  the  principle  “ a 
potiori  fit  denominatio." 

Finally,  we  have  still  to  mention  the  important  fact  that  acute  endocarditis 
quite  frequently  develops  on  the  soil  of  an  already  existing  chronic  endocarditis— 
the  so-called  acute  recurring  endocarditis.  In  women,  pregnancy  and  ihe  puer- 
peral state  sometimes  seem  to  give  the  occasion  for  a recrudescence  of  the  endo- 
carditis; but  possibly  the  old  endocarditis  merely  furnishes  a favorable  soil  for  a 
new  infection. 

Pathological  Anatomy. — We  usually  distinguish  an  endocarditis  verrucosa, 
with  the  formation  of  large  or  small  papillary  nodules  on  the  endocardium,  and 
an  endocarditis  tdcerosa  {endocarditis  diphtheritica),  with  ulcerations  as  a result 
of  the  destruction  and  wasting  away  of  the  superficially  necrosed  tissue.  The 
malignant,  invariably  fatal  form  of  severe  septic  endocarditis  is  chiefly  ulcerative 
endocarditis.  Endocarditis  verrucosa  is  the  milder  form,  which  is  seen  especially 
in  acute  rheumatism,  but  we  can  not  draw  either  a sharp  anatomical  or  a sharp 
clinical  distinction  between  the  two,  since  malignant  cases  of  endocarditis  veiTU- 
cosa  are  also  observed.  It  is  ajt  present  still  impossible  to  give  a positive  mtiolog- 
ical  classification  of  the  different  forms  of  endocarditis. 

The  endocardial  growths  are  usually  situated  on  the  valves,  especially  on  their 
edges  of  closure.  More  rarely  we  find  them  on  the  chordm  tendineae  and  on  the 
endocardium  of  the  ventricle  and  auricle.  In  the  mildest  cases  they  are  scarcely 
as  large  as  the  head  of  a pin,  hut  in  severe  cases  they  may  increase  to  quite  large 
warty  and  glandular  masses.  Microscopically,  the  base  of  the  nodule  consists  of 
a newly  formed  vascular  tissue,  infiltrated  with  small  cells,  which  on  its  surface 
changes  to  a granular,  coagulated  mass.  This  last  is  formed  partly  of  coagulated 
albumen,  dead  cells,  and  fibrine  deposited  from  the  blood,  and  partly  of  micrococci. 
The  micrococci  are  found  without  exception  in  all  cases  of  ulcerative  endocai’ditis 
— having  been  first  discovered  by  Eberth.  In  the  milder  forms  of  endocarditis 
verrucosa  micrococci  have  also  been  found  by  Eberth,  Klebs,  and  others,  but  their 
invariable  presence  has  not  yet  been  established.  The  endocardial  ulcers  arise 
from  the  destruction  of  the  superficially  necrosed  nodules.  If  the  thin  valve  in 
any  place  yields  to  the  blood-pressure,  we  have  the  so-called  acute  valvular  aneu- 
rism. Complete  perforation  of  a valve,  and  tearing  oft'  of  fragments  of  a valve 
and  of  the  chordae  tendinem,  are  also  seen. 

The  great  majority  of  cases  of  acute  endocarditis  are  confined  to  the  valves  of 
the  left  side  of  the  heart — the  mitral  and  aortic  valves.  Endocarditis  on  the  tricus- 
pid valve  is  seldom  seen  except  as  a secondary  affection  in  old  cases  of  heart  dis- 
ease. In  a case  of  acute  ulcerative  endocarditis  in  a grown  man  seen  by  us,  the 
process  was  confined  exclusively  to  the  tricuspid  valve,  and  there  were  very  many 
embolic  abscesses  in  the  lungs.  This  may  be  considered  a great  rarity.  In  con- 
trast to  the  ordinary  localization  of  endocarditis  we  find  fcetal  endocarditis  most 
frequently  in  the  right  side  of  the  heart. 

Many  other  organs  may  be  affected  by  the  endocarditis,  through  embolism.  In 
the  benign  endocarditis  verrucosa  the  masses  of  fibrine  deposited  on  the  irregulari- 
ties of  the  valve  furnish  the  embolic  material.  They  cause  large  or  small  infarc- 
tions in  the  kidneys  and  s])leen,  embolic  softening  of  the  brain,  etc.  In  the  malig- 
nant, ulcerative  forms,  however,  large  numbers  of  bacteria  get  into  the  circulation 
at  the  same  time  with  the  necrotic  masses  of  tissue  which  have  been  torn  off. 
Here,  then,  we  have  to  do  not  merely  with  simple  mechanical  obstruction  hut 
with  infectious  emboli.  The  ernholi  in  ulcerative  endocarditis,  thei'efore,  either 
pve  rise  to  embolic  abscesses  in  the  cardiac  muscles,  the  kidneys,  the  s])leen,  the 
ungs,  the  retina,  etc.,  or  they  result  in  hmmorrhages,  especially  into  the  skin,  but 
a .so  into  the  kidneys,  the  brain,  the  retina,  and  the  serous  membranes.  It  is  not 
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yet  known  why  in  some  cases  abscesses  are  more  frequent  and  in  others  hemor- 
rhages. The  two,  however,  may  be  combined.  In  general,  we  may  suppose  that 
the  development  of  abscesses  is  everywhere  connected  with  the  presence  of  bac- 
teria, while  hemorrhages  may  also  arise  from  toxic  influences,  for  example,  flbrine 
ferment;  but  changes  in  the  vascular  walls  caused  by  bacteria  might  also  give 
rise  to  hemorrhages.  Embolic  abscesses  belong  almost  exclusively  to  the  severe 
form  of  septic  endocarditis.  Hemorrhages  are  seen  in  this  form,  and  also— with- 
out co-existing  abscesses — in  certain  severe  forms  of  endocarditis  occurring  in  the 
course  of  acute  rheumatism  and  allied  diseases. 

Clinical  History.— Since  acute  endocarditis  is  not  etiologically  a distinct  dis- 
ease, and  since  its  clinical  course  is  very  different  in  different  cases,  it  seems  ad- 
visable to  us  to  describe,  in  what  follows,  the  most  important  varieties  separately; 
but  it  must  be  expressly  noted  tbat  the  separate  classes  can  by  no  means  be  sharply 
defined,  and  that  there  are  many  intermediate  forms. 

1.  Slight  endocarditis  verrucosa  is  quite  frequently  found  in  the  cadaver, 
without  the  slightest  signs  of  any  affection  of  the  heart  during  life.  The  little 
papillary  excrescences  on  the  valves  of  the  heart  in  phthisis,  and  carcinoma,  w^hose 
aetiology  has  been  explained  above,  are  to  be  classed  under  this  head. 

2.  The  typical  form  of  benign  acute  endocarditis  is  most  frequent,  clinically, 
in  the  course  of  acute  articular  rheumatism.  It  is  much  I’arer  in  other  infectious 
diseases  {vide  supra).  In  rare  cases  its  appearance  has  been  noticed  as  an  appar- 
ently primai’y  disease. 

It  is  only  I’arely  associated  from  the  outset  with  subjective  symptoms,  like  pain 
in  the  cardiac  region,  palpitation,  and  dyspnoea.  It  is  usually  fu’st  discovered  on 
physical  examination  of  the  heart.  The  impulse  of  the  heart  in  many  cases  is 
abnormally  strong  and  diffuse,  the  pulse  is  accelerated,  but  strong,  often  some- 
what jerky  {pulsus  celer),  and  usually  regular,  but  sometimes  a little  irregular. 
Percussion  at  first  shows  no  deviations  from  the  limits  of  normal  dullness.  On 
auscultation,  we  hear  at  the  apex,  more  rarely  at  the  base,  a loud  blovnng,  systolic 
souffle.  Diastolic  murmurs  are  rare  in  acute  endocarditis.  The  pulmonic  second 
sound  is  often  accentuated.  But  the  physical  signs  in  the  heart  are  only  slightly 
marked  in  many  cases  of  acute  endocarditis.  This  is  understood  if  we  remember 
that  the  occurrence  of  a heart-murmm’  depends  wholly  on  the  localization  of  the 
endocarditis,  on  the  development  of  some  valvular  insufficiency,  etc. 

Besides  the  dhect  symptoms  pointing  to  the  cardiac  affection,  the  onset  of  an 
acute  endocarditis  is  often,  but  not  always,  associated  with  fever,  or,  if  fever  be 
already  i^resent,  with  an  increase  of  it,  and  of  the  general  distm’bance.  Embolic 
processes  may  occur  in  the  brain,  the  spleen,  the  kidneys,  and  the  extremities,  but 
they  are  comparatively  rare.  Sometimes  a pericarditis  develops  as  a result  of  the 
endocarditis  {vide  infra). 

It  is  hard  to  make  any  accurate  statements  as  to  the  dui’ation  of  this  form  of 
endocarditis.  The  physical  signs  may  last  for  days,  or  for  several  weeks.  Com- 
plete recovery  is  possible,  but  in  the  majority  of  cases  this  vai’iety  passes  into 
chronic  valvular  disease  of  the  heart. 

3.  Malignant,  non-septic  form,  of  acute  endocarditis  {“  rheumatoid  endocar- 
ditis ” of  Litten).  In  many  cases  this  form  is  perhaps  only  a quantitative  increase 
of  the  preceding  form,  but  in  other  cases  it  is  probably  distinct  from  it  aetiologic- 
ally.  The  severe  genei’al  infection  is  usually  quite  prominent  here,  and  the  dis- 
ease resembles  in  many  particulars  grave  septic  endocarditis.  The  objective  signs 
in  the  heart  are  the  same  as  in  the  preceding  form,  but  more  intense  and  exten- 
sive. The  subjective  symptoms  in  the  heart,  like  palpitation  and  distress,  may  be 
quite  pronounced,  but  they  may  also  be  almost  wholly  absent  in  this  form.  The 
general  condition,  however,  is  usually  bad.  There  is  sometimes  high  fever  with 
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au  irregular  or  intermitting  course,  but  in  many  cases  the  fever  is  remarkably 
low  in  spite  of  quite  severe  constitutional  symptoms. 

The  constitutional  infection  is  very  often  manifested  in  these  cases  by  the 
appearance  of  small  or  large  haemorrhages  in  the  skin,  sometimes  in  the  mucous 
membranes,  as  in  the  conjunctiva  and  the  soft  palate,  and  rarely  in  the  retina. 
Secondary  ai-ticular  swellings  often  develop;  they  are  always  of  a serous  charac- 
ter and  never  purulent.  Eenal  haemorrhages  and  acute  haemorrhagic  nephritis 
are  quite  frequent.  Large  emboli  may  also  occur  in  the  different  organs  in  this 
as  in  every  other  foi’m  of  endocarditis. 

The  duration  of  the  disease  extends  over  many  weeks.  In  severe  cases  death 
ensues  with  a gradual  aggravation  of  the  general  condition,  and  often  with  severe 
cerebral  symptoms,  like  stupor  and  delirium.  In  milder  cases,  however,  the  patient 
may  finally  get  well. 

Eegarding  the  occurrence  of  this  form,  we  see  it  most  frequently  in  acute 
articular  rheuinatism ; also,  in  rare  cases,  in  gonori’hoea,  where  it  comes  on  some 
thi’ee  or  four  weeks  after  the  beginning  of  the  urethral  affection ; also  in  nephritis, 
chorea,  peliosis  rheumatica,  etc.  The  apparently  primary  cases  of  this  sort  usu- 
ally belong  to  the  recui’rent  form  of  acute  endocarditis. 

4.  The  recurrent  form  of  acute  endocarditis  consists  of  an  acute  increase  of  the 
endocai’dial  process,  brought  on  by  some  exciting  cause,  in  a patient  already  suf- 
fering from  chronic  endocarditis.  The  acute  disease  may  show  all  the  gradations 
from  the  mildest  to  the  severest.  The  mild  cases  often  run  their  course  without 
any  special  symptoms.  To  this  form  we  must  probably  often  refer  the  more  or 
less  temporary  elevations  of  temperature  which  we  often  see  in  patients  with 
chronic  valvular  disease  of  the  heart.  In  rarer  cases  the  recurrent  endocai’ditis 
comes  on  quite  suddenly  in  the  form  of  a severe  acute  attack.  This  sometimes 
seems  to  be  clinically  a primary,  independent  disease,  especially  if  the  previous 
chronic  heart  disease  has  up  to  that  time  caused  no  special  symptoms.  The  patient 
has  general  malaise,  headache,  chills,  and  fever.  The  last  may  be  quite  high — 
104°  (40°  C.)  and  over — or  moderate,  varying  between  100°  and  102°  (38°-39°  C.), 
or  it  may  be  entirely  absent.  In  many  cases  it  is  intermittent,  when  the  return  of 
fever  is  often  associated  with  a chill.  The  symptoms  in  the  heai’t  may  be  quite 
pronounced,  but  in  this  form,  too,  they  may  be  obscure  and  indefinite.  In  the 
further  course  of  the  disease  we  meet  with  cutaneous  hasmorrhages,  retinal 
hajmon’hages,  articular  swellings,  large  renal  hgemoi’rhages,  or  typical  haemor- 
rhagic nephritis — in  short,  just  the  same  general  type  of  disease  as  in  the  other 
malignant  forms  of  acute  endocarditis.  The  course  is  rarely  rapid,  and  often  lasts 
for  weeks.  Severe  cases  almost  always  end  fatally. 

5.  The  severe  septic  ulcerative  endocarditis  has  already  been  described  as  a 
complication  of  a general  septic  disease.  We  therefore  refer  to  the  appropriate 
chapter  (see  p.  108)  for  all  particulars.  Septic  endocarditis  is  probably  entirely 
distinct  aetiologically  from  the  forms  so  far  described,  and  is  manifested  by  quite 
a rapid  fatal  course,  with  severe  typhoid  or  pymmic  symptoms.  It  is  characterized 
anatomically,  apart  from  the  cardiac  affection,  by  the  aj^jeai'ance  of  metastatic 
abscesses  in  the  various  organs,  but  in  many  cases,  as  we  have  said,  abscesses  and 
haiinorrhagcs  are  combil^ed. 

Diagnosis. — The  diagnosis  of  an  endocarditis,  coming  on  secondarily  in  the 
course  of  articular  rheumatism  and  other  diseases,  can  be  made  only  by  a physical 
examination  of  the  heart.  We  must  therefore  give  constant  attention  to  the  con- 
dition of  the  heart  in  diseases  which  we  know  may  give  i-ise  to  endocarditis. 

The  diagnosis  of  the  malignant  form  of  endocarditis  often  causes  gi’eat  dilli- 
*^’hty,  especially  if  the  ])atient  is  not  seen  until  the  later  stages.  It  is  confused 
With  typhoid,  meningitis,  or  acute  miliary  tuberculosis.  Examination  of  the  heai’t 
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may  fui-nish  evident  signs,  but,  as  we  have  said,  not  invariably.  Of  the  other 
symptoms  the  cutaneous  and  retinal  heemorrhages  are  of  special  diagnostic  im- 
portance, since  they  are  very  much  rarer  in  the  other  diseases  just  named.  The 
acute  hseraoi’rhagic  nephritis,  too,  in  connection  with  the  other  symptoms,  is,  at 
least  to  a certain  degree,  characteristic  of  malignant  endocarditis.  The  course  of 
the  fever  is  of  diagnostic  value  only  when  it  is  decidedly  intermittent.  A careful 
search  for  some  aetiological  factor  is  very  important  for  diagnosis  in  all  cases. 

Prognosis.— In  the  description  of  the  course  of  the  disease  we  have  already 
mentioned  the  prognosis  of  the  different  forms.  The  severe  cases  of  acute  endo- 
carditis, some  of  which  are  complicated  by  the  presence  of  an  underlying  affection, 
usually,  and  the  cases  of  severe  septic  endocarditis  always,  end  fatally.  In  mild 
cases  recovery  is  possible,  but  the  process  of  repair  is  often  so  incomplete  that 
chronic  valvular  disease  of  the  heart  develops  from  the  acute  endocarditis. 

Treatment. — The  chief  requisite  in  the  treatment  of  every  endocarditis  is  as 
complete  rest  as  possible  for  the  patient.  If  ice  is  well  borne,  the  continuous 
application  of  an  ice-bag  to  the  cardiac  region  is  of  service.  Digitalis  may  be 
indicated  under  some  circumstances  with  a weak  and  irregular  action  of  the  heart, 
but  on  the  whole  this  remedy  is  not  often  used  in  acute  endocarditis.  With  severe 
local  symptoms,  like  oppression  and  dyspnoea,  we  prescribe  mustard  plasters  and 
small  doses  of  morphine,  and  in  some  cases  local  blood-letting.  Weakness  of  the 
heart  is  to  be  combated  by  stimulants — wine,  camphor,  and  ether. 

The  treatment  is  also  to  he  directed  against  the  primary  disease,  although  we 
can  rarely  succeed  in  influencing  the  endocarditis  in  this  way.  In  articular  rheu- 
matism especially,  which  is  the  most  frequent  cause  of  acute  endocarditis,  salicylic 
acid  is  unfortunately  almost  wholly  powerless  against  the  endocarditis. 

In  the  severe  forms  of  endocai’ditis  the  treatment  can  be  only  purely  symptom- 
atic, and  we  try  to  keep  up  the  patient’s  strength  as  much  as  ijossible.  The  exhi- 
bition of  large  doses  of  salicylic  acid  or  quinine  has  usually  no  result,  or  only  a 
temporary  one.  In  many  cases  the  use  of  arsenic,  kept  up  for  a long  time,  seems 
to  us  to  be  of  service. 

[For  remarks  upon  the  alkaline  treatment  of  rheumatism,  .see  page  909.] 


CHAPTER  II. 

VALVULAR  DISEASE  OF  THE  HEART. 

( Chronic  Endocarditis.) 

.Sltiology. — A large  number  of  cases  of  chronic  valvular  disease  of  the  heart 
proceed  from  acute  endocarditis.  Hence  the  frequent  statement  in  the  history 
of  heart  disease  that  the  patient  has  had  articular  rheumatism,  once  or  many 
times.  As  a result  of  the  endocarditis,  which  has  its  chief  seat  on  the  cardiac 
valves,  there  is  considerable  thickening  of  the  valvular  connective  tissue.  Pro- 
cesses of  contraction  also  take  place,  and  also  adhesions,  and  Anally  in  many 
cases  quite  marked  calcification.  All  these  processes  have  the  necessary  result, 
that  such  deformed  valves  can  no  longer  fulfill  their  well-known  physiological 
functions  in  regulating  the  circulation.  Thei’e  follows  a disturbance  in  the  circu- 
lation of  the  heart  itself,  and,  as  an  immediate  result  of  it,  a distm’bance  of  the 
general  circulation,  the  pernicious  effects  of  which  must  finally  be  manifested  in 
the  whole  system. 

In  quite  a large  number  of  cases  of  heart  disease,  however,  we  can  not  obtain 
a history  of  acute  endocarditis.  We  have  to  do  here  with  an  endocarditis  which 
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is  chronic  from  the  start,  which  also  leads  gradually  to  thickening,  contraction, 
adhesion,  and  calcification  of  the  valves.  The  aetiology  of  this  chronic  sclerotic 
endocarditis  is  still  obscure  in  many  of  its  relations.  The  same  injurious  influ- 
ences which  cause  acute  articular  rheumatism,  probably,  act  on  the  patient  in  a 
chronic  manner  from  the  beginning;  at  least,  we  not  infrequently  learn  from 
patients  with  chronic  heart  disease,  without  previous  acute  articular  rheumatism, 
that  in  former  years  they  suffered  repeatedly  from  slight  rlieumatic  sym^Dtoms, 
to  which  they  paid  but  little  attention.  In  typical  chronic  arthritis  defor- 
mans, too,  heart  disease  occurs,  though  not  very  often.  In  other  cases,  however, 
we  must  consider  the  possibility  of  other  injurious  influences,  partly  infectious, 
and  partly,  perhaps,  of  a chemical  or  mechanical  nature.  Chi’onic  alcoholism, 
and  also  constitutional  syphilis,  true  gout,  and  immoderate  muscular  exertion, 
are  the  exciting  causes  which  chiefly  come  to  our  notice.  The  chronic  heart  dis- 
ease in  such  cases  often  develops  at  the  same  time  with,  and  from  the  same  causes 
as,  general  endarteritis,  or  atheroma  of  the  vessels.  To  this  we  may  ascribe  the 
origin  of  many  cases  of  heart  disease  in  advanced  age.  The  influence  of  chronic 
nephritis  is  not  to  be  disputed  in  the  development  of  chronic  valvular  disease.  A 
hereditary  predisposition  to  heart  disease  is  not  very  frequent,  but  yet  it  can  be 
made  out  with  certamty  in  many  cases.  We  have  ourselves  seen  five  members  of 
the  same  family  who  have  suffered  from  chronic  heai’t  disease,  some  from  pm-e 
valvular  disease  and  some  from  severe  so-called  idiopathic  hypertrophy.  Perhaps 
the  very  frequent  occurrence  of  heart  disease  in  many  families  is  also  connected 
with  a special  family  predisposition  to  rheumatic  affections,  the  occurrence  of 
which  predisposition  can  not,  in  our  opinion,  be  denied.  Finally,  a small  number 
of  cases  of  heart  disease,  especially  in  the  right  side  of  the  heart,  depend  upon 
anomalies  of  development  of  the  heart— congenital  heart  disease. 

Of  163  cases  of  undoubted  chronic  valvular  disease  which  we  have  collected, 
86  cases  might  with  great  probability  be  ascribed  to  articular  rheumatism,  while  in 
77  cases  the  patients  had  never  suffered  from  ■ rheumatic  symptoms.  In  part  of 
the  last-named  cases  no  definite  cause  could  be  ascertained,  and  in  the  rest  perhaps 
some  one  of  the  factors  mentioned  above  was  to  be  found.  A number  of  women 
referred  their  symptoms  to  previous  pregnancies  and  parturitions.  As  has  also 
been  noted  by  others,  the  cases  without  previous  articular  rheumatism  were  more 
often  aortic  disease  than  mitral.  Particularly  in  cases  where  syphilis  was  to  be 
looked  upon  as  a probable  cause  have  we  almost  invariably  found  the  cliief  changes 
in  the  aortic  valves. 


Valvular  disease  of  the  heart  occurs  at  every  age  of  life.  The  time  of  origin 
of  most  cases,  corresponding  in  part  to  the  occurrence  of  acute  articular  rheuma- 
tism, falls  in  youth  and  middle  age,  somewhere  between  eighteen  and  forty.  In 
the  female  sex  heart  disease  is  somewhat  more  frequent  than  in  the  male. 

General  Pathology  of  Valvular  Disease  of  the  Heart.  — Evei’y  valve  of  tlie  heart, 
in  orcler  to  fulfill  its  physiological  task,  must,  on  the  one  hand,  open  jierfectly  at 
the  right  time  in  order  to  furnish  a free  passage  to  the  blood-current  through 
the  appropriate  orifice,  and  must,  on  the  other  hand,  close  firmly  and  ])erfectly  at 
t e right  time  in  order  to  make  any  abnormal  backward  flow  of  blood  im])ossible. 
0 both  relations  the  function  of  the  valves  may  be  disturbed  by  chronic  endo- 
carditis, the  disturbance  being  the  result  of  their  anatomical  changes.  If  the  lips 
o the  valves  are  shortened  on  their  free  edges  by  contraction,  or  if  the  complete 
an  olding  of  the  auriculo-ventricular  valves  is  hindered  by  a shortening  of  their 
c orda;  tendineae,  the  closure  of  the  valve  can  not  be  complete.  At  the  moment 
^ en  the  closure  of  the  valve  is  necessary  a fissure  rcmaius  ojicn  between  its 
pices.  We  call  this  condition  an  insufficiency  of  the  valve.  On  the  other  liaiul, 
c valves  may  lose  their  capability  of  free  and  sufficient  .separation  from  one 
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another,  as  a result  of  thickening  and  calcification  of  the  connective  tissue,  and 
also  as  a result  of  adhesions  of  the  points  of  the  valves  with  one  another.  At 
the  moment  when  the  blood-current  should  pass  freely  through  the  open  orifice, 
the  valve  remains  a stilf,  narrow  ring,  through  which  the  blood  must  force  its 
way — stenosis  of  the  orifice.  The  changes  in  the  valves  are  often  of  such  a sort 
that  they  cause  at  the  same  time  both  an  insufficiency  of  the  valve  and  a stenosis 
of  the  orifice.  The  thickening  and  calcification  of  the  valves  in  stenosis  cause, 
as  a rule,  a valvular  insufficiency  at  the  same  time ; hut  an  insufficiency,  set  up  by 
a contraction  of  the  edges  of  the  valves,  may  occur  without  a coincident  stenosis 
of  the  orifice. 

Every  valvular  disease  affects  the  blood-current  first  in  this  way ; that  a stasis 
of  the  blood  ensues,  beginning  at  the  diseased  valve  and  extending  backward 
against  the  current.  The  flow  of  blood  through  the  pulmonary  veins,  and  also 
through  the  veins  of  the  body,  is  impeded,  and  the  filling  of  the  arterial  system 
is  thus  diminished.  To  avoid  repetition,  we  Avill  describe  mor^  particularly, 
in  the  pathology  of  the  disease  of  individual  valves,  the  precise  circumstances 
under  which  this  disturbance  of  the  cii'culation  occurs.  Every  such  abnormal 
distribution  of  the  blood,  and  the  necessary  slowing  of  the  circulation,  from  the 
increased  tension  in  the  venous  system  on  the  one  hand,  and  the  diminished  ten- 
sion in  the  aortic  system  on  the  other,  would  soon  exert  a most  iDernicious  influ- 
ence on  the  whole  body,  if  a number  of  compensatory  jirocesses  did  not  develop 
in  the  heart  itself.  We  shall  see  how  the  disturbance  of  circulation  in  disease  of 
each  individual  valve  can  be  overcome  by  the  increased  work  of  certain  definite 
portions  of  the  heart,  and  how  the  heart  does  in  fact  respond  to  these  increased 
demands  put  upon  its  working  strength.  It  is  one  of  the  wisest  contrivances  in 
our  organism,  that  the  heart  has  control  of  a reserve  fund  of  strength,  which 
comes  into  action,  if  need  be,  in  a way  to  comiiensate  as  far  as  possible  for  any 
disturbance  of  the  circulation.  This  explains  why  a man  with  valvular  disease 
of  the  heart  may  he  almost  perfectly  well  for  a long  time,  while  the  increased 
work  of  certain  portions  of  his  heart  is  able  to  keep  up  an  approximately  normal 
circulation  in  spite  of  the  existing  valvular  disease.  We  call  a heart  disease,  in 
which  there  is  at  least  no  marked  disturbance  of  circulation,  a compensated  heart 
disease. 

The  abnormally  increased  work,  which  single  ])ortions  of  the  heart  must  per- 
form in  every  case  of  disease  in  order  to  keep  up  the  normal  circulation,  leads  to 
hypertrophy  of  that  portion,  just  as  in  any  other  muscle.  This  hypertrophy  does 
not  consist  in  an  increase  in  thickness  of  the  individual  muscular  fibers,  but  chiefly 
in  an  increase  in  number.  The  whole  diameter  of  the  cardiac  muscle  increases, 
and  thus  its  capacity  for  work  naturally  becomes  greater.  It  goes  without  saying 
that  increased  nutritive  processes  and  a large  supply  of  nourishment  for  the  heart 
are  necessary  to  bring  about  such  a hypertrophy,  by  which  alone  a compensation 
of  the  heart  disease  is  possible  for  any  length  of  time.  Hence  we  find  the  second- 
ary hypertrophy  of  the  heart  absent,  or  at  least  only  imperfectly  developed,  in 
weak  people,  especially  in  such  as  have  suffered  from  some  other  chronic  wasting 
disease  besides  the  heart  disease,  like  phthisis  or  carcinoma. 

Although  the  compensatory  processes  in  the  heart  can  prevent  for  a long  time 
any  marked  distui’bance  of  the  circulation,  the  already  overburdened  heart  can  no 
longer  completely  satisfy  any  additional  demands  upon  it,  even  in  a compensated 
heart  disease.  Hence  patients  with  a compensated  heart  disease  are  free  from  sub- 
jective disturbance  from  their  trouble  only  when  they  take  complete  bodily  rest, 
while  the  signs  of  a disturbed  circulation  usually  become  quite  appai-ent  on  slight 
physical  exertion. 

The  hypertrophied  cardiac  muscle  can  seldom  supply  iDcrmanently  the  abnor- 
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mally  gi-eat  drafts  made  upon  its  strength.  There  finally  comes  a condition  of 
“ fati<^ue  ” of  “cardiac  insufficiency.”  The  cause  lies  either  in  the  increase  of  the 
valvular  disease,  so  that  the  hindrance  to  the  blood-current  caused  by  it  can  no 
lono-er  be  completely  overcome,  or  in  the  fact  that  the  nervous  and  muscular  ele- 
ments in  the  heart  have  their  function  gradually  impamed  by  a disturbance  of 
circulation  in  the  heart  itself.  In  short,  in  every  heart  disease  the  moment  may 
finally  come  v'hen  the  capacity  of  the  heart  has  reached  its  limit,  and  bence  the 
compensation  of  the  heart  disease  ceases.  The  results  of  stasis  now  appear  with 
increasing  severity  in  the  different  organs,  as  we  shall  learn  to  recognize  later  on, 
aaid  the  patient  finally  succumbs  to  them,  unless  some  intercurrent  event  puts  an 
end  to  life. 

After  these  general  remarks,  which  will  be  understood  better  from  what  fol- 
lows, we  will  pass  on  to  the  special  description  of  the  different  forms  of  heart  dis- 
ease and  their  physical  signs. 

1.  Insufficiency  of  the  Mitral  Valve. 

Mitral  insufficiency  is  one  of  the  most  frequent  forms  of  heart  disease.  It 
develops  in  acute  or  chronic  endocarditis  of  the  mitral  valve,  from  contraction  of 
the  fi’ee  edges  of  the  valve  or  from  shortening  of  the  chordm  tendineae.  In  rare 
cases  it  comes  on  from  partial  adhesion  of  the  valves  with  the  walls  of  the 
venti’icle. 

The  closure  of  the  mitral  valve  occurs  normally  at  each  systole  of  the  left  ven- 
tricle. It  prevents  the  return  of  blood  from  the  left  ventricle  to  the  left  auricle. 
If  the  mitral  valve  is  insufficient  and  its  closure  is  incomplete,  at  every  systole  of 
the  left  ventricle  a part  of  the  blood  is  thrown  back  from  it  into  the  left  auricle 
through  the  open  space  of  the  ostium  venosum.  This  abnormal  backward  wave 
encounters  the  blood-cui’rent  coming  in  an  opposite  direction  into  the  left  auri- 
cle from  the  pulmonary  veins.  Since  these  two  opposmg  currents  rebound 
on  each  other,  and  since  the  backward  wave  of  blood  presses  through  the  open 
space  in  the  mitral  orifice,  decided  vertiginous  movements  arise  in  the  blood, 
which  are  the  cause  of  a loud  blowing,  systolic  murmur  in  the  heart.  We  hear 
this  murmur  loudest  at  the  apex  of  the  heart,  corresponding  to  the  laws  of  con- 
duction in  the  thorax;  yet  it  usually  is  propagated  so  far  that  it  may  often  be 
heard  at  the  other  cardiac  orifices,  although  weaker.  A loud  systolic  mitral  mur- 
mur can  also  be  heard  sometimes  in  the  back,  on  the  left  and  occasionally  on  the 
right.  Only  in  a few  cases  do  we  find  the  murmur  louder  nearer  the  base  of  the 
heart  than  at  the  apex,  corresponding  more  to  the  anatomical  position  of  the 
mitral  valve.  We  often  hear  the  first  sound  of  the  heart  at  the  apex  besides  the 
murmur,  but  sometimes  we  do  not.  The  second  sound  is  often  not  to  be  heard  at 
the  apex,  probably  because  it  is  obscui’ed  by  the  relatively  protracted  murmur. 

Since  the  left  auricle,  at  each  systole  of  the  ventricle,  receives  blood  from  two 
sides— its  normal  quantity  from  the  pulmonary  veins,  and  besides  that  the  abnor- 
mal blood-wave  from  the  left  ventricle — it  becomes  much  dilated.  At  the  next 
diastole  of  the  left  ventricle  the  whole  amount  of  blood  collected  in  the  auricle 
mider  increased  pressure  pours  into  the  left  ventricle  through  the  mitral  valve, 
w ich  is  now  wide  open  (supposing  a pure  insufficiency  of  the  valve  without  any 
s tnosi.s).  We  see,  then,  that  in  pure  mitral  insulficiency  the  left  ventricle  must 
e overfilled  during  the  diastole.  The  left  ventricle  must  also  expel  in  the  follow- 
ing  systole  an  abnormally  large  amount  of  blood.  Although  by  this  contraction 
’^’1  y a part  of  the  blood  reaches  the  aorta  in  the  direction  of  the  normal  blood- 
current  while  a part  pours  back  into  the  auricle,  the  work  of  the  left  ventricle  is 

course  excessive.  This  is  the  explanation,  then,  why,  in  pure  mitral  iusuffi- 
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ciency,  tlie  left  ventricle  is  dilated  as  a result  of  its  increased  filling  in  diastole,  and 
is  hypertrophied  as  a result  of  its  increased  labor.  The  general  arterial  tension 
thus  remains  approximately  normal.  It  is  not  increased,  since  a part  of  the  ab- 
normal amount  of  blood,  which  j^ours  out  of  the  left  venhicle  at  every  systole, 
flows  backward  into  the  auricle.  About  the  normal  amount  of  blood  reaches  the 
aorta,  and  hence  the  radial  pulse,  in  pure  mitral  msufficiency,  remains  of  about 
normal  strength  and  tension. 

The  anomalies  in  the  movements  of  the  blood  in  mitral  insufficiency  produce 
still  other  effects.  We  have  already  seen  that  the  left  auricle  is  dilated  from  its 
overfilling.  It  also  becomes  hypertrophied,  so  far  as  its  weak  muscular  structure 
permits,  hut  it  is  not  in  itself  capable  of  compensating  for  the  disturbance  which 
the  pulmonary  circulation  suffers  from  the  mitral  insufficiency,  for  the  back  cur- 
rent from  the  left  ventricle,  and  the  consequent  high  pressure  in  the  left  auricle, 
must  plainly  offer  an  abnormal  hindrance  to  the  flow  of  blood  from  the  pulmo- 
nary veins.  This  stasis  sets  back  through  the  pulmonary  capillaries  and  arteries 
into  the  right  ventricle.  This  may  be  recognized,  on  physical  examination,  by 
the  change  in  the  pulmonic  second  sound,  which  is  louder,  more  valvular,  and 
“ accentuated,”  since  the  closure  of  the  semilunar  valves  in  the  pulmonary  artery 
now  takes  place  under  the  abnormally  high  pressure  which  prevails  in  the  arteries 
of  the  lungs.  The  right  ventricle  has  the  task  of  overcoming  this  abnormal  stasis 
in  the  pulmonary  circulation.  It  can  overcome  the  abnormal  resistance  in  the 
pulmonary  circulation  by  increased  work,  and  as  a result  it  becomes  hypei’trophied. 
So  long  as  the  hypertrophy  of  the  right  ventricle  suffices  to  maintain  the  normal 
pulmonai’y  circulation,  the  stasis  extends  no  farther  backward,  but  in  the  later 
stages  of  heart  disease  we  see  the  right  ventricle  becoming  paralyzed,  and  more 
and  more  dilated  as  a result  of  stasis.  The  flow  of  venous  blood  from  the  body 
into  the  right  auricle  and  ventricle  is  now  rendered  more  difficult.  The  signs  of 
venous  stasis  become  manifest ; the  patient  has  a cyanotic  hue,  cojigestive  oedema 
appears  in  the  face  and  the  extremities,  symptoms  of  passive  congestion  of  the 
liver,  spleen,  and  kidneys  appear,  and,  in  short,  there  is  developed  the  picture  of 
an  ’uncompensated  heart  disease. 

If  we  now  sum  up  the  physical  signs  of  mitral  insufficiency,  the  different 
methods  of  investigation  give  the  following  results: 

Inspection. — The  cardiac  region  often  seems  rather  prominent,  as  a result  of 
the  hypertrophy  of  the  heart.  This  protrusion  is  most  marked  in  young  persons 
with  a yielding  thorax.  The  apex-beat  is  somewhat  displaced  toward  the  left  as  a 
result  of  the  hypertrophy  and  dilatation  of  the  left  ventricle,  and  it  is  quite  marked. 
Besides  that,  we  often  see  and  feel  a diffuse  pulsation  in  the  whole  cardiac  region. 
In  the  epigastrium  we  sometimes  see  or  feel  an  epigastric  pulsation  proceeding 
from  the  hypertrophied  right  ventricle.  In  cases  which  are  no  longer  jierfectly 
compensated  the  stasis  in  the  veins  of  the  body  is  rendered  apparent  by  the  general 
cyanotic  appearance  of  the  patient  and  the  marked  filling  of  the  jugular  veins  in 
the  neck.  Undulatory  or  pulsating  movements  often  occur  in  the  latter  (see  ti’i- 
cuspid  insufficiency,  below). 

Palpation. — This  confirms  the  abnormal  strength  of  the  apex-beat,  and  its 
displacement  to  the  left.  We  often  feel  a systolic  thrill  at  the  apex  of  the  heart 
— a ” cat’s  purr  ” — by  laying  the  hand  flat  on  the  chest.  This  whirl  of  blood, 
which  is  audible  as  a murmur,  may  be  perceived  as  a fine  ti’emor  of  the  chest- 
wall. 

The  radial  pulse  is  quite  strong  and  usually  regular.  The  sphygraographic 
tracing  of  it  gives  nothing  characteristic  in  mitral  insufficiency. 

Percussion. — This  usually  gives  at  first  only  a moderate  increase  of  the  heart’s 
dullness  to  the  left,  and  a little  upward,  but  in  the  later  stages  there  is  at  the  same 
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time  an  increase  of  the  heart’s  dullness  to  the  right,  caused  by  hypertrophy  and 
dilatation  of  the  right  ventricle.  The  whole  area  of  cardiac  dullness  may  finally 
extend  two  fingers’  breadth  beyond  the  right  edge  of  the  sternum,  and  to  the  left 
it  may  reach  the  mammillary  line,  or  even  pass  beyond  it. 

Auscultation. — At  the  apex  of  the  heart  we  hear  a loud,  quite  long,  pure  sys- 
tolic blowing  murmur,  limited  to  the  systole,  either  replacing  the  first  sound  or 
accompanying  it.  The  second  sound  is  often  obscure  or  inaudible  at  the  apex,  but 
the  pulmonic  second  sound  is  increased  and  accentuated.  Auscultation  of  the 
vessels  gives  nothing  characteristic. 

2.  Stenosis  of  the  Mitral  Orifice  (Mitral  Stenosis). 

Mitral  stenosis  often  develops  in  chronic  endocarditis  of  the  mitral  valve,  as  a 
sequel  to  a previous  insufiiciency.  The  valve  constantly  grows  stiffer  and  more 
rigid,  and  the  signs  of  stenosis  gradually  predominate  over  those  of  insufficiency. 
Hence  we  veiy  often  find  stenosis  and  insufficiency  of  the  mitral  valve  combined, 
but  often  the  signs  of  stenosis  are  so  much  more  prominent  that  we  can  properly 
speak  of  a pure  mitral  stenosis. 

The  disturbance  wliich  the  circulation  suffers  in  mitral  stenosis  is  much  greater 
than  in  mitral  insufficiency.  In  mitral  stenosis  the  orifice  may  finally  become  so 
narrow  that  it  scarcely  admits  an  ordinary  lead-pencil.  The  influx  of  blood  into 
the  left  ventricle  is  accordingly  much  impeded.  During  the  diastole  of  the  left 
ventricle  the  blood  must  force  its  way  through  the  stiff  and  narrow  ring  of  the 
mitral  valve.  Thus  irregular  vertiginous  movements  develop  in  the  blood,  which, 
in  the  majority  of  cases,  give  rise  to  an  audible  diastolic  murmur.  In  mitral 
stenosis  the  left  ventricle  receives  a very  small  amount  of  blood.  Hence,  in 
mitral  stenosis,  the  left  ventricle  is  usually  small,  its  cavity  contracted,  and  the 
amount  of  blood  thrown  into  the  arteries  with  the  systole  is  less  than  normal. 
In  high  degrees  of  mitral  stenosis  the  radial  pulse  is  weak  and  small,  and,  besides 
that,  we  often  find  it  u’regular  (see  Fig.  29).  If  we  find  a hypertrophy  of  the  left 


Fio.  29. — Pulse  curve  in  marked  mitral  stenosis. 


ventricle  in  marked  mitral  stenosis,  as  sometimes  happens,  for  which  there  is  no 
other  special  explanation,  it  is  probably  always  to  be  referred  to  a previous  insuffi- 
ciency of  the  mitral  valve. 

The  hindrance  to  the  flow  into  the  left  \putricle  in  mitral  stenosis  soon  leads 
to  a marked  stasis,  which  extends  to  the  right  side  of  the  heart  through  the  left 
auricle,  and  the  pulmonary  veins,  capillaries,  and  arteries.  The  left  auricle  is 
dilated  first,  and  its  walls  are  hypertrophied,  but  it  can  overcome  only  a very  small 
part  of  the  resistance  at  the  mitral  orifice.  The  right  ventricle  can,  by  more  work, 
so  increase  the  pressure  in  the  pulmonary  vessels  that,  in  spite  of  the  narrowed 
orifice,  an  approximately  sufficient  quantity  of  blood  may  pour  into  the  left  ven- 
tricle. Hence  we  find  in  mitral  stenosis  a very  marked  hyperti'ophy  and  dilata- 
tion of  the  right  ventricle.  The  stasis  in  the  jmhnonary  circulation,  manifest 
objectively  by  the  acccntuatioTi  of  the  ])ulmonic  second  sound,  has  as  a result  a 
grtulually  developing  ectasis  of  the  pulmonary  capillaries.  Thickening  of  the 
Ultima  of  the  pulmonary  arteries  and  veins  also  usually  develops.  (See  the  chap- 
ter on  brown  induration  of  the  lungs.) 
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The  results  of  physical  exaraination  are  as  follows: 

Inspection.— The  whole  cardiac  region  may  seem  slightly  prominent,  as  a result 
of  the  hypertrophy  of  the  heart.  The  heart’s  action  is  usually  extended  over  a 
larger  area,  hut  in  pure  mitral  stenosis  the  apex-beat  is  no  stronger  than  usual, 
though  often  displaced  to  the  left.  We  have  frequently  noticed  a marked  pulsa- 
tion in  the  epigastrium,  produced  hy  the  right  side  of  the  heart.  The  jugular  veins 
are  apt  to  be  prominent,  and  show  the  different  forms  of  undulatory  and  pulsating 
movement. 

Palpation. — This  also  gives  signs  corresponding  to  the  more  extended  action 
of  the  heart.  We  sometimes  feel  the  jmlsation  of  the  dilated  right  ventricle  even 
to  the  right  of  the  sternum.  In  some  cases  we  feel  a diastolic  thrill  at  the  apex 
of  the  heart,  which  alone  may  almost  establish  the  diagnosis  of  miti’al  stenosis. 
This  thi’ill  arises  from  the  same  vertiginous  currents  in  the  blood  which  form  the 
basis  of  the  diastolic  murmur  {vide  infra).  The  radial  pulse  is  small  in  every 
severe  mitral  stenosis,  and  is  very  often  irregular. 

Percussion. — Percussion  gives  especially  an  increase  of  the  heart’s  dullness  to 
the  right,  reaching  to  the  right  border  of  the  sternum  or  beyond  it.  The  dull- 
ness also  often  extends  farther  to  the  left  than  normal.  This  may  have  its  origin 
in  a co-existing  hypertrophy  of  the  left  ventricle  {vide  supra),  otherwise  it  depends 
on  a dilatation  of  the  right  side  of  the  heart  so  great  that  the  left  ventricle  is  pushed 
farther  to  the  left  and  backward  by  it. 

Auscultation. — The  characteristic  auscultatory  sign  of  mitral  stenosis  is  the 
diastolic  [pre-systolic]  murmur  at  the  apex.  This  is  never  so  loud  and  blowing  as 
the  systolic  murmur  of  insufficiency,  but  it  usually  sounds  more  rolling  or  rippling. 
It  is  loudest  at  the  apex,  and  it  is  transmitted  only  slightly  toward  the  base.  Since, 
as  has  been  said,  the  left  ventricle  in  mitral  stenosis  is  sometimes  pushed  to  the  left 
and  backward  hy  the  very  much  enlarged  right  ventricle,  in  looking  for  the  mur- 
mur we  must  often  go  far  to  the  left,  in  order  not  to  auscult  the  right  ventricle 
only. 

The  origin  of  the  murmur  is  easily  explained.  In  the  diastole  of  the  left 
ventricle  the  blood-current  must  force  its  way  through  the  narrow  mitral  orifice, 
whence  vertiginous  movements  arise  in  the  blood,  and  produce  the  murmur. 
Since  the  blood  flowing  through  the  nari'ow  orifice  has  a current  of  relatively 
slight  intensity,  the  murmur  produced  by  it  can  not  be  very  loud.  Even  in  the 
highest  degrees  of  mitral  stenosis  the  murmur  is  often  quite  low.  Not  infre- 
quently the  murmur  comes  on  in  the  second  half  of  the  diastole — namely,  when, 
hy  the  contraction  of  the  left  auricle,  the  blood-current  is  hurried  through  the 
narrow  orifice.  We  call  such  a murmur,  audible  at  the  end  of  the  diastole  only, 
a presystolic  murmur,  since  it  usually  passes  immediately  into  the  first  sound. 

It  is  by  no  means  very  rare  that  the  murmur  is  absent  in  marked  mitral 
stenosis.  If  such  cases  do  not  come  i^ider  observation  until  the  last  stages  of  the 
disease,  the  mitral  stenosis  can  readily  escape  recognition.  We  have  ourselves 
often  known  the  ])reviously  distinct  diastolic  or  presystolic  murmur  in  mitral  ste- 
nosis gradually  to  disappear  with  the  increase  of  the  heart  disease.  In  these  cases 
the  intensity  of  the  blood-current  through  tlie  narrow  orifice  becomes  so  slight 
that  an  audible  murmur  is  no  longer  produced.  The  sounds  that  are  heard  arise 
probably  from  the  right  ventricle. 

The  first  sound  at  the  apex  is  retained  in  pure  mitral  stenosis,  and  often  it  is 
'even  remarkably  loud  and  valvular,  a condition  which  we  usually  try  to  explain 
by  the  theory  that  the  difference  (the  “ difference  in  tension  ”)  between  the  abnor- 
mally slight  tension  of  the  valve  in  diastole,  in  mitral  stenosis,  and  its  high  tension 
in  systole  is  relatively  great.  If  insufficiency  of  the  valve  co-exists,  we  may  hear 
a systolic  murmur  with  the  first  sound  or  instead  of  it. 
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Tlie  very  marked  accentuation  of  the  pulmonic  second  sound,  the  result  of 
the  abnormally  hi^h  tension  in  the  pulmonary  artery,  is  almost  constant.  It 
fads  only  in  very  anfemic,  weak  people,  or  in  co-existing  insufficiency  of  the 
ti’icuspid  valve  {vide  infra).  The  second  sound  at  the  base  is  very  often  “ divided  ” 
or  reduplicated.  The  closure  of  the  semilunar  valves  in  diastole  does  not  happen 
at  the  same  time  in  the  pulmonary  artery  and  in  the  aoi’ta,  on  account  of  the 
unequal  tension  in  the  two  vessels,  so  that- consequently  the  two  sounds  are  heard, 
one  shortly  after  the  other.  Although  this  division  of  the  second  sound  is  par- 
ticularly frequent  in  mitral  stenosis,  it  is  by  no  means  a pathognomonic  sign  of  it. 

Mitral  stenosis  is  one  of  the  severest  forms  of  heart  disease.  It  almost  always 
causes  greater  subjective  disturbance  than  mitral  insufficiency.  Hypertrophy  of 
the  right  ventricle  can,  indeed,  maintain  for  a time  an  approximately  complete 
compensation,  but  the  signs  of  marked  stasis  in  the  j)ulmonary  circulation,  and 
further  in  the  veins  of  the  body,  are  apt  to  appear  quite  early.  The  dyspnoea 
becomes  more  marked,  and  dropsical  symptoms  gradually  arise  and  cause  a fatal 
termination. 


3.  Insufficiency  of  the  Semilunar  Valves  of  the  Aorta. 

Insufficiency  of  the  aortic  valves  is  most  frequently  due  to  contraction  of  the 
free  edges  of  the  valves.  Tears,  perforations,  or  adhesions  of  the  valve  to  the 
wall  of  the  vessel  more  rarely  lead  to  insufficiency.  The  cause  of  all  these  changes 
is  either  an  endocarditis  affecting  the  valves,  or  a general  atheroma  of  the  arteries, 
which  gradually  invades  the  valves  from  the  intima  of  the  aorta. 

The  function  of  the  aortic  valves  is  to  close  tightly  at  the  time  of  diastole  of 
the  left  ventricle,  in  order  to  prevent  any  return  of  blood  from  the  aorta  into  the 
ventricle.  If  these  valves  are  insufficient — that  is,  if  they  do  not  close  perfectly 
at  each  diastole — there  is  a return  current  of  blood  from  the  aorta  into  the  left 
ventricle.  The  left  ventricle  then  receives  blood  during  its  diastole  from  two  sides : 
the  normal  flow  from  the  left  auricle,  and  the  blood  which  comes  back  from  the 
aorta.  These  two  currents  of  blood,  directed  against  each  other,  meet  in  the  left 
ventricle  during  its  diastole,  give  rise  to  a marked  vertiginous  movement  of  the 
blood  there,  and  thus  cause  a characteristic  diastolic  murmur. 

As  a result  of  the  excessive  expansion  of  the  left  ventricle  at  every  diastole,  it 
finally  becomes  permanently  dilated.  Dilatation  of  the  left  ventricle  therefore 
forms  a constant  anatomical  lesion  in  every  aortic  insufficiency,  and  is  shown  not 
only  in  the  dilatation  of  the  whole  ventricular  cavity,  but  also  in  the  very  char- 
acteristic flattening  of  the  trabeculae  and  of  the  papillary  muscles.  The  abnor- 
mally  gi-eat  filling  of  the  ventricle  during  diastole,  moreover,  gives  rise  to  increased 
labor;  for  the  left  ventricle  must  expel  an  abnormally  large  amount  of  blood  at 
each  systole,  which  is  of  course  a sort  of  task  of  Sisyphus,  since  a part  of  the  blood 
thrown  out  constantly  rolls  back  into  it.  The  increased  labor  must  always  lead 
at  last  to  a hypertrophy  of  the  left  ventricle,  which  may  attain  the  highest  degree 
seen  in  any  form  of  valvular  disease. 

From  the  facts  enumerated  we  can  easily  understand  the  physical  signs  of 
insufliciency  of  the  aortic  valves. 

Inspection.  — Great  hypertrophy  of  the  left  ventricle  often  causes  a marked 
protrusion  of  the  whole  cardiac  region.  The  very  strong  apex-beat,  displaced 
( own ward  and  to  the  left,  is  especially  striking.  It  may  usually  be  seen  in  the 
sixth  intercostal  space,  outside  the  left  mammillary  line,  and  sometimes  even  at 

e anterior  axillary  line.  Besides  that,  we  often  see  a marked  diffuse  tremor  of 
the  whole  cardiac  region. 

Palpation.  We  can  appreciate  the  heart’s  action  to  a still  greater  extent  by 
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palpation  than  by  inspection.  The  apex-beat  is  very  resistant,  massive,  and 
plainly  heaving— that  is,  the  finger  or  stethoscope  applied  to  the  apex  is  lifted  by 
the  heat  at  every  systole.  In  rare  cases  a diastolic  thrill,  corresponding  to  the 
diastolic  murmur,  can  be  felt  over  the  base  of  the  heart.  In  two  such  cases 
observed  by  us  the  murmur  had  a marked  musical  character  {vide  infra).  The 
appearances  in  the  arteries  are  given  below. 

Percussion. — Percussion  gives  an  extension  of  the  cardiac  dullness  to  the  left, 
beyond  the  left  mammillary  line  and  even  to  the  anterior  axillary  line,  caused  by 
the  hypertrophy  and  dilatation  of  the  left  venti-icle.  The  upper  boundary  of 
the  cardiac  dullness  is  normal,  or  it  may  extend  up  to  the  thu’d  rib.  The  right 
boundary  is  in  its  normal  place  at  the  left  border  of  the  sternum,  hut  it  may  also 
be  pushed  farther  to  the  right,  either  because  the  large  left  ventricle  of  itself  causes 
an  extension  of  the  whole  heart  to  the  right,  or  because  the  right  ventricle  is  also 
hypertroxihied.  The  latter  change  occurs  in  pure  aortic  insufficiency  when  the 
compensation  is  no  longer  com^ilete,  and  the  stasis  extends  backward  from  the 
left  ventricle,  through  the  pulmonary  circulation,  into  the  right  side  of  the  heart. 

It  may  also  be  remarked  here  that,  in  insufficiency  of  the  aortic  valves,  the 
ascending  aorta  is  often  considerably  dilated  by  the  marked  impulse  from  the 
amount  of  blood  pouring  into  it.  A moderate  degree  of  dullness  is  found  over 
the  dilated  aorta,  which  may  sometimes  be  made  out  at  the  steimal  end  of  the 
second  right  intercostal  space. 

Auscultation. — Insufficiency  of  the  aortic  valves  is  characterized  by  a long- 
drawn,  loud,  blowing  diastolic  murmur,  the  origin  of  which  has  been  exjilained 
above.  The  xilace  in  which  the  murmur  is  heard  loudest  is  not  the  sternal  end 
of  the  second  right  intercostal  space,  the  ordinary  point  for  auscultation  of  the 
aorta,  but  it  almost  always  lies  farther  to  the  left.  Corresponding  to  the  back- 
ward current  of  blood  toward  the  left  ventricle,  which  begets  the  mui-mur,  we 
hear  the  latter  loudest  over  the  upper  part  of  the  sternum  or  even  at  its  left  bor- 
der. In  some  cases  the  murmur  assumes  a marked  “ musical  character  ” — that 
is,  there  is  a definite  high  musical  tone,  which  is  due  to  a tendinous  fiber  arisuig 
from  a weaiing  away  of  the  valve,  and  set  in  vibration  by  the  diastole,  or  to  some 
similar  cause.  The  diastolic  murmur  is  often  audible  at  the  apex,  but  it  is  faint 
there.  Only  in  rare  cases,  and  especially  when  the  aortic  insufficiency  results 
from  acute  endocarditis,  is  the  diastolic  murmur  absent.  During  the  systole 
there  is  usually  a short  systolic  murmur  heard  over  the  aorta.  This  may,  of 
course,  depend  upon  a co-existent  aortic  stenosis,  but  it  is  also  frequently  present  in 
cases  of  uncomplicated  insufficiency  of  the  valves.  The  explanation  is,  that  at  the 
time  of  the  beginning  of  the  contraction  of  the  left  ventricle  the  reflux  of  blood 
in  the  aorta  has  not  wholly  ceased,  so  that  the  outgoing  blood-current  has  first  to 
overcome  this  obstacle.  It  is  easy  to  see  why  this  should  give  rise  to  an  audible 
systolic  sound,  and  also  why  it  should  have  some  influence  upon  the  development 
of  a hypertrophy  of  the  left  ventricle  (O.  Rosenbach).  It  is  very  remarkable 
that,  as  Traube  finst  pointed  out,  we  often  hear  the  first  sound  at  the  apex  very 
obscure  and  dull,  or  else  a short  systolic  murmur  instead  of  it.  This  obscurity  of 
the  fu’st  sound  at  the  apex  is  of  theoretical  interest,  because  it  contradicts  the 
hypothesis  that  the  first  mitral  sound  is  a muscular  sound.  It  would  be  especially 
inexplicable,  on  this  theory,  why  the  first  sound  is  so  obscure  in  insufficiency  of 
the  aortic  valves,  in  spite  of  the  hyjjertrophied  and  toiling  left  ventricle;  but  if 
we  regard  the  first  ventricular  sound  as  originating  in  the  mitral  valve,  then, 
according  to  Traube,  its  absence  in  aortic  insufficiency  may  be  explained  by  the 
fact  that  the  mitral  valve  dui’ing  the  ventricular  diastole  is  put  in  a certain 
degree  of  tension  by  the  backward  current  of  blood.  The  greater  tension,  which 
develops  during  the  ventricular  systole,  does  not  suffice  to  produce  a sound  in 
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the  valves,  since  the  origin  of  a valvular  sound  does  not  depend  upon  the  absolute 
tension  but  upon  the  amount  of  its  sudden  increase.  The  systolic  murmur,  often 
heard  at  the  apex  in  aortic  insufficiency,  may  depend  upon  a co-existing  true 
mitral  insufficiency,  but  it  is  probably  often  due  to  a i-elative  insufficiency  of 
the  mitral,  since  the  valves,  which  are  normal  in  themselves,  can  no  longer  cause 
a perfect  closure  of  the  left  mitral  orifice  now  that  the  left  ventricle  is  dilated. 

SyJlPTOMS  IN  THE  PERIPHERAL  ARTERIES. — Such  remarkable  symptoms  are 
found  in  the  peripheral  arteries  in  aortic  insufficiency  that  they  demand  a brief 
special  description.  The  first  striking  symptom  is  the  strong  pulsation  not  only 
of  the  larger  but  also  of  the  smaller  arteries,  even  those  the  pulsation  of  which  is 
not  generally  visible.  We  see  and  feel  not  only  a strong  pulsation  in  the  carotids, 
but  also  in  the  tortuous  brachial  artery,  in  the  radial,  ulnar,  temporal,  dorsalis 
pedis,  etc.  We  sometimes  feel  an  arterial  pulse  in  the  liver  through  the  ab- 
dominal walls. 

The  rapid  decline  of  the  pulse — the  pwZszts  celer  [Corrigan  pulse] — is  most  charac- 
teristic of  aortic  insufficiency,  and  is  to  be  felt  especially  in  the  radial  artery,  but 
also  in  the  femoral,  dorsalis  pedis,  and  other  vessels.  An  abnormally  large  quan- 
tity of  blood  is  thrown  into  the  arteries  from  the  hypertrophied  and  dilated  left 
ventricle;  hence  the  high  ascent  of  the  pulse;  but  since  at  the  next  diastole  of  the 
ventricle  the  blood  escapes  in  two  directions,  into  the  capillaries  and  back  into 
the  ventricle,  an  abnormally  rapid  and  deep  decline  of  the  pulse  follows  the 
high  ascent  of  its  wave — a condition  which  explains  the  “jumping,”  “springing” 
pulse  (pulsus  celer)  in  aortic  insufficiency.  The  quality  of  the  pulse  may  be 
plainly  recognized  also 
in  the  sphygmographic 
tracing  (see  Fig.  30). 

The  abnormal  back- 
wai’d  wave  may  even 
be  detected  in  the  cap- 
illaiies.  We  often  see 
a marked  pallor  of  the 
finger  - nails  at  every 
diastole  of  the  heart  in 
patients  with  aortic  in- 
sufficiency — Quincke’s 
capillary  pulse. 

The  auscultatory 

phenomena  over  the  arteries  are  partly  connected  with  the  changing  conditions 
of  tension  of  the  arterial  walls.  We  very  often  hear  a short,  rough,  systolic 
murmur  in  the  carotid.  The  second  sound,  which  is  well  known  to  be  the  trans- 
mitted aortic  second  sound,  is  absent.  Instead  of  it  we  sometimes  hear  faintly 
transmitted  the  aortic  diastolic  murmur.  The  sound  of  the  medium-sized  and 
•smaller  arteries  is  very  characteristic.  By  ajipljnng  the  stethoscope  lightly  we 
liear  over  the  femoral,  the  brachial,  and  often  ovei'  the  radial,  the  ulnar,  the  pal- 
mar arch,  and  the  dorsalis  pedis,  a marked  valvular  sound,  which  is  changed 
hy  pressure  on  the  artery,  especially  in  the  lai'ger  arteries,  to  a loud  slenotic 
murmur.  The  quicker  the  pulse,  the  more  certain  are  we  to  hear  these  sounds 
in  the  arteries.  The  double  sound  in  the  femoral  (Traube’s  double  .sound)  is 
quite  a frequent  phenomenon,  about  the  origin  and  significance  of  which  there 
has  been  much  discussion  of  late  ycai's.  The  double  sounds  either  follow  each 
nther  shortly,  so  that  the  first  seems  .something  like  a preparatory  blow  for  the 
second,  or  they  are  separated  from  each  other  l>y  a longer  interval,  like  the  two 
sounds  of  the  heart.  Traubc  cx])lained  the  origin  of  the  fir.st  sound  by  the  sudden 
10 


Fio.  30.— Pulse  curve  in  aortic  insufficiency. 
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tension  of  the  vessel-wall,  as  in  the  simple  femoral  sound,  and  the  second  sound 
by  the  sudden  relaxation  of  it.  Friedi’eich  has  pointed  out  in  regard  to  this  that, 
in  co-existing  tricuspid  insufficiency,  a sound  may  also  be  produced  in  the  femoral 
vein  by  tension  of  the  venous  valves.  The  double  sound  in  the  femoral  may 
probably  have  different  causes  of  origin.  It  is,  of  coui-se,  by  far  the  most  fre- 
quent in  aortic  insufficiency,  but  it  has  also  been  repeatedly  observed  in  other 
forms  of  heart  disease,  as  in  mitral  stenosis.  The  so-called  Duroziez’s  double 
murmur  in  the  femoral  is  more  rare,  and  it  is  noticed  almost  exclusively  in  aortic 
insufficiency.  This  is  when  we  hear,  by  pressing  the  stethoscope  on  the  femoral, 
two  murmurs  plainly  distinct  from  each  other,  of  which  the  first  comes  from  the 
passage  of  the  systolic  blood-wave,  and  the  second  from  the  passage  of  the  abnor- 
mal backward  wave  coming  from  the  periphery  of  the  vascular  system  through 
the  artificially  contracted  vessel. 

Aortic  insufficiency  is  in  so  far  a comparatively  favorable  form  of  heart  disease 
for  the  patient,  that  it  may  be  almost  perfectly  compensated  for  years  by  hyper- 
trophy of  the  left  ventricle.  Many  patients  with  moderate  aortic  insufficiency 
feel  perfectly  well,  and  are  even  cajiable  of  quite  hard  work.  They  have  not  the 
slightly  cyanotic  hue  which  almost  all  patients  with  mitral  disease  have,  but  they 
have  a normal  or  even  a pale  complexion.  If,  however,  the  signs  of  disturbed 
compensation  once  appear,  the  severest  sequelae  may  develop  quite  rapidly  in 
aortic  insufficiency.  The  left  side  of  the  heart  can  no  longer  satisfy  the  abnor- 
mally great  demands  upon  it.  Hence  the  stasis  of  the  blood  sets  backward  through 
the  pulmonary  circulation  and  into  the  veins  of  the  body.  The  difficulty  in 
breathing  becomes  marked,  oedema  appears,  and  the  patient  dies  with  the  symj>- 
toms  of  general  dropsy.  We  will  speak  more  fully  below  of  certaiu  intercurrent 
events  in  aortic  insufficiency,  such  as  cerebral  hmmorrhage  and  pericarditis. 

4.  Stenosis  of  the  Aortic  Orifice. 

Except  for  the  mild  forms  of  aortic  stenosis,  which  often  come  on  with  aortic 
insufficiency,  aortic  stenosis  is  a rare  disease.  It  arises  from  marked  thick- 
enings and  calcifications,  and  especially  from  adliesions  of  the  aortic  valves  to 
one  another.  The  stenosis  may  become  so  considerable  that  the  orifice  is  finally 
reduced  to  a mere  fissure,  through  which  the  left  ventricle  must  force  the  blood 
at  its  systole.  The  vertiginous  movements  thus  arising  in  the  blood  produce  a 
loud  systolic  murmur.  The  left  ventricle  is  compelled  to  do  greater  work  in 
consequence  of  the  increased  resistance  of  the  aortic  orifice,  and  hence  becomes 
hypertrophied.  Since  it  demands  more  time  to  drive  its  contents  through  the 
narrow  orifice  than  it  does  under  normal  conditions,  we  often  find  in  aortic 
stenosis  a marked  slowing  of  the  pulse,  but  the  pulse,  as  we  can  conceive,  is 
small,  and  the  artery  feels  contracted  and  hard. 

Inspection  and  Palpation. — On  physical  examination  of  the  heart  we  find 
the  apex-beat  displaced  outward,  corresponding  to  the  hypertrophy  of  the  left 
ventricle  i but  nevertheless  it  is  by  no  means  veiy  strong ; it  is  even  sometimes 
remarkably  weak,  which  condition  is  explained  in  part  by  the  slower  contraction 
of  the  ventricle,  ami  in  part  by  the  absence  of  the  backward  impulse  (compare 
the  Gutbrod-Skoda  theory  of  the  heart-beat). 

Percussion. — Percussion  gives  an  extension  of  the  heart’s  dullness  to  the  left. 
The  right  ventricle  is  also  dilated  and  hypertrophied  to  a moderate  degree  in  the 
later  stages,  if  the  stasis  extends  backward  through  the  pulmonary  circulation. 

Auscultation. — On  auscultation,  we  hear  ovei’  the  aorta  a very  loud  “ sawing,” 
long-drawn,  systolic  murmur,  which  is  usually  transmitted  to  the  right,  corre- 
sponding to  the  course  of  the  aorta,  in  distinction  from  the  diastolic  murmur  of 
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aortic  insufficiency.  It  is  usually  to  be  heard  loudest  at  the  sternal  end  of  the 
second  right  intercostal  space,  but  it  is  audible  to  a lesser  extent  over  almost  the 
whole  heart.  It  is  usually  quite  loud  over  the  carotids.  The  aortic  second  sound 
is  feeble,  or  not  to  be  heard  at  all.  With  co-existing  insufficiency  of  the  valve 
it  is  replaced  by  a diastolic  murmur. 

The  character  of  the  pulse  has  already  been  mentioned.  The  pulse  is  small, 
and  is  sometimes  in  noticeable  contrast  with  the  strength  of  the  apex-beat ; in 
compensated  cases  it  is  regular  and  often  slow,  to  a slight  or  sometimes  to  a great 
degree.  The  sphygmographic  tracing  (see  Fig.  31)  gives  a low  wave,  and  a com- 
paratively slow  rise  and  fall  of  the  curve. 

An  aortic  stenosis  of  a mild  degree  may  be  quite  well  borne  by  the  ]iatient  for 
a long  time.  In  stenosis  of  a higher  degree  we  sometimes  notice  peculiar  symp- 
toms, which  probably  must  be  referred  to  anaemia  of  the  brain,  especially  attacks 
of  dizziness  and  faintness.  Epileptic  attacks  have  even  been  observed.  In  other 
respects  the  same  disturbances  of  compensation  finally  appear,  as  in  all  other 


Fio.  31. — ^Pulse  curve  in  stenosis  of  the  aortic  orifice. 


forms  of  valvular  disease.  The  course  of  the  disease  is  more  unfavorable  than 
that  of  aortic  insufficiency,  but,  on  the  other  hand,  it  is  more  favorable  than  that 
of  mitral  stenosis. 

5.  Insufficiency  of  the  Tricuspid  Valve. 

Insufficiency  of  the  tricuspid  valve  is  extremely  rare  as  an  independent 
disease  of  the  heart,  but  a secondary  insufficiency  of  the  tricuspid  is  quite  fre- 
quent, and  is  therefore  of  practical  interest,  as  it  complicates  other  already-existing 
valvular  diseases  in  the  left  side  of  the  heart.  It  arises  either  from  a secondary 
endocarditis  affecting  the  tricuspid,  in  quite  an  analogous  manner  with  mitral 
insufficiency,  or  it  is  a so-called  relative  insufficiency.  This  name  we  give  to  that 
form  of  insufficiency  which  develops  when  the  edges  of  the  tricuspid  valve, 
normal  in  themselves,  at  last  fail  to  meet  one  another,  from  the  increasing  dilata- 
tion of  the  right  ventricle. 

The  necessary  result  of  tricuspid  insufficiency  is,  that  in  every  systole  of  the 
right  ventricle  a backward  current  passes  through  the  open  tricuspid  orifice  into 
the  right  auricle,  and  thence  into  the  veins  of  the  body.  The  tricuspid  insuffi- 
ciency ensuing  in  other  forms  of  heart  disease  must  therefore  increase  the  stasis 
in  the  veins  of  the  body,  and  is  thus  far  an  unfavorable  complication.  It  has  a 
compen.satory  significance  only  as  it  affords  relief  to  the  pulmonary  circulation. 
Since  a part  of  the  blood  passes  back  from  the  right  ventricle  into  the  veins, 
less  blood  than  usual  must  reach  the  ])ulmonary  arteries.  The  decrease  in  ten- 
sion thus  produced  in  the.se  arteries  makes  itself  appai'cnt  on  auscultation,  since 
the  accentuation  of  the  jiulmonic  second  sound  in  valvular  disease  of  the  mitral 
orifioe  diminishes  when  tricuspid  insufficiency  takes  iilnce. 

That  tricnspid  insufficiency  must  result  in  a hypertrophy  of  the  right  ven- 
tricle is  explained  in  just  the  same  way  as  the  hypertrophy  of  the  left  ventricle 
in  mitral  insufficiency,  from  the  increased  influx  of  blood'  at  increased  tension 
into  the  right  ventricle  durij^g  diastole;  but  this  effect  of  tricuspid  insufficiency 
can  rarely  be  made  out  in  any  individual  case,  since  the  right  ventricle  is  usually 
a leady  hypertrophied  as  a result  of  the  disease  in  the  left  side  of  the  heart. 
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The  most  important  symptom  from  whidi  we  can  diagnosticate  tricuspid  in- 
sufficiency is  tlie  venous  pulse.  The  cause  of  this  is  the  backward  wave  of  blood 
produced  at  each  systole  of  the  right  ventricle.  So  long  as  the  venous  valve 
above  the  bulbus  jugularis  is  closed,  we  usually  see  only  a “ bulbar  pulse,”  but 
very  soon  this  valve  also  yields  to  the  continued  impulse  of  the  blood,  and  then 
a strong,  purely  venous  pulse  is  visible  along  the  whole  course  of  the  jugular 
vein  up  to  the  vicinity  of  the  mastoid  process.  The  contraction  of  the  right 
auricle  very  often  causes  a decidedly  weaker  elevation  of  the  vein,  which  just 
precedes  the  marked  pulsation  caused  by  the  ventricular  systole  (auadicrotic 
venous  pulse).  On  account  of  the  straighter  course  of  the  right  innominate  vein, 
the  jugular  venous  pulse  is  often  stronger  on  the  right  side  than  on  the  left.  We 
must  state,  however,  that  the  jugular  venous  pulse  is  not  an  absolutely  certain 
sign  of  tricuspid  insufficiency,  since  it  may  arise  in  hypertrophy  of  the  right  side 
of  the  heart  without  any  insufficiency  of  the  tricuspid,  from  the  closure  of  the 
valves. 

If  there  is  pulsation  in  the  bulb  of  the  jugular  vein  and  the  jugular  valve  is 
still  capable  of  closing,  a low,  audible,  venous,  valvular  sound  may  be  produced  by 
its  closure.  A sound  may  also  arise  in  tricuspid  insufficiency,  as  has  been  already 
said,  from  the  tension  of  the  valves  in  the  femoral  vein.  A visible  pulsation  in 
the  larger  veins  of  the  extremities  is  very  rare,  but  in  tricuspid  insufficiency  we 
quite  frequently  feel  a venous  j)ulsation  of  the  liver.  This  may  be  quite  apparent 
even  in  many  cases  where  the  jugular  venous  pulse  is  absent,  because  the  veins 
in  the  liver  are  without  valves. 

Auscultation  over  the  right  side  of  the  heart  gives  a systolic  murmur  in  insuffi- 
ciency of  the  tricuspid,  arising  from  the  regurgitating  blood-current.  This  may 
be  heard  loudest  over  the  lower  part  of  the  sternum,  or  at  the  sternal  end  of  the 
right  fifth  rib.  The  significance  of  this  murmur  in  diag-nosis,  however,  is  impaired 
by  the  fact  that  it  can  not  always  be  separated  from  the  systolic  mitral  mm-mur 
that  often  co-exists. 


6.  Stenosis  of  the  Tricuspid  Orifice. 

Stenosis  of  the  tricuspid  orifice  is  an  uncommonly  rare  disease,  and  hence  it  is 
without  practical  significance.  It  has  usually  been  observed,  up  to  the  present 
time,  as  a congenital  form  of  heart  disease,  almost  always  combined  with  other 
anomalies  of  development  in  the  heart. 

The  physical  signs  of  tricuspid  stenosis  can  easily  be  constructed  theoretically. 
The  first  result  must  be  a marked  dilatation  of  the  right  auricle,  and  the  occur- 
rence of  a diastolic  or  presystolic  murmur  over  the  right  side  of  the  heart.  From 
the  rarity  and  complex  character  of  the  cases,  however,  we  have  so  far  seldom 
had  an  opportunity  to  confirm  these  theories  at  the  bedside. 

The  prognosis  of  this  foi'm  of  heart  disease  is  very  unfavorable,  since  a long- 
continued  compensation  by  increased  labor  on  the  part  of  the  right  auricle  is 
scarcely  conceivable. 

[Seventy  cases  of  tricuspid  stenosis  have  been  collected  by  Bedford  Fenwick, 
whose  analysis  affords  good  grounds  for  thinking  that  the  lesion  is  often  acquired. 
In  fifty  per  cent,  of  the  cases  there  was  a clear  history  of  rheumatism,  and  nearly 
all  of  the  patients  were  more  than  twenty  years  of  age  at  the  time  of  death. 

This  lesion  is  never  found  alo7ie,  but  invariably  combined  with  mitral  stenosis; 
all  but  eight  of  the  cases  were  in  women.  Fenwick  thinks  that  the  influence  of 
sex  lies  in  the  less  onerous  nature  of  the  woi’k  of  women  than  of  men,  the  granu- 
lating edges  of  the  valves  being  kept  more  in  apposition,  thus  healing  with 
adhesion  and  causing  obstructions  at  the  orifice.] 
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7.  Insufficiency  of  the  Pulmonary  Valve. 

lusulTiciency  of  the  pulmonary  valve  is  also  a very  rare  form  of  heart  disease. 
It  occui's  as  a congenital  anomaly,  often  combined  with  other  failures  of  develop- 
ment, oi-  as  a disease  acquired  after  birth.  The  anatomical  changes  in  the  valve, 
which  lead  to  insufficiency,  are  precisely  analogous  to  those  which  cause  insuffi- 
ciency of  the  aortic  valve. 

The  physical  signs  of  this  form  of  valvular  disease  consist  chiefly  of  a marked 
dilatation  and  hypertrophy  of  the  right  ventricle,  to  be  made  out  by  percussion, 
and  of  a loud  diastolic  murmur  over  the  pulmonary  valve.  These  signs  are 
e.vplaiued  in  just  the  same  way  as  the  precisely  analogous  signs  in  the  left  ven- 
tricle ill  aortic  insufficiency. 

In  general,  pulmonary  insufficiency,  like  aortic  insufficiency,  seems  to  be  com- 
pensated quite  well  for  a long  time  by  hypertrophy  of  the  right  ventricle.  In 
many  cases  a co-existing  patency  of  the  foramen  ovale  also  seems  to  he  of  favor- 
able influence,  so  far  as  it  lessens  the  stasis  in  the  right  auricle  and  the  veins  of 
tlie  body,  while  it  rendei-s  easier  the  Ailing  of  the  left  ventricle. 


8.  Stenosis  of  the  Pulmonary  Orifice  (Pulmonary  Stenosis)  and  the  other  Con- 
genital Diseases  of  the  Heart. 

1.  Congenital  Pulmonary  Stenosis. — While  the  stenosis  of  the  pulmonary 
orifice  acquired  in  later  life  is  so  rare  that  it  has  only  a slight  practical  sig- 
nificance, the  congenital  pulmonary  stenosis  is  of  far  greater  importance.  It  is, 
on  the  whole,  the  most  frequent  of  the  congenital  forms  of  heart  disease.  Its 
origin  is  to  be  referred  either  to  an  endocarditis  of  the  pulmonary  valves  during 
foetal  life,  or  to  anomalies  in  the  development  of  the  heart.  The  stenosis  is  often 
situated  not  merely  at  the  pulmonary  orifice  itself,  but  farther  back  in  the  conus 
arteriosus,  which  seems  to  be  narrowed  by  the  formation  of  myocardial  cicatrices. 
The  pulmonary  artery  is  often  also  narrowed  as  a whole.  In  the  majority  of 
cases  we  find,  in  addition,  other  anomalies  of  development  in  the  heai’t,  espe- 
cially patency  of  the  foramen  ovale,  great  defects  in  the  ventricular  septum,  and, 
in  about  half  the  cases,  patency  of  the  ductus  Botalli,  etc. 

The  symptoms  of  congenital  pulmonary  stenosis  sometimes  appear  soon  after 
the  birth  of  the  child.  The  first  thing  that  strikes  us  is  the  marked  cyanosis, 
which  is  constant,  or  else  comes  on  with  crying,  or  wuth  movements  of  the  body. 
Many  children,  however,  reach  a fair  age,  five  or  ten  years,  but  rarely  more.  In 
some  cases  the  heart  disease  may  be  so  perfectly  compensated  that  the  child  may 
be  comparatively  well  for  a time,  and  severe  disturbances  may  not  appear  for 
several  years. 

As  a rule,  children  with  congenital  pulmonary  stenosis  present  a very  strik- 
ing appearance.  The  cyanosis  is  especially  noticeable  in  the  face,  the  lips,  the 
nose,  and  the  hands  and  nails.  The  parts  mentioned  feel  cool.  The  eyes  are 
often  somewhat  prominent,  and  there  is  a slight  cedematous  swelling  about  them. 
The  peculiar  club-like  thickening  of  the  terminal  phalanges  of  the  fingers  and 
toes,  a result  of  stasis,  as  seen  also  in  manj’^  cases  of  bronchiectasis,  is  very  char- 
acteristic. The  nails  also  present  a characteristic  claw-like  curvature. 

The  whole  development  of  the  child  is  remarkably  retarded.  The  muscles 
and  fatty  layer  are  slight.  The  gums  are  sometimes  very  sjiongy  and  disposed  to 
bleed.  In  severe  cases  the  child  suffers  from  faintness,  vertigo,  etc. 

On  physical  examination  of  the  heart,  we  usually  find  the  cardiac  region  rather 
prominent.  Percussion  gives  an  increase  of  the  heart’s  dullness,  especially  toward 

0 right.  This  extension  of  the  dullness  is  duo  to  the  hypertrophy  of  the  right 
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ventricle,  which  must  arise  in  the  same  way  as  hypertrophy  of  the  left  ventricle 
in  aortic  stenosis.  On  auscultation,  we  hear  a loud  systolic  murmur,  which  is  per- 
ceptible over  the  whole  heart,  but  which  has  its  greatest  intensity  at  the  sternal 
end  of  the  second  left  intercostal  space.  The  eddies  of  blood,  which  produce  the 
murmur,  may  also  often  be  felt  by  the  hand  as  a systolic  thrill.  In  some  cases,  how- 
ever, we  miss  the  murmur  in  pulmonary  stenosis,  just  as  in  mitral  stenosis.  The 
pulmonic  second  sound  is  weak  or  inaudible,  or  it  is  replaced  by  a murmur  if  there 
is  also  insufficiency  of  the  valve. 

The  course  of  congenital  pulmonary  stenosis  is  always  unfavorable.  As  has 
been  stated  above,  only  a few  children  get  beyond  the  age  of  fifteen  years,  Death 
ensues,  either  with  general  disturbances  of  compensation  evidenced  by  dyspnoea 
and  dropsy,  as  in  every  other  form  of  heart  disease,  or  from  complications.  Among 
the  latter,  we  may  mention  especially  the  very  frequent  development  of  phthisis. 

2.  The  Remaining  Congenital  Lesions  of  the  Heart.— Inasmuch  as  other  con- 
genital lesions  than  pulmonary  stenosis  have  but  slight  clinical  importance,  we 
will  limit  ourselves  here  to  a brief  review  of  the  same.* 

(а)  Patency  of  the  foramen  ovale  is  a comparatively  frequent  lesion,  whether 
alone  or  combined  with  others.  Physical  signs  are  mostly  absent.  In  a few 
cases  a presystolic  murmur  has  been  heard.  When  mitral  insufficiency  co-exists 
with  a patent  foramen  ovale,  venous  pulsation  may  be  caused. 

(б)  Defects  in  the  septum  between  the  ventricles.  These  are  most  frequently 
situated  in  the  posterior  section  of  the  anterior  septum,  and  they  likewise  are 
associated  with  other  anomalies,  such  as  abnormal  distribution  of  the  ai'teries, 
pulmonary  stenosis,  or  defects  iai  the  septum  between  the  auricles.  Sometimes  the 
patency  of  the  septum  gives  rise  to  a systolic  murmur,  but  a diagnosis  of  the  con- 
dition during  life  is  scarcely  ever  possible. 

(c)  Persistence  of  the  ductus  Botalli.  Inasmuch  as  this  contributes  blood 
from  the  aorta  to  the  pulmonary  circulation  the  pressure  in  the  latter  is  raised, 
hence  there  is  to  be  observed  accentuation  of  the  second  pulmonic  sound  and 
hypertrophy  of  the  right  ventricle.  There  is  sometimes  also  a loud  systolic 
murtmu’. 

(cZ)  We  have  already  spoken  of  congenital  stenosis  of  the  tricuspid  vaHe. 
Congenital  narrowing  of  the  mitral  valve  and  of  the  aortic  valves  may  also  occur, 
hut  they  are  extremely  rare. 

9.  Combined  Valvular  Diseases  of  the  Heart. 

Although  in  what  has  preceded  we  have  dealt  with  the  several  forms  of  valvu- 
lar disease  of  the  heart  separately,  in  order  to  present  them  in  a general  way, 
yet  in  reality  combinations  of  them  often  occur  in  great  variety.  We  find 
especially,  as  has  already  been  mentioned,  steno.sis  of  an  orifice  co-existing  with 
insufficiency  of  the  accompanying  valve;  but  diseases  of  two  or  moi'e  different 
valves  are  not  infrequent,  combined  in  the  most  diverse  manners.  The  physical 
signs  of  these  “ combined  forms  of  heart  disease  ” may,  of  course,  be  inferred  frmn 
the  signs  of  anomalies  of  single  valves,  but  the  phenomena  are  often  so  compli- 
cated that  the  diagnosis  of  combined  heart  disease  is  generally  much  harder  than 
that  of  the  simple  forms.  Sometimes  the  single  forms  neutralize  one  another  in 
their  action.  For  example,  the  left  ventricle  is  usually  small  in  pure  mitral  ste- 
nosis, but,  if  aortic  insufficiency  be  also  present,  it  is  nevertheless  found  dilated,  at 


* A inoi’e  extensive  presentation  of  the  subjeet  ean  be  found  in  Gerhardt’s  “Ilnndbuch  dor  Kinder- 
krankheiten,”  Band  iv,  written  by  Kauchfuss,  and  in  text-books  on  patliological  anatoiny — for  ex- 
ample, Orth’s. 
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least  to  a certain  degree.  The  influence  of  an  absolute  or  relative  tricuspid  insuf- 
ficiency on  the  action  of  mitral  disease,  especially  the  decrease  in  tension  in  the 
pulmonai-y  vessels  caused  by  it,  and  also  the  diminished  accentuation  of  the  pul- 
monic sound,  have  been  mentioned  above. 

In  reference  to  the  clinical  symptoms  of  combined  heart  disease  we  may  say, 
on  the  whole,  that,  in  a large  number  of  cases,  the  disease  of  one  valve  stands  out 
as  predominant  in  the  whole  picture  of  the  disease.  The  other  anomalies  are  only 
slightly  noticeable,  and  often  of  later  date.  Hence,  we  may  find  at  the  antopsies 
of  patients,  who  dnring  life  have  shown  the  symptoms  of  disease  of  only  one 
particular  valve,  unimportant  changes,  like  fresh  endocarditis,  on  the  other  valves, 
which  have  been  without  clinical  significance. 

General  Comparison  op  the  most  Important  Physical  Signs  in  Valvular 

Disease  op  the  Heart. 


Form  of 
Heart  Disease. 

Inspection. 

Palpation. 

Percussion. 

Auscultation. 

1.  Mitral  in- 
sufficiency. 

.Strong  apex-beat, 
often  somewhat 
displaced  out- 
ward. 

Systolic  thrill  at 
the  apex.  Quite 
strong  radial 

pulse. 

Hypertrophy  of 
the  left,  later  of 
the  right  ven- 
tricle. 

Loud  systolic  murmur 
at  the  apex.  Pul- 
monic second  sound 
accentuated. 

2.  Mitral 
stenosis. 

Area  of  cardiac  im- 
pulse enlarged, 
epigastric  pulsa- 
tion. 

• 

Diastolic  thrill  at 
the  apex.  Small 
and  often  irregu- 
lar pulse. 

Hypertrophy  of 
the  right  ven- 
tricle. 

Diastolic  or  presys- 
tolic  murmur  at  the 
apex.  First  sound 
sometimes  loud. 

Pulmonic  second 
sound  accentuated, 
and  sometimes 

double. 

3.  Aortic  in- 
sufficiency. 

Apex  - beat  very 
strong,  displaced 
downwardandto 
the  left.  Visible 
pulsation  of  the 
medium  - sized 
and  smaller  ar- 
teries. 

Very  strong,  heav- 
ing apex  - beat. 
Pulsus  celer. 

Marked  hyper- 
trophy of  the 
left  ventricle. 

Loud  diastolic  aortic 
‘ murmur,  especially 
over  the  upper  part 
of  the  sternum. 
Sounds  in  the  ar- 
teries (femoral  and 
brachial  sounds, 

etc.).  Sometimes 

a double  sound  or 
double  murmur  in 
the  femoral. 

4.  Aortic 
stenosis. 

Apex  - beat  dis- 
placed to  the 
left. 

Heart’s  action  not 
very  strong. 

Pulse  small, 

sometimes  slow. 

Hypertrophy  of 
the  left  ven- 
tricle. 

Loud  systolic  aortic 
murmur,  transmit- 
ted to  the  right. 

[Bramwell  reports  that  of  131  cases  Avith  macroscopic  valvular  lesion,  the  tri- 
cuspid was  implicated  in  33-58  per  cent. ; in  all  but  12  per  cent,  of  these  the 
changes  were  recent.  Hence  he  thinks  that  tricuspid  endocarditis  is  generally 
recovered  from,  and  this  he  attributes  to  the  relatively  small  strain  to  which  that 
valve  IS  subjected.  Tlie  obvious  therapeutic  deduction  is  the  importance  of  rest 
in  mitral  endocarditis.] 

General  Sequel.®  and  Complications  op  Valvular  Disease  op  the  Heart. 

After  having  discussed,  in  what  precedes,  the  mechanism  of  the  single  forms  of 
va  vu  ar  disease,  and  the  physical  signs  derived  from  it,  we  must  noAV  describe  a 
f '^*^1  syinptoms  and  sequel®  which  may  he  present  to  a greater  or  less  degree 
n a orms  of  valvular  disease.  With  them  we  must  also  mention  certain  pecul- 
iarities of  the  individual  forms. 
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1.  Subjective  Symptoms.— Fully  compensated  heart  disease  may  exist,  at  least 
for  a long  time,  without  any  subjective  symptoms.  This  is  especially  the  case  in 
aoi-tic  insulRciency,  more  rarely  in  mitral  insufficiency.  Stenosis  of  the  mitral 
or  of  the  aortic  valves  almost  always  causes  subjective  symptoms.  These  symp- 
to7ns  often  do  not  exist  so  long  as  the  patient  keeps  perfectly  quiet  physically  and 
mentally,  but  they  develop  under  appropriate  circumstances. 

The  existing  subjective  symptoms  in  heart  disease  are  by  no  means  always 
referred,  in  the  first  place,  to  the  heart  itself.  It  sometimes  happens  that  the 
patient  comes  to  the  physician  complaining  of  various  digestive  disturbances,  or 
in  other  cases  of  headache,  vertigo,  etc.  The  physical  examination  alone  leads  us 
to  I'ecognize  the  heai’t  disease.  As  a rule,  the  patient's  first  and  chief  complaint 
is  directed  toward  his  difficulty  in  breathiug.  The  shortness  of  breath,  which 
increases  on  any  physical  exertion,  comes  on  quite  early  in  many  cases.  In  the 
later  stages  it  is  almost  always  the  most  distressing  symptom.  It  arises  as  a result 
of  the  overfilling  of  the  pulmonary  vessels  with  blood,  and  the  consequent  delay 
in  the  pulmonary  circulation,  and  impairment  of  the  transfer  of  gases  in  the  lung. 
In  the  later  stages  the  anatomical  changes  in  the  lung  tend  to  increase  the  dyspnoea. 
Until  lately  it  was  usually  assumed  that  the  distended  capillaries  encroached 
U])on  the  lumen  of  the  alveoli,  and  thus  diminished  their  capacity  for  air.  Basch, 
however,  claims  that  the  alveoli  become  distended  by  the  passive  congestion  in 
the  pulmonary  circulation,  because  the  capillaries  are  stretched  (swelling  of  the 
lungs).  One  element  in  the  development  of  the  dyspnoea  is  the  “pulmonary 
rigidity.”  The  diminisked  expansibility  of  the  lungs  thus  occasioned  offers  the 
same  hindrance  to  respiration  as  is  seen  in  pulmonary  emphysema.  Further 
investigations  are  necessary  in  order  to  determine  the  clinical  importance  of  these 
conditions.  • 

The  secondary  bronchitis  of  heart  disease  is  a very  great  factor  in  the  dyspnoea. 
This  bronchitis  is  a frequent  result  of  the  pulmonary  stasis.  Often  the  respiratory 
distress  increases  and  decreases  simultaneously  with  corresponding  variations  in 
the  bronchitis.  A purely  mechanical  cause  of  dyspnoea  is  the  compression  of  the 
lower  portion  of  the  left  lung  by  great  cardiac  hypertrophy.  The  highest  grade 
of  dyspnoea  is  reached  when  finally  hydrothorax  and  pulmonary  oedema  are  devel- 
oped. From  what  has  already  been  stated,  it  is  easy  to  see  why  lesions  of  the 
mitral  valve  which  directly  impair  the  pulmonary  circulation  lead  sooner  to 
shortness  of  breath  than  do  lesions  of  the  aortic  valves.  Sometimes  the  dyspnoea 
in  heart  disease  occurs  in  paroxysms  (cardiac  asthma).  This  is  probably  in  most 
cases  dependent  upon  a sudden  cardiac  failure,  especially  involving  the  left  ven- 
tricle. 

Palpitation  is  the  first  subjective  symptom  to  be  mentioned  of  those  whicli 
are  refeiTed  directly  to  the  heart.  It  is  not  yet  accurately  determined  under 
what  circumstances  the  action  of  the  heart  is  perceived  by  the  patient  himself. 
We  sometimes  see  an  uncommonly  strong  action  of  the  heai’t,  as  in  aortic  insuffi- 
ciency, which  is  not  perceived  at  all  subjectively.  In  other  cases,  where  objec- 
tively the  heart  is  not  especially  active,  ]ialpitation  forms  the  patient’s  chief 
complaint.  It  usually  first  appears  when  the  heart  disease  ceases  to  be  fully 
compensated.  It  is  increased  or  first  excited  by  physical  exertion  or  mental 
excitement.  In  many  patients  attacks  of  palpitation  occur  without  any  discover- 
able external  cause,  due  apparently  to  nervous  disturbance.  They  are  sometimes 
associated  with  a striking  acceleration  of  the  pulse,  the  so-called  tachycardia. 

Pain  in  the  cardiac  region  is  only  rarely  present  in  heart  disease.  The  patients 
more  frequently  complain  of  an  indefinite  feeling  of  pressure  and  oppression  in 
the  chest,  but  attacks  of  severe  pain  in  the  cardiac  region  do  occur,  especially  in 
patients  with  aortic  insufficiency — pain  shooting  into  the  shoulders  and  arms,  the 


VALVULAR  DISEASE  OF  THE  HEART. 


297 


so-called  angina  pectoris,  vide  infra.  Pains  in  the  epigastrium  and  abdomen, 
■which  sometimes  form  the  chief  annoyance  of  the  patient,  usually  depend  upon 
passive  congestion  of  the  liver  {vide  infra),  or  upon  the  tension  of  tlie  abdominal 
walls  from  ascites,  oedema,  etc. 

We  must  finally  mention  here  the  I’heumatoid  pains  in  the  joints  and  muscles, 
from  -which  many  patients  -with  heart  disease  suffer. 

The  greatest  subjective  distress  occui’S  in  the  last  stages  of  heart  disease,  -when 
general  dropsy  develops.  The,  patient’s  helplessness  usually  culminates.  All 
motions  of  the  body  are  difficult,  the  dyspnoea  and  oppression  in  the  chest  con- 
stantly increase,  until  death  finally  releases  the  patient  from  his  mournful 
condition. 

2.  Sequelae  in  the  Heart  Itself.— We  have  already  discussed  the  most  impor- 
tant sequelae  of  valvular  disease  in  the  heart  itself,  its  hypertrophies  and  dilata- 
tions. It  remains  for  us  to  describe  the  influence  of  the  cardiac  disease  on  the 
frequency  and  regularity  of  the  heart’s  action,  and  also  to  discuss  some  secondary 
diseases  of  the  cardiac  muscle  and  of  the  pericardium. 

In  every  well-compensated  heart  disease  the  heart's  action  may  for  a long  time 
be  of  approximately  normal  frequency  and  I’egularity.  We  often  find  a constant 
and  moderate  acceleration  of  the  pulse,  which  is  easily  increased  from  temporary 
causes.  Permanent  slowing  of  the  pulse  is  rare  in  valvular  disease  of  the  heart. 
It  is  most  frequent  in  aortic  stenosis,  where  it  is  in  part  of  compensatory  signifi- 
cance. Marked  changes  in  the  frequency  of  the  pulse  depend  upon  severe  dis- 
turbances of  the  nervous  apparatus  in  the  heart.  Hence  they  are,  as  a rule,  as- 
sociated with  irregular  action  of  the  heart.  The  frequency  of  the  pulse  may  then 
reach  120  or  140  a minute.  Diminution  of  the  frequency  to  50  or  30  are  much 
rarer.  We  may  mention  as  an  unusual  but  interesting  symptom  the  sudden  at- 
tacks of  enormous  acceleration  of  the  pulse  to  200  or  more — tachycardia — which 
seem  to  be  especially  frequent  in  mitral  disease.  In  the  interval  there  is  usually 
a quiet  action  of  the  heart  and  a complete  compensation  of  the  heart  disease.  The 
increase  in  the  pulse  comes  on  quite  suddenly,  and  is  frequently  associated  with 
subjective  feelings  of  palpitation  and  distress.  It  may  last  for  several  hours  and 
then  disappear  again,  also  quite  suddenly.  The  precise  cause  of  these  attacks  is 
unknown.  We  may  probably  regard  it  as  a temporary  x>aratysis  of  the  inhibitory 
apparatus  of  the  heart. 

Arhjdhmia  of  the  heart  is  of  still  greater  importance  than  anomalies  of  the 
pulse-frequency.  It  always  points  to  a severe  distui’bance  of  the  nervous  appa- 
ratus of  the  heart.  The  general  circulatory  disturbance  which  follows  every  valv- 
ular disease  must  of  course  make  itself  felt  in  the  heart  itself,  and  the  nerves  and 
ganglia  of  the  heart  can  not  remain  undistiu’bed  by  it.  Hence  we  generallj'^  see 
marked  variations  in  the  frequency  and  rhythm  of  the  heart’s  action  along  with 
the  other  signs  of  beginning  disturbance  of  compensation;  but  daily  clinical 
experience  teaches  us  that  there  is  not  a perfect  parallelism  between  the  two  symp- 
toms. We  find  often  enough  in  heart  disease  quite  a considerable  irregularity  of 
the  pulse  without  any  of  the  other  signs  of  marked  disturbance  of  compensation, 
and,  on  the  other  hand,  we  see  in  many  patients  an  almost  perfect  regularity  of 
the  pidsc  up  to  death.  In  mitral  disease,  especially  in  mitral  stenosis,  arhythmia 
of  the  heart  is  much  more  frequent  than  in  aortic  disease. 

We  can  not  here  discuss  in  detail  the  different  forms  and  symptoms  of  cardiac 
irregularity.  An  inequality  in  the  intensity  of  the  single  beats  is  very  often  a.sso- 
ciated  with  the  irregularity:  the  irregular  pulse  is  also  an  unequal  imlse.  The 
veaker  heart-beats  sometimes  cause  a ])ulse  which  is  no  longer  pereejilible  in  the 
radial  artery,  so  that  we  can  determine  the  true  frequency  of  the  heart-beat,  not 
y counting  the  I’adial  pulse,  but  only  by  auscultation  of  the  heart.  The  occur- 
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Fig.  32. — Pulsus  bigeminus. 


rence  of  the  .so-called  jJulsiis  bigeminus  is  of  interest  (see  Fig.  32).  A second 
weaker  contraction  follows  the  fii’st  strong  systole,  even  hefoi’e  the  ventricular 

diastole  has  fully  ended,  and  then  comes  a longer 
pause.  We  feel  alteimately  a strong  and  quite  weak 
pulse.  The  latter  may  be  imperceptible,  so  that  it 
can  be  made  out  only  by  the  sphygmograph.  In 
such  cases,  with  co-existing  tricuspid  insulRciency. 
we  sometimes  find  the  number  of  the  venous  pul- 
sations twice  as  great  as  the  number  of  the  radial 
pulsations,  because  the  second  weaker  contraction 
of  the  heart  produces  a visible  venous  pulse,  but  not  an  appreciable  radial  pulse. 
On  the  whole,  the  jmlsus  bigeminus  is  a bad  sign,  since  it  always  points  to  a 
marked  disturbance  of  the  cardiac  innervation;  but  it  may  also  pass  away  again 
and  give  place  to  a regular  action  of  the  heart. 

Chronic  valvular  disease  of  the  heart  is  often  combined  with  anatomical 
changes  in  the  cardiac  muscle,  and  sometimes  in  the  pericardium. 

Among  the  changes  in  the  cardiac  muscle,  cloudy  swelling,  and  especially  fatty 
degeneration  of  the  muscular  fibers,  are  the  most  frequent.  The  fatty  degenera- 
tion of  the  muscle  occurs  either  in  a diffuse  form,  or  in  little  yellowish  spots, 
which  are  plainly  visible  on  the  papillary  muscles  and  trabeculm.  The  opinion 
has  often  been  expressed  that  fatty  degeneration  of  the  muscles  is  the  cause  of 
the  disturbance  of  compensation;  that  the  cardiac  muscle  ijerforms  its  increased 
work  until  fatty  degeneration  ensues  and  reduces  its  strength.  This  theory  does 
not  entirely  correspond  to  the  facts.  We  have  often  seen  the  greatest  disturbance 
of  compensation  in  valvular  disease  when  section  of  the  cardiac  muscle  showed 
no  fatty  degeneration ; and,  on  the  other  hand,  we  have  seen  great  fatty  degenera- 
tion of  the  heart,  as  in  pernicious  anaemia,  w^hen  there  were  no  signs  of  cardiac 
weakness  during  life.  Anatomically,  with  our  present  aids  to  research,  w'e  can 
hardly  ever  decide  with  certainty  whether  the  cardiac  muscle  was  still  capable 
of  performing  its  normal  functions  or  not.  The  usual  state  of  the  case  is  probably 
this,  that  fatty  degeneration  of  the  cardiac  muscle  is  a result  of  the  disturbance 
of  compensation,  and  especially  of  the  deficient  supply  of  arterial  oxygenated 
blood  to  the  muscle  (see  the  chapter  on  ansemia). 

A frequent  affection  of  the  cardiac  muscle  in  valvular  disease  is  the  presence 
of  cicatricial  changes  and  so-called  myocarditic  nodules  in  the  substance  of  the 
heart.  Chronic  endocarditis  may  directly  invade  the  subjacent  parts  of  the 
cardiac  muscles  and  set  up  a chronic  inflammation  there,  but  the  cardiac  cicatrices 
usually  have  another  origin.  The  connective-tissue  thickening  beneath  the  endo- 
cardium is  the  result  of  a simple  atrophy  of  the  superficial  muscular  fibers  due  to 
the  increased  internal  pressure  of  the  blood,  as  in  mitral  or  aortic  insufficiency. 
The  connective-tissue  nodules  within  the  cardiac  muscle,  however,  depend  upon 
a deficiency  in  the  local  supply  of  arterial  blood.  Simple  sclerotic  thickening  of 
the  coronary  arteries,  or  complete  embolism,  or  thrombosis  of  a small  branch  of 
one  of  them,  is  the  evident  cause  of  these  circumscribed  cicatrices.  It  is  certain 
that  the  latter  may  reduce  the  capacity  of  the  cardiac  muscle  for  work,  but,  on 
the  other  hand,  we  often  find  cicatrices  of  myocarditis  without  any  signs  of  a 
previous  disturbance  in  the  compensation  of  the  heart.  A fuller  discussion  of 
this  subject  will  be  found  in  the  next  chapter. 

Pericarditis  is  not  very  rare  as  a result  of  chronic  valvular  disease.  It  is 
always  a dangerous  complication,  and  may  cause  death.  Regarding  its  origin, 
we  have  found  that  almost  all  the  cases  of  heart  disease  complicated  with  peri- 
carditis .show  changes  in  the  aortic  valves.  Hence  it  does  not  seem  improbable  to 
us  that  the  origin  of  the  secondary  i^ericarditis  in  such  cases  is  due  to  a direct 
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invasion  of  the  pericardium  by  the  excitants  of  inflammation  passing  from  the 
aortic  valves  through  the  walls  of  the  hlood-vessel. 

3.  Symptoms  of  Stasis  in  the  Different  Organs  of  the  Body.— As  has  frequently 
been  mentioned  in  what  precedes,  the  results  of  stasis  of  the  blood  make  them- 
selves manifest  in  heart  disease  in  various  organs.  We  have  already  spoken  of 
the  important  results  of  blood  stasis  in  the  lungs.  It  remains  for  us  to  discuss 
the  symptoms  of  stasis  in  the  systemic  veins. 

As  soon  as  the  flow  of  venous  blood  into  the  right  side  of  the  heart  is  hindered, 
the  venous  stasis  is  shown  by  the  cyanotic  appearance  of  the  patient.  This 
cyanosis  may  exhibit  any  degree.  In  heart  disease  which  is,  on  the  whole,  stiU 
weU  compensated,  it  is  recognized  only  by  the  practiced  eye  of  the  physician  as 
a slight  hluish  tinge  of  the  lips,  the  alac  of  the  nose,  the  cheeks,  or  the  nails. 
With  the  increase  of  the  distm’bance  of  compensation  the  cyanosis  increases,  if 
it  be  not  modified  by  the  co-existence  of  general  anaemia.  In  mitral  disease, 
especially  in  mitral  stenosis,  the  cyanosis  is  usually  more  marked  than  in  aortic 
disease.  The  large  veins  also  become  plainly  visible  as  a result  of  then-  complete 
filling,  especially  the  large  external  jugulars.  ^ 

A further  important  symptom  which  follows  the  venous  stasis  is  the  oedema, 
the  dropsy  of  heart  disease.  As  we  know  from  general  pathology,  every  venous 
stasis,  if  it  reaches  a certain  grade,  leads  to  a transudation  of  the  fluid  of  the  blood 
from  the  capillaries.  If  the  lymphatics  can  no  longer  carry  this  transudation 
away,  it  collects  in  the  meshes  of  the  tissues  and  leads  to  oedema.  The  oedema  of 
heart  disease,  therefore,  does  not  appear  until  the  venous  stasis  has  reached  a certain 
degree,  and  the  compensation  of  the  heart  disease  has  become  impaired.  It  first 
appeal’s  in  those  parts  where  there  is  a particularly  loose  tissue,  as  in  the  eyelids 
and  the  scrotum,  or  where  mechanical  conditions  favor  its  development.  The  legs 
usually  swell  first,  especially  about  the  ankles,  because  here  the  stasis  of  the  venous 
blood  is  increased  by  gravity.  At  first,  slight  oedema  appears  only  temporarily 
and  by  day,  and  disappears  again  while  the  body  is  in  bed  at  night ; but,  as  the  dis- 
turbance of  compensation  increases,  the  oedema  also  constantly  grows  worse,  espe- 
cially in  the  dependent  parts  of  the  body,  until  finally  it  may  reach  the  highest 
degree  of  dropsy.  Besides  the  oedema  of  the  skin,  transudations  into  the  internal 
cavities  occur,  especially  into  the  abdomen  and  the  pleural  cavitj”^. 

The  patient’s  distress  is  decidedly  increased  by  marked  oedema,  as  has  already 
been  said.  All  the  motions  of  the  swollen  extremities  are  considerably  impeded. 
Hydrothorax  and  ascites  increase  the  dyspnoea,  the  former  by  compression  of  the 
lungs,  the  latter  by  upward  pressure  on  the  diaphragm.  The  passage  of  urine 
may  be  rendered  very  difficult  by  oedema  of  the  prepuce.  Besides  that,  we  must 
mention  that  the  skin,  when  very  oedeniatous,  is  quite  apt  to  become  the  seat  of 
furuncular  and  erysipelatous  inflammations. 

The  re.sults  of  stasis  in  the  internal  organs  may  be  best  seen  in  the  liver,  sjileen, 
and  kidneys. 

Piussive  congestion  of  the  liver  is  manifested  by  quite  a considerable  increase 
in  the  size  of  the  organ.  The  lower  boundary  of  the  liver  dullness  extends 
several  fingers’  breadth  beyond  the  edge  of  the  ribs,  and  the  lower  border  of  the 
liver  may  often  be  plainly  felt.  The  liver  may  also  be  enlarged  in  ca.ses  where 
there  are  no  other  marked  signs  of  passive  congestion,  such  as  dropsy.  Quite 
severe  pain  in  the  hepatic  region  son\etimes  arises  from  the  tension  of  the  capsule 
of  the  liver.  In  the  later  stages  the  liver  may  grow  smaller  again  from  the  par- 
tial atro])hy  of  its  cells. 

Jaundice  often  develops  in  heart  disease,  as  a result  of  passive  congestion  of 

e liver,  or  perhaps  sometimes  from  a secondary  duodenal  catarrh.  The  peculiar 
nuxture  of  a cyanotic  and  slightly  jaundiced  hue  of  the  skin  is  very  characteristic 
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in  many  cases,  especially  in  mitral  disease.  It  should  be  added  that  the  yellowish 
discoloration  of  the  skin  in  heart  disease  is  probably  not  always  a genuine  icterus, 
but  may  be  occasioned  by  the  deposit  of  other  pigments  in  the  skin. 

Passive  congestion  of  the  spleen  arises  if  the  stasis  of  the  blood  extends  to  the 
splenic  vein.  The  spleen  increases  in  size  and  becomes  firm  and  dense.  It  is 
often  hard  to  make  out  the  congestion  from  the  increase  of  the  sjilenic  dullness, 
because  percussion  of  the  spleen  is  imcertain  if  there  be  also  ascites,  hydrothorax, 
etc.  We  can  often,  however,  plainly  feel  the  enlarged  spleen  under  the  edge  of 
the  ribs  on  the  left. 

We  recognize  passive  congestion  of  the  kidneys  by  the  changes  in  the  urine. 
The  amount  diminishes ; the  urine  becomes  darker,  more  concentrated,  of  a higher 
specific  gravity,  and  of  greater  acidity.  A sediment  of  uric  acid  or  of  sodic  urate 
very  commonly  forms  in  it.  In  marked  degrees  of  stasis  there  is  albumen  in  the 
urine.  The  amount  of  albumen  is  usually  sliglit,  but  it  may  eq^ual  one  third 
or  one  fourth  of  its  volume.  Under  the  microscope  we  find,  in  the  urine  of  simple 
passive  congestion,  only  an  occasional  hyaline  cast,  and  a few  red  and  white  blood- 
-corpuscles.  Genuine  acute  or  chronic  nephritis,  however,  may  also  develop  as  a 
complication  in  heart  disease. 

We  may  refer  the  numerous  gastric  and  digestive  disturbances,  like  loss  of 
appetite,  vomiting,  constipation,  and  charrhcea,  from  which  such  patients  often 
suffer,  to  the  stasis  in  the  blood-vessels  of  the  stomach  and  intestines. 

4.  Embolic  Processes. — The  slowing  of  the  circulation,  and  the  disturbances  in 
the  nutrition  of  the  walls  of  the  vessels,  which  result  from  it,  often  give  rise  in 
heart  disease  to  the  formation  of  thrombi.  These  are  situated  in  the  heart  itself, 
on  the  diseased  valves,  in  the  recesses  between  the  trabeculae,  in  the  aui’icles, 
etc.,  or  else  they  form  in  the  veins,  especially  in  those  of  the  lower  extremity. 
From  these  thrombi  fibrinous  plugs  may  easily  be  set  loose  and  enter  the  circu- 
lation, and  thus  give  rise  to  embolic  processes  in  distant  organs.  Some  of  the 
embolisms,  whose  clinical  relations  are  especially  important,  have  been  more  fully 
described  elsewhere,  and  will  be  mentioned  only  briefly  here. 

Embolism  of  the  pulmonary  arteries,  proceeding  from  venous  thrombi  or  from 
thrombi  in  the  right  side  of  the  heart,  gives  rise  to  haemorrhagic  infarction  of 
the  lungs.  Its  pathogenesis  and  symptoms  have  already  been  discussed  in  a pre- 
vious section  (see  page  247). 

Embolism  of  the  cerebral  arteries  is  a common  cause  of  apoplectic  attacks, 
which  are  not  infrequent  in  heart  disease,  and  which  usually  lead  to  hemiplegia. 
The  anatomical  cause  of  the  hemiplegia  in  these  cases  is  the  embolic  softening  of 
the  brain  which  develops.  The  details  of  this  are  given  in  the  section  on  cerebral 
diseases  (see  page  737). 

Embolism  of  the  larger  arteries  of  the  extremities,  like  the  femoral  and  the 
brachial,  is  much  rarer  than  the  forms  mentioned.  It  leads  to  embolic  gangrene 
of  the  e.xti’emities,  unless  an  adequate  collateral  circulation  can  he  established. 
The  skin  of  the  peripheral  parts,  the  fingers  or  toes,  flrst  becomes  cool,  bluish, 
and  at  last,  if  the  circulation  be  wholly  checked,  almost  black.  The  gangrene 
advances  slowly,  usually  occupying  weeks.  Ulcerations  develop  as  the  necrotic 
portions  are  thrown  off.  The  affection  is  exh’emely  painful.  The  patient  soon 
becomes  very  miserable  from  the  pain  and  the  septic  fever  that  usually  attend 
the  ulcerations,  and  extensive  gangrene  almost  always  ends  fatally. 

Embolism  of  the  renal  artery,  with  the  formation  of  an  ensuing  hmmorrhagic 
infarction,  may  run  its  course  without  symptoms,  but  sometimes  it  may  be  recog- 
nized by  the  sudden  appearance  of  blood  in  the  urine. 

Embolic  infarction  of  tlie  spleen  is  often  marked  by  swelling  of  the  spleen 
and  by  severe  perisplenitic  pains.  In  other  cases  it  is  wholly  without  symptoms. 
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Embolism  of  a mesenteric  artery  is  a very  rare  event.  Its  symptoms  consist 
in  a sudden  intestinal  hmmorrhage,  in  severe  colicky  pains,  genei-al  collapse,  and 
peritonitis. 

5.  Complications  on  the  Part  of  the  Nervous  System. — The  most  important 
complication  on  the  paid  of  the  nervous  system— emholic  softening  of  the  hrain — 
has  already  been  mentioned.  We  must  also  state  that  cerebral  haemorrhage  may 
occur  in  heart  disease.  It  is  especially  frequent  in  aortic  insufficiency,  either 
as  a result  of  co-existing  atheroma  of  the  cerebral  arteries,  or  perhaps  of  the  ab- 
normally high  tension  of  the  walls  of  the  vessels  during  systole. 

Mental  disorders  have  been  repeatedly  observed  in  chronic  valvular  disease. 
They  are  the  result  of  the  disturbance  of  the  circulation,  and  the  consequent  im- 
pah-ment  of  nutrition  in  the  brain.  Hence  they  usually  make  their  firet  appear- 
ance m the  last  stages  of  heart  disease,  at  the  same  time  with  the  other  disturbances 
of  compensation.  The  psychoses  iu  heart  disease  most  frequently  have  the  char- 
acter of  melanchoha,  but  conditions  of  excitement  also  occur. 

6.  Secondary  Affections  of  the  Joints  are  not  rare  in  heart  disease.  As  acute 
endocarditis  develops  in  the  course  of  acute  articular  rheumatism,  so,  on  the  othei* 
hand,  rheumatic  pains  iu  the  muscles  and  joints,  and  even  acute  swelling  of  the 
joints,  associated  with  fever,  appear  in  the  course  of  chronic  heart  disease.  Both 
affections — that  of  the  heart  and  that  of  the  joints — arise  from  the  same  specific 
cause  of  disease,  and  hence  they  may  occui’  in  varying  succession. 

7.  General  Symptoms — Fever. — In  congenital  heart  disease,  as  we  have  said, 
the  child’s  general  nutrition  is  very  backward.  In  heart  disease  in  adults,  how- 
ever, we  by  no  means  always  see  an  injurious  influence  on  the  general  condition 
of  nutrition.  In  many  patients  we  even  find  a remarkably  good  development  of 
fat.  A marked  general  disturbance  of  nutrition,  such  as  great  anaemia  and  gen- 
eral emaciation,  often  develops  in  the  later  stages,  especially  in  aortic  insuffi- 
ciency. The  wasting  is  of  couree  often  hidden  by  the  oedema. 

In  general,  chronic  heart  disease  runs  its  course  without  fever,  but  periods  often 
occur  in  the  course  of  the  disease  when  there  is  a moderate  and  usually  irregular 
fever.  Marked  disturbances  of  the  general  condition  may  or  may  not  be  associated 
with  it.  The  basis  of  the  fever  is  probably  an  acute  exacerbation  of  the  endo- 
carditis, except,  of  course,  in  accidental  complications.  All  variations  occur,  from 
a mild  febrile  movement  without  further  symptoms  to  a sevei’e  acute  recurring 
endocarditis  (q.  v.).  In  other  cases  the  fever  is  connected  with  secondary  swelling 
of  the  joints,  or  with  embolic  processes. 

General  Course  and  Prognosis  of  Valvular  Disease  op  the  Heart. 

The  course  of  valvular  disease  of  the  heart  is  in  most  cases  very  chronic.  It 
may  last  for  years.  So  long  as  there  is  a complete  compensation,  the  patient  feels 
almost  perfectly  well ; sometimes  he  even  has  no  misgivings  as  to  his  trouble. 
The  slight  difficulty  in  respiration  and  the  incapacity  for  physical  exertion  are 
noticed,  but  little  attention  is  paid  to  them,  because  the  patient  is  used  to  them. 
In  other  cases  there  is  a moderate  disturbance  for  a long  time,  but  it  may  be  borne 
finite  easily  if  the  patient  is  rational  and  iirudent  in  his  conduct. 

We  can  not  make  any  general  statement  as  to  the  length  of  the  stage  of  com- 
pensation, because  cases  differ  very  greatly  in  this  respect.  It  de]icnds  in  jiart 
upon  the  intensity  of  the  heart  disease,  in  ]iart  upon  the  e.xternal  conditions 
under  which  the  patient  lives,  and  in  jiart,  certainly,  upon  the  different  indi- 
vidual capacity  for  work  and  jiovver  of  resistance  of  the  heart.  Thus  it  hapjiens 

at  many  cases  last  for  decades,  while  in  others  severe  sequelae  ai)])car  within  a 
ew  months.  External  injurious  agencies,  acting  on  the  patient,  are  of  great 
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influence  on  the  course  of  heart  disease.  Severe  physical  exertion,  an  injudicious 
manner  of  living,  intercurrent  febrile  disease,  mental  disturbances,  care,  and 
anxiety  are  often  followed  by  unhappy  consequences. 

If  the  first  signs  of  disturbed  compensation  appear,  if  severe  dyspnoea,  shght 
oedema  of  the  ankles,  etc.,  develop  for  the  first  time,  these  symptoms  may  disap- 
pear again  completely  under  proper  treatment.  Severe  disturbances  of  compen- 
sation even,  great  general  dropsy,  associated  with  very  weak  and  u-regular  action 
of  the  heart,  may  abate,  after  a few  weeks’  duration,  and  the  patient  may  feel 
quite  well  again.  Exacerbations  of  the  disease  may  come  on  several  times  and 
as  often  improve.  Finally,  of  course,  the  improvement  is  incomplete.  Persistent 
oedema  and  the  other  results  of  venous  stasis  ensue,  the  symptoms  constantly 
increase  in  severity,  especially  the  dyspnoea,  until  the  patient  dies  after  a long 
and  distressing  illness.  Immediately  before  death  in  heart  disease,  certain  ir- 
regularities in  the  innervation  of  the  heart  and  in  the  respiration  sometimes 
develop.  Among  these  the  so-called  Cheyne-Stokes  phenomenon  deserves  e.special 
mention.  It  consists  in  a peculiar  periodical  variation  in  the  respiratory  move- 
ments. There  will  be,  first,  a complete  pause  in  the  respij’ation  (apnoea),  and  this 
will  be  succeeded  by  feeble  breathing  gi’adually  becoming  stronger,  then  gradually 
abating,  and  finally  ending  in  another  complete  cessation  of  the  resi)iration.  The 
patient  usually  becomes  moi’e  comatose  during  the  cessation  of  I’espiration ; his 
pupils  contract.  During  the  hard  breathing  the  patient  recovers  somewhat,  and 
his  pupils  dilate  again.  The  chief  cause  of  this  rhythmical  breathing  is  proba- 
bly to  be  sought  in  the  decided  lowering  of  the  excitability  of  the  respiratory 
centre.  During  the  apnoea  a considerable  amount  of  carbonic  acid  collects  in 
the  blood  before  the  respiratory  centre  is  sufficiently  stimulated  to  resume  its 
activity. 

In  regard  to  the  single  forms  of  valvular  disease,  aortic  insufficiency  generally 
gives  the  best  prognosis,  inasmuch  as  it  may  be  very  perfectly  compensated  for 
many  years,  but  if  severe  disturbance  of  compensation  once  occui’s  in  this  form  of 
heart  disease,  it  gives  a very  unfavorable  prognosis,  since,  as  a rule,  we  can  not 
re-invigorate  the  heart.  Mitral  insufficiency  is  also  quite  a favorable  form  of 
heart  disease,  which  may  be  compensated  for  a long  time.  Miti’al  stenosis  is 
decidedly  more  unfavorable  in  its  prognosis,  and  is  associated  with  more  disturb- 
ance; but  in  all  miti’al  diseases  very  severe  conditions  may  improve  once  or  even 
repeatedly.  Aortic  stenosis  is  also  capable  of  quite  good  compensation,  and  in  this 
respect  it  is  even  more  favorable  for  the  patient  than  mitral  stenosis,  but  it  often 
causes  persistent  cerebral  symptoms,  such  as  headache  and  vertigo,  depending  on 
anaemia  of  the  brain. 

Whether  established  valvular  disease  of  the  heart  is  cui’able  is  a question  which 
can  not  be  answered  unconditionally  in  the  negative.  Of  course  in  the  great 
majority  of  cases  it  is  in  itself  incurable;  only  its  sequelae  can  be  prevented  or 
removed  to  a certain  degree.  In  children  and  young  people,  however,  cases  some- 
times do  occur,  as  we  ourselves  have  seen,  in  which  there  are  all  the  signs  of  a 
pronounced  heart  disease,  hut  after  a long  time  recovery  is  complete.  Of  course 
it  is  very  hard  to  decide  whether  we  really  have  to  do  with  a valvular  disease  that 
has  been  cured,  because  simple  dilatation  of  the  heart,  relative  insufficiency  of 
the  valves,  anaemic  cardiac  murmurs,  etc.,  may  easily  be  confounded  with  pure 
valvular  disease  of  the  heart. 

Among  the  dangerous  intercurrent  accidents  in  valvular  disease  we  must  make 
especial  mention  of  embolic  processes,  which  may  occur  suddenly  and  without 
Avarning.  The  different  forms  of  embolism  have  been  mentioned  above,  and  also 
the  occurrence  of  cerebral  haemorrhage  in  heart  disease.  Intercurrent  acute  dis- 
eases, like  typhoid  and  pneumonia,  often  take  a very  severe  and  dangerous  course 
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in  patients  with  heart  aisease,  because  they  .make  increased  demands  upon  the 
heart’s  capacity  for  work. 

Treatment  of  Valvular  Heart  Disease.* 

1.  Pro2Jhylaxis.—Ouv  remedies  to  prevent  the  development  of  heart  disease 
are  very  limited.  To  avert  endocarditis  in  articular  rheumatism  by  the  present 
method  of  treating  acute  rheumatism  with  salicylic  acid  is  impossible.  The  prob- 
ability of  the  onset  of  endocarditis  may  be  lessened  only  so  far  as  the  whole 
duration  of  the  disease  is  often  considerably  shortened  by  salicylic  acid. 

We  can  also  do  little  in  the  way  of  prophylaxis  against  the  development  of  heart 
disease  that  is  chronic  from  the  start,  since  the  cause  of  the  disease  is  in  many 
cases  wholly  unknown  to  us.  Those  injurious  influences  deserve  the  most  atten- 
tion which  may  favor  the  development  of  arterial  atheroma  and  its  consequent 
chronic  valvular  disease.  Undue  indulgence  in  alcohol,  too  much  smoking,  and 
injudicious  and  luxurious  ways  of  living,  are  especially  to  be  avoided.  The  part 
which  these  factors  play,  however,  in  the  development  of  a pure  valvular  disease, 
is  certainly  much  less  than  their  influence  upon  the  development  of  certain  func- 
tional and  nervous  disturbances  of  the  heart  (see  a later  chapter). 

[There  is  evidence  that  the  alkaline  treatment  of  acute  rheumatism  lessens  the 
danger  of  cardiac  complications  (see  page  909).] 

2.  Treatment  of  Compensated  Heart  Disease. — If  we  have  to  treat  a lieai’t 
disease  which  already  exists,  but  which  is  at  the  same  time  fully  compensated,  our 
treatment  must  be  chiefly  hygienic.  The  patient  must  be  made  aware  of  his  heart 
disease  without  making  him  needlessly  anxious.  He  must  be  told  that  his  further 
good  health  depends  in  great  part  upon  his  own  conduct,  his  discretion,  and  his 
pei’severance.  The  patient  must  avoid  everything  which  makes  gi-eat  demands 
upon  the  lieaid,  or  which  may  have  a directly  injurious  influence  on  it.  All 
violent  bodily  exertion,  too  intense  mental  work,  and  also  all  excesses  in  eating, 
drinking,  smoldng,  etc.,  must  be  avoided.  That  the  physician’s  directions  will 
often  collide  with  the  demands  of  the  patient’s  occupation,  as  well  as  with  his 
favorite  amusements  and  his  habits,  should  not  deter  the  physician  from  demand- 
ing the  fulfillment  of  his  prescriptions,  at  least  so  far  as  possible. 

Treatment  by  drugs  is  usually  unnecessary  in  compensated  heart  disease.  We 
do  not  know  a remedy  which  has  a directly  favorable  action  on  heart  disease. 
The  pi’otracted  use  of  iodide  of  potassium,  Fowler’s  solution,  arsenite  of  antimony 
(“granules  of  antimony”),  nitrate  of  silver,  etc.,  has  been  recommended.  The 
efficacy  of  these  remedies  is  not  jiroven.  W e can  always  try  them,  if  a mild  dis- 
turbance makes  a prescription  desirable  and  other  remedies  are  not  especially 
indicated.  Beyond  this,  the  physician  is  usually  contented  with  an  endeavor  to 
improve  tlie  appetite  and  nutrition  of  the  patient  by  means  of  iron,  quinine,  and 
bitters.  If  there  is  a suspicion  that  the  heart  disease  may  be  due  to  syphilis,  a 
triyl  of  iodide  of  potash  may  be  made,  but  a brilliant  result  from  the  employment 
of  anti-syphilitic  measures  is  hardly  to  be  expected. 

The  employment  of  baths  in  heart  disease  deserves  .special  consideration. 
Numerous  experiences  go  to  prove  that  tliey  are  not  only  well  borne  by  cardiac 
patients,  but  that  they  exerci.se  a jioculiarly  beneficial  and  invigorating  influence 
upon  the  action  of  the  heart.  In  tliis  regard,  the  greatest  reputation  is  po.sse.ssed 
y the  warm  mud  baths,  which  are  rich  in  carbonic  dioxide,  particularly  those  at 
l^auboim.  Even  where  there  is  incipient  failure  of  compensation,  there  will  be 


A brief  critical  sketcli  of  the  incolianical  treatment  of  circulatory  cllsturbauecs,  the  so-called 
« method,  will  bo  found  in  the  appendix  to  tlio  lifth  chapter  of  this  section. 
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marked  improvement  upon  the  use  of  these  or  siinilar  baths.  Patients  may  also 
employ  at  home  either  simple,  or,  still  better,  salt  jDaths,  fit  a temperature  of  90’5°- 
93°  (26°-27°  R. ) , That  a change  of  climate  may  prove  beneficial  is  self-evident.  It 
is  particularly  appropriate  that  patients  with  a tendency  to  bronchitis  or  rheuma- 
tism should  spend  the  winter  South. 

3.  Treatment  of  Disturbances  of  Compensation. — As  soon  as  the  compensa- 
tory activity  of  the  heart  begins  to  be  impaired  in  valvular  disease,  as  soon  as 
dyspnoea  and  oedema  ensue,  we  must,  almost  always,  resort  to  digitalis.  Digitalis 
in  small  doses  has  the  property  of  reducing  the  fi’equency  of  the  pulse,  and  also 
of  strengthening  the  individual  heart-beats,  and  thus  increasing  the  blood-pressure. 
Digitalis  is  indicated  in  every  case  of  heart  disease  if  disturbances  of  compensation 
appear,  and  if  the  pulse  also  is  abnormally  smaU,  of  abnormally  low  tension,  of 
increased  frequency,  and  irregular.  The  desii’ed  action  of  digitalis,  then,  is  to 
make  the  pulse  slower,  more  regular,  aud  of  higher  tension.  Under  the  influence 
of  an  increase  of  the  arterial  pressure  thus  produced,  the  disturbances  of  compen- 
sation disappear  in  a way  that  is  often  surprising ; the  urine  especially  becomes 
more  abundant,  the  scanty,  dark,  concentrated  urine  of  passive  congestion  chsap- 
pears,  the  daily  amount  increases,  and  the  urine  therefore  becomes  clear  and  of  a 
low  specific  gravity.  The  oedema  also  disappears,  the  dyspnoea  ceases,  the  head 
is  clear,  the  general  condition  is  better — in  short,  a complete  compensation  of  the 
heart  disease  may  be  re-established.  This  change  is  sometimes  accomplished  in 
a comparatively  short  time— in  a few  days  or  weeks. 

The  dose  in  which  digitahs  is  to  be  prescribed  can  not  be  given  absolutely, 
because  the  amount  of  the  active  piinciple  which  the  plant  contains  does  not 
seem  to  be  quite  alike  in  different  places.  This  is  the  explanation  of  the  some- 
what different  statements  as  to  the  dose  to  be  employed.  In  general,  we  should 
begin  with  small  doses.  We  usually  prescribe  an  infusion  of  the  leaves  of  a 
strength  of  1 or  1'5  parts  of  digitalis  to  150  parts  of  distilled  water  — a tea- 
spoonful every  one  or  two  hours.  The  addition  of  syrup  causes  the  medicine  to 
decompose  more  easily,  and  is  quite  useless.  The  favorite  addition  of  diuretics, 
liquor  potassii  acetatis,  30  parts,  or  boro-tartrate  of  potassium  and  sodium,  four 
to  eight  parts  added  to  the  infusion,  diminishes  the  sti’ength  of  the  remedy.  It  is 
advisable  to  give  digitalis  in  powder,  because  we  can  thus  define  the  dose  more 
accurately.  We  prescribe  powders  of  one  or  two  grains  of  digitalis  leaves  (gi’m. 
0'05-0'l)  with  seven  or  eight  grains  of  sugar  (grm.  0’4),  and  give  that  amount 
every  two  or  three  hours.  The  drug  may  also  be  given  in  capsules  or  suspended 
in  water.  It  is  often  a good  plan  to  inclose  the  powder  in  capsules.  The  other 
preparations  of  digitalis,  the  vinegar  and  the  tincture,  are  less  active.  We  usually 
prescribe  the  latter  when  a patient  with  a moderately  persistent  disturbance  of 
compensation  is  to  use  digitalis  in  small  doses  for  a long  time.  We  have  not  yet 
succeeded  in  isolating  the  active  principle  of  digitalis  in  a durable  form.  The 
“digitaline”  preparations  brought  into  the  market  up  to  the  present  time  are 
uncertain  in  their  action,  and  hence  are  properly  but  little  prescribed. 

Digitalis  is  a remedy  which  is  not  free  from  danger,  because  there  is  a stage  in 
its  action,  which  often  appears,  when  it  is  injurious.  The  pulse  then  sinks  below 
the  normal,  becomes  weaker  and  also  irregular  and  intermittent,  if  it  was  previously 
regular.  The  patient’s  general  condition  becomes  bad,  nausea  aud  vomiting  set 
in,  and  a state  resembling  collapse  may  arise.  Therefore  it  is  a very  important  rule, 
never  to  prescribe  digitalis  in  large  closes  unless  the  patient  can  be  obsei'ved  con- 
stantly and  carefully.  As  soon  as  the  fii’st  signs  of  the  unfavorable  action  of  digi- 
talis occur,  the  remedy  must  be  at  once  omitted.  Then  we  give  some  strong  wine, 
or  strong  cafe  noir,  to  prevent  the  patient’s  further  collapse.  Since  digitalis 
is  one  of  the  remedies  which  have  a so-called  cumulative  action,  the  occurrence 
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of  symptoms  of  poisoning  may  be  quite  rapid  and  nnexpected.  We  do  well, 
therefore,  if  the  desired  favorable  action  follows  the  exhibition  of  digitalis,  if  the 
pulse  has  become  quieter  and  more  regular,  and  diuresis  has  been  established,  to 
omit  the  digitalis.  We  usually  let  the  patient  take  the  remedy  for  two  to  four 
days,  and  then  omit  it.  The  action  of  the  digitalis  continues  for  several  days 
afterwai'd.  Sometimes,  howevei’,  nausea  and  vomiting  are  occasioned  by  the 
ingestion  of  no  more  than  fifteen  to  twenty  grains  (gmi.  1 to  1'5)  of  digitalis. 
The  drug  must  then  be  stopped,  although  a decided  beneficial  effect  may  be 
observed  even  on  the  day  after  the  nausea.  After  leaving  off  the  digitalis  we 
usually  prescribe  a diuretic,  like  acetate  of  potassium,  squills,  boro-tartrate  of 
potassium  and  sodium,  or  diuretic  herbs.  If  the  pulse  again  becomes  rapid  and 
uTegular,  we  at  once  resume  the  digitalis.  In  such  cases,  where  the  patient  has 
used  digitalis  repeatedly,  we  must  gradually  iuci’ease  the  dose.  The  patient  gets 
accustomed  to  the  remedy,  as  happens  with  so  many  other  di’ugs.  There  is  no 
maximum  dose,  and  in  individual  cases  we  must  find  out  the  requisite  amount  by 
tidal.  Many  patients  finally  become  genuine  “ digitalis  eaters,”  and  can  not  exist 
without  large  doses — seventy-five  grains  (grm.  5)  or  more  of  the  powder  a day. 
In  very  many  cases,  unfortunately,  the  favorable  action  of  the  digitalis  finally 
ceases  enth-ely  with  large  doses.  The  remedy  is  then  no  longer  “ boril'e,”  and  we 
must  omit  it  enth-ely.  By  that  time  the  last  stage  of  the  disease  has  also  usually 
been  reached. 

If  we  have  to  treat  a jiatient  with  symptoms  of  stasis,  and  the  iiulse  seems 
neither  especially  small  nor  frequent,  nor  irregular,  we  may  nevertheless  try 
the  effect  of  digitalis,  but  we  must  be  very  cautious  in  the  size  of  our  dose.  The 
questiou  is  often  hard  to  decide  whether  to  give  a patient  with  aortic  insufficiency 
digitalis  or  not.  In  this  form  of  heart  disease  there  is  often  a very  strong  and 
regular,  though  of  course  abnormally  frequent  pulse,  in  spite  of  the  most  x^ro- 
nounced  disturbance  of  compensation.  With  this  we  must  not  forget  that,  in 
S])ite  of  the  high  pulse,  the  mean  pressure  in  the  arteries  is  low,  and  hence  in  most 
patients  -with  aortic  insufficiency  we  can  very  well  make  a trial  with  digitalis. 
This  is  often  crowned  with  success;  but  still  the  drug  seems  to  be  less  often 
efficient  in  aortic  than  in  mitral  disease. 

In  some,  but  fortunately  not  many,  cases,  the  digitalis  is  ill-borne  from  the 
start,  because  it  excites  severe  nausea  and  vomiting.  In  general  the  incidental 
action  of  digitalis  on  the  stomach  is  one  of  its  troublesome  properties.  If  the 
digitalis  is  not  borne  in  one  form,  we  try  another.  We  give  the  powder  instead 
of  the  infusion,  or  vice  versa,  or  we  emjjloy  the  tincture.  In  such  cases  we  some- 
times succeed  if  we  give  the  digitalis  as  an  enema,  using  a oneqjer-cent.  infusion. 

Caffeine  deserves  the  first  mention  among  the  substances  having  a similar 
action,  wdiich  have  of  late  been  recommended  as  substitutes  for  digitalis  by  Lepiue, 
Riegel,  and  others.  Given  in  repeated  small  doses,  a total  of  fifteen  to  twenty 
grains  a day  (grm.  I'O  to  1’5),  it  often  slows,  regulates,  and  strengthens  the  activity 
of  the  heart,  and  also  increases  the  arterial  pressure.  The  salicylate  of  ctifi'eine 
and  sodium  is  chiefly  used,  three  to  five  grains  (grm.  0'2  to  0'3)  of  the  jjowder, 
and  also  the  bcnzo-citrate  of  caffeine  in  tlie  same  or  smaller  doses.  The  latter  is 
also  given  subcutaneously.  Besides  caffeine,  we  ma.y  also  mention  here  adonis 
vernalis  and  convallaria  majalis;  but  none  of  those  drugs  are  us  reliable  as  digi- 
a IS.  Ill  conditions  of  cardiac  weakness,  tincture  of  strophanthus  (ten  drops 
several  times  a day)  is  sometimes  decidedly  beneficial. 

[Digitalis  is  u.sed  more  commonly  in  this  country  in  the  form  of  the  tincture. 
^^>e  urine  affords  a good  guide  as  to  the  safety  of  Uic  continuance  of  the  drug;  as 
ong  as  tiiQ  renal  secretion  is  sufficient  in  quantity,  n,nd  increasing  rather  than  di- 
"nis  ing,  there  is  no  danger  of  the  toxic  effects.  It  is,  consequently,  a good  plan 
20 
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to  follow  carefully  the  twenty-four-hour  quantity  of  urine  when  this  can  he 
clone. 

There  are  cases  in  which  digitalis  must  be  taken  for  long  periods,  but  it  should 
then  be  given  only  twice  a day,  with  twelve  hours’  interval  between  the  do.ses, 
unless  the  patient  has  ready  access  to  his  physician ; there  is  then  less  risk  of 
toxic  symptoms.  To  the  list  of  drugs  the  action  of  which  is  similar  to  that  of 
digitalis  and  which  may  be  substituted  for  it,  if  it  disagrees  or  is  without  effect, 
may  be  added  helleborein  and  spartein  sulphate  (gr.  j-ij).  Fraser  reports  well  of 
strophanthein ; hut  a more  extended  use  is  desu-able. 

In  mitral  cases,  with  or  without  secondai-y  tricuspid  regurgitation,  where  the 
cyanosis  and  other  symptoms  show  that  the  right  heart  is  engoi’ged  with  blood 
which  it  can  not  ipropel  onward,  the  relief  afforded  by  venesection,  or  by  a dozen 
leeches  in  the  hepatic  region,  may  be  very  gi’eat.  Until  the  veins  are  relieved 
either  in  this  way  or  by  free  purgation,  digitalis  and  stimulants  are  useless,  and  a 
resort  to  them  results  merely  in  a loss  of  time,  and  perhaps  in  a loss  of  hfe  which 
might  be  saved.] 

4.  Symptomatic  Treatment. — Some  symptoms  which  often  occm-  in  heart  dis- 
ease demand  a special  desci’iption. 

Dropsy  is  a symptom  of  venous  stasis,  and  disappears  if  compensation  be 
restored,  spontaneously  or  by  the  use  of  digitalis.  Complete  rest  in  bed  and  eleva- 
tion of  the  swollen  parts  serve  as  the  chief  aid  in  removing  the  dropsy.  Dropsical 
patients  ought  also  to  change  their  position  in  bed  frequently,  if  possible,  that  there 
may  not  be  too  much  oedema  collected  in  the  dependent  portions  of  the  body.  It 
is  a good  plan  to  wrap  up  the  swollen  arms  and  legs  Avith  ffannel  bandages  under* 
gentle  pressure.  Mild  massage  of  the  oedematous  parts  may  sometimes  he  of 
advantage.  The  amount  of  liquid  ingested  is  to  be  limited,  if  pos.?ible.  Of  inter- 
nal remedies,  besides  digitalis  and  similar  drugs,  the  true  diuretics,  such  as  acetate 
of  potash,  are  to  be  considered.  They  are  sometimes  ordered  in  combination  with 
digitalis  and  sometimes  alone,  particularly  when  digitalis  can  not  he  borne  or  is 
not  indicated.  Calomel  is  sometimes  especially  efficient  in  cardiac  dropsy.  Its 
diuretic  influence  has  lately  been  emphasized  by  Jendrassik  and  others.  It  is  pre- 
scribed in  ijowders  of  tlu’ee  grains  (0*2  grm.)  three  to  five  times  a day.  Often  a 
very  marked  diuresis  will  be  caused  after  one  or  two  days,  with  rapid  abatement 
of  the  dropsy.  The  administration  of  the  remedy  is  stopped  as  soon  as  the  diuresis 
begins.  It  is  also  omitted,  of  course,  if  stomatitis  develops. 

In  the  last  stages  of  heart  disease  the  patient’s  condition  may  he  particularly 
distressing  from  the  severe  general  oedema.  It  is  then  justifiable  to  remove  the 
ascites  or  hydrothorax  by  puncture,  and  to  let  the  oedema  drain  out  by  scarifica- 
tion of  the  skin — little  pricks  with  the  point  of  a knife — in  order  to  procure  relief 
for  the  patient.  The  scarification  of  the  skin,  however,  is  daiigerous,  and  is  not  to 
be  employed  without  urgent  indications,  because  erysipelatous  inflammation,  etc., 
it  apt  to  ensue  at  the  point  of  incision.  We  can  recommend  little  silver  capil- 
lary trocars  (the  so-called  Southey’s  trocai*.s),  to  which  a thin  rubber  tube  is 
attached.  By  the  aid  of  these  trocars  we  can  drain  off  large  amounts  of  serum. 
We  must  always  use  great  cleanliness,  however,  and  the  utmost  disinfection  of  the 
skin,  Avrapping  the  parts  in  carbolizod  jute  or  salicylated  cotton.  In  patients  with 
heart  disease  it  is  not,  as  a rule,  advisable  to  attack  the  dropsy  by  sweating,  by  hot 
packs,  or  pilocarpine. 

The  dyspnoea  of  heart  disease  is  usually  the  most  distre.ssing  symptom  of  all. 
Here,'  too,  our  chief  task  is  of  course  to  restore  the  compensation ; but  this  failing, 
Ave  must  try  to  relieve  the  dyspnoea  symptomatically.  Morphine  is  most  efficient 
in  this  respect.  In  general,  morphine  is,  next  to  digitalis,  the  most  indispensable 
remedy  m the  treatment  of  severe  heart  disease.  It  is  usually  Avell  borne,  and 
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procures  great  relief,  especially  if  given  subcutaneously.  If  we  have  to  do  with 
the  last  stage  of  the  disease,  we  need  not  spare  large  doses.  Otherwise,  of  course, 
caution  is  necessary.  In  pi’actice  we  must  often  prescribe  external  applications  to 
the  chest,  mustard  plasters,  hot  poultices,  and  also  hot  foot-baths  with  mustard, 
ashes,  etc.  In  severe  cases  their  action  is  slight.  Acetate  of  lead  in  large  doses 
sometimes  seems  to  have  a favorable  influence  in  severe  dyspnoea,  especially  with 
thi’eatening  pulmonary  oedema.  We  give  the  powder,  up  to  a gi-aiu  and  a half 
(grm.  OT),  every  two  or  three  hours,  and  it  is  often  a good  jdan  to  add  half  a 
grain  or  a grain  (grm.  0'03  to  0'05)  of  opium.  We  can  also  frequently  obtain 
distinct  relief  for  the  patient  by  a vigorous  drastic  purge,  with  compound  infusion 
of  senna  or  gamboge.  Inhalations  of  nitrite  of  amyl  seldom  have  a beneficial 
effect. 

Palpitation,  constant  or  paroxysmal,  is  met  by  applying  ice  to  the  cardiac 
region;  sometimes  the  “heart-flasks,”  made  of  tin,  act  very  w^ell.  In  patients 
with  aortic  insufficiency  and  very  excited  action  of  the  heart,  we  may  recommend 
the  protracted  use  of  ice.  The  narcotics  ai’e  the  most  efficient  internal  remedies, 
especially  morphine,  which,  of  course,  we  should  reserve  for  severe  cases.  If  the 
palpitation  is  of  a lesser  degree,  we  may  try  bromide  of  j^otassium,  or  cherry-laurel 
water,  eventually  with  equal  parts  of  tincture  of  digitalis,  tw'euty  to  thii-ty  drops 
of  the  mixtiu’e  two  or  three  times  a day. 

The  subcutaneous  use  of  morphine  is  again  by  far  the  most  potent  remedy  in 
the  anginose  attacks,  associated  with  pain  and  a feeling  of  distress.  We  may 
also  use  cutaneous  irritation,  mustard-plasters,  etc.,  ice,  and  i^erhaps  strophanthus 
or  nitrite  of  amyl. 

We  may  prescribe  bitter  remedies — tinctura  amara  (P.  G.),  or  compound  tinct- 
ure of  cinchona — and  muriatic  acid  for  the  loss  of  appetite,  in  case  this  is  not 
impi’oved  by  regulating  the  activity  of  the  heart.  Besides  that,  we  must  always 
endeavor  to  get  a regular  evacuation  of  the  bowels. 

For  the  attacks  of  faintness  and  vertigo,  occurring  especially  in  aortic  stenosis, 
as  a result  of  cerebral  auEemia,  we  may  prescribe  a horizontal  position,  and  stimu- 
lants— wine,  ether,  and  Hoffmann’s  anodyne.  If  the  cerebral  symptoms  depend 
upon  venous  stasis,  we  try  to  remove  it  by  ice,  mustard-plasters  to  the  neck,  and 
thorough  derivation  to  the  intestines. 

Especial  accidents  and  complications,  like  pulmonary  oedema,  infarctions,  or 
apoplexy,  arc  to  be  treated  according  to  the  usual  rules. 


CliAPTER  III. 

MYOCARDITIS. 

(Induraitd  Degeneration,  Myodegenerntion  of  the  Heart.  Infarction  oj  the  Heart.  Sclerosis  of  the 

Coronary  Arteries.) 

.ffitiology  and  Pathological  Anatomy. — We  have  of  late  learned  about  a num- 
cr  of  affections  of  the  heart  in  which  all  the  i-esults  of  disturbance  of  the  cir- 
culation may  finally  appear,  without  any  evidence  of  anatomical  disease  of  the 
'alves,  cither  during  the  patient’s  life  or  at  the  autopsy.  Wo  have  to  do  here  with 
fi  *^f****^  cardiac  mu.sclo  itself,  or  of  its  nervous  apparatus,  which  reduces 

unctional  capacity  of  the  heart,  and  thus  excites  ])rccisely  the  same  disturb- 
ances of  the  circulation  as  arc  produced  in  valvular  disease  of  the  heart  by  purely 
Dicchanical  coiiditions. 

In  a number  of  cases — but  by  no  means  in  all,  as  we  shall  see  in  the  next  chap- 
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ter — we  succeed  in  detecting  striking  anatomical  changes  in  the  cardiac  muscle. 
The  heart  is  on  the  whole  enlarged,  chiefly  dilated,  though  its  walls  ai-e  usually 
somewhat  hypertrophied  {vide  infra).  In  pure,  uncomplicated  cases  the  valves 
prove  entu-ely  normal.  If,  however,  w'e  examme  the  cardiac  muscle  closely,  we 
And  it  studded  with  whitish,  lustrous,  indurated  spots,  arranged  irregularly  and 
often  very  abundant.  They  consist  microscopically  of  cicatricial  connective 
tissue,  while  the  muscular  fibers  have  wholly  or  in  large  x>art  been  destroyed. 
The  seat  of  this  induration  is  chiefly  in  the  left  ventricle,  especially  at  the  apex 
and  in  the  anterior  wall,  hut  we  may  also  find  indurations  in  other  portions  of  the 
heart.  We  often  see  them  appearing  through  the  endocardial  or  pei’icardial  sur- 
face of  the  heart  as  dull,  slightly  sunken  places.  The  papillary  muscles  may  also 
undergo  marked  cicatricial  degeneration. 

The  changes  in  the  heart  just  depicted  were  foi’merly  considered  to  be  of  an 
inflammatory  nature,  and  hence  were  given  the  name  of  myocarditis;  but  their 
development  is  connected,  in  the  great  majority  of  cases,  as  "Weigert,  Ziegler, 
Huber,  and  others  have  shown,  with  changes  in  the  coronary  arteries  and  their 
bi’anches.  In  most  of  the  uncomplicated  cases  of  so-called  myocarditis  we  find 
marked  atheromatous  changes  in  the  coronaiy  arteries,  usually  coincident  with  a 
more  or  less  extensive,  general  arterio-sclerosis  {vide  infra).  These  changes  may 
lead  in  cu'cumscribed  places  to  a complete  closure  of  a branch  of  the  coronary 
artery  by  thrombosis,  and  thus  give  rise  to  the  formation  of  a time  infarction  of 
the  heart  by  cutting  off  the  further  blood-supjjly.  These  infarctions  show,  in 
fresh  cases,  a decided  brownish-yellow,  haemorrhagic  color.  The  finer  histological 
changes  consist  in  a loss  of  their  nuclei  by  the  muscular  fibers,  and  their  degen- 
eration into  a crumbling,  cheesy  detritus.  By  the  new  formation  of  connective 
tissue  the  peculiar  cardiac  induratiops  finally  arise,  which  are  therefore  to  be 
regarded  as  true  infarction  cicatrices. 

In  many  cases  of  indurated  degeneration  we  can  not  discover  any  complete 
closure  of  the  branches  of  the  coronary  artery  by  thrombosis.  Here  we  have  to 
do  only  with  changes  in  the  caliber  of  the  vessel  by  the  arterio-sclerotic  process, 
and  a consequent  diminution  of  the  arterial  blood-supply  of  the  cardiac  muscle. 
In  all  places  where  this  diminution  of  the  blood-supply  becomes  extreme,  we  also 
find  a gradual  deterioration  of  the  muscular  fibers,  and  their  rei^lacemeut  by  con- 
nective tissue.  Where  the  ai’terial  blood-siipply  is  adequate,  either  directly  or 
from  the  collateral  circulation,  the  muscles  remain  intact.  This  is  the  reason  why 
we  often  find  sclerosis  of  the  coronary  arteries  unaccompanied  by  indurated  myo- 
carditis. 

Besides  the  cases  of  uncomplicated  myocai’ditis  just  described,  we  often  see  the 
same  cicatricial  changes  in  the  cardiac  muscle  combined  with  valvular  affections. 
The  cardiac  indurations,  then,  are  either  due  to  a co-existing  sclerosis  of  the  coro- 
nary arteries,  or  they  stand  in  a closer  I’elation  to  the  endocardial  pi-ocess.  The 
endocarditis  may  invade  the  cardiac  muscle  immediately.  This  method  of  origin 
of  the  myocarditis  may  be  easily  recognized  by  the  localization  and  extent  of  the 
diseased  parts.  In  other  cases  the  endocarditis  may  give  rise  to  embolic  processes 
in  the  cardiac  muscle.  Thus  the  embolic  infarctions  of  the  heart  arise  in  just  the 
same  way  as  do  the  throjnhotic  infarctions  above  described. 

It  remains  for  us  to  describe  a number  of  sequelce  and  combinations  of  indu- 
rated myocarditis.  As  a result  of  the  extensive  cicatricial  foi'mation,  it  may  hap- 
pen that  a circumscribed  portion  of  the  wall  of  the  heart,  usually  of  the  left  ven- 
tricle, becomes  thin  and  yields  to  the  blood-pressure  acting  upon  it  from  withiu. 
Thus  arises  a partial  protrusion  of  the  wall  of  the  heart,  a so-called  cardiac  aneu- 
rism. Such  an  aneurism,  and  also  an  extensive,  fresh  infarction  in  the  heart,  may 
in  very  rare  cases  lead  to  a rupture  of  the  heart,  with  effusion  of  blood  into  the 
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pericardium  and  sudden  deatli.  A more  common  occurrence  is  that  sometimes  in 
places  where  the  cai-diac  cicatrices  reach  the  endocardium,  parietal  thromboses 
form  in  the  heart,  and  give  rise  to  embolic  processes  in  distant  organs. 

Dilatation  of  single  portions  of  the  heart,  especially  of  the  ventricles,  de- 
pends upon  a general  yielding  of  the  walls  of  the  heart.  If  at  the  same  time 
there  is  a hyperti’ophy  of  the  cardiac  muscle,  we  must  look  for  special  causes  for 
it.  Hyperti-ophy  of  the  left  ventricle  usually  depends  upon  co-existing  general 
arterio-sclerosis,  upon  co-existing  contracted  kidneys,  and  the  like.  Again,  it  is 
probably  often  the  case  that  the  same  causes  give  rise  simultaneously  to  the 
atheroma  and  to  the  hypertrophy  of  the  left  ventricle  (see  the  following  chapter). 
Hypertrophy  of  the  right  ventricle  may  have  its  origin  in  co-existing  chronic 
pulmonary  affections,  Uke  emphysema.  In  some  cases  the  hypertrophy  of  the 
right  ventricle  is  due  to  the  inadequate  action  of  the  left  ventricle.  If  the  left 
ventricle  begins  to  grow  weak,  the  stasis  backward  from  it  must  extend  through 
the  ptdmonary  vessels  into  the  right  side  of  the  heart.  In  consequence  of  the 
increased  demands  upon  the  right  ventricle  this  becomes  hypertrophied.  In 
cases  of  indicated  myocarditis  combined  with  valvular  disease,  the  hypertrophy 
of  single  portions  of  the  heart  depends,  of  course,  in  part  upon  the  valvular  dis- 
ease. 

Eegarding  the  special  aetiological  factors  which  lead  to  sclerosis  of  the  coro- 
nary arteries,  and  thus  to  indurated  myocarditis,  they  are  in  many  cases  as  little 
Imown  as  the  causes  of  arterio-sclerosis  in  general  (vide  infra).  Chronic  alco- 
holism and  luxurious  habits  of  life  are  very  often  the  predisposing  causes  which 
are  to  be  put  in  the  first  rank.  Perhaps  constitutional  syphilis  plays  a not  unim- 
portant part,  smce  it  may  lead  to  changes  in  the  coronary  arteries,  as  it  has  long 
been  known  to  do  in  the  cerebral  vessels.  Constant  mental  excitement  is  also 
regarded  as  a factor ; but  this  must  be  regarded  as  much  more  a cause  of  the  con- 
ditions to  be  described  in  a following  chapter.  Heredity,  however,  is  of  greater 
influence,  as  it  seems  to  play  a certain  jpart  in  the  development  of  arterio-sclerosis. 
Finally,  we  must  remember  that  the  atheromatous  process  occm’s  much  more  fre- 
quently in  advanced  life  than  in  young  people ; hence  indurated  myocarditis  is  a 
disease  chiefly  to  be  observed  in  the  aged.  Men  are  more  frequently  attacked  by 
it  than  women. 

Although  we  have  so  far  spoken  exclusively  of  chronic  indurated  degeneration 
of  the  cardiac  muscle,  which,  as  we  have  said,  is  not  of  a peculiarly  inflammatory 
nature,  we  must  also  add  that  there  is  a ti’ue  i^urulent  inflammation  of  the  car- 
diac muscle.  This  is  one  of  the  symptoms  of  a general,  infectious,  and  especially 
a pyrnmic  process,  or  of  malignant  acute  endocarditis,  so  that  we  may  refer  to  the 
description  of  these  diseases  in  regard  to  abscess  of  the  heart. 

Clinical  History. — We  must  first  mention  that  sometimes  quite  extensive  cica- 
tricial formation  may  be  found  in  the  cardiac  muscle  post-mortem,  without  the 
occurrence  of  any  manifest  symptoms  referable  to  the  heart  during  life.  We  see, 
then,  that  the  heart  may,  under  some  circumstances,  undei’go  quite  a considerable, 
loss  in  its  contractile  substance  without  injury. 

In  many  cases,  however,  the  heart’s  capacity  for  work  suffers  so  much  that 
the  same  symptoms  arise  as  in  valvular  disease.  The  course  of  sucli  cases  may  be 
very  chronic.  The  symptoms  begin  quite  gradually.  Tlie  patient  first  has  a 
slight  dyspnoea  or  palpitation,  and  a feeling  of  distress  in  the  chest,  but  only  from 
external  causes,  like  slight  physical  exertion.  He  sometimes  suffers  from  a strik- 
ing general  weakness.  Ho  gets  tired  easily  and  feels  heavy,  and  more  or  less  in- 
capable of  any  mental  activity.  The  symptoms  gradually  increase,  and  just  the 
same  results  of  disturbance  of  the  circulation  appear  as  in  all  the  other  forms  of 
leart  disea.se.  The  difficulty  in  breathing  becomes  more  marked,  oedema  occurs. 
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signs  of  stasis  in  the  liver,  intestines,  and  kidneys  a^jpear — in  shoi-t,  the  well- 
known  type  of  every  uncompensated  heart  disease  develops. 

Physical  examination  of  the  heart  shows  marked  anomalies  of  the  heart’s 
action  in  all  severe  cases.  The  pulse  is  often  irregular  in  regard  to  its  rhythm 
and  the  intensity  of  its  single  beats,  but  the  arhythmia  may  also  be  wholly  absent 
in  spite  of  the  degeneration  of  the  myocardium,  as  we  have  often  convinced  our- 
selves. The  pulse  is  at  first  quite  strong  and  full,  later  it  becomes  w^eaker,  of 
lower  tension,  and  at  last  sometimes  very  small  and  scarcely  perceptible.  It  may 
be  increased  in  frequency,  but  -we  quite  often  notice  in  chronic  myocarditis,  espe- 
cially in  the  early  stages,  a persistent  slowing  of  the  pulse  to  60,  50,  or  even  less, 
in  a minute.  With  this  slowness  of  the  i^ulse  there  is  also  frequently  irregularity 
of  the  heart’s  action,  especially  the  appearance  of  occasional  double  beats  (pulsus 
bigeminus).  Percussion  usually  shows  an  increase  of  the  heart’s  dullness,  due 
to  dilatation  or  hypertrophy  of  the  heart,  the  increase  being  either  general  or 
chiefly  on  one  side.  Auscultation  shows  the  absence  of  any  min-mur,  and  hence 
the  absence  of  valvular  disease.  The  heart-sounds  are  distmctly  audible,  and 
sometimes  quite  loud  and  valvular,  but  in  the  later  stages  often  low  and  obscure. 
The  pulmonic  second  sound  is  accentuated,  when  there  is  stasis  of  the  pulmonary 
circulation.  In  several  cases  we  found  the  second  sound  for  a long  time  verj’- 
plainly  divided — reduplicated.  We  must  also  mention  that  sometimes  in  pure 
myocarditis  a systolic  murmur  is  heard  at  the  apex  which  is  due  either  to  a rela- 
tive insufficiency  of  the  mitral  valve,  or  to  its  incom23lete  closure,  as  a result  of 
defective  muscular  action  of  the  left  ventricle. 

The  whole  course  of  chronic  myocarditis  is  in  most  of  its  relations  precisely 
analogous  to  that  of  chronic  valvular  disease,  so  that  we  need  not  describe  its 
Ijeculiarities  in  detail.  The  x>atient  is  alternately  better  and  worse.  Severe 
symptoms  of  general  stasis  and  manifest  weakness  of  the  heart  may  aiDpear,  and, 
under  favorable  circumstances,  may  disappear  again.  The  picture  of  the  disease 
may  be  comifiicated  by  embolic  isrocesses  in  the  brain,  the  lungs,  etc.,  which  usu- 
ally arise  from  thrombi  in  the  heart  {vide  supra).  Finally,  perhaps  after  the 
disease  has  lasted  for  years,  the  patient  dies  from  general  dropsy  or  from  some 
intei’current  disease. 

We  must  mention  one  symj)tom  which  has  often  been  brought  into  si^ecial 
relation  with  sclerosis  of  the  coronary  arteries  and  with  chronic  myocarditis. 
We  mean  the  attacks  of  so-called  angina  pectoris,  the  stenocardiac  paroxysms. 
These  attacks  consist  in  a sudden,  intense  pain  in  the  cardiac  region,  which  shoots 
into  the  back,  the  left  shoulder,  and  the  left  arm.  This  xoaiu  is  associated  with  a 
marked  feeling  of  constraint  and  distress.  There  is  no  particular  dyspnoea  in 
pure  angina  pectoris.  The  attacks  last  from  a few  minutes  to  half  an  hour,  and 
may  be  interrupted  by  entirely  free  intervals. 

We  can  not  deny  that  such  attacks  occur  in  indurated  myocarditis,  due  to 
.sclerosis  of  the  coronary  arteries,  but,  on  the  other  hand,  many  eases  run  their 
course  wdthout  angina  |)ectoris,  and  angina  pectoi’is  may  also  occur  both  in  other 
forms  of  heart  disease  and  as  a pure  neurosis.  Hence  we  must  not  overestimate 
the  significance  of  angina  pectoris  in  the  diagnosis  of  sclerosis  of  the  coronary 
arteries.  Besides  angina  pectoris,  attacks  of  dys^moea  (cardiac  asthma)  and  of 
faintness  also  occur  in  chronic  myocarditis,  the  faintness  being  especially  fre- 
quent in  cases  associated  with  a slow  pulse.  The  dyspnoea  is  usually,  due  to  a 
sudden  weakness  of  the  left  ventricle,  while  the  origin  of  the  faintness  is  not  yet 
fully  explained  (cerebral  ansemia  ?). 

It  is  a very  important  clinical  fact  that,  in  not  very  rare  cases,  indurated  myo- 
carditis is  the  sole  apparent  cause  of  sudden,  apoplectiform  death.  It  usually 
happens  in  elderly  peojjle  in  comfortable  circumstances  and  good  livers,  who  up 
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to  that  time  have  not  regarded  themselves  as  really  iU;  but  they  have  repeatedly 
had  slight  attacks  of  vertigo,  of  oppression,  etc.  Suddenly  a sort  of  apoplectic 
attack  comj^  on,  often  after  some  definite  cause,  after  dinner,  or  after  some  physical 
exertion  or  mental  excitement.  Death  follows  in  a few  moments,  or  after  a deep 
coma  that  lasts  for  several  hours  or  even  days.  The  diagnosis  often  remains 
in  doubt  in  such  cases,  especially  if  we  have  not  known  the  patient  previously. 
The  autopsy  shows,  as  the  sole  pathological  lesion,  a sclerosis  of  the  coronary  arte- 
ries, with  a more  or  less  extensive  cicatricial  formation  in  the  heart.  Apparently 
in  these  cases  the  moment  must  suddenly  arise  when  the  supply  of  blood  to  the 
heart  is  insufficient,  and  thus  death  is  caused.  Experiments  upon  artificial  closure 
of  the  coronary  arteries,  by  Cohnheim  and  others,  agree  perfectly  with  the  clinical 
facts  above  mentioned.  Artificial  narrowmg  of  the  coronary  arteries  may  also 
be  well  borne  for  a long  time,  until  suddenly  both  halves  of  the  heart  stand  still 
in  a condition  of  diastole.  In  rare  cases  sudden  death  may  also  be  due  to  embo- 
lism of  the  main  trunk  of  the  coronary  artery,  or,  as  we  ourselves  have  seen  in 
one  case,  to  the  bursting  of  a focus  of  myocarditis  with  haemorrhage  into  the 
pericardial  cavity. 

Diagnosis. — The  diagnosis  of  chronic  myocarditis  is  by  no  means  always  easy 
and  certain.  We  must  first  determine  that  there  is  a cardiac  lesion  of  some  kind. 
This  is  usually  easy  to  do  from  the  secondary  sj^mptoms  of  stasis,  the  condition 
of  the  pulse,  the  heart’s  dullness,  etc.  Then  the  question  arises  whether  we  have 
to  do  with  a valvular  disease  or  with  a myopathic  disease  of  the  heart.  Here  aus- 
cultation must  chiefly  decide.  The  absence  of  a heart  murmur,  in  spite  of  other 
definite  signs  of  heart  disease,  speaks  against  valvular  disease,  but  not  with  com- 
plete certainty.  All  murmurs  may  be  absent  in  the  last  stages,  especially  A\dth 
a high  degree  of  mitral  stenosis,  and  hence  we  may  easily  confuse  miti’al  stenosis 
with  myocarditis,  iJarticulaiTy  when  there  is  marked  arhythmia  of  the  heart.  On 
the  other  hand,  we  have  already  stated  that,  in  pure  myocarditis,  with  the  valves 
intact,  functional  murmiu’s  may  be  present,  which  may  lead  to  an  erroneous 
opiuion  as  to  valvular  disease.  If  by  long  observation  we  have  excluded  a valvu- 
lar disease,  we  still  have  left  the  distinction  between  myocarditis  and  pure  idio- 
pathic hypertrophy  of  the  heart,  or  fatty  heart  (see  the  folloAving  chapter’s).  We 
hold  it  impossible  to  make  this  distinction  with  certainty.  The  conditions  of 
disease  mentioned  all  furnish  the  same  clinical  picture  of  cardiac  insufficiency, 
hut  during  life  we  can  only  suspect  what  finer  anatomical  relations  are  the  ones 
which  cause  this  insufficiency,  and  we  can  never  diagnosticate  them  with  cer- 
tainty. Irregularity  of  the  pulse  occurs  both  in  indurated  myocarditis  and  in 
pure  hypertrophy  and  dilatation,  without  discoverable  cicatricial  nodules  in  the 
substance  of  the  heart.  A persistently  slow  pulse,  attacks  of  angina  pectoris  or 
cardiac  asthma,  the  evidence  of  co-existing  sclerosis  of  the  arteries  of  the  body, 
such  as  the  radial,  temporal,  or  femoral,  in  connection  with  other  symptoms,  make 
the  diagnosis  of  indurated  myocai’ditis  probable,  but  never  completelj’’  certain. 
In  cases,  too,  with  a sudden  apoplectic  attack — “ heart  apoplexy  — it  is  often  im- 
possible to  make  a certain  distinction  between  it  and  cerebral,  embolism,  or  cere- 
bral haemorrhage. 

Prognosis. — The  prognosis  is  as  serious  as  in  any  valvular  disease.  Recovery 
IS  impossible,  but  even  extensive  cicatricial  formation  in  the  heart  may  probably 
last  for  years  without  causing  much  disturbance.  We  must  always  be  prepared 
for  the  occurrence  of  disturbances  of  compensation,  and  the  manifold  sudden  acci- 
dents to  which  patients  with  myocarditis  are  exposed,  but  we  can  not  foretell  the 
time  of  their  occurrence. 

Treatment. — The  treatment  of  chronic  myocarditis  must  be  directed  first  to 
the  dietetic  and  hygienic  care  of  the  patient.  This  is  of  the  greatest  importance. 
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For  obese  persons  accustomed  to  high  living,  a moderate,  simple  diet  must  be 
accurately  jirescribed.  Alcoholic  beverages  must  be  greatly  limited  or  wholly 
forbidden,  and  not  more  than  two  or  three  cigars  allowed  per  dieiru  Moderate 
bodily  exercise  is  beneficial,  and  indeed  necessary,  for  the  promotion  of  the  cir- 
culation and  the  more  rapid  diminution  of  the  obesity,  but  the  patient  must  be 
warned  against  too  violent  exertion,  nor  can  great  mental  effort  be  permitted. 
In  summer,  a quiet  life  in  the  country  or  some  mountain  region  is  to  be  advised, 
or,  under  suitable  circumstances,  the  cautious  use  of  the  waters  of  Carlsbad,  Kis- 
singen,  Marienbad,  or  Nauheim.  Frequent  tepid  baths  or  mud  baths  may  usu- 
ally be  employed  even  at  home  with  advantage.  With  disturbance  of  compen- 
sation, and  with  abnormally  frequent,  weak,  and  irregular  action  of  the  heart, 
digitalis  and  similar  remedies  are  indicated,  just  as  in  valvular  disease.  In  cases 
with  an  abnormally  slow  pulse,  we  may  use  them,  provided  great  caution  is 
exercised,  but  we  must  also  be  goveimed  by  the  other  prevailing  symptoms.  In 
attacks  of  angina  pectoris  the  subcutaneous  injection  of  mori^hine  is  by  far  the 
most  efficient  and  often  an  indispensable  remedy.  We  may  also  try  nitrite  of 
sodium,  1 or  2 parts  to  120  of  water,  two  or  three  teaspoonfuds  dailj^.  The  inhala- 
tion of  a few  drops  of  nitrite  of  amyl  is  also  sometimes  beneficial,  but  more  often 
it  has  no  effect.  In  cardiac  asthma,  stimulants  like  strong  black  coffee,  ether  and 
camphor,  and  often  nai-cotics,  are  indicated.  Mustai’d-plasters,  cold  and  warm 
poultices,  hot  foot-baths,  etc.,  are  also  employed.  Iodide  of  potassium  and  arsenic 
are  especially  recommended  for  continued  use  in  myocarditis.  The  first  remedy 
sometimes  seems  to  be  of  service,  and  is  especially  to  be  recommended  where 
there  is  a suspicion  of  former  syphilis.  With  regard  to  all  further  details  we 
must  refer  to  the  preceding  chapter. 


CHAPTER  IV. 

IDIOPATHIC  HYPERTROPHY  AND  DILATATION  OF  THE  HEART. 

( Over-exertion  of  the  Heart.  Weahened  Heart.) 

iEtiology  and  General  Patholog^y. — Besides  the  forms  of  heart  disease  already 
described,  cases  not  infrequently  occur  which  present  all  the  signs  of  an  uncom- 
pensated heart  disease  during  life,  and  which  show  at  the  autopsy  a hypertrophy 
of  the  heart  or  a dilatation  of  its  cavities,  but  no  other  abnormity,  either  in  the 
valves,  in  the  coronary  arteries,  or  in  the  cardiac  muscle.  The  cardiac  hypertro- 
phy, which  involves  the  left  ventricle  chiefly,  but  often  both  ventricles,  can  not  be 
regarded  as  secondary  in  the  ordinary  sense  of  the  word,  for  in  the  heart  itself  and 
in  the  other  organs  we  find  nothing  which  can  call  forth  a secondary  hypertrophy 
of  the  cardiac  muscle — no  valvular  disease,  no  chronic  nephritis,  no  general 
arterio-clerosis,  and  no  pulmonary  emphysema.  Hence  we  term  these  cases 
“ primary  idiopathic  ” cardiac  hypertrophy,  in  the  sense  that  we  can  not  discover 
any  other  primary  disease  in  them.  Nevertheless,  we  must  also  look  in  such  cases 
for  factors  which  during  life  result  in  increased  work  for  the  heart,  because  only 
thus  can  we  understand  the  develox^ment  of  this  form  of  cardiac  hypertrophy. 

Such  factors  may  in  fact  often  be  discovered.  In  a few  rare  cases  a congenital 
narrowness  of  the  aortic  system  plays  a part,  since  by  this  the  heart’s  work  is 
manifestly  increased.  The  observations  upon  this  point,  however,  are  very 
scanty,  so  that  we  can  not  yet  estimate  with  certainty  the  practical  significance 
of  this  artei'ial  anomaly. 

Excessive  physical  exertion  is  of  much  greater  aetiological  imx^ortance.  We 
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not  infrequently  see  idiopathic  cardiac  hypertrophy  develop  in  tlio  hard-working 
classes— in  blacksmiths,  locksmiths,  pack-carriers,  and  vine-dressers.  (“  Tiibinger 
heart”).  The  increased  work  of  the  heart  upon  every  physical  exertion  is  here 
repeated  almost  every  day  in  the  year,  and  must  finally  lead  to  a marked  degree 
of  hypertrophy  from  labor.  This  is  the  chief  form  which  has  been  termed  “ car- 
diac over-strain.” 

Numerous  cases  of  idiopathic  hypertrophy  of  the  heart  may  often  be  regarded 
as  the  result  of  long-continued  gourmandizing,  hence  the  frequent  aj)pearance  of 
hypertrophy  in  the  obese,  and  particularly  in  great  beer-drinkers.  The  constant 
excessive  ingestion  of  liquid  undoubtedly  gives  rise  to  an  increase  in  the  amount 
of  blood,  and  so  overburdens  the  heart.  Likewise  the  abundant  ingestion  of  food 
occasions  a constant  slight  increase  of  the  blood  pressure,  and  so,  again,  an  in- 
crease of  the  work  demanded  of  the  heart.  These  influences  ai’e  finally  re-in- 
forced  by  all  the  consequences  of  increasing  obesity,  in  its  relations  to  the  circu- 
lation, which  we  shall  consider  more  minutely  in  the  chapter  upon  obesity.  Ex- 
cessive indulgence  in  beer  has  certainly  the  worst  effect  upon  the  heart.  There  is 
both  a large  amount  of  fluid,  foiir  and  sometimes  even  eight  or  ten  quarts  a day,  and 
a large  amount  of  nourishment.  Pour  quarts  (litres)  of  beer  contain  about  eight 
ounces  (250  grm.)  of  hydrocarbons,  in  solution,  and  therefore  capable  of  complete 
absorption  mto  the  circulation.  This  explains  the  gi’eat  frequency  of  cardiac 
hypertrophy  which  Bolhnger  has  shown  to  exist  at  Munich  ; but  the  “ Munich 
beer-heart  ” is  seen  with  unfortunate  frequency  in  other  towns  than  Munich. 
The  alcohol  is  probably  not  a factor  in  the  development  of  the  hypertrophy  of 
the  heart,  hut  we  may  well  suxjpose  that  it  promotes,  or  at  least  hastens,  the 
degenerative  changes  in  the  cardiac  muscle,  and  particularly  in  the  cardiac  nerves, 
which  at  last  render  the  heart’s  action  inadequate  and  the  circulation  imperfect. 

Pinally,  however,  there  are  always  a number  of  cases  in  which  none  of  the 
causes  so  far  mentioned  can  be  discovered.  In  these  cases  we  are  inclined  to  con- 
jecture that  there  is  an  abnormal  nervous  irritation  of  the  heart,  which  excites  it 
to  inci-eased  activity,  and  hence  causes  its  hypertrophy.  The  cases  which  seem  to 
be  connected  with  continued  mental  excitement  in  business  men,  etc.,  probably 
belong  to  this  group.  We  may  also  recall  the  cardiac  hyiiertrophy  in  exoxjhthal- 
mic  goitre  {vide  infra). 

Since  the  exciting  causes  above  mentioned  to  exx>lain  the  origin  of  the  so- 
called  idiopathic  cardiac  hypertrophy  do  not  by  any  means  constantly  result  in 
this  condition,  we  must  also  assume  a special  individual,  and  sometimes  appar- 
ently a hereditary  predisposition,  a congenital  or  acquired  weakness  of  the  cardiac 
muscle.  Up  to  a certain  degree  a healthy,  strong  heart  can  resjjond  to  the  increased 
demands  made  upon  its  activity.  We  are  even  justified  in  considering  a certain 
amount  of  hypertrophy  in  such  cases  as  by  no  means  x^athological,  just  as  there  is 
nothing  iiathological  in  the  hyjiertrophied  muscles  of  a gymnast  ; but  exi^crience 
shows  that  the  relations  of  the  cardiac  muscle  are  different  fi’om  those  of  the 
muscles  of  the  body,  for  the  hypertrox^hied  heart  does  not  xiei'manently  fulfill  the 
increased  demands  x)ut  upon  it,  but  it  gi’adually  begins  to  bo  x’aralyzod,  and 
becomes  insufficient.  Hence  the  English  physicians,  since  Stokes’s  time,  term 
the  cases  of  cardiac  insufficiency,  without  any  a])parent  coai’sc  anatomical  lesions 
of  the  valves  or  muscle,  “ weakejied  heart.”  This  term  does  very  well  for  those 
cases  where  the  symptoms  of  cardiac  insufficiency  have  appeared  before  much 
hypertrophy  has  developed.  There  are  pure  cases  of  weakened  heart  in  which 
the  heart  seems  merely  dilated  and  its  walls  flabby,  and  not  at  all  or  only  slightly 
h.vpertrophied.  Such  a condition  shows  all  the  clinical  symptoms  of  a chronic 
heart  disease  with  disturbed  com])ensation. 

It  may  be  mentioned  here  that  dilatation  of  the  heart  may  be  very  acute  in 
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its  development  under  certain  circumstances,  if  great  demands  are  temporarily- 
made  upon  a heart  which  is  not  capable  of  very  much  exertion.  Acute  dilata- 
tion of  the  heart  has  been  seen  in  soldiers  after  a few  forced  marches.  We  once 
saw  a case  in  a previously  healthy  man  who  fell  into  the  water  and  could  only 
with  difficulty  be  saved  from  drowning.  Acute  dilatation  also  occui-s  in  the 
course  of  severe  febrile  diseases,  like  typhoid,  intermittent,  or  pneumonia,  which 
are  sometimes  associated  with  manifest  weakness  of  the  heart.  In  pi-eviously 
diseased  hearts,  too,  acute  dilatation  may  develop  after  some  special  cause.  These 
acute  dilatations  may  in  many  cases  be  restored  to  normal  dimensions,  but  they 
always  i^oint  to  a certain  degree  of  permanent  weakness  of  the  heart. 

Clinical  History. — Idiopathic  dilatations  and  hypertrophies  of  the  heart  may 
certainly  exist  for  a long  time  without  causing  the  patient  any  subjective  dis- 
turbance. The  symptoms  begin  when  the  heart  can  no  longer  res^jond  to  the 
demands  made  upon  it,  and  when  it  begins  to  be  paralyzed.  Then  all  the  symp- 
toms of  cardiac  insufficiency  arise,  in  just  the  same  way  as  in  valvular  disease 
and  in  the  severe  muscular  diseases  of  the  heart.  Hence  we  need  not  go  into  the 
details  of  the  disturbances  of  compensation  again.  The  whole  series  of  symptoms 
of  stasis,  as  well  as  the  attacks  of  angina  pectoris  and  cardiac  asthma,  described 
in  the  j)i'eceding  chapter,  also  occur  in  idiopathic  hypertrophies  and  dilatations  of 
the  heart. 

The  general  course  of  the  disease  differs  considerably  in  individual  cases. 
Sometimes  there  is  moderate  difficulty  in  breathing  for  a long  time,  especially 
on  any  physical  exertion.  The  patient  often  complains  of  great  languor,  of 
nervous  irritability,  and  sometimes  of  attacks  of  vertigo  and  faintness,  and  a 
tendency  to  perspiration.  The  appetite  is  poor,  and  there  is  very  apt  to  be  con- 
stipation. The  condition  may  become  quite  suddenly  worse  after  any  marked 
injurious  influence,  especially  after  great  physical  exertion  or  mental  excitemeut. 
The  pulse  is  small,  weak,  and  ii-regular,  the  heart-sounds  grow  feeble,  the  dysp- 
noea and  oppression  in  the  chest  increase,  the  amount  of  urine  diminishes,  and 
oedema  appears  in  the  legs.  We  now  have  the  complete  picture  of  an  uncom- 
pensated heart  disease.  With  proper  treatment  the  symptoms  may  disappear 
again ; but,  sooner  or  later,  they  return.  Death  finally  ensues  from  general  di-opsy 
or  from  some  complications  or  intercurrent  attacks,  among  which  we  may  men- 
tion embolic  processes. 

If  the  patient  avoids  all  injurious  influences  by  a discreet  and  prudent  Avay  of 
living,  the  course  of  the  disease  may  be  quite  favorable  for  years.  It  is  not  im- 
probable that  a number  of  mild  cases  may  he  restored  to  health,  or  at  least  re- 
main stationary. 

Diagnosis. — The  diagnosis  is  based  on  the  presence  of  the  setiological  factors, 
and  on  the  same  symptoms  as  generally  point  to  a disturbance  in  the  heart — 
namely,  palpitation,  shortness  of  breath,  acceleration  and  arhythmia  of  the  pulse, 
etc.  Physical  examination  in  the  later  stages  of  the  disease  gives  an  increase  of 
the  heart’s  dullness  in  both  directions,  usually  chiefly  to  the  I’ight.  Auscultation 
permits  us  to  exclude  valvular  disease  by  finding  the  heart-sounds  everywhere 
distinct.  We  have  left,  then,  only  the  hypothesis  of  an  idiopathic  hypertrophy  of 
the  heai’t  or  a chronic  myocarditis.  As  we  have  already  said,  we  consider  it 
impossible  to  make  a clinical  distinction  behveen  these  two  diseases,  although 
they  are  aetiologically  and  aiiatomically  distinct.  We  can  diagnosticate  the 
enlargement  of  the  heart,  its  functional  disturbance,  and  the  intactness  of  its 
valves,  hut  whether  the  substance  of  the  heart  is  simply  hypertrophied  or  is 
studded  with  the  indurations  of  myocarditis,  can  only  he  suspected ; it  never  can 
be  decided  with  certainty.  Arhythmia  of  the  pulse  may  exist,  in  spite  of  the  lack 
of  all  indurations,  and  it  may  be  absent  in  spite  of  extensive  cicatricial  formation. 
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We  may  often  enough  find  that  the  autopsy  confirms  our  hypothesis  of  myocar- 
ditis, made  from  the  aetiological  factors,  from  the  evidence  of  atheroma  in  the 
external  arteries,  from  the  existing  cardiac  insufficiency,  and  from  certain  charac- 
teristic symptoms  like  stenocardiac  attacks  and  sudden  death;  hut  just  as  often, 
even  with  extensive  clinical  and  pathological  experience,  we  shall  have  to  admit 
chagnostic  errors  and  confusion  between  chronic  myocarditis  and  simj)le  cardiac 
hypertrophy. 

Treatment. — The  principles  of  the  treatment  of  idiopathic  cardiac  hypertrophy 
are  precisely  the  same  as  for  valvular  disease  and  myocarditis.  We  may  therefore 
refer  for  all  particulars  to  the  two  preceding  chapters,  and  to  the  remarks  upon 
the  mechanical  treatment  of  circulatory  disturbances  given  at  the  close  of  the  next 
chapter. 


CHAPTER  V. 

FATTY  HEART. 

{Cor  adipomm.  Fatty  Degeneration  of  the  Heart.') 

.Etiology  and  Pathological  Anatomy. — By  the  name  of  “fatty  heart”  we  often 
mean,  at  present,  two  quite  distinct  conditions  of  the  heart — the  one  an  abnormal 
deposit  of  fat  in  the  heart,  and  the  other  a fatty  degeneration  of  the  muscular 
fibers  of  the  heart.  The  first  is  usually  one  symptom  of  great  general  corpulency. 
At  the  autopsy  of  very  fat  people  we  sometimes  find  the  heart  entirely  inclosed  in 
a thick  caj)sule  of  fat.  The  fat  is  situated  chiefly  in  the  external  pericardium  and 
beneath  the  visceral  pericardium.  It  is  usually  vei-y  marked  along  the  com’se  of 
the  larger  vessels  within  the  grooves  of  the  heart,  but  in  marked  cases  the  fat  also 
involves  the  muscular  substance.  The  heart  itself  is  otherwise  quite  normal  or 
somewhat  hypertrophied  or  dilated.  There  are  sometimes  also  present  sclerosis 
of  the  coronary  arteries  and  indurations  of  myocarditis. 

We  have  already  mentioned  fatty  degeneration  of  the  muscular  substance  of  the 
heart  as  a frequent  result  of  valvular  disease.  In  myocarditis  and  idiopathic 
cardiac  hypertrophy,  and  in  the  secondary  hyjDertrophy  after  chronic  nephr^is 
and  pulmonary  emphysema,  we  also  meet  with  fatty  degeneration.  We  often  find 
it,  as  well  as  fatty  degeneration  of  other  organs,  in  severe  acute  infectious  diseases, 
in  phosphorus  poisoning,  and  in  all  marked  primary  and  secondary  anaemias. 
Under  the  microscope  we  find  the  muscular  fibrillae  studded  with  little  drops 
of  fat,  which  may  be  so  numerous  that  the  nuclei  and  the  transverse  striation  of 
the  fibers  are  quite  concealed  by  them.  We  often  find,  besides  the  fatty  gran- 
ules, albuminous  granules,  which  disappear  on  the  addition  of  acetic  acid  (“  cloudy 
swelling”  of  the  cardiac  muscle).  If  the  fatty  degeneration  is  of  high  degree,  we 
can  easily  recognize  it  with  the  naked  eye.  Beneath  the  endocardium,  especially 
on  the  trabeculm  and  papillary  muscles,  we  see  very  fine  and  delicate  yello^v  points 
and  strim.  With  great  fatty  degeneration,  as  in  phosphorus  poisoning  and  per- 
nicious anaemia,  the  whole  cardiac  muscle  is  manifestly  yellow,  and  also  soft  and 
flabby.  It  is  claimed  that  rupture  of  the  heart  may  occur  as  a result  of  miu’kcd 
fatty  degeneration. 

In  fatty  degeneration  of  the  heart  the  fat  comes  fi’om  the  decomposition  of 
albumen  in  the  muscular  cells.  Tbc  occasion  of  it  is  ])robably  a defective  supifiy 
of  oxygen,  which  has  either  a general  cause,  as  in  anDcmia  and  phosphorus  poison- 
ing, or  a local  cause,  as  disturbed  circulation  in  the  heart  in  heart  disease.  The 
dehiils  of  this  are  given  in  the  chapter  on  anaemia  (page  928). 

Clinical  Symptoms. — Fatty  degeneration  of  the  heart  has  no  special  clinical 


31G 


DISEASES  OF  THE  . CIRCULATORY  ORGANS. 


symptoms.  lu  the  conditions  under  -which  we  know  it  is  apt  to  occur  we  can 
usually  suspect  it  during  the  lifetime  of  the  patient,  but  we  can  not  diagnosticate 
it.  We  must  also  mention  that  the  frequently  expressed  opinion,  that  fatty  degen- 
eration of  the  heart  is  the  cause  of  general  cai’diac  weakness,  is  very  often  incor- 
rect. In  pernicious  anmmia  there  may  be  quite  a strong  and  a perfectly  regular 
pulse  up  to  death  in  spite  of  the  most  marked  fatty  degeneration. 

We  can  not  say  much  that  is  certain  in  regard  to  the  clinical  symptoms  of  a 
deposit  of  fat  in  the  heart.  “ Fatty  degeneration  of  the  heart”  always  plays  a far 
larger  part  in  popular  speech  than  it  does  in  reality.  It  is  certainly  a fact  that  diffi- 
culty with  the  heart  and  respiration  is  very  often  observed  in  fat  people.  Exam- 
ination of  the  heart,  which,  however,  is  decidedly  impeded  by  the  thick  pannicu- 
lus  adiposus,  often  show's  in  such  cases  an  increase  of  the  cardiac  dullness,  a small 
and  sometimes  irregular  pulse,  and  faint  hut  clear  heart-sounds.  The  disturbance 
may  he  very  considerable,  attacks  of  angina  pectoris  and  cai'diac  asthma  may 
come  on,  and  death  may  follow  with  increasing  dyspnoea  and  geue>’al  oedema. 

If  one  has  opportunity  to  make  an  autopsy  in  such  cases,  there  will  be  fovmd  no 
constant,  single  anatomical  change  as  the  cause  of  the  cardiac  distm’bance,  but  either 
idiopathic  cardiac  hypertrophy  (see  the  xn-eceding  chapter),  or  so-called  myocarditic 
changes  with  sclerosis  of  the  coronary  arteries  and  the  like.  Very  often  there  is, 
of  course,  a marked  deposit  of  fat  upon  the  heart  itself,  but  the  question  arises 
whether  this  can  directly  «md  seriously  embarrass  the  cardiac  activity.  The  fact 
is  that  we  often  have  seen  similar  well-marked  cases  of  fatty  heart  wliich  during 
life  xjreseuted  no  special  cardiac  symj)toms.  There  would  he  more  reason  in 
ascribing  an  unfavorable  influence  to  the  fatty  infiltration  of  the  cardiac  muscle; 
but  hei’e  there  is  probably  in  most  cases  a simultaneous  atrophy  of  the  muscular 
tissue. 

Therefore  we  can  not  associate  with  the  term  “ fatty  heart”  any  uniform  clin- 
ical conception.  It  would  be  better  to  speak  of  the  “ heart  of  obesity,”  that  is,  of 
all  the  manifold  injuries  to  which  the  heart  of  obese  persons  is  exposed. 

Treatment. — A great  part  of  the  disturbance  in  respiration  in  fat  people  de- 
X^ends  not  ux^on  the  cardiac  weakness,  but  on  the  coi’XJulency  itself.  The  great 
bulk  of  the  body,  and  the  hindrance  to  the  activity  of  the  respiratory  muscles,  are 
very  imiiortant  factors.  Treatment  directed  against  the  respiratory  disturbance 
must  hence  chiefly  attack  the  obesity,  and  thus  in  many  cases  we  also  assist  the 
action  of  the  heart.  The  detailed  descrix^tion  of  the  hygienic  methods  of  cure  to 
be  employed  here  is  to  he  found  in  the  cliax^ter  on  obesity  (liage  99G). 

In  regard  to  the  special  treatment  of  the  cardiac  symptoms,  this  does  not  differ 
from  the  rules  that  obtaiji  in  other  forms  of  heart  disease. 


APPENDIX. 

REMARKS  UPON  THE  SO-CALLED  MECHANICAL  TREATMENT  OP  CIRCULATORY 

DERANGEMENTS. 

Of  late  years,  x^articularly  since  the  xiuhlication  of  Oertel’s  views,  so  much  has 
been  wi'itten  and  sxioken  about  the  mechanical  treatment  of  circulatory  derange- 
ments in  heart  disease,  obesity,  and  changes  in  the  pulmonary  circulation  (such 
as  those  caused  by  emxjhysema,  Ir^'x^l^oscoliosis,  and  the  like),  that  it  seems  neces- 
sary to  consider  briefly  here  the  chief  jjoints  of  this  mode  of  treatment.  There 
can  be  no  doubt  that  in  all  the  diseased  conditions  just  named  the  disturbance  of 
the  circulation  is  one  of  the  main  causes  of  the  clinical  symxitoms.  The  symi)torns 
dependent  upon  the  venous  stasis  are  repeated  in  all  the  diseases  which  belong  m 
this  group,  in  almost  the  same  way  in  every  case  (see  their  description  on  x^ages 
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295  et  seq.).  Inasmuch,  however,  as  the  disturbance  may  be  essentially  referred  to 
mechanical  influences,  above  all  to  the  diminution  of  the  difference  between  the 
arterial  and  the  venous  pressure,  and  the  consequent  slowing  of  the  current  and 
abnormal  distribution  of  the  blood,  it  is  eminently  proper  to  endeavor  by  mechan- 
ical means,  so  fai-  as  practicable,  to  improve  the  circulation.  The  possible  points 
of  attack  are  as  follows : 

1.  Diminution  of  the  Body  Weight  when  this  has  become  Excessive  from  the 
Deposit  of  Fat. — We  shall,  in  a later  chapter  (page  992),  study  carefully  the  in- 
jurious influence  of  obesity  upon  the  circulation.  All  the  measures  which  lead 
to  the  diminution  of  corpulence,  and  which  are  to  be  carefully  discussed  later  on, 
may  therefore  be  of  the  greatest  benefit  in  the  ti’eatment  of  circulatory  disturb- 
ances in  suitable  cases. 

2.  Diminution  of  the  Amount  of  Liquid  in  the  Body — Desiccation." — This 
is  the  point  upon  which  Oertel  lays  the  greatest  stress.  He  believes  that  he  can 
dimmish  the  amount  of  blood  in  the  body  by  withdrawing  liquids,  and  thus  lighten 
the  task  of  the  heart  and  restore  the  normal  circulation.  On  this  view  rest  the 
proscription  of  excessive  drinking  and  the  limitation  of  liqvxid  nourishment,  such 
as  soup.  We  must  confess  that  it  is  difficult  for  us  to  decide  upon  this  point. 
Numerous  well-known  ihysiological  experiments  prove  that  the  body  maintains 
its  amount  of  blood  with  great  tenacity  at  a certain  constant  ratio.  Inasmuch  as 
the  body  is  able  by  means  of  numerous  ways  (secretion  and  diffusion  of  liquids) 
to  make  speedy  compensation  for  variations  ai’ising  through  changes  in  the 
amount  of  water  ingested,  it  is  by  no  means  proved  that  the  total  amount  of  blood 
in  patients  with  circulatory  derangements  is  increased ; and  if  actually  there  is  a 
retention  of  fluid  in  the  body  (as  indeed  is  certainly  the  case  where  oedema  has 
developed),  yet  the  liquid  does  not  collect  in  the  vessels,  but  in  the  lymph-spaces 
of  the  intei-stitial  tissue,  or  possibly  in  the  cells  of  the  parenchyma  itself.  That 
the  total  amount  of  water  in  the  system  may  be  subjected  to  great  variations  must 
certainly  be  admitted ; hut  that  there  should  be  any  increase  of  the  labor  demanded 
of  the  heart,  requires  that  a large  amount  of  fluid  should  be  added  to  the  blood  in 
a relatively  short  space  of  time,  so  that  an  actual,  although  extremely  temporary, 
hydimmic  plethora  should  exist.  If  this  pi’ocess  is  veiy  frequently  repeated,  it 
will  surely  result  in  a j)ermanent  hindrance  to  the  circulation.  However,  it  is 
probable  that  this  is  the  case  only  in  habitual  beer-drinkers,  and  that  in  such  i^er- 
sons  the  proscription  of  liquid  ingesta  is  of  great  value,  because  the  patient  is  thus 
kept  not  merely  from  water,  but  also  from  the  injurious  and  excessive  use  of  beer 
and  wine.  Another  way  in  which  this  limitation  of  drinking  is  of  still  wider 
practical  importance  is  that  a patient  who  is  not  allow'ed  to  drink  while  he  is  eat- 
ing con.sequently  eats  less,  and  because  he  is  not  allowed  to  drink  until  after  he 
has  finished  eating  is  furthermore,  for  that  very  reason,  likely  to  drink  less  than 
he  otherwise  would.  What  might  be  called  the  “ psychological  imyortauce  ” of 
the  much-discussed  prescription  to  abstain  from  liquids  ought  not  therefore  to  be 
conte-sted;  but  in  our  opinion  this  is  its  main  value.  In  lean  patients  who  live 
temperately  the  amount  of  liquids  taken  docs  riot  demand  any  special  attention 
from  the  physician. 

3.  Strengthening  of  the  Cardiac  Muscle  and  Promotion  of  Compensatory 
Mypertrophy. — That  the  fulfilling  of  this  indication  may  be  of  great  importance 
IS  certain,  and  Oertel  lays  the  greatest  stress  upon  inciting  the  heart  to  more  vig- 
orous contractions  by  moans  of  suitable  bodily  exertion,  and  especially  by  method- 
ical mountain-climbing,  in  order  by  these  means  to  pi'oinote  ns  much  as  possible 
the  development  of  cardiac  hypertrophy.  This  view  is  probably  fully  justified 
and  of  obvious  utility  in  many  cases  of  simple  cardiac,  weakness,  as  seen  in 
anaemia,  in  convalescence  fi’om  severe  disease,  and  sometimes  perhaps  as  a con- 
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genital  condition.  This  may  also  be  true,  in  many  cases,  of  purely  muscular  dis- 
ease of  the  heart;  but  as  soon  as  one  considers  it  in  relation  to  those  cases  of 
cii-culatory  disturbance  where  there  is  actual  mechanical  hindrance  to  the  circu- 
lation, as  from  valvular  lesions,  the  case  seems  wholly  different.  To  be  sure,  one 
might  have  an  idea  that,  by  increasing  the  activity  of  the  heart,  the  hindrance 
would  be  more  easily  overcome.  An  important  consideration,  however,  seems  to 
us  to  be  that  we  can  scarcely  transfer  our  conceptions  with  regard  to  exercise  and 
invigoration  from  the  voluntary  muscles  to  the  cardiac  muscle.  The  mechanic- 
ally dilated  heart  is  minutely  regulated  by  means  of  an  especial  reflex  apparatus, 
independently  of  our  volition.  We  know  that  every  increased  demand  upon  the 
heart’s  activity  is  in  most  cases  directly  fulfilled  by  an  increased  cardiac  effort. 
Under  proper  conditions  the  most  marked  cardiac  hyperti'ophj'  may  develop  in  a 
completely  bech'idden  patient.  We  must  therefore  consider  carefully  whether,  in 
cases  of  this  sort,  the  further  increase  of  the  demands  upon  the  heart  is  judicious; 
whether  it  may  not,  on  the  contrary,  contribute  to  a premature  exhaustion  of  the 
myocardium.  It  certainly  seems  to  us,  and  our  opinion  is  fortified  by  practical 
experience,  that  the  x>rescription  of  increased  bodily  exertion,  such  as  mountain- 
climbing,  should  always  be  given  with  great  caution,  and  with  cousidei’ation  of  the 
individual  circumstances,  if  the  ])hysician  desires  to  avoid  unhappy  consequences. 
We  share  the  belief  that  a certain  measm’e  of  bodily  exercise  is  very  suitable  for 
patients  with  valvular  and  other  similar  cardiac  lesions,  but  we  hold  that  the 
benefit  lies  less  in  the  resultant  “ invigoration  of  the  cardiac  muscle  ” than  in  the 
promotion  of  the  venous  cii’culation  occasioned  by  the  motion  of  the  extremities 
and  the  deeper  inspirations  (see  page  998).  Long  mountain  trips  have  a great  and 
unique  value  for  those  circulatory  disturbances  alone  which  are  occasioned  by 
obesity,  or  associated  with  simple  weakness  and  slight  dilatation  of  the  heart. 

4.  Promotion  of  the  Circulation  by  Massage,  Passive  Movements,  and  Gym- 
nastics.— It  can  not  be  doubted  that  these  are  suitable  means  for  the  promotion  of 
the  circulation,  especially  in  the  veins.  We  ought  not  to  overestimate  their  value, 
but  we  are  fully  justified  in  the  assertion  that  they  may  sometimes  be  employed 
Avith  decided  benefit  in  circulatory  derangements.  For  particulai’s  as  to  the  carry- 
ing out  of  this  method  of  treatment,  we  must  refer  to  approi^riate  monographs. 


CHAPTER  VI. 

NEUROSES  OF  THE  HEART. 

1.  Angina  Pectoris  (Stenocardia). — Angina  pectoris  is  a group  of  symptoms 
which  we  have  already  had  to  mention  repeatedly  as  a fx’cqueut  complication  in 
different  cardiac  affections,  such  as  indurated  myocai’ditis,  aortic  iusufficiencj'’,  etc. 
The  same  symptoms  are  also  seen  as  a pure  neiu'osis,  especially  in  anaemic  ixersons, 
or  in  connection  Avith  other  neiwous  diseases,  like  hysteria,  epilepsy,  and  the  psy- 
choses. We  kiioAv  almost  nothing  as  to  the  exact  aetiology  of  the  disease.  In 
quite  a large  xiumber  of  published  cases  excessive  smoking  has  been  advanced  as 
an  aetiological  factor. 

The  most  essential  symptom  of  the  paroxysm  coxxsists  in  a severe  pain  in  the 
cardiac  region,  shooting  u]j  into  the  left,  or,  more  rarely,  into  the  right  shoulder. 
There  is  also  a general  feeling  of  constraint  and  anxiety — “ iirascordial  anxiety.” 
The  action  of  the  heart  is  usually  somcAvhat  accelerated,  either  Aveak  and  perhaps 
intermittent,  or  strong.  Respiration  is  unimpeded.  Exceptionally,  hoAvever,  and 
probably  as  a result  of  the  pain,  it  becomes  irregular,  now  hurried  and  uoav  sIoav. 
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Tlie  skin  during  the  paroxysm  is  often  pale  and  cool,  while  at  the  end  of  it  there 
may  be  profuse  sweating.  The  individual  attack  lasts  sometimes  only  a few 
minutes,  and  sometimes  half  an  hour  or  more.  In  many  cases  the  paroxysms 
return  very  frequently,  almost  daily,  but  in  others  there  may  he  intervals  of 
weeks  or  months. 

Many  theories  have  been  advanced  as  to  the  nature  of  angina  pectoris,  but 
none  of  them  have  any  certain  foundation.  Since  the  sensory  fibers  of  the  heart 
rise  from  the  vagus  (but  partly,  perhaps,  from  the  sympathetic  also),  we  usually 
term  angina  pectoris  a neurosis  of  the  vagus. 

The  prognosis  of  the  disease  is  not  very  favorable.  Although  life  itself  is  very 
rarely  endangered  by  the  paroxysms,  we  seldom  succeed  in  j)ermanently  prevent- 
ing their  return. 

The  treatment  of  the  p-aroxysm  is  purely  symptomatic.  Cutaneous  irritants, 
like  mustard-ifiasters  to  the  chest,  and  foot-baths,  are  almost  always  used,  but 
they  have  but  little  effect.  A subcutaneous  injection  of  one  sixth  to  one  third  of 
a grain  of  morphine  (grm.  0 ‘01-0 ’02)  is  the  best  palliative.  All  the  other  reme- 
dies, like  nitrite  of  amyl,  inhalations  of  chloi’oform,  atropine,  coniine,  etc.,  are 
less  reliable.  Nitrite  of  sodium  has  been  especially  recommended. 

Many  remedies  have  also  been  used  to  prevent  the  retimi  of  the  paroxysms : 
arsenic,  suli^hate  of  zinc,  nitrate  of  silver,  bromide  of  potassium,  quinine,  etc. 
We  usually  try  one  of  these  remedies,  hut  without  px’omising  any  certain  benefit 
from  them.  Favorable  results  are  often  obtained  from  electrical  treatment — either 
the  application  of  the  fai’adic  brush  to  the  cardiac  region,  or  cautiohs  galvaniza- 
tion of  the  vagus  and  sympathetic  in  the  neck,  or  in  the  cardiac  region.  Method- 
ical cold-water  cui'es  have  also  resulted  in  improvement  in  some  cases  of  angina 
pectoris. 

Finallj'',  of  course,  we  miist  pay  attentioii  to  any  underlying  diseases,  like 
anaemia  and  epileps;/,  and  to  the  removal  of  injurious  influences  which  may 
affect  the  disease  (smoking!). 

[In  well-marked  angina  sudden  death  during  a paroxysm  is  not  very  rare.  In 
Dr.  Arnold,  of  Rugby,  the  first  attack  proved  fatal.  The  patient  may,  liowever, 
live  for  years — cases  of  survival  for  upward  of  twenty,  and  one  even  of  thirty, 
years  being  recorded.  Flint  has  known  recovery  to  occur.  The  prognosis  depends 
somewhat  on  the  condition  of  the  cardiac  valves  and  walls;  but  chapges,  espe- 
cially in  the  latter,  may  escape  detection  by  any  save  a very  skillful  observer. 
Walshe  states  that  in  every  one  of  twenty -four  cases  he  examined  during  life  ho 
found  physical  signs  of  changes  either  in  the  heart,  the  aorta,  or  both.  The 
experience  of  Balfour  and  Latham  is  similar. 

With  regard  to  treatment,  it  is  true  that  morphine,  subcutaneously,  brings 
relief;  hut  the  duration  of  the  attack  is  short,  the  physician  is  not  always  at  hand, 
and  there  are  scarcely  any  circumstances  under  which  it  is  right  to  arm  a patient 
with  a hypodennic  syringe  in  this  any  more  than  in  other  diseases. 

Nitro-glycerine  is  not  only  a palliative  in  most,  but  also  a pi-ophylactic  in 
many  cases.  To  cut  short  an  attack,  it  can  he  carried  in  the  pocket;  to  prevent 
recurrence,  it  can  be  taken  twice  or  thrice  daily.  The  nitrite  of  sodinm  seems  (o 
act  equally  well,  but  has  not  been  so  long  in  use.  The  nitrite  of  amyl  is  service- 
able chiefly  at  the  moment  of  attack.  It  is  ]mt  up  in  glass  capsules,  one  of  which 
can  be  cru.shcd  in  a handkerchief  and  the  contents  inhaled;  it  is  so  volatile  that 
it  can  be  preserved  ready  for  use  in  scarcely  any  other  way. 

The  value  of  the  nitrites  is  greater  than  the  author  would  seem  to  allow.] 

2.  Nervous  Palpitation. — By  “palpitation”  we  understand  tlie  subjective  .sen- 
sation of  the  movements  of  the  heart.  It  is  usually  excited  by  increased  action  of 
c leart,  but  there  is  no  constant  relation  between  the  intensity  of  the  cardiac 
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pulsations  and  tlie  subjective  feeling  of  them.  We  sometimes  observe  that 
patients  with  aortic  insufficiency  do  not  perceive  the  very  strong  action  of  their 
hypertrophied  hearts,  while  in  other  cases  a patient  complams  of  a troublesome 
feeling  of  palpitation,  although  the  action  of  the  heart  does  not  appear  objectively 
to  be  especially  increased. 

We  term  cases  “nervous  palpitation”  where  the  patient  complains  of  palpita- 
tion when  a physical  examination  of  the  heart  shows  no  anatomical  change  in  it. 
As  a rule,  in  these  cases  we  really  have  to  do  with  a heart  whose  action  is  increased 
by  abnormal  nervous  influences.  In  many  cases  the  palpitation  arises  from  slight 
external  causes,  which  may  give  rise  to  little  or  no  palpitation  in  a healthy  per- 
son, as,  for  example,  after  the  slightest  mental  excitement,  after  any  shght  phys- 
ical exertion,  after  taking  food,  after  indulging  in  certain  drinks,  like  tea,  coffee, 
wine,  or  beer,  or  in  certain  positions  of  the  body,  as  in  lying  on  the  left  side.  Here, 
then,  we  have  to  do  with  an  abnormal  sensitiveness  of  the  heart  to  external  irrita- 
tion, but  in  other  cases  there  is  px’obably  a kind  of  hypermsthesia  of  the  patient 
to  the  movements  of  the  heart,  so  that  the  movements  that  are  of  normal  strength 
are  felt  in  a troublesome  manner. 

The  patient  rarely  complains  of  continuous  palpitation;  it  usually  occurs  in 
more  or  less  sharply  defined  paroxysms.  Very  commonly  in  pure  nervous  paljii- 
tation  we  have  to  do  with  people  who,  in  general,  suffer  from  other  nervous,  hys- 
terical, and  neurasthenic  symptoms,  or  they  are  anmmic  persons,  chlorotic  gu-ls, 
etc. ; but,  on  the  other  hand,  nervous  palpitation  may  occur  in  vei’y  full-blooded, 
“ plethoric  ” people. 

The  diagnosis  of  nervous  palpitation  can  be  made  only  when  repeated  careful 
examination  shows  no  objective  abnormity  in  the  heart.  In  many  cases,  as  when 
there  are  anaemic  murmurs,  the  decision  may  be  quite  difficult.  We  must  always 
pay  particular  attention  to  the  whole  constitution  and  the  general  impression 
which  the  ]xatient  makes. 

The  prognosis  is  so  far  favorable  in  that  the  disease  is  not  dangerous.  In  many 
cases  improvement  and  final  recovery  may  be  effected,  but  ether  cases,  of  course, 
resist  aE  therapeutic  efforts  very  obstinately. 

The  treatment  must  first  be  directed  to  improving  the  patient’s  general  con- 
stitution. Ansemic  persons  are  to  be  given  iron,  quinine,  and  strengthening  diet. 
We  put  full-blooded  people,  however,  on  scanty  fare,  and  prescribe  for  them  bitter 
waters,  or  a bath  cure  at  Marienbad  or  Eissingen.  Where  thei’e  is  hysteria  or 
neurasthenia,  it  requires  special  treatment.  We  should  avoid  all  the  influences 
which  seem  to  excite  palpitation.  As  a symptomatic  indication  during  an  attack 
we  should  recommend  the  patient  especially  to  keeix  quiet.  The  use  of  cold  to 
the  cardiac  region — cold  compresses  and  ice-bags— often  acts  beneficially.  On 
the  other  hand,  however,  it  is  to  be  noted  that  a tendency  to  palpitation  asso- 
ciated with  cardiac  weakness  may  often  be  allayed  by  methodical  exercise  and 
the  invigoratio.n  of  the  cardiac  mnscle  consequent  thereupon  (see  the  appendix  to 
the  preceding  chapter).  Among  internal  remedies  we  must  employ  nervines,  and 
in  severer  cases  even  narcotics.  Among  the  former  we  would  mention  e.specially 
ethereal  tincture  of  valerian  and  bromide  of  potassium,  which  have  reixeatedly 
done  us  good  service.  Digitalis  is  usually  of  little  value  in  pure  neuroses  of  the 
heart,  but  we  may  give  it  as  an  experiment,  say  fifteen  to  twenty  drops  of  the 
tincture  with  the  same  amount  of  cherry-laurel  water. 

3.  Tachycardia. — A jieculiar  and  quite  rare  neurosis  of  the  heart,  tachycardia, 
consists  of  an  enormous  frequency  of  the  pulse,  coming  on  in  paroxysms,  up  to 
200  beats  and  more  a minute.  We  have  already  mentioned  these  paroxysms  as  a 
rare  symptom  in  mitral  and  also  in  aortic  disease,  but  precisely  similar  attacks 
may  occur  as  a pure  neurosis  without  any  discoverable  lesion  of  the  heart.  They 
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have  been  observed  in  ansemic  and  nervous,  and  also  in  corpulent  persons.  In 
young  people  the  same  condition  sometimes  occurs  after  diphtheria  and  other 
acute  infectious  diseases  {vide  supra).  In  men  we  must  consider  the  possibility 
of  the  action  of  injurious  dietetic  influences,  like  di-inking  and  smoking.  The 
individual  attack  usually  begins  quite  suddenly,  by  day  or  by  night,  sometimes 
without  any  cause,  but  often  it  is  apparently  produced  by  certain  exciting  causes, 
especially  at  times  by  overdistention  of  the  stomach.  The  patient  feels  that  the 
attack  is  coming,  he  becomes  anxious  and  restless,  and  looks  pale ; but  there  are 
not,  as  a rule,  at  least  according  to  our  experience,  any  symptoms  like  praecordial 
anxiety,  dyspnoea,  or  attacks  of  faintness.  W e notice  in  the  heart  itself,  during 
the  attack,  chiefly  a great  acceleration  of  the  heart-sounds.  We  sometimes  bear 
indefinite,  adventitious  murmurs.  The  action  of  the  heart  is  often  quite  regular, 
but  there  is  not  infrequently  manifest  arhythmia  during  the  attack.  Increase 
of  the  heai’t’s  dullness  has  been  repeatedly  observed.  In  a case  of  paroxysmal 
tachycardia,  in  a patient  who  had  cirrhosis  of  the  liver,  we  could  certainly  detect 
a considerable  acute  dilatation  of  the  heart  in  every  attack,  which  disappeared 
again  soon  after. 

We  know  little  that  is  definite  as  to  the  nature  of  the  attacks.  The  affection  is 
usually  regarded  as  a temporary  paralysis  of  the  vagus. 

We  may  also  state  here  that  paroxysmal  and  constant  tachycardia  have  also 
been  repeatedly  observed  in  anatomical  lesions  of  the  cardiac  nerves  and  then* 
centei’S,  in  tumoi’s  and  other  affections  in  the  vicinity  of  the  medulla  oblongata, 
and  in  compression  of  the  vagus  in  the  neck  from  new-growths,  and  aneurisms. 

The  prognosis  of  tachycardia  depends  first  upon  the  nature  of  the  underlying 
disease.  We  do  not  know  whether  a permanent  recovery  is  possible  in  idiopathic 
cases,  but  we  can  always  succeed  in  improving  the  condition.  The  treatment  dur- 
ing the  attack  consists  in  enjoining  complete  bodily  rest,  and  in  applying  ice  to 
the  heart.  With  maidced  subjective  disturbance  we  should  give  bromide  of  potas- 
sium, or  even,  under  some  circumstances,  a small  injection  of  morphine.  The 
best  way  to  guard  against  the  return  of  the  attacks  is  to  give  precise  hygienic 
directions,  suited  to  the  patient’s  constitution  and  manner  of  life.  The  continued 
use  of  iodide  of  potassium  has  sometimes  seemed  to  us  to  be  of  service. 


SECTION  II. 

Diseases  of  the  Peeicaedium. 

CHAPTER  I. 

PERICARDITIS. 

{Inflammation  of  the  Pericardium.) 

■Etiology.— Pericarditis  seldom  appears  as  a primary  idiopathic  disease.  It  is 
usually  nierely  a sequel  or  a comi)licatiou  of  other  diseases.  Thus,  it  is  observed 
With  particular  frequency  in  the  course  of  acute  articular  rheumatism,  whore  it 
appears  sometimes  alone,  sometimes  in  combination  with  acute  endocarditis.  It 
IS  not  impossible  that  certain  rare  cases  of  apparently  primary  acute  pericarditis 
e ong,  from  an  mtiological  standpoint,  to  acute  articular  i-heuraatLsin — that  is, 
'ey  are  excited  by  the  same  pathogenic  factors  which  exce])tionally  attack  the 
Pencardium  alone,  without  simultaneous  pardicipatiou  of  the  joints  in  tlie  di.sease. 
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It  must  be  confessed  that  this  view  is  not  actually  proved  to  be  correct,  although 
a similar  one  is  also  held  in  regard  to  many  cases  of  primary  acute  endocarditis. 
Cases  of  secondary  pericarditis,  unassociated  with  articular  rheumatism,  occur, 
although  much  less  often,  in  other  acute  infectious  diseases,  among  which  scarlet 
fever,  measles,  and  pytemic  processes,  as  well  as  scui’vy  and  purpura  haemorrhagica, 
deserve  especial  mention.  In  pya3inia  the  pericarditis  is  purulent,  and  in  purpura, 
haemorrhagic.  Among  the  chronic  diseases  in  the  course  of  which  pericarditis 
sometimes  appears,  we  must  mention  especially  chronic  nephritis.  Pericarditis 
has  also  been  observed  in  a few  cases  in  patients  with  carcinoma. 

A large  number  of  cases  arise  from  an  extension  of  the  inflammation  from  the 
vicinity.  Thus  we  not  infrequently  see  pericarditis  as  a result  of  pleurisy,  espe- 
cially on  the  left  side,  and  in  pneumonia  complicated  with  j)leurisy.  New  growths 
and  ulcerative  proces.ses  in  the  oesophagus,  in  the  vertebrae,  in  the  bronchial 
glands,  or  in  the  lungs,  also  lead  at  times  to  perforation  into  the  pei’icardium  and 
a consequent  inflammation.  The  pericarditis,  too,  which  not  very  rarely  comes 
on  in  the  course  of  chronic  valvular  disease,  is  probably  usually  to  be  regarded 
as  an  extension  of  the  inflammation.  As  has  already  been  mentioned,  it  is  most 
frequent,  according  to  our  experience,  in  aortic  disease,  so  that  we  may  suspect 
a direct  conduction  of  the  agents  of  inflammation  through  the  aortic  walls  into 
the  pericardium.  Pericarditis  may  also  develop  as  a result  of  myocarditis,  abscess 
of  the  heart,  etc. 

Tuberculosis  plays  a very  important  part  in  the  astiology  of  pericarditis.  No 
small  number  of  apparently  primary  cases  of  pericarditis  turn  out  at  the  autopsy 
to  be  tubercular.  This  apparently  comes  on  in  quite  an  isolated  way,  or  as  one 
symptom  of  a special  localized  form  of  tuberculosis,  which  w'e  term  tuberculosis  of 
tbe  serous  membranes.  In  many  cases  we  can  discover  the  origin  of  a tubercu- 
lar pericarditis  in  the  direct  extension  of-  a tubercular  pleurisy.  In  apparently 
primary  cases  the  occurrence  of  the  infection  may  sometimes  be  exiflained  by  the 
discovery  of  a tubercular  lymph-gland,  which  has  broken  through  into  the  peri- 
cardium. 

Pericarditis  is  usually  a disease  of  youth  and  middle  life,  but  it  may  also  occur 
in  advanced  age. 

Pathological  Anatomy. — Ordinary  pericarditis  involves  the  two  surfaces  of  the 
internal  pericardium  in  either  a circumscribed  or  diffuse  manner.  Inflammations 
of  the  outer  surface  of  the  pericardial  sac  are  distinguished  as  external  pericar- 
ditis {vide  infra).  The  anatomical  processes  in  pericarditis  are  precisely  analogous 
to  those  in  inflammations  of  the  serous  membranes  in  general,  especially  of  the 
pleura. 

We  usually  divide  pericarditis  into  fibrinous,  sero-fibidnous,  haemorrhagic,  and 
purulent  (or  ichorous)  forms,  according  to  the  character  of  the  exudation.  The 
fibrinous  and  sero-flbrinous  forms,  with  an  abundant  fluid  effusion  into  the  peri- 
cardial cavity,  are  the  most  frequent,  occurring  in  articular  rheumatism,  in  valvu- 
lar disease  of  the  heart,  etc.  Both  layers  of  the  pericardium  are  covered  with 
masses  of  fibrine,  which  often  show  a reticular  or  villous  arrangement  (coj’ 
villosum).  Besides  that,  we  find  more  or  less  of  a fluid  effusion  which  distends 
the  pericardium.  The  fluid  is  of  a serous  nature,  and  contains  more  or  less  numer- 
ous flakes  of  fibrine,  and  is  turbid  from  the  admixture  of  cells — pus-corpuscles, 
and,  in  part,  desquamated  endothelium.  A purulent  pericarditis  is  always  the 
expression  of  a specific  infection  of  the  pericardium.  It  is  seen  in  pymmic  dis- 
eases, as  a result  of  empyema,  and  in  perforation  of  abscesses,  cancers  of  the  oesoph- 
agus, etc.,  into  the  pericardium.  A haemorrhagic  effusion  is  seen  chiefly  in  tuber- 
cular pericarditis.  In  this  we  find  miliary  tubercles,  and  little  cheesy  nodules  in 
the  inflammatory  new  growths,  besides  all  the  signs  of  inflammation.  The  specific 
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tuberciilai’  changes  are  sometimes  recognizable  with  the  naked  eye,  but  at  other 
times  we  have  to  use  the  microscope  to  find  them.  Haemorrhagic  pericarditis  also 
occurs  iu  general  haemorrhagic  diseases,  such  as  scurvy,  and  in  weak  and  debili- 
tated people,  like  drimkards. 

In  long-continued  pericarditis  the  cardiac  muscle  almost  invariably  undergoes 
changes.  The  heart  is  usually  flabby  and  dilated,  and  the  muscle  often  shows 
fatty  degeneration.  After  the  pericarditis  has  lasted  a long  time  there  is  often 
quite  a considerable  atrophy  of  the  cardiac  muscle,  which  is  partly  replaced  by 
fat  tissue.  We  have  already  mentioned  the  occurrence  of  pericarditis  in  connec- 
tion with  valvular  disease  and  degenerations  of  the  myocardium. 

In  favorable  cases  of  pericarditis  we  may  have  a perfect  recovery.  The 
so-called  maculce  tendinem  sometimes  remain  in  the  pericardium  as  residua  of  a 
past  cu'cumscribed  pericarditis.  In  some  cases  the  pericarditis  leads  to  an  adhe- 
sion of  the  two  layers  of  the  pericardium  to  each  other,  and  obliteration  of  the 
pericardial  cavuty  {vide  infra).  In  many  cases  a chronic  pericarditis  finally 
develops  from  the  acute  form,  or  the  whole  affection  takes  a more  chronic  course 
from  the  outset.  In  this  way  chronic  adhesions  of  connective  tissue  arise,  and 
great  thickening  of  the  pericardium,  but  the  amount  of  fluid  is  usually  small. 
Sometimes  the  chronic  pericai’ditis  is  interrapted  by  an  acute  exacerbation  of  the 
disease. 

Clinical  Symptoms. — 1.  Subjective  Symptoms,  General  Symptoms,  and  Fever. — 
Mild  forms  of  pericarditis  may  develop,  as  in  the  course  of  an  acute  articular  rheu- 
matism, wuthout  causing  any  subjective  symptoms.  They  are  discovered  only  by 
a careful  physical  examination  of  the  heart.  In  severe  cases,  however,  the  peri- 
carditis causes  violent  subjective  symptoms,  which  of  course  have  in  themselves 
little  that  is  characteristic. 

Pain  may  be  felt  in  the  cardiac  region,  and  often  in  the  epigastrium,  but  it 
is  absent  in  very  many  cases.  A general  feeling  of  constraint  and  distress  is 
almost  constant  in  all  acute  cases  of  any  severity,  and  so  is  a feeling  of  dyspnoea, 
which  may  increase  to  the  highest  degree  of  orthopnoea.  The  patients  often  com- 
plain of  headache.  In  severe  cases  they  become  stupid  and  comatose. 

These  general  symptoms  are  the  direct  result  of  the  disturbance  of  the  circu- 
lation. Blood  pours  into  the  heart  slowly,  and  the  diastole  is  incomplete,  because 
of  the  increased  pressure  in  the  pericardium.  Although  stasis  occurs  in  the  veins, 
there  is  less  blood  in  the  right  ventricle  than  normal.  As  a result  of  this  the 
pressure  falls,  and  the  rapidity  of  the  current  in  the  pulmonary  circulation  dimin- 
ishes. The  left  ventricle,  also,  contains  too  little  blood,  and  the  tension  in  the 
medium-sized  artei’ies  is  considerably  lowered.  This  is  the  explanation  of  the 
patient’s  dyspnoea  and  cerebral  anaemia.  The  former  is  also  increased  in  large 
pericardial  effusions  by  the  mechanical  pressure  of  the  distended  ijericardium  on 
the  left  lung. 

Acute  pericarditis  is  usually  associated  with  fever.  This  lias  no  special  type, 
and  asually  keeps  at  a moderate  height— 102°  to  103 ‘5°  (39°-39‘8°  C.)— but  it  often 
exhibits  considerable  variations.  In  cases  of  recovery  the  fever  declines  by  lysis. 
Chronic  pericarditis  may  run  its  whole  course  without  fever. 

2.  Physical  Signs — Inspection. — The  general  hue  of  a patient  with  severe 
pericarditis  is  pale,  but  also  more  or  less  cyanotic.  He  has  an  anxious  expression. 
He  lies  with  the  upper  part  of  the  body  raised,  or  he  sits  up  in  bed.  The  breath- 
mg  IS  usually  rapid,  labored,  and  somewhat  irregular.  The  veins  in  the  neck  are 
svrollen  and  prominent.  We  very  often  see  marked  undulating  or  pulsating 
movements  in  the  jugular  veins,  as  a result  of  stasis.  The  cardiac  region  seems 
nu.sually  prominent  in  all  cases  with  much  effusion,  and  tlie  intercostal^ spaces 
ere  are  flattened  out.  W^e  sometimes  detect  a slight  cedematous  swelling  of  the 
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chest-wall  itself.  When  there  is  a large  effusion,  the  action  of  the  heart  is  only 
faintly  visible,  and  is  sometimes  remarkably  diffused. 

Palpation  in  the  milder  cases  shows  the  apex-beat  in  its  normal  position  and 
of  about  normal  strength ; but  if  the  amount  of  the  pericardial  effusion  increases 
the  heart  is  pushed  away  from  the  chest-wall  by  it,  and  hence  the  heart-beat 
grows  Aveaker  until  it  disappeai-s  entirely.  In  such  cases  it  is  sometimes  to  be  felt 
again  if  the  patient  bends  foinvard  or  lies  on  his  left  side.  In  the  rest  of  the  car- 
diac region  Ave  sometimes  feel  the  movements  feebly,  hut  they  entirely  disappear 
as  the  effusion  increases.  In  some  cases,  by  laying  the  hand  flat  on  the  chest,  Ave 
can  feel  the  rub  of  tha.roAigh  pericardial  surfaces  against  each  other. 

The  pulse  is  usually  accelerated,  and  in  severe  cases  it  becomes  irregular.  In 
every  large  effusion,  as  Ave  have  already  said,  the  tension  and  height  of  the  pulse 
are  diminished.  In  severe  cases  the  pulse  sometimes  becomes  very  small  and  weak, 
hut,  when  the  heart  is  otherwise  normal  and  strong,  it  may  also  remain  quite 
strong — and  indeed  this  condition  of  the  pulse,  in  contrast  to  the  great  weakening 
of  the  heart-heat,  is  sometimes  of  diagnostic  significance.  In  some  cases  with  a 
large  pericardial  effusion  we  have  seen  a manifest  pulsus  piaradoxus — that  is,  a 
diminution  or  a complete  disappearance  of  the  radial  pulse  on  evei’y  inspiration. 

Percussion  shows  very  characteristic  changes  if  the  pericardium  is  distended 
by  the  effusion.  The  cardiac  dullness  is  then  increased,  and  usually  assumes  a 
triangular  form  peculiar  to  pericarditis.  The  obtuse  angle  of  the  ti’iangle  is  found 
above  in  the  third  or  second  left  intercostal  space  near  the  left  border  of  the  ster- 
num. The  lateral  boundaries  run  obliquely  to  the  right  and  downward  to  about 
the  right  parasternal  line,  and  to  the  left  and  downward  to  the  left  mammillary 
line,  or  beyond.  The  broad  base  of  the  triangle  Avhich  lies  heloAv  is  usually  not  to 
he  defined  by  percussion  on  account  of  the  adjacent  left  lobe  of  the  liver.  On  the 
border  of  the  dullness  we  often  find  a tympanitic  resonance  due  to  the  retraction 
of  the  adjacent  lung.  The  area  of  the  dullness  dejjends,  of  course,  in  the  first  place, 
upon  the  amount  of  the  effusion,  but  we  must  take  special  noticp  that  in  regard  to 
this  the  relation  is  not  constant.  In  old  cases  of  pericarditis  especially  we  some- 
times find  the  cardiac  dullness  very  extensive,  while  the  autopsy  detects  only  a 
little  fluid  in  the  pericardium.  This  is  explained  partly  by  a secondary  dilatation 
of  the  heart,  and  partly  by  a persistent  retraction  of  the  lung. 

It  is  an  important  diagnostic  sign  of  pericarditis  that  in  many  cases  the  still 
perceptible  apex -beat  lies  within  the  cardiac  dullness,  since  the  pericai’dial  effusion 
extends  farther  to  the  left  than  the  heart  itself.  It  is  also  worthy  of  note  that  the 
dullness  in  pericarditis  often  shows  very  great  changes  when  the  patient  changes 
his  position.  The  dullness  is  more  extensive  when  the  body  is  erect  than  Avhen 
lying  down,  and  Avhen  the  patient  lies  on  his  side  it  sometimes  shows  a lateral 
displacement  of  several  centimetres.  The  same  changes,  howevei’,  though  rarely 
so  marked,  also  occur  in  a hypertrophied  heart. 

The  characteristic  pathognomonic  auscultatory  sign  of  pericarditis  is  the  peri- 
cardial friction-rub.  This  arises  during  the  movements  of  the  heart  from  the 
rubbing  of  the  rough  and  inflamed  pericardial  surfaces  against  each  other.  The 
friction-ruh  is  absent  in  pericarditis  if  the  rough  surfaces  of  the  tAVO  layere  of  the 
pericardium  are  se])arated  from  each  other  by  a fluid  effusion,  or  if  they  can  no 
longer  rub  against  each  other  from  au  adhesion  of  the  layers  of  the  pericai’dium. 
We  usually  hear  the  friction-rub  loudest  in  the  neighborhood  of  the  base  of  the 
heart,  but  it  may  also  be  heard  at  other  parts  of  the  heart.  The  quality  of  the 
sound  is  described  as  scraping,  grating,  or  creaking.  The  friction-ruh  may  bo 
heard  chiefly  either  during  the  systole  or  during  the  diastole  of  the  heart,  but  it  is 
in  general  not  often  closelj"^  associated  with  the  phases  of  the  heart’s  action.  Wo 
sometimes  find  it  intermitting  frequently,  and  jerky.  The  intensity  of  the  fric- 
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tion-nib  sometimes  varies  with  the  phases  of  the  respiration.  It  is  usually  louder 
on  inspiration,  but  sometimes  on  expiration.  If  the  patient  changes  his  position, 
it  sometimes  alters  the  intensity  of  the  sound.  It  is  louder  when  sitting  up  than 
lying  down,  etc.  The  friction-rub  often  sounds  louder  if  the  stethoscope  is  pressed 
firmly  against  the  chest,  since  in  this  way  the  layers  of  the  pericardium  are 
approximated  to  each  other. 

The  heart-sounds,  when  the  valves  are  intact,  may  sometimes  be  heard  as  well 
as  the  friction-rub,  or  they  may  be  completely  drowned  by  the  loud  rub,  at  least 
in  some  pai-ts  of  the  heart.  In  general,  they  are  weak  in  every  case  of  pericardial 
effusion,  since  their  conduction  to  the  ear  is  impaired.  In  large  effusions  where 
no  friction-rub  is  to  be  heard,  we  hear  the  heart-sounds,  especially  the  fii’st,  but 
only  very  faintly  and  obscurely.  This  condition  in  connection  with  the  increase  of 
the  cardiac  dullness  is  of  diagnostic  importance.  If  there  is  also  valvular  disease 
with  the  pericarditis,  the  pei’icardial  and  endocardial  murmurs  are  sometimes  hard 
to  distinguish  from  each  other,  but  usually  the  former  greatly  preponderate. 

3.  SequeloR  of  Pericarditis. — A large  pei'icardial  effusion  may  excite  special 
symptoms  from  pressure  on  the  neighboring  organs.  Thus  we  have  already  said 
that  comjDression  of  the  left  lung  must  increase  the  dyspnoea.  In  many  cases  we 
also  notice  a moderate  dullness  over  the  left  lower  back,  from  compression  of  the 
left  lower  lobe.  In  rare  cases  diffictdty  in  deglutition  has  been  observed  as  a 
result  of  pressure  on  the  oesophagus,  and  paralysis  of  the  vocal  cords  from  press- 
m-e  on  the  recuiTent  nerve. 

In  cases  of  long-continued  pericarditis  the  same  seqiielas  may  develop  as  in  any 
chronic  disease  the  heart.  The  amount  of  urine  diminishes  as  a rssidt  of  the 
low  arterial  pressure.  The  venous  stasis  finally  leads  to  general  dropsy  and  to 
symptoms  of  passive  congestion  in  the  liver,  spleen,  and  kidneys.  We  would  also 
state  that  we  have  repeatedly  met  with  large  effusions  in  the  cavities  of  the  body, 
especially  hydrothorax,  without  any  oedema  of  the  skin.  All  the  symptoms  of 
stasis  mentioned,  however,  are  often  much  less  due  to  the  pericarditis  itself  than 
to  the  atroj)hy  and  dilatation  of  the  heart  which  frequently  follow  it  {vide 
supra). 

SPECiAXi  Forms  op  Pericarditis. 

1.  Pericarditis  externa  and  Mediastino-pericarditis  (Pleuro-pericarditis).— 
By  pericarditis  externa  we  mean  an  inflammation  of  the  external  sm-face  of  the 
pericai’dial  sac,  which  is  usually  combined  with  an  inflammation  of  the  mediasti- 
nal connective  tissue  and  the  neighboring  pleura,  especially  over  the  lingula  of 
the  left  lung.  This  form  of  pericarditis  may  exist  by  itself,  or  combined  with 
internal  pericarditis.  It  is  a rare  disease,  and  is  most  frequently  seen  as  a result 
of  tubercular  pleurisy. 

The  physical  signs  must  differ  so  much,  according  to  the  localization  and  extent 
of  the  process,  that  we  can  give  few  general  data  in  regard  to  them.  There  are  only 
a few  peculiar  signs,  which  must  be  noted  as  characteristic  of  many  cases.  In  the 
vicinity  of  the  apex-beat,  or  at  the  left  border  of  the  cai’diac  dullness,  we  some- 
times hear  a so-called  extra-pericardial  (plcuro-pericardial)  friction-rub.  This 
lepends  both  upon  the  cardiac  movements  and  upon  the  respiratoi’y  movements. 
Jn  holding  the  breath  we  hear  only  the  murmur  due  to  the  pulsations  of  the 
iieart  whde  on  deep  breathing  the  pleuritic  friction-sound  is  chiclly  to  be  heard, 
n in  ividual  cases  there  are  many  modifications,  which  can  not  all  be  mentioned, 
no.  er  interesting  sign,  first  found  by  Griesiiigcr  and  Kussmaul  in  a cicatricial 
mediastino-pericarditis,  is  the  so-called  pul.sus  paradoxus.  This  consists  of  a 
pnl.se  at  each  inspiration.  This  condition  arises,  in  part  of  the 

cs  a east,  from  the  fact  that  the  bands  and  adhesions  of  connective  tissue  at  the 
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origin  of  the  aorta  mechanically  nick  into  and  contract  its  lumen  at  every  inspi- 
ratory movement  of  the  thorax.  This  explanation,  of  course,  does  not  suffice  for 
all  cases,  since  the  pulsus  paradoxus  also  occurs  under  other  conditions,  as  with 
large  pericardial  effusions.  In  some  cases  there  may  be  seen  a marked  swelling 
of  the  jugular  veins  in  the  neck  at  each  inspiration,  at  the  same  time  with  the  pulsus 
paradoxus,  since  the  large  venous  trunks  also  undergo  a mechanical  nicking 
and  constriction  at  each  inspiration.  We  have  ourselves  seen  a very  i^ronounced 
slowing  of  the  pulse  at  every  inspiration,  in  a complicated  case  of  extra-pericardial 
adhesions  (vagus  irritation?).  We  must  also  mention  that  Eiegel  observed  a dis- 
aj)pearance  of  the  apex-beat  on  expiration  in  some  cases  where  there  were  bands 
of  connective  tissue  between  the  lungs  and  the  outer  surface  of  the  heart.  At 
every  exphation  the  bands  were  stretched  more  tightly,  and  hence  checked  the 
movements  of  the  heart. 

2.  Obliteration  of  the  Pericardial  Cavity  {Adhesive  Pericarditis ; Adhesions 
of  the  Layers  of  the  Pericardium;  Concretio  seu  Synechia  pericardii). — We  may 
have  a more  or  less  complete  adhesion  of  the  two  layers  of  the  pericardium  with 
each  other  as  a result  of  pericarditis.  We  can  sometimes  observe  the  occm’rence 
of  this  condition  during  the  course  of  a pericarditis.  Quite  frequently,  however, 
we  meet  with  extensive  adhesions  of  the  two  layers  of  the  pex’icai’dium  on  the 
living  subject,  or  at  autopsies,  without  being  able  to  gather  any  history  of  a pre- 
vious acute  pericarditis.  The  pericarditis  must  have  occurred  here  in  a chronic 
way,  and  without  symptoms  from  the  outset. 

Even  extensive  adliesions  of  the  pericardial  surfaces  may  develop  and  remain 
entirely  without  symjDtoms,  and  be  met  with  accidentally  at  the  autopsy.  In 
other  cases,  however,  the  obliteration  of  the  pericardial  sac  causes  special  physical 
signs  and  severe  clinical  sequelae.  Among  the  first  and  more  important  is  the  sy.s- 
tolic  retraction  of  the  chest,  either  limited  to  the  apex  or  involving  a larger  area. 
This  is  mo.st  comprehensible  if  there  is  an  adhesion  of  the  pericardium  with  the 
heart,  and  also  with  the  chest-wall  (Skoda) ; but  we  certainly  find  this  retraction 
at  the  systole  without  co-existing  extra-pericardial  adhesions.  It  is  not,  however, 
an  absolutely  certain  sign  of  an  intra-pericardial  adhesion,  especially  if  we  have  to 
do  with  a systolic  retraction  at  the  apex  alone,  since  systolic  retractions  may  some- 
times occur  in  other  disturbances  of  the  heart’s  motions;  but  systolic  refractions 
of  the  whole  cardiac  region  are,  in  the  majority  of  cases,  a certain  sign  of  peri- 
cardial adhesions.  The  amount  of  this  retraction  is  often  dependent  upon  the 
respiration,  it  being  usually  more  marked  on  inspiration. 

The  other  symptoms  of  obliteration  of  the  pericardial  cavity  are  more  rai’e  and 
in  their  diagnostic  significance  still  more  uncertain.  Friedreich  observed  a sud- 
den collapse  of  the  jugular  veins  at  each  diastole — the  “diastolic  collapse” — while 
they  became  w'ell  filled  again  at  the  next  systole.  He  exifiained  this  phenome- 
non by  supposing  that  the  conditions  for  emptying  the  veins,  at  the  moment 
of  the  diastole  of  the  ventricle,  were  especially  favorable,  since  the  chest-wall, 
which  had  previously  been  drawn  in  by  the  systole,  went  back  again  quickly. 
Eiess  described  some  cases  of  pericardial  adhesions  where  the  heart-sounds  had  a 
metallic  character  from  the  resonance  of  the  stomach,  which  had  been  drawn  up. 
All  things  considered,  w'e  must  say  that  although  the  dia^osis  of  pericardial  adhe- 
sions can  be  correctly  made  in  many  cases,  yet  the  signs  given  for  it  are  more  or  less 
uncertain,  since  they  may  be  absent  in  obliteration  of  the  pericardial  sac,  and 
they  may  also  be  caused  by  other  conditions  without  such  an  obliteration. 

In  the  cases  of  pericardial  adhesions  which  give  rise  to  severe  disturbances 
of  the  circulation,  these  are  usually  not  the  direct  result  of  the  pericai'dial  adhe- 
sions, but  are  due  to  the  secondary  changes  which  develop  in  the  cai'diac  muscle. 
Only  when  extensive  extra-peiicardial  adhesions  are  also  present  can  there  be 
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sucli  a restraint  upon  the  systole  of  the  heart,  hi  a purely  mechanical  way,  as  to 
cause  a diminished  filling  of  the  arteries,  and  stasis  in  the  veins.  It  is  usually, 
liowever,  the  secondary  atrophy,  with  fatty  degeneration  and  dilatation  of  the 
cardiac  muscle,  that  causes  the  severe  disturbances  of  the  circulation.  Such  cases 
give  throughout  the  general  impression  of  valvular  disease.  Dyspnoea,  general 
oedema,  and  signs  of  passive  congestion  in  the  liver  and  kidneys,  are  the  chief 
symptoms  of  the  disease.  It  is  a striking  observation,  which  other  physicians  and 
we  ourselves  have  made  a few  times,  that  as  a result  of  obliteration  of  the  pericar- 
dial sac,  great  ascites,  sometimes  associated  with  hydrothorax,  may  develop  without 
any  simultaneous  oedema  of  the  extremities.  In  all  such  cases  the  diagnosis  is 
usually  far  from  easy.  We  can  sometimes  scarcely  avoid  confounding  it  with 
chronic  myocarditis,  in  the  absence  of  all  heart-murmurs.  If  the  cardiac  muscle 
remains  intact,  extensive  pericardial  adhesions  may  exist  for  years  without  causing 
the  patient  the  slightest  disturbance. 

3.  Tubercular  Pericarditis. — Tubercular  pericarditis  is  an  important  disease 
clinically,  since  in  many  cases  it  is  apparently  primary.  It  may  he  either  quite 
acute  or  chronic.  The  patient  falls  ill  suddenly,  or  more  gradually  with  indefi- 
nite thoracic  symptoms,  dyspnoea,  general  weakness,  moderate  fever,  etc.  If  it 
is  of  long  duration,  there  is  more  or  less  oedema.  When  we  find  on  physical 
examination,  in  such  cases,  the  signs  of  a pericarditis,  the  diagnosis  of  tubercular 
pericarditis  is  probable,  if  we  discover  a general  “phthisical  habit,”  hereditary 
predisposition,  and  also  co-existing  disease  of  other  serous  membranes,  especially 
pleurisy,  or  more  rarely  chronic  peritonitis.-  In  the  latter  case  the  tubercular 
pericarditis  forms  one  symptom  of  the  so-called  tuberculosis  of  the  serous  mem- 
branes, but,  as  has  been  said  before,  apparently  isolated  primary  tubercular  peri- 
carditis does  occur  {vide  supra).  We  have  seen  such  cases  repeatedly,  especially 
in  old  people.  In  these  cases  the  disease  is  not  easy  to  diagnosticate.  The  patient 
gives  one  the  impression  of  having  heart  disease,  but  the  physical  signs  in  the 
heart  are  sometimes  of  a very  indefinite  nature.  Friction-rubs  may  be  entirely 
absent,  on  account  of  adhesions  or  of  large  effusions.  This  leads  to  confusion 
with  myocarditis,  or  mitral  stenosis.  In  other  cases,  of  course,  all  the  physical 
signs  of  pericarditis  mentioned  above  may  be  manifest,  and  a coi’rect  diagnosis 
can  be  made. 

Diagnosis. — From  what  j>recedes,  it  follows  that  the  diagnosis  of  pericarditis  is 
very  easy  in  many  cases,  but  is  very  difficult  or  impossible  in  others.  The  most 
unequivocal  sign  is  the  characteristic  friction-rub.  The  practiced  ear  can  often 
distinguish  it  from  an  endocardial  sound  by  its  quality.  The  pericardial  sound 
is  a rubbing,  grating  noise,  near  the  ear;  the  endocardial  is  blowing,  distant 
from  the  ear.  The  following  features  may  serve  as  marks  of  distinction  in 
doubtful  cases:  1.  We  hear  the  pericardial  sounds  at  first,  and  also  later,  over 
the  base  of  the  heart  in  the  vicinity  of  the  pulmonary  valve ; the  endocardial  are 
often  loudest  at  the  apex.  2.  The  pericardial  murmurs  are  not  so  closely  associ- 
ated with  the  phases  of  the  heart’s  action,  with  systole  and  diastole,  as  ,tiie  endo- 
cardial. 3.  We  find  that  the  pericardial  sounds  are  not  transTuitted  far.  A loud 
rub  may  be  audible  at  one  spot  which  can  not  be  heard  a few  centimetres 
away.  Loud  endocardial  murmurs,  however,  are  audible  over  almost  the  whole 
heart.  4.  Sometimes  the  peculiarity  of  the  pericardial  murmur — that  it  becomes 
louder  when  the  patient  sits  up,  on  pressure  with  the  stethoscope,  etc. — may  be  of 
diagnostic  value.  In  many  cases,  too,  the  loud,  functional,  so-called  anmmic  inur- 
murs  over  the  base  of  the  heart  may  give  rise  to  confusion  with  pericarditis. 

In  the  cases  where  pericardial  sounds  are  absent  the  diagnosis  is  I’cndered  pos- 
sible by  the  characteristic  triangular  shape  of  the  cai’diac  dullness,  in  connection 
with  the  character  of  the  apex-beat,  the  pulse,  and  the  heart-sounds.  Wo  have 
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already  called  attention  to  the  ease  with  which  pericarditis  may  be  confounded 
with  myodegeneration  of  the  heart  and  mitral  stenosis  without  any  murmur.  We 
can  not  lay  down  general  rules  for  differentiating  these  conditions.  The  more 
careful  the  examination,  and  the  greater  the  personal  experience,  the  more  easily 
can  we  avoid  a false  diagnosis. 

We  have  already  mentioned  the  determining  factors  for  the  diagnosis  of  the 
different  forms  of  pericarditis  and  their  significance. 

Course  and  Prognosis. — Many  cases  of  pei’icarditis  in  articular  rheumatism, 
pneumonia,  or  heart  disease,  and  also  many  of  the  rare  and  apparently  primary 
forms,  may  recover  completely.  The  disease  lasts,  in  the  mild  cases,  only  about 
a week,  in  severe  cases  much  longer. 

Many  cases  of  pericarditis,  however,  terminate  fatally.  The  imfavorahle  issue 
depends  either  upon  the  severity  of  the  primary  disease,  or  upon  the  intensity 
of  the  pei’icarditis  itself.  In  extensive  croupous  pneumonia,  in  valvular  disease 
of  the  heart,  or  in  severe  chronic  nephritis,  an  attack  of  pericarditis  is  often  the 
terminal  affection — the  immediate  cause  of  death.  In  otherwise  healthy  people, 
however,  a severe  pericarditis  with  a large  effusion  may  he  the  direct  cause  of 
death,  as  a result  of  the  impairment  of  the  movements  of  the  heart.  The  prog- 
nosis of  every  tubercular  pericarditis  is  absolutely  unfavorable.  The  latter  can, 
indeed,  run  quite  a chronic  course,  but  it  is  hardly  ever  capable  of  definite  recov- 
ery. Tlie  prognosis  of  pysemic  pericarditis  is  also  unfavorable. 

In  one  class  of  cases  pericarditis  takes  a chronic  course  from  the  start,  or 
chronic  pericarditis  develops  from  an  acute  attack.  The  ultimate  prognosis  of 
these  cases  is  usually  unfavorable,  since  the  secondary  atro2ihy  and  dilatation  of 
the  heart  gi’adually  lead  to  severe  disturbances  of  the  cu’culation.  We  have 
spoken  above  of  the  termination  of  pericarditis  in  obliteration  of  the  pericar- 
dial sac. 

Treatment. — Since  pericarditis  is  a severe  affection  under  all  circumstances,  we 
must  especially  see  that  the  patient  has  perfect  rest  and  care.  Extreme  caution 
must  he  eiijoined  upon  him,  especially  in  the  cases  where  at  first  the  subjective 
symptoms  are  slight.  We  must  keep  the  patient  strictly  confined  to  the  bed,  and 
not  let  him  leave  it  even  temporarily. 

The  remedies  which  are  used  against  pericarditis  aim  iiartly  at  keeping  the 
inflammation  in  check,  and  partly  at  aiding  the  action  of  the  heart.  For  the  first, 
the  continued  application  of  ice  to  the  cardiac  region  deserves  especially  to  he 
recommended.  Local  blood-letting,  ten  or  twelve  leeches  to  the  cardiac  region — 
formerly  very  often  hut  now  more  rarely  used — may,  in  otherwise  strong  and 
healthy  ^lersons,  afford  great  relief  in  cases  with  marked  subjective  symiitoms. 
Painting  with  tincture  of  iodine  and  vesicatories,  however,  deserve  little  confi- 
dence. Digitalis  is  our  chief  means  to  bring  down  an  accelerated  pulse,  and  to 
strengthen  the  heart’s  action.  It  is  a drug  which  is  most  active  and  most  fre- 
quently used  in  pericarditis,  and  is  always  indicated  when  the  jiulse  is  rapid  and^ 
of  diminished  tension.  Of  course,  the  action  of  the  remedy  must  be  carefully 
watched,  as  in  all  cases  where  digitalis  is  prescribed.  Tincture  of  strojihanthus  is 
also  useful.  As  a jialliative,  morphine  often  does  indispensable  service  where  the 
subjective  symptoms  are  marked  and  the  patient  is  very  restless. 

If  the  symptoms  are  threatening,  the  question  arises  whether  a large  fluid  peri- 
cardial effusion  is  the  cause  of  the  severe  symptoms.  In  this  case  the  evacuation 
of  the  exudation  is  of  course  imperatively  indicated.  The  difficulty  of  forming  a 
correct  opinion,  however,  is  very  great,  because  in  any  individual  case  it  is  rarely 
possible  to  determine  the  amount  of  fluid  that  may  he  present.  In  the  first  place, 
we  must  consider  the  size  of  the  cardiac  dullness  and  the  weakening  of  the  move 
ments  of  the  heart,  but  both  factors  may  give  rise  to  deception.  Hence  we  always 
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first  make  an  exploratory  puncture  with  a Pravaz’s  liypoclermic  syringe.  The  best 
point  for  insertion  is,  in  general,  the  sternal  end  of  the  fourth  or  fifth  [left]  inter- 
costal space  when  the  patient  is  lying  on  his  back.  If  the  exploratory  puncture 
gives  a positive  result,  we  make  a puncture  with  Billroth’s,  Fraentzel’s,  or  some 
similar  trocar.  With  regard  to  the  details,  we  will  refer  to  the  descrijition  of 
punctui-e  of  the  pleura.  Puncture  of  the  pericardium  is  always  performed  by  the 
aid  of  aspiration.  It  is  less  dangerous  than  might  he  feared.  Even  injuries  to 
the  heart  during  the  operation  have  scarcely  ever  had  grave  I’esults.  The  tempo- 
rary relief  to  the  patient,  in  cases  of  successful  puncture,  is  usually  very  striking, 
but  the  permanent  results  of  pericardial  puncture  are,  of  course,  much  less  favor- 
able than  those  of  puncture  of  the  pleura,  which  is  chiefly  due  to  the  character  of 
the  underlying  disease.  In  some  cases  of  purulent  pericarditis,  drainage  of  the 
pericardium  has  also  been  practiced  after  the  analogy  of  the  treatment  of  em- 
pyema, but  experience  on  this  point  is  not  yet  very  extensive. 

[The  experiments  of  Rotch  show  that  pericardial  effusion  causes  dullness  in  the 
fifth  right  interspace,  a sign  which  he  thinks  is  not  produced  in  cardiac  enlarge- 
ment. So  far  as  is  known  to  the  editor,  he  is  the  only  person  who  has  acted  on 
this  observation,  and  punctured  on  the  right  of  the  sternum  for  pericardial  eflPu- 
sion.  In  the  case  referred  to,  the  signs  pointed  to  a very  large  acute  effusion  of 
rhenmatic  origin.  The  first  punctnre  was  made  in  the  fifth  left  interspace,  but 
only  about  an  ounce  and  a half  of  bloody  serum  was  obtained.  The  needle  was 
then  withdrawn  and  immediately  inserted  in  the  fourth  right  space  near  the  sternal 
boi’der  with  absolutely  negative  result.  The  gravity  of  the  symptoms  led  to  two 
more  punctimes  on  the  left  some  days  later,  one  with  small  though  positive  result, 
the  other  with  negative.  Absorption  and  recovery  ultimately  took  place. 

The  recommendation  of  the  author  to  make  a preliminary  puncture  with  a 
hypodermic  syringe  for  diagnostic  purposes  seems  minecessary,  just  as  with  pleural 
effusions. 

Roberts  has  tabulated  sixty  cases  of  paracentesis  of  the  pericardium,  with 
twenty-four  recoveries.] 

If  there  is  a condition  of  cardiac  wealmess,  stimulants  are  indicated — strong 
wine,  subcutaneous  injections  of  ether  or  camphor,  or  wine  of  musk.  We  try  to 
keep  up  the  patient’s  strength  by  the  best  of  nonrishment. 

The  resulting  conditions  of  disturbance  of  the  circulation,  like  oedema,  in 
chronic  pericarditis,  are  treated  in  the  same  way  as  in  valvular  disease  {vide 
supra).  Digitalis,  in  small  doses,  and  diuretics,  are  the  chief  remedies. 


CHAPTER  II. 

HTDRO-PERIOARDroM,  HiEMO-PERIOARDIUM,  AND  PNEUMO- 

PERICARDroM. 

1.  Hydro-Pericardium. 

(Dropai/  of  the  Pericardium.) 

The  collection  of  a serous  transudation  in  the  pericardial  sac,  without  any  in- 
flammatory symptoms  in  the  serous  membrane  itself,  we  term  hydro-pericardium, 
or  dropsy  of  the  pericardium.  Dropsy  of  the  pericardium,  which  formerly  played 
quite  a great  rdfe  in  pathology,  is  never  a disease  of  itself,  but  is  always  a sec- 
ondary condition.  It  may  occur  in  anannic  and  cachectic  pcojile  as  a result  of 
ydraernia,  but  it  usually  depends  upon  a local  or  general  venous  stasis  in  the 
pericardium.  In  the  latter  case  the  hydro-pericardium  is  one  symptom  of  general 
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dropsy,  and  hence  is  found  chiefly  in  heart  disease,  renal  disease,  or  pulmonary 
emphysema. 

The  clinical  symptoms  of  hydi’o-pericardium  are  only  exceptionally  distinct, 
being  obscured  by  the  underlying  affection.  Large  amounts  of  fluid  in  the  peri- 
cardial sac,  which  may  amount  to  a quart  (a  litre)  or  more,  must  of  course  impair 
the  action  of  the  heart,  weaken  the  heart-beat  objectively,  and  cause  an  increase  in 
the  cardiac  dullness.  The  distinction  from  pericarditis  is  rendered  possible  by 
the  absence  of  a friction-rub,  hut  especially  by  attention  to  the  existence  of  an 
rmderlying  disease.  In  other  respects  the  distinction  between  a pericardial  transu- 
dation and  an  effusion  dui’ip^  life  is  not  always  easy. 

The  pi’ognosis  and  treatment  depend  wholly  upon  the  nature  of  the  underlying 
disease.  Only  exceptionally  do  we  need  to  puncture,  when  the  exudation  is  very 
large. 

3.  Hsemo-Pericardium. 

{Blood  in  ihe  Pericardial  Sac.) 

In  rare  cases  haemorrhages  occur  into  the  pericardial  sac.  The  source  of  the 
haemorrhage  is  most  frequently  an  aneurism  of  the  aorta,  which  perforates  into 
the  pericardium.  Other  causes  of  haemorrhage  are  the  bursting  of  aneurisms  of 
the  coronary  arteries  and  rujiture  of  the  heart.  The  latter  has  been  seen  after 
injuries,  and  also  as  a result  of  cardiac  aneurism  and  the  cicatricial  formations  in 
myocarditis  (see  Myocarditis).  Finally,  direct  injuries  to  the  heart,  especially 
bullet-wounds,  may  also  cause  haemorrhages  into  the  pericardial  sac. 

In  most  cases  death  occurs  in  a few  moments  from  compression  of  the  heart, 
when  a haemo-pericardium  comes  on.  Hence  the  amount  of  blood  poured  out  into 
the  pericardial  sac  is  usually  not  very  considerable.  Only  in  the  cases  where  the 
blood  oozes  out  moi’e  slowly  can  a great  distention  of  the  pericardial  sac  he  reached. 
The  diagnosis  is  only  rarely  x>ossible.  With  regard  to  treatment  we  can  merely 
note  that,  in  some  traumatic  cases,  the  aspiration  of  the  blood  has  been  pei’formed 
with  success. 


3.  Pneumo-Pericardium. 

{Air  in  the  Pericardial  Sac.) 

The  entrance  of  air  or  gas  into  the  pericardial  sac  has  been  observed  in  rare 
cases,  apart  from  external  wounds,  as  a result  of  the  perforation  of  a pyo-pneumo- 
thorax,  or  of  some  other  suppurating  process  in  organs  that  contain  air.  Thus 
cases  are  known  where  the  rupture  into  the  pericardial  sac  comes  from  the 
oesophagus,  as  in  cancer ; from  the  stomach,  in  cancer  or  ulcer ; or  from  the  lungs, 
in  tubercular  or  gangrenous  cavities.  Since  the  agents  of  inflammation  enter  the 
pericardium  along  with  the  air,  a purulent  pericarditis  almost  always  develops, 
besides  the  pneumo-pericardium,  or  it  may  rarely  he  simply  a sero-fibrinous  peri- 
carditis. 

The  most  characteristic  and  striking  sign  of  pneumo-pericardium  is  the  pres- 
ence of  a metallic  sound,  due  to  the  movements  of  the  heart.  Either  the  heaid- 
sounds  themselves,  or  some  existing  friction-ruh,  may  acquire  a metallic  timbre 
from  the  increased  resonance,  or  splashing  metallic  sounds  may  be  produced  in 
the  pericardial  sac  from  the  movements  of  the  air  and  the  fluid,  which  may  even 
be  heard  at  a distance  from  the  patient.  In  regard  to  diagnosis,  however,  it  is  im- 
portant to  know  that  signs  similar  to  those  of  metallic  resonance  in  the  heart 
may  arise  from  the  stomach,  when  it  is  dravm  or  pushed  upward. 

In  true  pneumo-pericardium  percussion  gives  a more  or  less  complete  absence 
of  the  cardiac  dullness.  On  rod-percussion  (see  page  369)  a metallic  sound  is  some- 
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times  heard,  whose  pitch  may  vary  somewhat  with  the  phase  of  the  heart’s  action. 
If  fluid  is  also  present  in  the  pericardial  sac  besides  the  air,  the  dullness  caused  by 
this  will  rise  on  raising  up  the  patient. 

The  other  symptoms  of  the  disease  and  the  treatment  are  the  same  as  in  a 
severe  pericarditis.  The  prognosis,  however,  corresponding  to  the  pi’imary  dis- 
ease, is  wholly  unfavorable. 


SECTION  III. 

Diseases  of  the  Vessels. 

CHAPTER  I. 

ARTERIO-SOLEROSIS. 

(Endartentis  chronica  deformans.  Atheroma  of  the  Vessels.) 

.Etiology. — Atheromatous  degeneration  of  the  arteries  is  chiefly  a disease  of 
advanced  life,  in  persons  over  forty.  It  is  often  to  be  regarded,  especially  in  old 
people,  not  as  a disease,  but  as  attributable  to  conditions  of  senile  involution. 

Besides  age  there  are  also  a number  of  setiological  factors  which  favor  an 
earlier  occurrence  and  a greater  extension  of  the  atheroma.  Among  these  are, 
flret  of  all,  chronic  alcoholism;  also  syphilis,  gout,  chronic  nephritis,  articular 
rheumatism,  and  chronic  lead-poisoning.  It  is,  however,  hard  to  And  more  positive 
evidence  for  the  connection  between  atheroma  and  the  conditions  mentioned, 
although  the  special  connection  between  alcoholism,  and  perbajDS  syphilis  and 
arterio-sclerosis,  is  made  probable  by  many  observations.  We  must  mention  that 
in  many  families  there  is  a pronounced  hereditary  tendency  to  atheroma  of  the 
vessels  and  its  results.  Men  are  decidedly  more  liable  to  the  disease  than 
women. 

Pathological  Anatomy. — Atheroma  is  almost  exclusively  confined  to  the  arte- 
ries ; only  exceptionally  do  like  processes  occur  in  the  veins.  Among  the  arteries 
the  aorta  is  almost  always  the  most  intensely  and  extensively  diseased ; we  also 
find  disease  in  the  iliac  and  femoral  arteries,  the  bracliial,  radial,  and  ulnar,  the 
coronary  arteries  of  the  heart,  and  the  arteries  of  the  brain.  In  some  of  the  other 
arteries,  however,  like  the  gastric  artery,  the  hepatic,  and  the  mesenteric,  we  very 
rarely  find  atheromatous  changes. 

The  atheromatous  process  is  easy  to  recognize  macroscopically.  Instead  of  the 
normal  smooth  internal  surface,  we  find  more  or  less  numerous  irregularities  and 
thickenings  on  the  intima,  which  appear-  either  moi-e  or  less  gelatinous  and  trans- 
lucent, or  dense  and  fibrous,  or  ossified  as  a result  of  calcification,  in  which  case 
they  also  feel  perfectly  hard.  In  extensive  calcification  the  whole  artery  is 
changed  to  a hard,  stifi;  tube.  In  many  cases  we  find  the  surface  of  the  thicken- 
higs  destroyed— atheromatous  ulcers— and  covered  with  masses  of  thrombi. 

Microscopic  examination  shows  that  the  chief  changes  are  situated  in  the 
intima  of  the  arteries.  This  appears  three  or  four  times  as  thick  as  normal, 
partly  from  the  swelling  of  its  elements  and  partly  from  the  new  growth  of  con- 
nective tissue  and  the  deposit  of  round  cells.  In  the  connective-tissue  cells  of  the 
mtima,  and  in  the  endothelial  cells  of  its  surface,  we  usually  find  a marked  fatty 
egeneration,  to  which  the  yellowish,  translucent  appearance  of  the  surface  is  due. 
mally , in  the  deeper  layers  there  is  a complete  breaking  down  of  the  tissue  into 
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a mixture  of  fat,  detritus,  and  cholesterine  crystals,  whicli  has  given  the  whole 
process  the  name  of  atheroma  [=  pulp].  If  this  destruction  extends  to  the  sur- 
face. an  atheromatous  ulcer  is  formed.'  In  other  places,  however,  it  does  not 
reach  ulceration,  but  the  superficial  layers  of  the  intima  become  sclerosed,  and 
are  finally  changed  to  lamellm  of  bony  hardness  from  the  deposition  of  lime- 
salts.  The  atheromatous  spots  on  the  intima  of  the  vessels  often  give  rise  to  the 
formation  of  parietal  thrombi. 

The  media  and  adventitia  of  the  arteries  also  show  changes  in  the  later  stages 
of  the  process.  Here,  too,  we  may  finally  get  fatty  degeneration  and  calcification. 
In  other  cases,  however,  there  is  a marked  atrophy  of  the  media. 

The  immediate  result  of  the  atheromatous  changes  is  a loss  of  elasticity  in  the 
walls  of  the  vessels.  The  ability  to  resist  the  blood-pressure  is  reduced,  and  this  is 
why  diffuse  or  circumscribed  aneurismal  dilatations  of  the  vessels  so  often  arise 
as  a result  of  arterio-sclerosis  (see  the  following  chapters). 

Another  result  of  extensive  atheromatous  degeneration  of  the  vessels  is  an 
increase  of  the  resistance  to  the  blood-current,  and  a consequent  elevation  of  the 
arterial  pressure.  Furthermore,  the  loss  of  elasticity,  in  the  coats  of  the  medium- 
sized and  smaller  artei’ies  removes  an  important  factor  for  the  proimlsion  of  the 
blood.  The  left  ventricle,  in  consequence  of  these  additions  to  its  task,  becomes 
almost  invariably  hypertrophied  in  cases  of  extensive  arterio-sclerosis,  provided 
the  general  nutrition  of  the  patient  is  still  well  maintained. 

The  thickening  of  the  intima  in  the  smaller  vessels  often  causes  so  marked  a 
diminution  of  the  blood-supply  that  secondary  disturbances  of  nutrition  are  not 
w^anting  in  the  various  organs.  The  lumina  of  the  vessels  may  be  still  further 
narrowed,  or  even  completely  closed,  by  the  formation  of  thrombi  on  such 
portions  of  the  wall  of  the  vessels  as  have  undergone  atheromatous  changes.  We 
have  already  in  part  learned  to  recognize  the  sequelae  which  necessaiuly  arise  in 
the  various  organs,  such  as  indurations  in  the  heart  as  a result  of  atheroma  of 
the  coronary  arteries,  and  we  will  return  later  on  to  the  analogous  changes  in 
some  other  organs,  like  cerebral  softening  and  certain  forms  of  contracted  kidney. 

Clinical  Symptoms. — In  order  to  decide  Avliether  an  artei’io-sclerosis  is  present 
in  the  living  subject,  we  are  of  course  exclusively  restricted  to  the  examination  of 
those  peripheral  arteries  that  ai’e  accessible  to  palpation.  We  must  examine, 
first  of  all,  the  radial,  brachial,  femoi’al,  and  temporal  arteries.  If  there  is  ath- 
eroma, we  feel  the  hard  and  partly  bony  vessel-wall.  In  mai'ked  cases  we  have  a 
feeling,  especially  in  the  radial,  as  if  we  had  hold  of  a goose’s  neck.  We  some- 
times notice  a diffuse  dilatation  of  the  femoral  arteries.  In  many  cases  the 
marked  spiral  form  of  the  vessels  is  very  striking,  and  it  is  a direct  result  of  the 
loss  of  elasticity  of  their  walls  and  of  the  increased  blood-pressure.  The  spiral 
form  is  most  frequently  observed  in  the  temporal,  brachial,  and  radial  arteries. 

Although  we  can  often  directly  demonstrate  atheroma  in  the  vessels  men 
tioned,  we  must  always  be  cautious  in  deciding  from  this  that  there  is  also  an 
atheroma  of  the  internal  arteries,  for  the  radial  arteries  often  feel  very  rigid, 
while  the  autopsy  later  on  shows  little  or  absolutely  no  atheroma  of  the  internal 
arteries.  In  other  cases,  however,  we  find  at  the  autopsy  marked  atheromatous 
changes  in  the  arteries  of  the  brain,  the  kidneys,  the  heart,  etc.,  although  the 
external  arteries  duiang  life  felt  perfectly  normal.  We  see  from  this  how  hard  it 
is  to  make  an  absolute  diagnosis  of  general  arterio-sclerosis. 

It  is  impossible  to  give  a uniform  picture  of  arterio-sclerosis,  since  its  results 
appear  now  chiefiy  in  this  organ  and  now  chiefly  in  that,  whereby  entirely  dis- 
tinct types  of  disease  arise.  Hence  we  must  confine  ourselves  here  only  to  men- 
tioning briefly  the  most  important  sequelae.  For  the  most  part,  they  are  described 
separately  in  other  portions  of  this  work. 
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In  the  heart  we  find  a hypertrophy  of  the  left  ventricle  as  a result  of  the 
increased  resistance  to  the  arterial  circulation.  This  is  often  apparent  during  life 
from  the  strength  of  the  apex-beat  and  its  displacement  to  the  left,  and  also  from 
tlie  extension  of  the  area  of  cardiac  dullness  to  the  left.  On  auscultation,  the 
increased  tension  in  the  aortic  system  is  made  manifest  by  the  strength  of  the 
aortic  second  sound.  The  examination  of  the  heart,  however,  is  often  rendered 
difiicult  by  the  presence  of  pulmonai’y  emphysema.  On  the  other  hand,  we  some- 
times can  not  decide  how  far  a manifest  hypertrophy  of  the  left  ventricle  is  due 
to  an  arterio-sclerosis,  and  not  to  other  co-existing  processes,  like  contracted  kidney. 
We  often  find  other  anatomical  changes  in  the  heart  besides  hypertrophy  of  the 
left  ventricle.  We  have  already  spoken  of  the  important  and  interesting  results 
of  atheroma  of  the  coronary  arteries,  the  formation  of  the  so-called  indurations  of 
myocarditis  in  the  heart  (see  page  808  et  seq.).  Sometimes,  from  an  invasion  of 
the  aortic  valves  by  the  atheromatous  process,  we  get  an  insufficiency,  or  much 
more  rarely  a stenosis  of  the  aortic  orifice.  Finally,  we  may  also  mention  here 
that  atheroma,  especially  of  the  ascending  aorta  or  the  arch,  is  the  commonest 
cause  of  the  formation  of  aneurism  of  the  aorta. 

We  have  already  described  the  character  of  the  peripheral  arteries.  The 
radial  ijulse  is  hard  and  tense,  and  the  wave  is  either  quite  large,  or,  where  the 
tube  is  very  narrow,  small.  Since  the  wall  of  the  vessel  contracts  only  slowly, 
in  consequence  of  its  loss  of  elasticity,  the  radial  pulse  is  usually  sluggish — pulsus 
tardus.  This  condition  is  also  pronounced  in  the  sphygmographic  tracing,  which 
shows  a slow  ascent,  and  a still  slower  descent,  of  the  pulse-curve,  and  an  absence 
of  the  elevation  in  the  descending  limb  of  the  curve,  due  to  the  normal  elasticity. 
The  frequency  of  the  pulse  is  quite  different  in  different  cases ; it  is  often  rather 
slow  as  a result  of  sclerosis  of  the  coronary  arteries  (g.  v.).  The  pulse  is  very 
often  irregular  as  a consequence  of  changes  in  the  heart.  We  sometimes  find  an 
abnormal  delay  in  the  radial  pulse,  or  in  the  pulse  in  other  arteries,  in  compari- 
son APith  the  heart-beat,  from  the  lessened  rapidity  of  transmission  of  the  ijulse- 
wave. 

Besides  the  heart,  the  brain  is  the  chief  place  in  which  we  observe  definite 
results  of  arterial  sclerosis.  The  increased  tendency  to  rupture  Avhich  the  athe- 
romatous vessel-walls  show,  and  the  co-existing  heightened  blood-pressure,  explain 
the  comparatively  frequent  occurrence  of  cerebral  h^moi’rhages.  Cerebral  hsem- 
orrhages  very  often  (always,  according  to  some  authors)  result  from  little  miliary 
aneurisms,  which  have  formed  in  the  atheromatous  cerebral  ai’teries.  Atheroma 
is  also  the  uiost  frequent  cause  for  the  formation  of  foci  of  softening  in  the  braiu, 
since  the  arterial  changes  may  give  rise  to  a closure  of  the  cerebral  arteries  both 
from  thrombosis  and  embolism.  Wo  will  later  describe  in  full  the  clinical  symp- 
toms of  the  affections  mentioned. 

In  the  kichieys,  too,  atrophic  processes  often  develop  fi’om  the  dimimition  of 
the  blood-supply  owing  to  the  narrowed  lumina  of  the  vessels,  and  they  lead  to 
a special  form  of  contracted  kidney.  The  origin  of  the  granulated  “ senile  kid- 
ney ” is  in  large  jjart  due  to  atheroma  of  the  renal  arteries. 

Gangi’ene  of  the  extremities  may  arise  from  a plugging  of  their  arteries  by 
thrombosis,  or  more  rarely  by  embolism.  The  .so-called  “ senile  gangrene  ” alino.st 
always  depends  upon  arterio-sclerosis. 

Prom  all  tbis  it  follows  that  the  type  of  the  disease  may  be  very  different 
m different  cases.  The  synq)toms  in  the  vascular  apparatus  often  ])rcdominato 
over  all  othem.  The  heart,  which  is  siuqfiy  hypertrophied,  or  has  undergone  in 
part  cicatricial  degeneration,  is  finally  paralyzed,  and  then  all  the  sym])toms  of  a 
chronic  heart  disease  develop — dy.spnoca,  oedema,  etc.  If  there  is  also  albuminuria, 
& type  of  disease  is  i)roduced  which  resembles  that  of  contracted  kidney.  In  other 
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cases,  "however,  the  symptoms  in  the  brain  are  especially  manifest,  either  alone  or 
in  combination  with  the  other  symptoms  mentioned. 

We  must  remark,  however,  in  conclusion,  tliat  all  the  results  of  arterio- 
sclerosis mentioned  may  be  absent  for  a long  time  or  altogether.  Many  people 
liave  practically  no  symptoms  at  all  from  their  arterio-sclerosis,  and  reach  an 
advanced  age,  but  we  must  always  consider  the  possibility  of  the  sudden  occur- 
rence of  severe  symptoms,  and  make  our  prognosis  accordingly. 

There  is  no  question  of  a special  treatment  of  arterio-sclerosis,  since  we  are  not 
in  a position  to  affect  the  process  by  any  remedy.  In  the  individual  case  the 
treatment  is  directed  according  to  the  symptomatic  indications  resulting  from  the 
sequelae.  Prophylaxis,  by  avoiding  the  injurious  influences  mentioned  as  aetio- 
logical  factors,  is  more  important,  as  this  may  perhaps  prevent,  or  at  least  delay, 
the  development  of  the  process. 


CHAPTER  II. 

ANEURISM  OF  THE  THORACIC  AORTA. 

.Etiology  and  Pathological  Anatomy. — The  circumscribed  dilatation  of  an 
artery  is  termed  an  aneurism.  The  cause  of  its  formation  is  almost  always  to 
be  sought  in  a primai-y  disease  of  the  vessel-wall,  which  weakens  its  resistance  to 
the  blood-pressure.  As  we  have  already  said  in  the  previous  chapter,  it  is  chiefly 
ai-terio-sclerosis  which  lies  at  the  foundation  of  aneurisms  in  many  cases.  The 
same  factors,  therefore,  which  favor  the  origin  of  arterio-sclerosis  belong  to  the 
aetiology  of  anemisms.  It  is  also  repeatedly  asserted  that  severe  physical  exertion 
plays  a part  in  the  aetiology  of  aneurism  of  the  aorta. 

[The  occurrence  of  aneurism  in  early  middle  rather  than  in  advanced  life  shows 
that  too  much  stress  can  be  laid  on  atheroma  as  a cause.  That  sudden  strain  often 
plays  an  important  part  in  the  aetiology  can  scarcely  be  doubted,  though  the  cases 
in  which  a perfectly  healthy  aorta  yields  locally  to  internal  pressure  must  be  very 
I’are.  It  is  highly  probable  that  violent  exertion  tends  to  produce  changes  in  the 
walls  of  the  aorta.  The  far  greater  frequency  of  anemasm  in  the  male  sex  is 
notable.  Syphilis,  gout,  alcoholic  excess,  and  lead-poisoning  appear  to  be  factors 
in  some  cases.] 

The  size  of  aneurisms  of  the  aorta  varies  very  much,  of  course,  in  different 
cases.  They  most  frequently  are  about  the  size  of  an  apple  or  the  fist ; but  in  rai-e 
cases  much  larger  aneinasms  are  observed.  According  to  their  shape  we  distin- 
guish the  more  diffuse  or  spindle-shaped  dilatations  from  the  saccular  aneurisms 
(aneurisma  diffusum  seu  cylindricum,  aneurisma  fusiforme,  et  aneurisma  sac- 
cifornie).  Intermediate  forms  and  combinations  of  the  different  foi’ms  occur  in 
manifold  ways. 

As  we  should  expect  from  its  origin,  we  never  find  the  wall  of  the  aneurism 
formed  of  a normal  vessel-wall.  The  intima  almost  always  shows  the  same 
changes  as  are  chai-acteristic  of  arterio-sclerosis,  only  in  a much  higher  degree. 
The  media,  too,  is  usually  changed,  and  its  muscular  structure  is  often  fatty- 
degenerated. The  adventitia  is  usually  thickened  by  chronic  inflammatory  pro- 
cesses. The  media,  and  sometimes  the  intima,  are  in  many  cases  so  much  ati’o- 
phied  that  the  wall  of  the  aneurism,  at  least  in  part,  is  formed  only  of  the  adven- 
titia. 

In  the  cavity  of  the  aneurism  the  blood  is  only  partly  fluid.  We  usually  find 
it  more  or  less  full  of  new  and  old  masses  of  thrombi.  The  oldest  thrombi,  which 
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lie  upon  the  ‘vvall  of  the  aneurism,  are  firm,  yellowish,  adherent  to  the  wall,  and 
sometimes  calcified.  At  other  points  the  thrombi  are  softened  and  broken  down. 
The  most  marked  coagulation  is  usually  found  in  the  saccular  aneurisms  with  a 
narrow  entrance,  because  in  this  form  of  aneurism  the  blood  is  almost  completely 
stagnant  in  the  aneurism  al  sac. 

Aneurisms  of  the  aorta  usually  have  their  seat  in  the  ascending  aorta,  or  in  the 
arch.  Aneurisms  of  the  descending  thoracic  and  of  the  abdominal  aorta  ai’e  far 
more  rare.  The  following  description  refers  principally  to  aneurisms  at  the  be- 
ginning of  the  aorta.  The  other  aneurisms  will  receive  a brief  sepai’ate  descrip- 
tion farther  on. 

Clinical  Symptoms. — The  subjective  sensations  of  the  patient,  relating  directly 
to  the  aneurism,  are  of  a very  uncertain  nature,  and  are  often  entirely  absent.  In 
other  cases  there  is  pain  in  the  region  of  the  aneurism,  either  only  a slight  sense  of 
pressure,  or  very  severe  and  subject  to  paroxysmal  increase.  Sometimes,  too,  the 
patient  feels  the  beating  and  pulsation  of  the  aneurism.  The  remaining  symp- 
toms of  aneurism  may  be  divided  into  two  grouj^s.  The  first  group  embraces 
those  symptoms  which  are  directly  related  to  the  aneurism  itself,  and  most  promi- 
nent in  this  group  are  the  ijhysical  signs.  The  second  group  of  symptoms  includes 
the  resultant  phenomena  which  the  aneurism  occasions  in  the  circulatory  appa- 
ratus and  by  pressure  upon  the  neighboring  parts. 

1.  Physical  Signs. — It  depends  entirely  upon  the  position  of  an  aneurism  of 
the  aorta  whether  it  causes  physical  signs  or  not.  Deep  aneurisms,  which  no- 
where approach  the  chest-wall,  may,  of  course,  be  quite  inaccessible  to  direct  ex- 
amination. 

Aneurisms  of  the  ascending  aorta,  however,  and  of  the  arch,  often  extend  so 
near  to  the  anterior  w^all  of  the  chest  that  they  cause  an  abnormal  pulsation.  We 
feel  this  most  fiequently  at  the  sternal  end  of  the  second  right  intercostal  space, 
or  over  the  upper  pai’t  of  the  sternum.  The  pulsation  of  an  aneurism  of  the  arch 
of  the  aorta  may  sometimes  be  felt  in  the  root  of  the  neck.  It  often  occurs  a mo- 
ment later  than  the  systole  of  the  heart.  In  many  cases  the  pulsation  is  clearly 
double,  analogous  to  the  normal  dicrotism  of  the  pulse.  We  sometimes  feel  a slight 
systolic  thrill  with  the  fiat  of  the  hand.  In  the  rare  aneurism  of  the  descend 
ing  thoracic  aorta  the  pulsating  swelling  may  make  its  appearance  in  the  back, 
between  the  vertebral  column  and  the  left  scapula.  If  the  aneurism  has  reached  a 
certain  size,  the  pulsating  part  protrudes  as  a tumor.  The  protrusion  is  either 
merely  slight,  or  in  many  cases  it  forms  a large  prominent  swelling.  It  then  shows 
usually  a marked  pulsation,  not  only  from  below  upward,  but  also  in  a lateral 
direction,  which  is  of  diagnostic  significance.  In  large  aneurisms,  however,  the 
pulsation  sometimes  is  only  very  weak,  and  feels  obscure,  from  the  formation  of 
many  coagula. 

The  marked  prominence  of  large  aneurisms  is  possible  only  because  the  cover- 
ing parts,  not  only  the  muscles  and  skin,  but  also  the  cartilages  and  bones,  the 
ribs  and  sternum,  are  brought  to  a gradual  atrophy  and  wasting  by  the  persistent 
pressure.  Tlie  skin  over  large  aneurisms  gradually  becomes  thinner  and  thinner, 
until  finally  it  may  even  become  necrotic. 

In  many  cases  percussion  gives  a positive  result,  since  the  resonance  over  the 
aneurism  is  necessarily  more  or  less  dull.  The  dullness  is  usually  evident  in  the 
upper  right  intercostal  spaces,  or  the  adjacent  iiarts  of  the  sternum.  Sometimes 
it  even  precedes  the  palpable  pulsation,  although  then  its  significance  is  usually 
still  very  uncertain.  In  rare  cases  of  aneurisms  of  the  ascending  aorta  and  of 
the  arch,  dullness  and  abnormal  pulsation  have  been  observed  to  the  left  of  the 
sternum. 

Auscultation  gives  varying  results.  In  some  cases  (probably  chiefly  when 
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many  coagula  form)  we  hear  nothing  at  all  over  the  aneurism.  In  other  cases  we 
hear  one  or  two  sounds,  which  are  usually  the  audible  heart-sounds  transmitted. 
Perhaps  a systolic  sound  may  also  arise  from  vibration  of  the  wall  of  the  aneu- 
rism. In  other  cases,  we  hear  a murimm  over  the  aneurism.  A dull  and  msually 
not  veiy  loud  systolic  murmur  often  arises  from  the  formation  of  eddies  in  the 
aneurismal  sac.  If  we  also  hear  a diastolic  murmur,  it  is  almost  always  due  to  a 
co-existing  insufficieucy  of  the  semi-lunar  valves  of  the  aorta  (uicZe  supra). 

2.  Sequelce.— An  aneui’ism  of  the  aorta  by  itself  probably  never  causes  such  an 
increased  resistance  to  the  blood-current  as  to  give  rise  to  the  development  of 
a hypertrophy  of  the  left  ventricle.  In  the  quite  frequent  cases  where  hyper- 
trophy of  the  left  side  of  the  heart  exists,  it  may  almost  always  be  referred  to  a 
co-existing  insufficiency  of  the  aortic  valves,  and  sometimes  to  very  extensive 
atheroma  of  the  arteries.  During  life  a hyperti-ophy  of  the  heart  may  be  simu- 
lated, because  the  heart  is  pushed  to  the  left  by  the  anem’ism. 

In  many  cases  the  signs  in  the  peripheral  arteries  are  important.  Marked 
inequality  of  the  pulse  in  symmetrical  arteries  is  often  an  especially  valuable 
diagnostic  sign.  Either  the  trunk  of  an  efferent  vessel  is  compressed  by  the 
aneurism,  or  the  lumen  of  the  exit  of  the  vessel  is  itself  involved  in  tlie  aneui’ism, 
and  hence  the  opening  of  the  vessel  is  distorted  or  contracted,  or  partly  stopped 
by  a coagulum.  This  readily  explains  why,  in  anem’ism  of  the  a.scending  aorta, 
the  radial,  and  sometimes  the  carotid  pulse,  are  plainly  weaker  on  the  right  than 
on  the  left,  as  a result  of  implication  of  the  trunk  of  the  innominate,  while  in 
aneurism  of  the  arch  or  of  the  beginning  of  the  descending  aorta  the  opposite 
condition  may  obtain.  Abnormal  differences,  too,  in  the  intensity  of  the  pulse  in 
the  upper  and  lower  halves  of  the  body  may  arise  under  some  circumstances. 

[W.  S.  Oliver  has  described  a valuable  sign  to  which  he  gives  the  name  of 
“tracheal  tugging.”  In  aneurism  of  the  transverse  arch  with  pressure  on  the 
left  primary  bi’onchus,  a distinct  downward  pull,  synchronous  Avith  the  heart- 
beat, can  be  felt  by  the  thumb  and  forefinger  on  either  side  of  the  inferior  bor- 
der of  the  cricoid  cartilage,  when  the  patient,  in  the  erect  or  sitting  postm’e  and 
with  the  mouth  shut,  raises  the  chin  as  far  as  he  can.  The  late  R.  L.  MacDon- ' 
nell,  of  Montreal,  has  shown  that  non-aneurismal  tumors  in  this  region  ai’e  not 
accompanied  by  this  sign,  and  that  pressure  on  the  trachea,  from  whatever  cause, 
does  not  produce  it.  It  may  be  the  sole  sign  of  aneurism  present,  and  may  then 
possess  the  double  diagnostic  value  of  indicating  both  the  nature  and  exact  seat  of 
the  disease.] 

A marked  delay  of  the  pulse  in  the  arteries  arising  below  the  aneurism  is  a 
symptom  that  is  occasionally  seen.  Thus,  we  see  in  aneurism  of  the  arch  of  the 
aorta  that  the  left  radial  pulse  is  later  than  the  right,  and  that  in  aneurism  of  the 
descending  aorta  the  pulse  in  the  lower  extremities  is  later  than  the  radial  pulse. 

We  see  very  striking  signs  in  the  veins  if  the  large  venous  trunks  in  the  tho- 
rax, the  superior  vena  caA'^a,  or  an  innominate  vein,  are  compressed  by  the  aneu- 
rism. The  veins  swell  in  the  neck,  in  the  upper  extremities,  or  upon  the  surface 
of  the  thorax,  according  to  the  seat  of  the  compression.  Local  oedema  may  also 
be  produced  in  this  way. 

The  respiratory  organs  are  exposed  to  the  pressure  of  aortic  aneurisms  in  many 
Avays.  Compression  of  the  lungs  by  large  aneurisms  actually  contributes  toward 
iucreasing  the  dyspnoea  in  many  cases.  Tliis  may  be  still  more  disti’essing  if  the 
trachea  be  compressed.  Of  the  two  main  bronchi,  the  left  bronchus,  which  lies 
beneath  the  arch  of  the  aorta,  is  more  apt  to  be  compressed.  This  produces  the 
symptoms  of  a unilateral  bronchial  stenosis  {vide  supra).  The  comparatively  fre- 
quent compression  of  one  recui’rent  nerve,  especially  the  left,  is  also  of  diagnostic 
importance,  as  it  results  in  paralysis  of  one  vocal  cord.  W c refer  the  occasional 
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paroxysms  of  severe  dyspnoea  to  a compression  of  the  branches  of  the  vagus,  but 
no  post-mortem  lesion  has  been  found. 

Very  prominent  symptoms  sometimes  arise  from  compression  of  the  intercostal 
nerves  or  branches  of  the  brachial  plexus  by  the  aneurism.  As  a result  of  this 
pressure,  extremely  severe  and  distressing  neuralgias  are  felt  in  the  nerve  terri- 
tories affected,  and  sometimes  we  see  motor  paresis  in  the  arm. 

Finally,  disturbances  of  deglutition  arise  in  many  cases  from  compression  of  the 
oesophagus.  If  this  be  falsely  interpreted,  it  may  lead  to  a mischievous  use  of  the 
oesophageal  sound.  Cases  have  repeatedly  occurred  where  perforation  of  the 
aneurism  has  been  caused  by  passing  a sound  into  the  oesophagus.  Hence  we 
must  always  remember  this  possibility  in  practice. 

Course  and  Termination  of  the  Disease.—  Aneurisms  may  remain  latent  for  a 
long  time  without  causing  any  symptoms.  In  such  cases  a sudden  perforation 
may  lead  to  a speedy  and  unexpected  death. 

In  the  cases  which  have  shown  the  above  symptoms  to  a greater  or  less  extent 
for  a long  time,  and  often  for  years,  sudden  death  quite  frequently  results  from 
rupture  of  the  aneurismal  sac  and  perforation  into  a neighboring  organ.  In 
perforation  into  the  pericardium  death  follows  almost  instantly  from  cessation  of 
the  heai’t’s  action.  In  perforation  into  the  oesophagus  a fatal  brnmorrhage  occurs. 
In  perforation  of  the  aneurism  into  the  air-passages,  the  trachea  or  bronchi,  or 
into  one  pleural  cavity,  two  factors,  hmmoi’rhage  and  suffocation,  unite  in  causing 
death.  In  aneurisms  which  gradually  erode  the  anterior  wall  of  the  chest,  the 
perforation  is  in  rare  cases  external ; but  here  a sudden,  immediately  fatal  haemor- 
rhage rarely  ensues ; much  more  commonly  a slowly  increasing  anaemia  develops 
as  a resrdt  of  repeated  slight  haemorrhages  which  may  sometimes  go  on  for  weeks. 
Death  then  is  due  to  the  gradually  increasing  weakness,  or  to  a final  severe 
haemorrhage.  Perforation  of  an  aneurism  into  the  right  side  of  the  heart,  into 
the  pulmonary  arteries,  or  the  vena  cava,  is  a rare  termination.  Here  death  does 
not  follow  at  once,  but  severe  general  disturbances  of  the  circulation,  like  dropsy, 
soon  arise.  In  many  of  these  rare  cases  peculiar  physical  signs  also  appear — a 
venous  pulse,  a loud  systolic  murmur  over  the  point  of  perforation,  etc. 

If,  in  patients  with  aneurism  of  the  aorta,  death  does  not  ensue  from  a sudden 
perforation,  the  general  type  of  the  disease  takes  a form  similar  to  chronic  heart 
disease.  The  aneurism,  as  we  have  said,  is  often  also  combined  with  aortic  insuffi- 
ciency. The  left  ventricle  gradually  becomes  paralyzed,  and  the  well-known  dis- 
turbances of  compensation  set  in — increasing  dyspnoea,  oedema,  etc.  In  other 
cases  the  patient  gradually  becomes  duller  and  weaker  from  the  distressing  pain, 
the  sleeplessness,  and  the  other  symptoms,  and  dies  with  the  signs  of  increasing 
general  weakness. 

Recovery  from  aneurism  of  the  aorta  scarcely  ever  occurs. 

Diagnosis.— The  diagnosis  of  aneurism  of  the  aorta  can  in  many  cases  be  made 
With  great  ease  and  certainty,  hut  in  other  cases  it  is  very  difficult  and  even 
impossible.  If  the  direct  physical  signs  are  plain,  especially  if  we  feel  an  abnor- 
mal pulsation,  we  shall  not  be  apt  to  commit  an  error;  but  the  diagnosis  presents 
great  difficulties  in  those  cases  where  the  aneurism  is  not  acce.ssible  at  all,  or  acces- 
sible only  with  great  difficulty,  wdiere  it  merely  causes  indefinite  symptoms,  pain 
m the  chest,  occasional  oppression,  symptoms  of  pressure  on  neighboring  organs, 
c • A very  stubborn  intercostal  neuralgia,  which  no  I’emedy  can  relieve,  may 
w for  a long  time  the  only  symptom,  often  misinterpreted,  of  a latent  aneurism. 

e isease  is  often  not  recognized,  however,  because  in  such  cases  we  do  not  gen- 
y think  of  the  po.ssibility  of  an  aneurism,  and  hence  wo  neglect  a careful 
xamination  of  the  heart  and  the  arteries,  and  also  the  search  for  other  symptoms 

compression,  like  jiaralysis  of  the  vocal  cords;  but  sometimes,  even  with  the 
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most  careful  examination,  the  diagnosis  can  not  amount  to  more  than  a sus- 
picion. 

The  distinction  between  aneurism  and  other  tumors  in  and  about  the  thorax 
sometimes  presents  difficulties  in  diagnosis.  Mediastinal  sarcomata  and  abscesses, 
circumscribed  empyemas,  tumors  arising  from  the  sternum,  or  new  growths  in 
the  lungs  and  bronchial  glands,  may  all  give  rise  to  confusion.  We  can  scarcely 
lay  down  any  general  rules  for  diagnosis,  since  the  conditions  differ  in  almost 
every  case.  If  we  feel  a swelling,  its  pulsation  is  the  symptom  which  points  most 
to  an  aneurism,  hut  we  must  he  certain  that  the  pulsation  is  not  merely  trans- 
mitted, but  that  it  really  takes  place  in  all  directions  within  the  swelling  itself. 
We  must  also  consider  the  auscultatory  symptoms,  the  condition  of  the  heart  and 
the  arteries,  and  also  any  symptoms  of  compression ; yet  in  such  cases  we  can  not 
always  make  a definite  diagnosis. 

Treatment. — Many  attempts  have  been  made  to  bring  about  an  obliteration  of 
the  aneurism,  and  thus  a recovery.  Although  the  methods  of  treatment  aiming 
at  this  have  obtained  decisive  results  in  the  aneurisms  of  peripheral  arteries, 
their  results  in  aneurism  of  the  aorta  are  still  of  a very  doubtful  character ; yet 
we  are  always  justified  in  any  given  case  in  trying  one  of  the  methods  recom- 
mended. 

Persistent  compression  by  a pad  can  of  course  be  employed  only  in  those  cases 
where  the  aneurism  projects  at  one  part  of  the  chest-wall.  The  pressure,  how- 
ever, usually  causes  great  pain,  and  hence  is  ill  borne. 

Tying  the  carotid,  the  subclavian,  or  both  vessels,  has  also  been  repeatedly 
performed  in  aneurism  of  the  arch  of  the  aorta,  sometimes  with  apparent  success, 
but  oftener  without  any  benefit. 

“ Acupuncture  ” of  the  aneurism  (V elpeau)  consists  in  inserting  a needle  or  an 
iron  wire  into  the  anem-ismal  sac  in  order  to  excite  coagulation  in  it.  The 
results  obtained  by  it  in  aneurism  of  the  aorta  are  not  very  encouraging. 

Better  re.sults  are  reported  from  galvano-puncture.  Two  needles  inserted  into 
the  aneurism  are  connected  with  the  poles  of  a galvanic  battery,  by  which  a weak 
current  is  passed  through  the  aneurism.  Here  we  must  regard  the  chemical  and 
electrolytic  action  of  the  current  as  well  as  the  mechanical  action  of  the  needles. 

Injections  of  chemical  substances  into  the  aneurismal  sac,  in  order  to  produce 
coagulation,  ai’e  dangerous,  since  the  coagula  caused  by  them  may  give  rise  to 
emboli.  Hence  we  have  abandoned  making  trial  of  liquor  ferri  sesquichloridi 
and  similar  substances.  We  can  better  recommend  injections  of  ergotme  into  the 
vicinity  of  the  sac,  two  to  five  grains  (grm.  OT-0'3)  of  the  aqueous  extract  of  ergot 
dissolved  in  water  or  glycerine,  injected  eyery  day  or  two.  This  method  was  first 
employed  witla  success  by  Langenbeck  in  peripheral  aneurisms.  Its  action  depends 
upon  a contraction  of  the  smooth  muscles  in  the  wall  of  the  aneurism,  caused  by 
the  ergotine. 

We  can  expect  little  action  on  an  aneurism  from  the  use  of  internal  remedies, 
although  favorable  results  have  been  repeatedly  reported.  Acetate  of  lead,  five 
to  ten  gi'ains  (grm.  0'3-0‘6)  a day,  and  iodide  of  potassium,  half  a drachm  to  a 
drachm  (grm.  2-4)  a day,  are  most  praised. 

The  symptomatic  treatment  of  aneurism,  which  tries  to  relieve  the  patient’s 
sufferings,  and  the  dietetic  measures  prescribed,  follow  the  generally  customary 
principles.  In  a rupture  of  the  aneiLrism  externally  we  try  to  avert  the  fatal 
catastrophe  by  absolute  rest,  ice-hags,  styptic  cotton,  etc.  Treatment  is  powei’less 
against  internal  perforations. 

[Tufnell’s  method,  so-called,  which  has  given  good  results  in  abdominal  and 
peripheral  aneurisms,  proves  sometimes  useful  in  palliating  the  symptoms  and 
lengthening  the  course  of  aortic  aneurism.  The  aim  of  this  method  is  to  dimmish 
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the  force  aucl  rapidity  of  the  circulation,  and,  if  possible,  to  increase  the  fibrinous 
deposit.  It  is  carried  out  by  enforcing  absolute  rest  in  the  recumbent  position, 
and  by  limiting  the  amount  of  food,  especially  of  liquids.  About  ten  ounces  of 
solid  food  and  eight  of  liquid  are  allowed  daily,  divided  into  three  meals.] 


CHAPTER  III. 

ANEURISMS  OF  THE  OTHER  VESSELS. 

Aneurism  of  the  Abdominal  Aorta. — Its  favorite  seat  is  the  vicinity  of  the 
cceliac  axis.  In  many  cases  it  may  be  felt  through  the  abdominal  wall  as  a pul- 
sating tumor,  over  which  a systolic  sound  or  a whii-ring  murmur  can  be  heard. 
The  possible  symptoms  of  compression  are  very  numerous.  The  stomach,  intestine, 
and  liver  (jaundice)  may  be  implicated.  Pressure  of  the  anemdsm  upon  the  nerve 
trunks,  or  even  pressure  on  the  spinal  cord  after  gradual  erosion  of  the  vertebx’se, 
with  consequent  severe  neuralgia,  paralysis,  etc.,  has  been  repeatedly  observed. 
Death  usually  ensues  from  rupture  of  the  aneurismal  sac  and  internal  haemorrhage. 

Aneurism  of  the  trunk  of  the  innominate  is  rare.  Its  symptoms  are  very 
much  like  those  of  an  aneurism  of  the  arch  of  the  aorta.  If  we  feel  a pulsating 
tumor,  it  is  usually  situated  somewhat  higher  up  than  the  aneurism  of  the  aorta, 
in  the  first  I'ight  intercostal  space,  or  the  tumor  even  extends  into  the  supra- 
clavicular fossa.  In  rare  cases  anemdsms  of  the  subclavian  and  of  the  carotid  have 
been  observed.  We  have  ourselves  seen  an  aneurism  of  the  internal  carotid  the 
size  of  a cherry  pressing  on  the  Gasserian  ganglion,  which  caused  an  extremely 
severe  trigeminal  neuralgia  lasting  for  years. 

Aneurism  of  the  pulmonary  artery  may  appear  as  a pulsating  tumor  in  the 
second  left  intercostal  space.  It  is  usually  impossible  to  distinguish  it  with  cer- 
tainty from  an  aneurism  of  the  aorta. 

We  have  already  mentioned,  in  the  description  of  pulmonary  tuberculosis,  the 
great  impoi'tance  of  small  aneurisms  of  the  branches  of  the  pulmonary  artery  in 
pulmonary  cavities,  as  a frequent  cause  of  haemorrhage. 

Ajieurisms  of  the  arteries  of  the  bi’ain,  which  are  relatively  mo.st  frequent  in 
the  basilar  artery  and  the  artery  of  the  fissure  of  Sylvius  (the  middle  cerebral 
artery),  may  cause  severe  cerebral  and  bulbar  symptoms  (see  page  693).  As  has 
already  been  mentioned,  miliary  aneurisms  of  the  cerebral  arteries  play  an  impor- 
tant part  in  the  aetiology  of  cex’ebi’al  haemorrhage  {q.  v.). 

The  symptomatology  and  treatment  of  aneurisms  of  the  peripheral  arteries 
belong  to  the  domain  of  surgery. 


CHAPTER  IV. 

RUPTURE  OF  THE  AORTA. 

A RUPTURE  of  a previously  healthy  aorta,  with  fatal  limmori-hage,  after  violent 
traumatic  influences,  has  been  seen  only  in  a very  few  cases.  In  the  majority  of 
the  very  rare  cases  of  rupture  of  the  aorta  we  have  to  do  with  a vessel  that  is 
^ atheromatous.  In  some  cases  a special  exciting  cause  is  present,  and  in 
P crs  it  is  absent.  We  once  saw  sudden  death  caused  by  rupture  of  the  ascend- 
ing aorta  in  a young  man  about  twenty-five,  who  before  that  seemed  perfectly 
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healthy.  No  trace  of  atheroma  was  found;  but  at  the  point  of  rupture  there  was 
a slight  protrusion  and  a decided  thinning  of  the  wall,  which  was  probably  con- 
genital. The  formation  of  a so-called  dissecting  aneurism,  which  has  often  been 
seen  in  the  aorta,  is  of  anatomical  interest.  Here  only  the  intima  and  media  are 
torn.  The  blood  burrows  between  them  and  the  adventitia  or  between  the  layers 
of  the  media.  Most  of  the  cases  of  dissecting  aneurism  of  the  aorta  also  result, 
like  rupture  of  the  aorta,  in  sudden  death.  In  many  cases  death  results  from  the 
secondary  perforation  of  the  aneurism  into  the  pericardium.  On  the  other  hand,  a 
sort  of  recovery  from  dissecting  aneurism  may  occur.  A secondary  perforation 
takes  place  into  another  part  of  the  aorta  itself  (Bostrom).  Cases  of  this  sort  were 
formerly  more  than  once  mistaken  for  double  aorta.  If  the  capsule  containing  the 
blood  is  preserved  for  a considerable  length  of  time,  the  symptoms  may  assume  the 
character  presented  in  ordinary  aortic  aneurism. 


CHAPTER  V. 

NARROWING  OF  THE  AORTA. 

CONGEjriTAL  narrowness  of  the  aorta  and  its  branches  is  a condition  to  which 
Rokitansky  first,  and  later  Virchow,  have  directed  attention.  We  find  this 
anomaly  especially  in  those,  mostly  women,  who  during  life  have  shown  the 
signs  of  persistent  chlorosis.  Sometimes  such  persons  are  backward  in  their 
whole  development;  they  retain  a puerile  habit,  and  show  a defective  develop- 
ment of  the  genitals.  They  often  suffer  from  palpitation,  faintness,  and  a tend- 
ency to  haemorrhages.  In  many  cases  the  heart  is  also  small,  but  in  others  it 
is  dilated  and  hypertrophied.  Valvular  disease  of  the  heai’t  has  been  repeatedly 
found  combined  with  general  narrowness  of  the  arterial  system.  During  life 
this  anomaly  of  the  vascular  system  may  sometimes  be  suspected,  but  it  can  never 
be  recognized  with  certainty. 

Narrowing  of  the  aorta  at  the  point  of  insertion  of  the  ductus  arteriosus  is  a 
lesion  observed  in  rare  cases,  whose  origin  probably  always  falls  in  the  period 
directly  after  birth,  and  is  associated  with  obliteration  of  the  foetal  ductus  arteriosus. 
Other  congenital  anomahes  of  the  heart  are  usually  present  at  the  same  time.  If 
the  narrowing  of  the  aorta  is  not  very  marked,  it  may  be  properly  equalized  by 
a secondary  hypertrophy  of  the  left  ventricle  and  the  development  of  a collateral 
circulation.  The  latter  is  brought  about  by  dilatation  of  the  anastomoses  between 
the  first  intercostal  artery,  the  dorsalis  scapulae,  the  subscapularis,  and  the  trans- 
versalis  colli  on  one  side,  and  the  lower  intercostal  arteries,  which  come  off  from 
the  descending  aorta  below  the  narrowing,  on  the  other.  Anastomoses  are  also 
foi’med  between  the  mammary  and  the  superior  epigastric  on  one  side  and  the 
lumbar  and  femoral  arteries  on  the  other.  During  life  the  dilated  arteries  are 
prominent,  in  part  abnormally  distorted,  and  perceptibly  pulsating,  especially  the 
dorsales  scapulae,  the  subscapulars,  the  mammaries,  and  the  epigastrics.  In  some 
cases  a systolic  murmur  has  been  heard  over  some  of  these  vessels.  The  pulse 
in  the  arteries  of  the  lower  extremities,  the  femoral  and  popliteal,  is  very  weak 
and  scarcely  perceptible. 

In  many  cases  the  collateral  circulation  is  so  complete  that  the  person  affected 
may  feel  no  subjective  disturbance  at  all,  and  may  attain  an  advanced  age,  but  in 
other  cases  disturbances  of  the  circulation  appear  sooner  or  later,  and  the  patient 
finally  succumbs  to  dropsy.  Sudden  death  from  rupture  of  the  heart  or  of  the 
aorta  has  also  been  observed. 
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SECTION  I. 

Diseases  of  the  Mouth,  Tongue,  and  Salivary  Glands. 


CHAPTER  I. 


STOMATITIS. 


(Inflarrvmation  of  the  Mouth.') 


.Etiology. — Inflammation  of  the  buccal  mucous  membrane  is  not  infrequently 
the  direct  result  of  mechanical  or  chemical  causes.  As  mechanical  causes  we  may 
mention  particularly  the  sharp  edges  of  broken  or  carious  teeth.  Chemical  irri- 
tation may  come  from  highly  spiced  food,  or  from  tobacco-chewing  or  excessive 
smoking.  Very  intense  inflammation  is  caused  by  acids,  alkalies,  and  the  like, 
attacking  the  mucous  membrane.  Mercurial  stomatitis  is  also  of  practical  impor- 
tance. It  is  caused  by  mercurial  poisoning,  or  not  infrequently  by  the  therapeutic 
employment  of  the  drug.  The  stomatitis  attendant  upon  the  cutting  of  teeth  in 
children  will  be  discussed  below. 

In  many  instances  stomatitis  comes  fi’om  a direct  propagation  of  inflammation 
from  neighboring  parts.  It  thus  forms  a frequent  complication  of  pharyngeal 
catarrh,  and  less  often  of  rhinitis. 

Infection  plays  an  important  part  in  the  aetiology  of  stomatitis.  The  local  in- 
flammation may  be  merely  part  of  a constitutional  infectious  disease,  as  in  measles, 
variola,  and  syphilis.  Stomatitis  is  still  more  frequently  a complication  of  some 
severe  and  protracted  illness,  where  the  mouth  is  not  properly  attended  to  and 
cleansed.  The  bits  of  food  and  the  mucus  quickly  begin  to  decay.  Great  num- 
bers of  fungi  and  bactei’ia  invade  the  buccal  cavity,  and  excite  inflammation  in  its 
mucous  membrane. 


Scorbutic  stomatitis  wiU  be  considered  under  scurvy. 

Clinical  History. — The  usual  symptoms  of  an  inflammation  of  mucous  mem- 
brane—namely,  redness,  swelling,  and  increased  secretion — are  exhibited  in  stoma- 
titis. The  redness  is  usually  most  intense  on  the  inside  of  the  cheeks  and  on  the 
Rums.  Indeed,  we  have  tbe  special  name— gingivitis— for  inflammation  of  the 
latter.  The  swelling  is  best  shown  by  the  indentations  made  by  the  teeth  in  the 
c eeks  and  the  edges  of  the  tongue.  The  tongue  and  gums  are  smeared  with 
mucus.  There  is  often  considerable  salivation.  If  the  inflammation  is  more 
^tive,  we  find  a purulent  coating  on  a gi’eater  or  less  portion  of  the  membrane, 
ttie  tongue  is  almost  always  thickly  coated.  If  wc  scrape  off  a little  of  the  coat- 
under  the  microscope,  wo  find  a great  abundance  of  pavement  epi- 
^leium,  in  part  fatty-degenerated,  pus,  micrococci,  bacilli,  occasionally  mold- 
ungi,  and  remains  of  food.  White  spots  made  up  of  epithelium  may  also  bo 
ormed  elsewhere  than  on  the  tongue.  Here  and  there  little  vesicles  appeal’  which 
urst  and  leave  superficial  \dcers. 
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The  local  discomfort  of  severe  stomatitis  is  by  no  means  trifling.  Tliere  is 
burning  pain,  wbicb  interferes  with  taking  food,  and  usually  the  processes  of 
decomposition  occasion  a constant  hitter  or  disgusting  taste  in  the  mouth,  as  well 
as  a foul  and  offensive  hreath. 

The  duration  of  the  disease  depends  on  the  nature  of  the  immediate  cause  or 
the  chai-acter  of  the  primary  disorder.  Usually  a stomatitis  which  gets  well  in 
one  or  two  weeks  is  called  acute,  and  a more  tedious  attack,  chronic.  The  chronic 
form  is  seen  in  topers  and  inveterate  smokei's.  It  may  last  for  yeai>s,  with  the 
symptoms  described  above,  only  milder.  (For  lingual  psoriasis,  vide  infra). 

Treatment.— If  the  inflammation  is  considerable,  the  diet  must  be  liquid. 
Sometimes  cold  drinks  are  most  agreeable,  sometimes  lukewarm.  Often  the  pain 
is  relieved  by  taking  from  time  to  time  a sip  of  iced  water  or  a bit  of  ice;  but  it 
may  happen  that  the  patient  will  prefer  to  rinse  the  mouth  with  lukewaiun  water. 
The  important  indication,  to  keep  the  mouth  as  clean  and  pure  as  possible,  is  best 
met  by  having  the  mouth  frequently  rinsed  out  with  a one-  or  two-per-cent,  solu- 
tion of  carbolic  acid,  a two-per-cent,  solution  of  chlorate  of  potash,  or  one  or  two 
teaspoonfuls  of  a one-per-cent,  solution  of  jjermanganate  of  pota.sh  to  a glass  of 
water.  In  children  who  can  not  do  this,  the  mouth  is  to  be  carefully  washed  or 
sprayed.  If  the  gums  are  spongy,  they  should  he  painted  with  a mixture  con- 
taining equal  parts  of  tincture  of  myrrh  and  tincture  of  rhatauy.  If  there  are 
superficial  ulcers  scattered  about,  it  is  sometimes  an  excellent  plan  to  touch  them 
lightly  with  lunar  caustic,  to  hasten  their  healing. 

Chronic  stomatitis  is  often  very  ohstiuate,  resisting  all  sorts  of  treatment  for  a 
long  time.  The  first  thing  is  to  remove  any  such  injui’ious  agencies  as  tobacco 
or  bad  teeth.  It  is  recommended  to  swab  out  the  mouth  with  a solution  of  cor- 
rosive sublimate  (1  to  5,000)  or  of  lunar  caustic  (1  to  30-50).  A well-known 
household  prescription  is  to  chew  bits  of  rhubarb. 


CHAPTER  II. 

ULCERATIVE  STOMATITIS. 

(Stomaeace.) 

JEtiology. — By  ulcerative  stomatitis  is  meant  a severe  disease  of  the  buccal 
mucous  membrane,  with  superficial  necrosis  and  the  consequent  formation  of 
ulcers.  The  abnormal  processes  are  not  in  all  cases  identical,  and  their  cause  may 
vary.  Still  it  is  iirohable  that  infection  is  the  important  factor,  at  least  in  most 
cases.  The  disease  has  I’epeatedly  been  epidemic,  chiefly  among  soldiers  in  bar- 
racks or  on  a campaign,  and  among  the  inmates  of  jails.  It  also  occurs  in  chil- 
dren, principally  at  the  time  of  the  second  dentition ; and  in  such  cases,  also,  the 
evidence  of  contagion  and  of  endemic  influences  is  often  very  striking.  Mercurial 
stomatitis,  if  severe,  always  assumes  the  form  of  ulcerative  stomatitis.  (For  the 
scorbutic  form,  see  page  959.) 

Symptoms. — The  disease  usually  attacks  the  gums  of  the  lower  jaw  first,  gradu- 
ally spreading  thence  to  neighboring  portions  of  the  lips  and  cheeks.  The 
tongue  and  palate  are  generally  not  very  much  affected,  though  often  the  seat  of 
a simple  catarrhal  inflammation. 

Inspection  shows  that  the  mucous  membrane  in  the  jfiaces  mentioned  has  a 
thick,  soft,  purulent  coating.  The  gums  are  swollen,  spongy,  and  red,  and  bleed 
easily.  In  severe  cases  the  incisors  become  loose,  and  may  fall  out.  There  is 
usually  profuse  salivation.  The  lymph-glands  at  the  angle  of  the  lower  jaw  and 
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on  the  chin  are  generally  swollen.  The  breath  is  very  offensive,  poisoning  the 
air  of  the  whole  room. 

The  local  discomfort  of  the  patient  is  the  same  as  in  simple  stomatitis,  only 
much  woi-se.  It  is  very  difficult  to  take  nourishment.  In  many  cases  there  are 
marked  constitutional  symptoms.  The  patient  feels  very  weak  and  languid. 
There  may  be  moderate  elevations  of  temperature,  particularly  in  childi’en.  Now 
and  then  severe  symptoms  of  constitutional  sepsis  have  followed  the  disease. 

The  course* of  ulcerative  stomatitis  is  favorable  in  the  great  majority  of  cases. 
With  good  treatment  and  nursing,  the  ulcers  gradually  clean  up,  and  at  the  end 
of  one  or  two  weeks  recovery  is  complete.  Exceptionally,  the  disease  may  be 
more  chronic.  The  most  frequent  way  in  which  recovery  is  delayed  is  that  the 
disease  extends  to  the  periosteum  of  the  lower  jaw,  causing  necrosis  of  small 
portions  of  the  bone,  which  must  be  expelled  before  the  patient  gets  well. 

The  treatment  does  not  differ  essentially  from  that  of  the  milder  forms  of 
stomatitis.  The  mouth  must  be  still  more  carefully  and  more  frequently  cleansed 
and  disinfected.  A solution  of  potassic  chlorate  (1  to  30)  is  the  favorite  mouth- 
wash. Some  authors  strongly  recommend  the  simultaneous  internal  administra- 
tion of  this  remedy;  but  we  must  employ  it  cautiously  in  children,  as  it  has 
repeatedly  caused  poisoning.  For  children  two  or  three  yeai’s  old  we  ought  not 
to  give  over  fifteen  to  thirty  grains  (grm.  1-2)  in  a day. 

As  to  prophylaxis,  we  should  mention  that  all  patients  who  are  using  mercury 
should  employ  a gargle  of  potassic  chloi-ate  faithfully  from  the  beginning  of 
treatment,  in  order  to  prevent  the  occurrence  of  mercurial  stomatitis.  If  saliva- 
tion occurs,  the  mercury  must  be  stopped. 


CHAPTER  III. 

APHTHJE. 

{Aphthous  Stomatitis.) 

Aphtha  is  a name  given  by  physicians  to  several  entirely  distinct  diseases. 
Many  doctors  call  every  disease  aphthae  in  which  there  are  white  spots  upon  the 
buccal  mucous  membrane.  It  is  thus  frequently  confounded  with  thrush.  Ger- 
man mothers  often  apply  the  same  name  (Schwammchen,  or  fungus)  indifferently 
to  thrush  and  to  aphthae. 

Tliere  is  a special  form,  known  as  Bednar’s  aphthae.  In  new-born  children 
white  patches  are  not  infrequently  found  lying  symmetrically  on  hotli  halves  of 
the  hard  palate  near  the  alveolar  processes,  and  persisting  till  about  the  third 
month.  These  plaques  are  not  syphilitic,  although  often  thought  to  be.  They 
are  probably  merely  due  to  the  tongue  pressing  upon  the  thin  mucous  membrane 
during  nursing.  Generally  they  do  no  harm ; but  in  maraiitic,  ill-cared-for  chil- 
dren, they  may  develop  into  quite  deep  ulcers.  In  that  case,  repeated  cauterization 
with  a five-per-cent,  solution  of  argentic  nitrate  is  required. 

The  genuine  aphthaj  are  roundish  spots  upon  the  mucous  membrane,  grayish 
w ite,  and  of  small  size,  unless  made  larger  by  the  confluence  of  several  into  one 
another.  They  usually  have  a narrow,  red  areola.  They  ax*e  most  numerous  on 
e wlge.s  and  dorsum  of  the  tongue  and  on  the  fraxnum,  bxit  they  also  occur 
on  t e lips  and  cheeks.  The  attcm])t  to  remove  the  white  sj)ot  with  forceps 
never  succeeds,  but  does  cause  bleeding.  In  addition  to  the  genuine  aphthm  there 
are  a inost  always  the  signs  of  a common  stomatitis,  which  may  be  mild  or  severe, 
ic  w ite  spots  are  in  part  due  to  a thickening  and  opacity  of  the  epithelium,  and 
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in  part  are  said  to  be  caused  by  the  formation  of  a fibrinous  exudation,  which 
penetrates  the  most  superficial  layers  of  the  mucous  membrane. 

The  disease  occurs  chiefly  in  children,  and  at  the  time  of  the  first  dentition. 
The  child  is  usually  restless,  often  somewhat  feverish,  and  evidently  suffers  pain 
when  nm’sing.  Generally  there  is  considerable  salivation.  The  lymph-glands 
may  be  a little  enlarged.  Herpetiform  vesicles  may  appear  on  the  lips.  The  dis- 
ease is  not  rare  in  adults.  Many  individuals  seem  especially  liable  to  it,  and  very 
frequently  have  little,  white,  and  often  very  painful  spots  here  and  there  on  the 
tongue  or  elsewhere  in  the  mouth.  These  have  a tendency  to  develop  into  super- 
ficial ulcers.  They  may  prove  very  troublesome,  from  theii’  frequent  recurrence 
and  the  hindrance  they  cause  to  speaking  and  mastication. 

The  prognosis,  except  as  just  described,  is  always  favorable.  There  is  usually 
complete  recovery  in  a week  or  two.  The  treatment  of  children  consists  in  care- 
, fully  washing  out  the  mouth  with  cold  water,  and  in  administering  potassic  chlo- 
rate. Of  a mixture  consisting  of  three  parts  of  potassic  chlorate,  twenty  of  sj^rup, 
and  a hundred  of  water,  we  may  give  a desseidspoonful  every  two  hours.  If  the 
spots  do  not  disappear,  we  can  paint  them  with  a five-per-cent,  solution  of  sulphate 
of  zinc,  or  a solution  of  borax  (1  to  30).  If  some  of  the  places  are  especially  pain- 
ful, particularly  in  adults,  we  may  touch  them  with  lunar  caustic,  when  they  usu- 
ally are  soon  cured.  In  the  constantly  recurring  form,  treatment  sometimes 
proves  almost  unavailing.  Local  cauterization,  which  unfortunately  in  such 
cases  is  often  of  no  benefit  whatever,  and  the  use  of  a mouth-wash  containing 
chlorate  of  potash  or  carbolic  acid  in  weak  solution,  may  be  employed,  and,  fur- 
thermore, some  physicians  sti’ongly  recommend  the  internal  administration  of 
iodide  of  potash.  Calomel  also  appears  sometimes  to  have  a beneficial  infiuence. 

In  conclusion,  as  to  aetiology,  infection  is  a not  unlikely  cause,  if  we  consider 
that  small  epidemics  or  endemics  have  repeatedly  occurred.  Lately  attention  has 
been  called  to  the  possibility  that  the  milk  of  cows  suffering  from  hoof-and- 
mouth  disease  may  be  a source  of  infection.  That  this  may  happen  seems 
indubitable;  but  how  frequently  it  occurs,  future  observations  must  determine. 
The  cause  of  the  above-described  chronic  form  is  unknown. 


CHAPTER  IV. 

THRUSH. 

(iSoor,  Muguei.) 

.Etiology. — Weak  and  artificially  nourished  children  are  particularly  liable  to 
this  disease ; but  it  also  attacks  adults  who  are  suffering  from  phthisis,  carcinoma, 
and  severe  typhoid  or  typhus  fever.  In  it,  grayish-white  deposits  are  developed 
upon  the  buccal  and  phai’yngeal  mucous  membrane.  The  microscope  shows  these 
collections  to  be  fungi ; there  ai-e  a multitude  of  oval  spores,  or  conidia,  and  a 
tangled  mass  of  long  mycelium  threads.  Until  lately  the  fungus  of  thrush  was 
called  oidium  albicans,  and  was  held  to  be  identical  with  the  oidium  lactis  found 
in  sour  milk.  A more  recent  investigation  of  Grawitz  has  rendered  it  very  prob- 
able, however,  that  the  thrush  fungus  is  a budding  fungus,  and  is  closely  related 
to  the  comb  fungi  {inycoderma  vini,*  or  saccharomyces  albicans,  according  to 
Rees).  It  seems  to  be  a sort  of  transition  form  between  the  budding  fungi  and 

*Mycoderma  vini  is  a fungus  wliicli  is  found  associated  with  tlio  formation  of  acetic  acid  out  of 
alcohol,  that  is,  when  alcoholic  beverages  “sour.” 


GLOSSITIS. 
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the  thread  fungi,  inasmuch  as  it  appears  both  in  a form  resembling  yeast  and 
also  in  the  form  of  long  thread-like  mycelia.  At  any  rate,  the  thrush  fungus 
is  widely  distributed,  for  the  development  of  thrush  upon  the  mucous  membrane 
of  the  mouth  and  throat  is  a frequent  phenomenon.  Nursing-bottles  and  the 
nipples  used  upon  them  are  probably  not  infrequently  the  agents  by  which  the 
disease  is  conveyed. 

Symptoms. — The  mucous  membrane  of  the  tongue,  cheeks,  and  soft  palate  is 
usually  somewhat  red  and  swollen.  Upon  it  we  see  at  first  small  white  spots, 
which  may  gradually  spread.  Microscopic  investigations  have  shown  that  the 
fu7igus  develops  fir-st  in  the  middle  layers  of  the  epithelium.  From  this  starting- 
point  it  grows  not  only  upward,  but  also  downward  into  the  mucous  membrane. 
If  the  growth  is  abundant,  it  is  easy  to  scrape  off  the  upper  layers,  and  make  a 
diagnosis  by  aid  of  the  microscope.  In  exaggerated  cases  the  growth  may  even 
extend  from  the  pharynx  into  the  upper  part  of  the  oesophagus  and  the  entrance 
of  the  larynx.  But  we  never  find  thrush  in  the  larynx  itself,  or  the  nostrils,  or 
the  stomach — hriefiy,  in  no  place  where  there  is  cylindrical  epithelium. 

As  a laile,  thrush  is  accompanied  by  a more  or  less  severe  stomatitis.  The  fluids 
of  the  mouth  have  an  acid  reaction.  Nursing,  or  chewing,  and  swallowing,  are 
painful.  Still,  it  is  a question  whether  the  stomatitis  is  due  to  the  fiuigus,  or 
whether  it  prepares  the  territory  for  the  fungus  to  settle  in.  Nur.sing  infants,  who 
suffer  from  thrush,  often  have  diarrhoea  or  marasmus  at  the  same  time,  which 
latter  affections  are  more  j>robably  the  cause  than  the  result  of  the  thrush.  If 
vigorous  and  healthy  sucklings  are  attacked  hy  thrush,  the  disease  is  usually 
quite  harmless,  quickly  vanishing  if  proper  cleanliness  is  maintained.  In  sickly 
children,  particularly  if  hottle-fed,  the  appearance  of  the  disease  is  very  ominous. 
In  adults,  thrush  is  seldom  seen  except  when  there  is  gi-eat  general  prostration ; 
and  it  is  therefore,  to  a certain  extent,  an  unfavorable  symptom. 

Treatment. — To  prevent  the  development  of  thrush  in  children,  the  mouth 
must,  if  possible,  be  wiped  out,  each  time  they  drink,  with  a cloth  wet  in  cold  water ; 
and  if  adults  are  very  ill,  they  require  equal  attention  in  this  regard.  As  soon  as 
we  see  the  first  traces  of  the  disease,  we  .should  touch  the  parts  attacked  with  a 
brush  wet  in  aqueous  solution  of  borax  (1  to  30)  or  of  sodic  carbonate  (1  to  20). 
Honey  should  not  he  added  to  the  borax  solution,  as  is  often  unwisely  done.  If 
the  thru.sh  has  once  got  a vigorous  start  in  the  mouth  of  marantic  childi-en,  or  of 
adults  suffering  from  an  incurable  disease,  it  must  be  confessed  that  we  often  fail 
to  check  its  growth. 


CHAPTER  V. 

GLOSSITIS. 

(Parenchymatous  Inflammation,  of  the  Tongue.) 

Inflamjiation  of  the  true  lingual  parenchyma  is  rare,  although  the  tongue’s 
mucous  surface  is  frequently  involved  in  the  various  diseases  of  the  mouth. 

1.  Acute  parenchymatous  glossitis  is  the  name  given  to  an  inflammatory  infil- 
ration  of  the  whole  or  a part  of  the  tongue,  usually  ending  in  ubsce.ss.  The  most 
requent  cause  is  the  sting  of  a bee  or  wasp,  or  it  may  follow  burns  or  severe  cau- 
enzation.  In  the  rare  instances  where  it  is  apparently  spontaneous,  it  is  probable 
little  wound  has  affoi’ded  ingress  to  the  inflammatory  poison, 
le  symptoms  of  acute  glo.ssitis  are  very  violent  in  the  severer  cases.  The 
tongue  is  enormously  swollen,  so  as  sometiities  to  protrude  from  the  mouth.  It 
as  a thick,  soft,  purulent  coating,  and  often  ])rescnts  excoriations  and  ulcerations. 
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The  subjective  symptoms  are  very  disagi-eeable.  The  patient  has  violent  pain. 
Talking  and  eating  ai’e  almost  impossible.  There  is  usually  catarrhal  inflamma- 
tion of  the  rest  of  the  mouth.  The  cervical  lymphatic  glands  are  swollen.  The 
salivation  is  profuse  and  very  annoying.  In  many  ca.ses  the  tongue  swells  so 
much  as  to  cause  dyspnoea  and  more  or  less  suffocation.  There  is  usually  fever. 

Treatment  consists  in  the  employment  of  ice,  which  the  patient  should  keep 
constantly  in  his  mouth,  if  possible.  Very  great  relief  follows  deep  scarification 
done  in  a few  places  where  the  swelling  is  greatest.  As  soon  as  fluctuation  is  ob- 
tained, we  must  give  exit  to  the  pus.  This  is  usually  followed  by  a rapid  abate- 
ment of  the  discomfort,  and  complete  recovery.  It  is  the  exception  that  the 
increasing  dyspnoea  necessitates  tracheotomy. 

2.  Glossitis  Dissecans. — This  is  a chronic  disease,  of  rai-e  occurrence  and 
unknown  aetiology.  It  causes  the  gradual  development  upon  the  surface  of  the 
tongue  of  a number  of  deep  fissures  and  indentations,  giving  the  organ  an  uneven 
and  ragged  look.  The  pain  is  due  to  the  frequent  j)resence  of  excoriations  and 
ulcei’s  in  these  fissures. 

The  trouble  is  not  intrinsically  dangerous,  nor  does  it  need  special  treatment. 
We  should  prescribe  cleanliness  and  the  use  of  some  disinfectant  mouth- wash. 
Ulcers,  if  x>resent,  must  be  touched  with  lunar  caustic. 

3.  Lingual  Psoriasis.  Leucoplacia.  {Tylosis;  Ichthyosis  linguos  et  oris.) — This, 
again,  is  a superficial  disease,  the  aetiology  of  which  is  unknown.  It  consists  in 
localized  hyperplasiae  of  the  epithelium  of  the  tongue,  sometimes  conjoined  with 
similar  spots  upon  the  cheeks  and  lips.  Usually  the  tongue  gets  to  look  like  a 
map  (“  lingua  geographica  ”)•  The  disease  generally  lasts  years,  but  causes  dis- 
comfort only  when  extraordinarily  severe.  Still,  it  may  cause  a hypochondriac 
endless  anxiety,  especially  if  he  takes  it  to  be  syphilitic. 

This  last  statement  applies  still  better  to  a peculiar  disease  allied  to  psoriasis. 
It  is  called  leucoplacia,  and  affects  the  mucous  membrane  of  the  tongue  and  mouth. 
Usually  it  causes  the  appearance,  on  the  lateral  borders  of  the  tongue,  of  dull- 
whitish  spots,  which  have  the  look  of  scars,  and  are  generally  somewhat  notched. 
As  a rule,  the  cheeks  display  at  the  same  time  similar  white  si>ots,  which  are  evi- 
dently due  merely  to  thickening  of  the  epithelium.  Certain  spots  may  disappear, 
but  are  sure  to  be  rei^laced  by  others,  so  that,  as  far  as  has  yet  been  observed,  the 
disease  must  be  regarded  as  incin-able.  Still,  it  is  not  of  great  importance,  for  in 
many  cases  the  local  discomfort  is  very  slight.  If  the  indentations  along  the 
sides  of  the  tongue  become  cracked  or  ulcerated,  then  thei’e  may  be  great  pain. 
The  cause  of  leucoplacia  is  not  yet  known.  It  certainly  is  not  syphilitic,  although 
the  disease  is  said  to  be  especially  prone  to  attack  those  Avho  have  at  some  former 
time  been  infected  rvith  syphilis.  This  does  not  apply  to  all  cases.  Nor  is  exces- 
sive smoking  connected  with  the  disease;  we  have  seen  leucoplacia  in  women. 
Treatment  is,  as  we  have  said,  usually  unsuccessful.  Still,  thorough  cleanliness 
and  good  care  of  the  mouth  may  avert  any  great  discomfort.  We  may  try  the 
effect  of  painting  the  spots  with  a five-per-cent,  solution  of  chi’omic  acid.  The 
chief  importance  of  knowing  the  disease  is  to  pi’event  our  confounding  it  with 
syphilitic  affections,  and  thus  to  save  the  patient  groundless  aijprehension  and 
, needless  mercurialization. 
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CHAPTER  VI. 

NOMA. 

( Water-cancer.  Cancrum  oris.) 

Noma  is  a gangrene  of  the  cheek,  apparently  of  spontaneous  origin,  and  attack- 
ing chiefly  feeble  and  sickly  children.  The  disease  is  rare.  It  may  be  primary, 
but  is  usually  a sequel  of  severe  diseases,  like  measles,  scarlet  fever,  typhus  and 
typhoid  fevers,  and  pneumonia.  Now  and  then  it  has  been  observed  in  adults. 
A priori,  it  is  extremely  probable  that  noma  is  due  to  some  parasitic  micro-organ- 
ism ; but  the  matter  has  not  yet  been  minutely  investigated.  It  deseiwes  mention 
that  noma  is  said  to  occm-  with  much  greater  relative  frequency  in  moist  regions 
along  the  coast— for  example,  in  Holland— than  among  us  in  Germany. 

The  disease  begins,  without  any  evident  occasion,  in  an  insigniflcant  spot  of 
gangrene  on  the  imier  surface  of  the  cheek — that  is,  in  the  mucous  membrane.  It 
is  usually  situated  near  the  corner  of  the  mouth.  Externally,  the  parts  are  soon 
swollen  by  collateral  oedema,  and  the  whole  cheek  gradually  becomes  hard  and 
infiltrated.  At  first,  all  we  see  upon  the  mucous  membrane  is  a dirty-greenish 
spot  not  much  larger  than  a silver  dime,  but  soon  the  whole  cheek  and  the 
neighboring  parts  are  one  mass  of  gangrene.  Bits  of  dead  tissue  come  away,  and 
foul-smelling  ichor  flows  continuously  into  the  mouth.  The  collateral  oedema 
may  finally  pervade  that  entire  half  of  the  face.  The  neighboring  lymph-glands 
are  always  greatly  swollen. 

This  condition  is  almost  always  accompanied  by  fevei’,  often  reaching  or  ex- 
ceeding 104°  (40°  C.).  The  general  health  may  indeed  for  a time  be  astonish- 
ingly little  affected ; hut  gradually  prostration  comes  on,  or  even  general  sepsis 
develops,  with  fever,  stupor,  and  delirium.  Frequently  lobular  pneumonia,  which 
may  have  a gangrenous  character,  is  produced  by  the  inhalation  of  sloughing  bits 
of  tissue;  and  often  the  ichor,  being  swallowed,  excites  violent  and  offensive 
diarrhoea.  The  local  discomfort  is  not  really  very  considerable  in  most  cases, 
compared  to  the  severity  of  the  disease.  There  may  even  be  no  pain  felt  what- 
ever. 

The  prognosis  is  almost  always  fatal.  Death  sometimes  occurs  suddenly  from 
collapse.  Sometimes  it  comes  at  the  end  of  three  or  four  weeks,  from  a gradual 
sinking  of  the  bodily  powers.  Recovery  has  been  seen  in  only  a few  cases:  there 
is  a line  of  demarkation  formed,  the  sloughs  come  away,  and  a slow  convalescence 
follows,  leaving  extensive  and  usually  very  disfiguring  seal's  behind. 

Treatment  must  have  for  its  chief  object  to  check  further  extension  of  the 
gangrene,  by  removing  all  parts  that  are  already  destroyed.  Local  cauterization 
with  concentrated  hydi-ochloric  acid,  or  fuming  nitric  acid,  or  lunar  caustic,  or 
chloride  of  iron,  is  usually  futile.  It  is  probably  the  best  way  to  remove  all  the 
gangrenous  portion  by  means  of  Paquelin’s  thermo-cautery.  At  least  in  the  eaidy 
stages  of  noma  we  may  hope  something  from  this  method  of  treatment ; but  if  the 
case  is  far  advanced,  we  can  hardly  expect  to  accomplish  much. 

We  should  also  disinfect  the  mouth  as  thoroughly  as  possible.  The  most 
efficient  means  is  to  syringe  it  out  with  solutions  of  salicylic  or  carbolic  acids,  or 
permanganate  of  potash,  and  to  dust  it  with  iodoform.  We  should  do  our  best 
to  maintain  the  patient’s  strength. 
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CHAPTER  VII. 

PAROTITIS. 

{Mumps). 

Parotitis,  or  inflammation  of  the  parotid  gland,  appears  not  only  as  a pe- 
culiar, primary,  infectious  disease,  usually  epidemic,  but  also  as  a secondary  com- 
plication of  numerous  other  severe  diseases.  These  two  forms  should  he  consid- 
ered separately. 

1.  Idiopathic,  Primary  Parotitis  {Epidemic  Mumps). 

.ffitiology. — The  disease  occui-s  in  epidemics  tliat,  although  not  very  frequent, 
may  be  quite  extensive.  Here  and  there  a sporadic  case  is  seen.  Children  and 
young  adults  are  most  liable  to  it.  Nui'sing  infants  enjoy  a marked  immunity,  as 
well  as  elderly  persons.  Males  are  much  oftener  attacked  than  females. 

There  can  be  no  doubt  that  mumps  is  a specific  infectious  disease;  but  we  pos- 
sess no  minute  knowledge  of  the  infectious  agent.  Still,  it  is  natm’al  to  suppose 
that  the  infectious  matter  reaches  the  gland  by  way  of  Steno’s  duct. 

Numerous  observations  support  the  view  that  the  disease  is  directly  contagious. 
The  period  of  incubation  seems  to  vary.  On  the  average,  it  is  about  fourteen 
days. 

Clinical  History. — There  may  be  a prodromal  stage  of  one  or  two  days,  with 
mild  feverish  symptoms.  The  disease  itself  begins  with  swelling  of  one  parotid 
gland.  The  swelling  is  dhectly  below  and  m front  of  the  lobe  of  the  ear,  which 
is  gradually  pushed  upward.  In  the  next  few  days  the  swelling  rapidly  increases, 
and  it  and  the  collateral  mdema  of  the  cheek  and  floor  of  the  mouth  may  become 
very  considei’able,  The  face  is  much  distorted,  but  often  makes  a very  comical 
impression,  especially  as  everybody  knows  how  harmless  the  disease  is.  In  most 
cases  the  other  gland  also  swells  a few  days  later. 

An  abscess  hardly  ever  forms  in  genuine  mumps,  nor  does  the  swelling  often 
become  very  hard.  Generally  it  has  a somewhat  doughy  consistence.  The  cor- 
responding j)ortion  of  skin  is  usually  pale  and  shiny.  The  submaxillary  gland 
not  infrequently  swells  also  in  addition  to  the  parotid,  and  this  may  occur  upon 
one  or  both  sides  of  the  neck.  Penzoldt  has  obserwed  cases  where  the  submaxil- 
lary and  sublingual  were  swollen,  but  not  the  parotid.  We  ourselves  have  seen 
a swelling  of  the  suhmaxillary  precede  the  parotitis. 

The  local  discomfort  is  moderate  in  most  cases.  There  is  difficulty  in  chewing, 
swallowing,  and  talking.  Often  quite  a severe  stomatitis  develops,  .with  foul 
breath. 

There  often  seems  to  be  no  fever  whatever.  Sometimes  there  may  he  a mod- 
erate elevation  of  temperature,  seldom  exceeding  102‘5°  (39°  C.).  Only  occasion- 
ally has  there  been  a case  with  grave  typhoidal  symptoms. 

Complications. — It  is  not  rare  for  men  to  have  a swollen  testicle,  which  may 
be  quite  painful,  but  usually  subsides  in  a few  days.  Resultant  suppuration  is  a 
rare  occui’rence.  Double  orchitis  is  I’are.  In  boys  this  complication  is  much  more 
exceptional  than  in  adults.  Some  observers  have  mentioned  analogous  swellings 
of  the  female  genitals  and  mammae,  but  this  is  doubtful. 

The  prognosis  of  epidemic  parotitis  is,  as  we  have  said,  almost  always  favor- 
able. The  trouble  seldom  lasts  more  than  a week  or  ten  days,  when  the  swelling 
goes  down,  and  the  patient  completely  recovers. 

The  diagnosis  is  easy.  The  only  thing  to  exclude  is  swelling  of  the  lymph- 
glands,  and  they  never  have  exactly  the  same  location  as  the  parotid. 

Special  treatment  is  hardly  necessaiy.  Children  should  be  kept  in  bed. 
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Usually  some  salve,  like  vaseline,  is  applied  to  lessen  the  feeling  of  tension.  If 
resolution  is  tedious,  we  may  paint  the  swelling  with  iodoform  coUodion  (1-15) 
or  with  tincture  of  iodine;  or  we  may  prescribe  iodoform  ointment  (1-15).  If 
there  is  orchitis,  the  testicle  must  be  elevated,  as  by  a suspensory  bandage.  If  the 
pain  and  swelling  are  marked,  an  ice-bag  should  he  applied. 

2.  Secondary  Parotitis,  or  '■'■Metastatic  Parotitis." — This  secondary  form  may 
be  a complication  of  any  grave  disease.  In  most  cases  it  is  due  to  inflammatoi-y 
agents  generated  by  decomposition  of  matters  in  the  mouth,  which  agents  reach 
the  gland  through  Steno’s  duct.  It  was  formerly  the  universal  belief  that  the  in- 
fection was  metastatic,  being  conveyed  through  the  blood-vessels ; hut  it  is  doubt- 
ful whether  this  does  occur.  It  is  probable  that  the  pysemic  form  is  in  many 
instances  thris  produced.  Secondary  parotitis  is  most  frequently  observed  in 
tjqjhus  and  typhoid  fevers.  It  is  also  seen  occasionally  in  all  other  severe  acute 
diseases,  and  in  phthisis  and  carcinoma. 

The  parotid  gland  swells,  just  as  in  the  primary  disease.  It  is,  however,  much 
oftener  of  excessive  size,  and  in  the  majoi’ity  of  cases  suppurates.  If  one  has  an 
opportunity  to  make  an  autopsy  on  such  a case  of  secondary  parotitis  in  its  early 
stages,  the  cross-section  of  the  swollen  gland  presents  a large  number  of  rather 
small  discrete  abscesses.  These  finally  unite  to  form  one  larger  abscess,  which 
usually  discharges  outward,  or  into  the  external  auditory  meatus.  Sometimes 
the  parotid  sufPei’S  from  gangrenous  inflammation,  and  there  is  extensive  slough- 
ing. If  such  a case  finally  gets  well,  still,  as  a rule,  some  permanent  injuries  have 
been  inflicted : there  is  facial  paralysis,  due  to  destruction  of  the  facial  nerve,  or 
deafness,  caused  by  an  extension  of  the  inflammation  to  the  middle  ear. 

The  treatment  of  secondary  parotitis  is  that  of  any  phlegmonous  inflammation. 
We  may  at  flrst  try  to  scatter  the  SAvelltng  by  ice  or  iodoform  ointment,  but  this 
usually  fails.  As  soon  as  fluctuation  is  detected,  the  spot  must  be  incised,  and  a 
drainage-tube  inserted.  The  prognosis  depends  chiefly  on  the  nature  and  coui’se 
of  the  original  disea.se. 


CHAPTER  VIII. 

ANGINA  LUDOVICI. 

The  name  angina  Ludovici  is  applied  to  a rather  rare  phlegmonous  inflam- 
mation of  the  floor  of  the  mouth.  Its  stai'ting  place  seems  to  be  the  submaxillary 
gland,  at  least  in  most  cases.  It  may  be  primary,  or  a complication  of  other  severe 
acute  diseases. 

Angina  Ludovici  usually  begins  with  swelling  in  the  neighborhood  of  the  sub- 
maxillary gland.  The  swelling  rapidly  increases,  and  comes  to  involve  the  whole 
floor  of  the  mouth  and  the  anterior  surface  of  the  throat.  It  causes  great  discom- 
fort. Talking,  chewing,  and  swallowing  are  almost  impossible.  There  is  usually 
fever,  and  in  many  cases  we  even  And  the  symptoms  of  general  sepsis.  There 
may  be  great  dyspnoea,  due  either  to  compression  of  the  larynx  or  to  oedema  of 
the  glottis.  The  final  result  in  some  cases  is  an  extensive  sloughing  of  the  soft 
parts.  This  has  the  special  name  of  cynanche  gangramosa.  In  othei-  cases  an 
abscess  forms,  and  points  outward  or  into  the  oral  cavity.  The  swelling  is  some- 
times, though  seldom,  reabsoi’bed. 

The  prognosis  should  always  be  guarded,  for  severe  constitutional  symjitoms 
and  a fatal  ending  are  not  infrequently  seen,  particularly  if  the  patient  has  a 
weakly  constitution.  There  may  also  be  repeated  exacerbations  and  relajises. 

Treatment.  At  the  commencement  of  the  disease  we  may  make  the  attempt, 
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in  suitable  cases,  to  check  the  piocess  by  local  depletion  and  by  ice;  but,  as  soon 
as  suppuration  or  gangrene  begins,  the  case  becomes  a surgical  one.  Now  and 
then  the  threateniug  asphyxia  demands  tracheotomy. 


CHAPTER  IX. 
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ANOMALIES  OF  DENTITION. 

{DifficuU  Dentition^ 

The  processes  of  dentition  play  so  important  a rdle  in  the  disorders  of  child- 
hood that  we  feel  obliged  to  discuss  the  subject,  at  least  briefly. 

The  fli-st  appearance  of  any  of  the  milk-teeth  usuaUy  takes  place  when  the 
child  is  seven  to  nine  months  old ; it  may,  however,  occur  either  earlier  or  later 
than  this  period.  As  a rule,  the  two  lower  central  incisoi’s  ai’e  cut  first;  then  the 
npper»central  incisors  appear,  a few  weeks  later,  and  next  the  lateral  incisors  of 
the  upper  jaw.  In  the  beginning  of  the  second  yeai-  come  the  lower  lateral  inci- 
sors, and  almost  simultaneously  the  four  anterior  molars.  The  four  canine,  or 
“eye”  and  “stomach”  teeth,  are  cut  in  the  second  half  of  the  second  year;  and 
last  of  all  comes  the  eruption  of  the  four  posterior  molars.  The  first  dentition  is 

therefore  completed  by  the  end  of  the  second 
or  in  the  beginning  of  the  third  year,  with 
the  development  of  all  the  twenty  milk-teeth. 
The  accompanying  diagi’am  (Pig.  33),  after 
Vogel,  represents  the  order  in  which  the  sep- 
arate teeth  appear.  In  the  fifth  or  sixth  year 
the  milk-teeth  begin  to  be  replaced  by  the 
permanent  teeth  of  the  second  dentition. 
“ Trouble  with  teething,”  however,  almost  invariably  refers  to  anomalies  of  the 
first  dentition. 

Noticeable  delay  in  teething  is  frequent  in  weakly,  and  particularly  in  rachitic 
children.  In  such  cases,  sometimes,  all  the  teeth  are  not  cut  till  the  end  of  the 
third  year. 

On  the  other  hand,  it  sometimes  happens  that  certain  teeth  appear  very  eai’ly, 
or  even  are  present  at  birth.  If  an  abnormally  early  tooth  is  only  loosely  in- 
serted in  the  gums,  it  should  be  removed  with  the  forceps ; for  it  interferes  with 
nursing,  and  injures  the  opposing  surface  of  the  mouth.  But  if  the  tooth  is  firm 
in  its  place,  we  let  it  be. 

During  tbe  eruption  of  the  teeth  there  is  in  every  child  considerable  redness  of 
the  mucous  membrane  and  an  increased  flow  of  saliva.  The  child  evidently  feels 
an  itching  in  the  mouth,  and  therefore  a constant  desire  to  bite  something.  This 
simple  catarrh  is  sometimes  accompanied  by  a slight  rise  in  temperature.  Occa- 
sionally there  is  a severe  stomatitis,  with  which  thrush  may  be  associated.  These 
troubles  should  be  ti’eated  as  already  described. 

In  consequence  of  the  salivation,  and  the  lai’ge  amount  of  saliva  which  is  swal- 
lowed, in  which  the  various  i^rocesses  of  decomposition  are  apt  to  develop,  we 
often  see  gastro-in testinal  diseases  in  teething  children.  In  most  children  a tem- 
porary and  mild  dian-hcea  occurs.  We  should  be  particularly  careful  at  this 
period  about  the  child’s  nourishment,  and  in  treating  any  marked  gastro-intestinal 
symptoms.  Experience  shows  also  that  teething  children  are  unusually  liable  to 
simple  or  even  capillary  bronchitis,  and  catarrhal  pneumonia. 

Nervous  disturbances  are  often  referred  to  dentition.  The  most  important 
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symptom  of  this  kind  is  eclampsia.  The  attacks  are  sometimes  called  “ teething- 
couvulsions.”  Although  the  laity  go  too  far  in  ascribing  all  sorts  of  nervous  dis- 
order to  teething,  still  experienced  specialists  do  recognize  the  possibility  of  such 
an  origin  for  many  cases.  Some  of  the  convulsions  may  in  fact  be  regarded  as 
reflex  {vide  infra  the  chapter  on  the  convulsions  of  children,  page  779). 

When  the  upper  canines,  or  “ eye-teeth,”  are  being  cut,  tliere  is  sometimes  a 
unilateral  purulent  conjunctivitis,  which  is  perhaps  to  be  explained  as  an  exten- 
sion of  the  inflammation  by  way  of  the  antrum  of  Highmore  and  the  nostrils. 

Eczema  and  other  cutaneous  eruptions  have  been  often  ascribed  to  dentition ; 
whether  justly,  is  doubtful. 

There  is,  of  course,  no  special  treatment  for  difficult  dentition ; and  the  various 
distmbances  which  it  may  indirectly  produce  are  to  be  treated  on  general  princi- 
ples. 


SECTION  II. 

Diseases  of  the  Soft  Palate^  Tonsils,  Pharynx,  and  Naso- 

Phar  ynx. 

t 

CHAPTER  I. 

SORB  THROAT. 

( Tonsillitis.  Angina.) 

JEtiology. — Acute  inflammation  of  the  soft  palate  and  tonsils,  in  its  various 
forms,  is  one  of  the  commonest  of  diseases.  Almost  eveiybody  has  had  personal 
experience  with  it.  It  is  chiefly  a disease  of  early  life,  being  infrequent  after  the 
thirty-fifth  year.  Individual  predisposition  to  it  varies  greatly.  Thei’e  are  per- 
sons who  have  one  or  more  attacks  almost  every  year,  while  with  others  attacks 
are  rare  and  insignificant.  In  many  instances  exciting  causes  have  evidently 
been  potent.  Chief  among  these  is  catching  cold ; the  sufferer  has  had  wet  feet, 
or  has  been  talking  in  a damp,  cold  atmosphere.  Most  cases,  therefore,  occur  in 
cool  weather,  although  now  and  then  attacks  may  occur  in  the  hottest  days  of 
summer.  Again,  direct  injuries  of  the  pharynx  may  produce  the  disease,  e.  g., 
the  smoky  atmosphere  of  inns,  combined  with  loud  talking  or  shouting;  the 
inspiration  of  poisonous  vapors;  cauterization  of  the  mucous  membrane  with 
concentrated  acids,  alkalies,  and  other  chemical  agents ; and  burns. 

[Esjjecially  when  tonsillitis  recurs  in  an  indi\ddual,  or  attacks  several  members 
of  the  same  household  about  the  same  time,  it  is  well  to  have  the  drainage  care- 
fully examined.  The  precise  connection  between  bad  drainage  and  sore  throats 
we  do  not  know,  but  that  they  are  often  connected  there  seems  to  be  no  doubt.]  • 

Frequently  the  inflammation  is  due  to  extension  from  neighboring  parts,  as 
in  coryza,  laryngitis,  and  stomatitis.  In  many  cases  both  affections  are  simulta- 
neous results  of  one  common  cause. 

Finally,  sore  throat  may  be  a symptom  of  many  acute  infectious  diseases,  such 
as  scarlet  fever,  measles,  small-pox,  and  erysipelas.  It  is  also  very  jirobable  that 
at  least  some  of  the  primary  cases  of  sore  throat  are  to  be  regarded  as  a special 
acute  infectious  disease;  but  this  has  not  yet  been  really  proved. 

To  distinguish  between  an  inflammation  of  the  soft  palate  by  itself  and  an 
affection  of  the  tonsils  is  not  practicable.  In  most  cases  the  tonsils  are  the  strong- 
hold of  the  disease;  less  often  wo  find  the  inflammation  limited  to  the  soft  palate. 
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Clinical  History.— The  most  important  subjective  symptom  of  sore  throat,  and 
that  by  which  it  is  usually  first  recognized,  is  the  difficult  and  painful  deglutition. 
The  pain  is  sometimes  manifest  before  any  objective  changes  are  to  be  seen.  It 
may  in  a severe  case  be  very  violent  and  distressing.  The  pain  has  a “darting” 
character,  or  sometimes  is  “ burning  ” ; and  it  is  most  acute  whenever  the  patient 
swallows,  although  in  well-marked  cases  it  seldom  entirely  intei-mits.  Swallow- 
ing is  not  only  painful,  but  it  is  laborious;  it  requires  more  than  usual  effort  and 
time.  The  patient  feels  constantly  as  if  he  had  to  swallow  a big  lump.  This  sen- 
sation is  worse  if  the  tonsils  are  swollen.  It  is  a matter  of  experience  that  not 
infrequently  an  “ empty  ” swallowing  hurts  more  than  swallowing  a liquid  or 
some  half-solid  substance. 

Talking  is  also  difficult.  Every  word  may  he  painful,  so  that  the  patient 
expresses  his  wishes  as  briefly  as  possible.  Even  in  a mild  case,  speaking  for  any 
length  of  time  will  produce  a burning  pain  in  the  throat.  The  impaired  mobility 
of  the  soft  palate  often  prevents  the  complete  cutting  off  of  the  nasal  passages  in 
talking,  so  that  the  voice  has  a nasal  twang ; and  often  it  sounds  as  if  the  patient 
were  talking  with  his  mouth  full:  he  has  the  “ voice  of  sore  throat.” 

Further  local  discomfort  results  from  the  mucus  and  saliva  collecting  in  the 
mouth.  Salivation  is  not  infrequent,  probably  as  a result  of  the  stomatitis  usually 
present.  In  other  cases  the  patient  complains  that  his  mouth  feels  dry  and  sticky. 
Frequently  there  is  a persistent  bad  taste  in  the  mouth,  and  the  breath  is  dis- 
agreeable. 

With  these  local  distui’bances,  more  or  less  severe  constitutional  symptoms  are 
almost  always  conjoined.  Indeed,  these  latter  may  begin  a day  or  two  earlier 
than  the  local  symptoms.  The  patient  is  indisposed,  languid,  has  anorexia  and 
headache.  The  general  disturbance  may  be  surprisingly  great  in  compai'ison 
with  the  slight  objective  changes  in  the  tonsils. 

There  is  fever  in  most  of  the  well-marked  cases;  it  may  even  be  quite  high. 
Temperatures  of  103°  or  101°  (39'5°-40°  C.),  or  even  higher,  are  not  rare.  Sore 
throat  can  not  be  said  to  have  one  particular  type  of  fever.  Usually  the  fever 
appears  rather  abruptly,  remains  high  for  several  days,  with  an  occasional  slight 
interruption,  and  then  falls  with  equal  abruptness  to  normal  again. 

The  entire  attack  usually  lasts  only  a few  days,  seldom  more  than  a week. 
Even  where  a person  is  quite  ill  for  several  days,  convalescence  is  almost  always 
rapid  and  complete — that  is,  if  the  patient  has  a good  constitution. 

Special  complications  are  very  infrequent,  except  that  the  neighboring  pails — 
the  larynx,  mouth,  and  throat — are  not  seldom  involved.  Herpes  labialis  is  quite 
frequent.  Beyond  this  there  is  nothing  to  mention. 

Various  Forms  of  Sore  Throat. 

• 

The  symptoms  thus  far  mentioned  are  much  the  same  in  all  cases  of  sore 
throat,  varying  only  in  intensity  and  duration.  But  the  objective  changes  to  be 
observed  in  the  soft  palate  and  tonsils  are  noticeably  different  in  different  cases. 
Whether  the  tetiology  differs  also  we  have  no  certain  information.  . In  some 

instances  it  seems  probable  that  it  does. 

We  shall  distinguish  five  chief  varieties  of  acute  sore  throat.  Transitional 
forms  are,  however,  by  no  means  rare.  Genuine  diphtheria,  which  is  a specific, 
acute,  infectious  disease,  and  has  already  been  discussed,  does  not  need  to  be 
brought  up  again  here. 

1.  Catarrhal  Sore  Throat  {Simple  Catarrhal  Inflammation  of  the  Mucous 
Membrane  of  the  Soft  Palate).— There  is  a more  or  less  vivid  reddening  of  the 
mucous  membrane,  either  uniform  or  in  patches.  The  swelling  is  most  marked 
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in  the  pillars  of  the  fauces  and  the  uvula.  The  sui'face  of  the  tonsils  is  likewise 
reddened;  their  size  may  be  somewhat  increased,  or  remain  unchanged.  The 
mucous  membrane  of  the  palate  and  uvula  may  be  covered  here  and  there  with  a 
tliiii  layer  of  muco-pus,  Avhich  can  easily  be  Aviped  off.  The  tonsils  may  present 
small,  superficial  erosions,  scattered  about.  These  little  ulcers  are  apt  to  lie  at  the 
openings  of  the  follicles.  The  small  “blisters”  which  are  often  seen  on  the 
mucous  membrane  of  the  soft  palate  may  be  caused  in  various  ways.  Either  they 
are  mucous  glands  or-solitary  follicles,  swollen ; or,  rarely,  they  are  real  vesicles 
filled  Avith  a clear-  fluid  and  produced  by  a raising  up  of  the  epithelium.  The  cer- 
vical lymph-glands  are  usually  but  slightly  swollen,  if  at  all. 

This  is  the  common  and  mildest  form  of  sore  throat ; and  it  may  be  over  in  a 
day  or  trvo.  In  some  instances,  however,  it  causes  considerable  local  and  gen- 
eral discomfort ; but  the  disease  seldom  lasts  longer  than  flve  to  eight  days. 

2.  Follicular  Tonsillitis. — In  this  form  there  is  not  only  more  or  less  catarrhal 
inflammation  of  the  soft  palate,  but  a decided  SAvelling  of  one  or  both  tonsils. 
On  the  reddened  surface  of  these  SAv-ollen  bodies  are  whitish-yellow  spots,  varying 
in  number  from  two  or  three  to  ten  or  more,  and  corresponding  to  the  follicles. 
These  Spots  are  often  seen  to  be  plugs  projecting  from  the  openings  of  the  folli- 
cles. It  is  usually  easy  to  press  out  the  pasty  contents  of  the  follicle,  reijresented 
by  the  white  speck,  with  a spatula.  The  microscope  shows  it  to  consist  of  numer- 
ous epithelial  cells  and  pus- corpuscles,  bacteria,  and  detritus,  and  sometimes  there 
are  also  crystals  of  the  fat  acids  and  cholesterine.  The  pus-corpuscles  may  so 
predominate  that  we  may  have  small  follicular  abscesses,  which,  on  being  opened, 
leave  superfleial  ulcers  behind.  The  parenchyma  of  the  tonsil  is  swollen  with  a 
serous  and  cellular  infiltration,  increasing  the  bulk  of  the  part.  The  ti’ouble  is 
usually  bilateral,  though  often  more  marked  and  extensive  on  one  side  than  on 
the  other.  In  the  severer  cases  the  cervical  lymph-glands  are  swollen. 

The  clinical  symptoms  do  not  differ  essentially  from  those  of  the  other  forms. 
The  attack  may  be  mild  or  severe.  Usually  the  contents  of  the  follicles  are  dis- 
charged after  a few  days,  and  the  tonsils  become  normal  again.  Yet  the  contents 
may  be  retained  some  time,  and  become  calcified.  It  is  not  a rare  thing  to  find 
such  plugs  in  the  tonsils  of  those  who  are  subject  to  sore  throat.  Timid  and 
hypochondriacal  individuals  are  sometimes  badly  frightened  by  expectorating 
these  old  chalky  plugs,  which  they  believe  to  be  “tubercles”!  From  an  setio- 
logical  standpoint,  follicular  tonsillitis  is  in  most  cases  entirely  distinct  from 
genuine  diphtheria;  still  it  is  noteworthy  that  precisely  at  the  time  of  diphtheria 
epidemics  follicular  tonsillitis  is  remarkably  frequent.  It  might,  after  all.  be  pos- 
sible that  the  mildest  degrees  of  diphtheria  present  themselves  in  the  garb  of  an 
apparently  simple  follicular  tonsillitis.  The  latter  is  very  pi-obably  an  infectious 
disease. 

3.  Tonsillar  Abscess  {Parenchymatous  Sore  Throat)  .—In  this  form  the  swell- 

ing of  the  tonsils  is  the  most  striking  symptom.  They  may  be  moi-e  than  twice 
their  natuml  size.  The  anterior  pillars  of  the  fauces  ai-e  pushed  forward  and 
become  convex.  The  SAvelling  extends  so  far  toward  the  median  lino  that  the 
tonsil  touches  the  uvula;  or,  if  the  affection  is  bilateral,  the  Iaa-o  tonsils  press 
against  each  other,  grasj)ing  the  uvula  between  them,  or  pushing  it  forsA-jird. 
fl  palate  is  very  much  reddened,  particularly  at  first.  Its  surface  is  usually 

nc  y covered  Avith  mucus.  If  this  be  Aviped  off,  the  mucous  membrane  is  seen 
ave  a moist,  cedematous  luster.  The  inucous  membrane  of  the  tonsils  not 

suffers  a superficial  necrosis.  Follicular  and  parenchymatous  ton- 
sil hlis  are  often  combined. 

Daf ''^nll-markcd  cases  of  absce.ss  the  local  discomfort  is  usually  great.  The 

icn  IS  m a pitiable  condition;  he  can  neither  talk,  nor  swalloAV,  nor  gargle. 
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The  few  words  which  he  painfully  utters  have  in  an  extreme  degree  the  nasal 
quality  of  the  “ voice  of  sore  throat.” 

In  the  milder  cases  the  trouble  seldom  lasts  hut  a few  days  before  the  swell- 
ing goes  down,  and  the  discomfort  and  usually  rather  high  fever  gi-adually  abate. 
In  other  cases,  however,  a tonsillar  abscess  forms,  usually  on  only  one  side. 
The  mucous  membrane  bulges  out  more  and  more  in  one  spot;  fluctuation  is 
detected;  and,  finally,  the  abscess  breaks.  With  the  discharge  of  the  pus  the 
pain  is  relieved  very  rapidly,  or  it  may  vanish  at  once.  The  rest  of  the  tonsil 
soon  regains  its  former  size,  and  in  a few  days  the  patient  is  well.  Eelapses  are 
possible,  but  rare. 

Parenchymatous  or  (as  it  is  called)  phlegmonous  sore  throat,  in  which  the  soft 
palate  and  not  the  tonsil  is  chiefly  affected,  is  infrequent.  Its  usual  cause  is  some 
severe  external  injm’y,  like  burns,  and  cauterizations  with  concentrated  acids  or 
alkalies.  The  swelling  extends  deep  down  into  the  submucous  tissue.  The  uvula 
may  have  the  diameter  of  one’s  finger.  There  is  intense  hyperaeniia.  Sometimes 
there  are  haemorrhages  into  the  mucous  membrane : this  is  called  haemorrhagic 
sore  tlu'oat.* 

There  are  also  a peri-tonsillai’  and  a retro-tonsillar  abscess,  which  from  a clin- 
ical standpoint  are  not  essentially  different  from  the  more  common  form.  They 
are  almost  always  unilateral,  and  are  due  to  a suppurative  inflammation  of  the 
peri-tonsillar  connective  tissue,  lying  between  the  tonsil  and  one  of  the  pillai’s  of 
the  fauces,  usually  the  anterior  one. 

4.  Necrotic  Tonsillitis,  or  Necrotic  Sore  Throat. — In  this  form  the  ton.sils 
are  chiefly  involved.  The  pillars  of  the  fauces  and  the  uvula  are  but  slightly 
affected  with  a simple  catarrhal  inflammation.  The  tonsils  are,  as  a rule,  mod- 
erately swollen,  seldom  attaining  gi’eat  size.  The  mucous  membrane  covering 
them  presents  a whitish  or  grayish-white  discoloration,  often  quite  extensive,  and 
most  marked  on  the  side  toward  the  uvula.  These  spots  are  often  eiToneously 
said  to  be  a white  “ coating  ” ; but  a more  careful  investigation  shows  that  there 
is  in  reality  a necrosis.  The  process  may  be  superficial  ; sometimes  it  reaches 
quite  deeply  into  the  structure  of  the  mucous  membrane.  It  is  not  possible  to 
pull  off  this  white  matter,  as  one  can  loosen  croupous  membranes,  although  little 
bits  may  perhaps  be  scratched  off  with  a spatula  or  a pair  of  forceps.  These 
particles  are  found,  on  microscopic  examination,  to  be  made  up  merely  of  detritus, 
bacteria,  e|fithelium,  and  pus-corpuscles.  The  necrosis  is  almost  invariably  con- 
fined to  the  tonsils,  and  a sharp  boundary-line  separates  it  fi-om  the  reddened 
and  inflamed  pillars  of  the  fauces.  After  a few  days  the  slough  may  come  away, 
leaving  behind  an  ulcer,  which,  though  usually  shallow,  has  sometimes  a con- 
siderable depth.  This  generally  cleans  up  rapidly.  In  severe  cases,  however, 
the  floor  of  the  ulcer  consists  for  a number  of  days  of  a dirty  necrotic  material, 
which  comes  away  only  gradually.  The  worst  cases  may  be  properly  called 
“ gangrenous  tonsillitis.” 

Necrotic  tonsillitis  is  almost  always  attended  by  considerable  fever  and  marked 
constitutional  disturbance.  Children  particularly  seem  very  ill  in  the  firet  days 
of  the  attack.  The  cervical  glands  are  usually  swollen,  but  seldom  as  much  so  as 
in  genuine  diphtheria. 

Despite  the  rather  ominous  commencement,  the  disease  does  not  last  a great 
deal  longer  than  the  other  forms  of  sore  throat.  It  seldom  continues  more  than 
five  to  eight  days  before  a speedy  convalescence  begins. 


* Another  form  with  the  sumo  name  oecurs  wliero  there  is  violent  tonsillitis  with  noerosis  or  gan- 
grene. There  is  also  a neorotie,  hrcmorrhagio  sore  throat  aocompanying  seurvy,  loukoemiu,  and  analo- 
gous diseases. 
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The  necrotic  tonsillitis  is  distinguished  from  the  follicular  form  by  the  greater 
area  of  the  white  or  grayish-white  spots.  Still  it  should  be  particularly  noted 
that  sometimes  combinations  of  these  two  varieties,  or  transitional  forms,  occur. 

^Etiology. — In  our  opinion,  necrotic  tonsillitis  is  in  many  instances  an  entirely 
different  disease  fi’om  genuine  diphtheria.  On  the  other  hand,  our  experience  in 
several  epidemics  of  dijjhtheria  in  Leipsic  and  Erlangen  has  taught  us  that  in  all 
probability  mild  cases  of  genuine  diphtheria  of  the  tonsils  do  occur,  and  that  these 
objectively  resemble  necrotic  tonsillitis.  This  is  the  only  way  to  explain  what 
other  physicians  as  well  as  ourselves  have  often  observed— namely,  that  necrotic 
tonsillitis  appears  not  infrequently  in  families  at  the  same  time  with  severe  cases 
of  genuine  diphtheria.  Besides,  these  cases  of  necrotic  tonsillitis  are  sometimes 
followed  by  the  characteristic  “ diphtheritic  ” paralysis. 

[The  reader  will  observe  that  the  author  distinctly  admits  the  frequent  impos- 
sibility of  distinguishing  between  his  necrotic  and  croupous  foi-ms  of  sore  throat 
and  diphtheria.  It  is  furthermore  stated  that  the  follicular  form  occurs  in  com- 
bination with  either  or  both  of  the  necrotic  and  croupous  forms,  the  vague  nature 
of  which  is  thus  apparent. 

A membrane  or  membraniform  layer  which  is  not  confined  to  the  tonsils,  or 
which  is  seen  on  the  soft  palate  or  pillars  of  the  fauces  alone,  should  be  regarded 
with  great  suspicion.  A few  days’  isolation  can  do  no  harm  in  such  a case,  and 
may  save  bitter  regrets. 

Similar  deposits  limited  to  the  tonsils  consist  not  infrequently  of  follicular 
secretion  which  has  coalesced ; careful  examination  will  show  the  follicular  origin 
in  these  cases. 

A protest  should  be  entered  against  the  use  of  the  term  “diphtheritic  sore 
throat,”  so  often  applied  to  sevei’e  simple  inflammations  as  well  as  to  mild  or 
doubtful  cases  of  diifirtheria.  A case  is  either  one  of  diphtheria  or  it  is  not.  It 
is  our  duty  neither  to  excite  needless  alai'm  nor  to  encourage  a false  security.  In 
doubtful  cases  the  only  safe  way  is  frankly  to  express  the  doubt  and  prepare  for 
the  worse  alternative.] 

Diagnosis  and  Prognosis. — It  is  never  very  difficult  to  recognize  a sore  throat, 
and  a little  practice  makes  it  easy  in  most  cases  to  decide  what  particular  variety 
is  present,  if  we  examine  the  objective  changes  carefully.  It  is  very  important 
in  practice  to  distinguish  diphtheria  from  the  benign  forms  of  inflammation. 
Follicular  and  necrotic  tonsillitis  are  very  frequently  mistaken  for  diphtheria — an 
error  which  exjflains  the  success  of  a large  number  of  remedies  said  to  cure  diph- 
theria. Mauy  physicians  call  every  case  of  sore  throat,  where  there  is  anything 
white  to  be  .seen,  “diphtheria.”  Certainty  in  diagnosis  of  genuine  diphtheria  can 
only  be  gained  by  practice ; no  desci’iption,  however  complete,  can  take  the  place 
of  personal  observation.  It  may  be  a help  to  remember  that  in  both  follicular 
and  necrotic  tonsillitis  the  white  spots  are  usually  limited  to  the  tonsils,  while  in 
croupous  sore  throat  the  deposits  are  generally  from  the  very  first  also  situated 
upon  the  pillars  of  the  fauces  ujid  the  uvula.  The  white  .spots  of  the  follicular 
variety  can  generally  be  recognized  by  their  arrangement.  The  plugs  are  seen 
projecting  from  the  follicles.  In  necrotic  sore  throat  there  is  never  a separable 
croupous  membrane  with  its  characteristic  histological  structure,  but  there  is  sim- 
ply a superficial  necrosis  of  the  mucous  membrane  and  parenchyma.  In  doubtful 
ca.ses  the  condition  of  the  cervical  lymph-glands  is  not  unimportant;  as  a rule, 
they  are  much  more  affected  in  diphtheria  than  in  the  benign  cases.  Inasmuch 
e.s  wo  have  seen  that  the  milder  forms  of  tonsillitis  niay  be  tctiologically  related 
to  diphtheria,  it  is  well  in  practice  to  make  a guarded  ])rognosis,  even  in  cases  of 
olHcular  and  necrotic  angina,  particularly  in  children.  And  we  should  always 
isolate  the  patient  from  other  children. 
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Treatment.— These  troubles  run  so  favorable  a course  that  active  treatment  is 
very  seldom  needed.  The  gargle  usually  prescribed  generally  gives  the  patient 
more  discomfoi't  than  relief.  The  most  common  prescriptions  are:  Solutions  of 
potassic  clilorate  (5-10:  300),  of  alum  (5-10:  500),  or  of  borax  (10:  300);  salt  and 
water ; and  weak  solutions  of  carbolic  acid  or  of  permanganate  of  potash.  To 
'’paint  the  parts  is  a useless  and  now  almost  obsolete  proceeding.  Inhalations  of 
spray  are  better,  with  alum,  tannin,  or  carbolized  water.  It  is  beneficial  to  put  a 
cold  wet  compress  around  the  throat.  Children  must  be  kept  in  bed,  and  adults 
ai-e  generally  fox’ced  to  go  to  bed,  if  the  constitutional  symptoms  are  well  marked. 

In  parenchymatous  tonsillitis,  ice  will  sometimes  alleviate  the  pain.  Often, 
however,  the  patient  can  not  bear  it.  If  there  is  evident  fiuctuation,  we  can  make 
an  incision  with  a spear-pointed  bistoury,  after  guarding  a portion  of  the  blade 
with  sticking-plaster.  Great  relief  follows;  and,  even  if  there  is  no  abscess,  scaii- 
fication  of  the  tonsils,  if  they  are  excessively  swollen,  usually  lessens  the  pain. 
The  operation  causes  little  discomfort. 

We  may  add  that  if  a person  is  subject  to  sore  throat,  be  can  lessen  bis  liability 
to  attacks  by  hardening  bis  skin  through  the  use  of  cold  baths. 


CHAPTEE  II. 

CHRONIC  HYPERTROPHY  OF  THE  TONSILS. 

Chronic  hypertrophy  of  the  tonsils  occurs  not  only  in  those  who  have  had 
repeated  attacks  of  tonsillitis,  but  also  in  cases  where  no  occasion  for  it  can  be 
found.  Even  in  childhood  there  may  be  well-marked  hypertrophy,  which  must 
be  due  to  a congenital  predisposition. 

The  condition  is  at  once  revealed  by  inspection.  Tliei’e  may  he  no  signs  what- 
ever of  any  acute  or  chronic  inflammation,  or  there  may  he  an  accompanying 
chronic  pharyngitis.  The  tonsils  bulge  out  in  two  great  lumps.  They  may  be  so 
large  as  to  touch  the  uvula  on  each  side.  Histologically,  there  is  a genuine  hyper- 
trophy of  the  organ — that  is,  an  increase  of  all  its  component  tissues. 

In  many  cases,  where  the  swelling  is  modei-ate,  there  is  no  discomfort.  The 
possessor  of  the  tonsils  is  not  aware  that  they  are  enlarged.  In  other  cases  the 
hypertrophy  proves  of  clinical  importance,  inasmuch  as  all  forms  of  sore  throat 
are  found  to  occur  more  frequently  if  the  tonsils  are  enlarged,  and  to  cause  more 
trouble  when  they  do  appear.  Tlie  hypertrophied  organs  may  also  he  the  seat  of 
a chronic  catarrh,  which  by  extension  gives  rise  to  chronic  nasal  catarrh,  catarrh 
of  the  Eustachian  tubes,  or  hoarseness. 

If  the  hyperti’ophy  is  considerable,  the  local  discomfort  may  ho  quite  marked. 
Swallowing  is  rendered  difficult,  if  not  painful.  Frequently  there  is  evident 
dyspnoea.  The  patient  has  to  breathe  through  his  mouth,  and  sometimes  when 
asleep  snores  and  snorts  in  a w^ay  to  frighten  one.  Childi’en  are  particularly  apt 
to  suffer  in  this  manner.  Many  instances  of  pavor  nocturnus,  or  “ niglit  terrors,” 
in  children  are  referable  to  this  cause.  We  have  already  mentioned  that  cases  of 
bronchial  asthma  sometimes  seem  to  be  connected  with  hypertrophy  of  the  tonsils 
(see  page  171). 

Treatment. — The  attempt  to  I’educe  the  enlargement  by  applying  lunar  caustic, 
tincture  of  iodine,  etc. , usually  fails.  If  there  is  much  distress,  if  the  patient  is 
subject  to  frequent  sore  throats,  or  if  the  hypertrophy  of  the  tonsils  keeps  up  a 
chronic  nasal  or  pharyngeal  catarrh,  then  the  simplest  remedy  is  to  remove  the 
tonsils.  The  operation  is  free  from  any  danger.  The  extirpation  can  be  accom- 
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plished  either  with  the  tonsillotome  or  with  scissors  and  forceps.  The  latter  way 
is  the  simpler,  and  is  almost  equally  easy. 


CHAPTER  HI. 

CHRONIC  PHARYNGITIS. 

.Sltiology. — It  is  not  practicable  to  distinguish  between  chronic  catarrh  of  the 
soft  palate  and  of  the  pharynx,  for,  as  a rule,  the  two  are  combined.  Sometimes 
the  condition  is  the  result  of  repeated  acute  attacks ; sometimes — and  probably 
oftener — it  is  due  to  persistent,  injurious,  local  influences.  A large  number  of 
cases  originate  in  bad  habits,  or  in  abuse  incident  to  certain  vocations.  Examples 
are  seen  in  smokers,  drunkards,  singers,  preachers,  teachers,  and  men  who  work 
out-doors.  In  talldng  and  singing,  tlie  soft  palate  is  strained;  or  the  disease  is 
excited  by  breathing  cold  or  impure  air,  or  by  such  chemical  irritants  as  alcohol 
or  tobacco.  In  many  cases,  chronic  pharyngitis  follows  chronic  rhinitis  or  chronic 
laryngitis.  The  general  passive  congestion  due  to  cardiac  disease  or  pulmonary 
emphysema  may  sometimes  promote  the  development,  or  prolong  the  existence, 
of  a chronic  pharyngitis. 

Symptoms. — The  local  discomfort  is  often  slight.  The  patient  gets  used  to  it, 
and  does  not  mind  it  except  when  there  is  some  exacerbation.  It  becomes  a more 
important  matter  if  the  calling  of  the  patient  is  interfered  with,  as  in  a preacher, 
singer,  or  teacher. 

Deglutition  is  seldom  impaired.  Thei’e  is  often,  however,  a constant  feeling  of 
dryness,  or  burning,  or  scratching  in  the  throat.  The  patient  has  to  clear  his 
throat  frequently,  and  often  acquires  an  habitual,  short,  sudden  cough,  which  may 
be  dry.  The  uvula  becomes  so  long  that  its  tip  rests  on  the  tongue  or  the  poste- 
rior wall  of  the  pharynx ; and  this  gives  rise  to  a peculiar  and  disagreeable  sensa- 
tion of  tickling.  All  these  uncomfoi’table  feelings  are  temporarily  increased  if 
anything  affects  the  throat  unfavorably;  and  they  are  generally  at  their  worst  on 
rising  in  the  morning,  apparently  because  the  mucous  membrane  has  become  dry, 
or  a collection  of  tough  muccus  has  formed  during  the  night.  Every  one  knows 
how  drunkards  have  to  hem  and  cough  mornings,  so  that  often  they  almost 
strangle  or  vomit. 

On  inspection,  we  generally  And  the  mucous  membrane  reddened.  Very  often 
a number  of  dilated  and  tortuous  veins  are  visible  both  on  the  soft  palate  and  in 
the  back  of  the  thi’oat.  Of  equal  frequency  is  the  a^jpearance  of  numerous  small 
gf’ay  projections,  corresponding  to  swollen  follicles  or  hypertrophied  mucous 
glands.  This  is  called  granular  phai-yngitis.  Small  follicular  ulcers  are  not 
infrequent.  Exceptionally  there  are  more  extensive  catarrhal  ulcei’s.  The  mucous 
membrane  of  the  posterior  wall  of  the  pharynx  may  pi’csent  patches  of  opaque  or 
thickened  epithelium,  giving  the  surface  a grayish-white  appearance. 

I rcquently  chronic  phaiyngitis  is  combined  with  chronic  laryngitis,  evidenced 
y hoai-seness;  or  with  posterior  nasal  catarrh,  or  catarrh  of  the  Eustachian  tube, 
producing  deafness  and  ringiiig  in  the  ears. 


Varieties  op  Chronic  PHARYNams. 

1.  Chronic  Catarrh  of  the  Naso-pharynx,  or  Chronic  Posterior  Nasal  Catarrh. — 
w las  the  same  mtiology  as  the  ordinary  form.  It  is  practically  important 
oecausc  the  nose  and  car  are  fi-equontly  involved. 
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The  anatomical  changes  are  essentially  those  already  depicted  under  chronic 
pharyngitis.  The  region  affected  can  not  be  seen  by  direct  inspection,  so  that 
accuracy  in  diagnosis  requires  the  use  of  a nasal  speculum  (see  particulars  in  the 
works  mentioned  on  page  125).  The  ordinary  examination  of  the  throat  may 
reveal  a condition  which  is  quite  characteristic  of  posterior  nasal  catarrh : a col- 
lection of  muco-pus,  or  of  firmly  adherent  dry  crusts,  rests  upon  the  posterior 
wall  of  the  phalynx,  and  can  be  seen  to  extend  upward  toward  the  naso-pharynx. 

The  local  discomfort  is  somewhat  similar  to  that  experienced  in  chronic 
pharyngitis.  There  is  a scratchy  feeling,  or  a feelmg  as  if  there  were  a foreign 
body  in  the  back  of  the  throat,  accompanied  by  a constant  desire  to  blow  the  nose, 
hawk  or  cough.  Dried  and  decomposing  secretion  often  cattses  extremely  foul 
breath.  There  is  often  also  vertigo,  and  occipital  headache. 

In  many  cases  the  nostrils  are  stopped  up.  The  posterior  opening  of  the  nos- 
trils is  closed  in  part  by  the  swelling  and  hypertrophy  of  the  mucous  membrane, 
and  in  part  by  the  accumulated  secretions.  The  patient,  therefore,  usually  has 
to  breathe  thi’ough  the  mouth.  The  ear  is  frequently  involved.  The  catarrh 
extends  into  the  Eustachian  tubes  and  the  tyinj)anic  cavity,  or  the  opening  of  the 
tubes  is  occluded  vfith  the  secretions.  For  a detailed  consideration  of  the  deaf- 
ness, tinnitus,  etc.,  thus  produced,  consult  works  on  otology. 

2.  Pharyngitis  Sicca,  or  “ Dry  Atrophic  Catarrh  of  the  Throat  and  Naso- 
pharynx."— This  name  is  applied  to  an  atropliy  of  the  mucous  membrane,  which 
sometimes  is  spontaneous  and  sometimes  is  a sequel  of  chronic  pharyngitis.  The 
whole  mucous  membi’ane  of  the  pharynx  and  the  naso-pharjmx  (seen  with  the 
rhinoscope)  seems  pale,  smooth,  and  perfectly  dry,  and  has  a peculiar  luster,  as  if 
varnished.  Here  and  there  tortuous  veins  project  from  the  general  anasmic 
surface. 

If  an  opportunity  is  afforded  to  examine  the  mucous  membrane  microscopic- 
ally, it  will  be  found  that  the  atroj)hy  involves  all  the  elements  of  the  tissue, 
though  the  follicles  and  mucous  glands  suffer  most. 

This  condition  may  not  cause  any  symj)toms,  but,  in  many  cases,  the  patient 
suffers  constantly  and  considerably.  The  chief  trouble  is  a feeling  of  dryness  in 
the  throat,  rendering  deglutition  difficult  or  even  painful.  There  is  also  a con- 
stant desire  to  clear  the  throat.  The  secretion  hawked  up  may  be  scanty  and 
tough  or  more  abundant,  and  it  is  often  tinged  with  blood.  Actual  coughing 
may  also  be  due  to  pharyngeal  trouble  (“  throat-cough  ”).  Talking  is  often  ren- 
dered difficult,  the  voice  grows  weak  and  it  becomes  easily  tired.  In  severe 
cases  there  is  considerable  general  debility.  Not  infrequently  pharyngitis  sicca 
is  associated  with  atro^jhic  rhinitis  (q.  v.),  but  it  occurs  also  in  cases  where  there 
is  no  nasal  disease. 

The  disease  is  most  frequently  seen  in  the  elderly,  but  it  also  occurs  in  children 
and  young  persons.  It  is  especially  common  in  ill-nourished  individuals  or  in 
those  who  are  suffering  from  such  diseases  as  tuberculosis  or  chronic  nephritis. 

3.  Hypertrophic  Catarrh  of  the  Pharynx  and  Naso-pharynx. — An  opposite 
condition  of  hypertrojfiiy  sometimes  results  from  chronic  catarrh.  The  changes 
consist  mainly  in  hyperplasia  of  the  lymphatic  tissue,  and  they  are  usually 
termed  “adenoid  growths.”  The  choanse  and  the  po.sterior  extremity  of  the 
nasal  septum  may  be  almost  completely  hidden  by  these  growths,  as  they  ex- 
tend down  from  the  roof  of  the  pharynx  in  grayish-i’ed,  uneven  masses.  In 
many  cases  the  hypertrophy  seems  to  originate  chiefly  in  Eolliker’s  “ pharyngeal 
tonsil.” 

The  adenoid  growths  are  especially  common  in  childhood.  The  symptoms 
consist  in  a change  of  the  voice  (which  loses  its  reverberating  quality  and  becomes 
nasal),  frequent  snuffling  and  hawking,  and  a tough  mucous  secretion,  often 
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tinged  with  blood.  Not  infrequently  there  is  headache.  Of  greater  importance  is 
eardrouble,  which  is  often  occasioned  by  the  growths. 

An  accurate  diagnosis  requires  rhinoscopy.  Positive  results  are  also  often  ob- 
tained by  palpation.  The  index-finger,  being  passed  backward  and  bent  upward,  can 
touch  the  protuberances  and  the  enlarged  pharyngeal  tonsil  in  the  naso-pharynx. 

Prognosis.— The  prognosis  in  all  forms  of  chronic  pharyngeal  catarrh  should 
be  somewhat  guarded,  for  all  severe  cases  are  very  obstinate  and  can  seldom  be 
permanently  cured.  Success  may  be  depended  upon  only  in  cases  where  all  unfa- 
vorable influences  can  be  completely  removed.  We  may  afford  great  relief,  but 
there  wnll  be  a persistent  tendency  to  acute  exacerbations  and  to  relapses  long 
afterward. 

Treatment. — Many  of  the  milder  cases  never  apply  to  a physician.  The  pa- 
tient uses  some  domestic  remedy  or  gargle,  or  becomes  so  accustomed  to  the  dis- 
agreeable sensations  that  he  does  not  consider  it  necessary  to  do  anything  in 
particular  about  them. 

The  treatment  of  a well-developed  case  requires  gi-eat  patience  and  persistence 
on  the  part  of  all  concerned.  If  there  is  some  ixnderlying  disease,  such  as  pulmo- 
nary or  cardiac  disease,  that  must  be  treated.  All  exciting  causes  must  be  avoided. 
Energetic  local  treatment  is  also  indispensable.  This  has  been  greatly  elaborated 
by  specialists,  and  for  the  many  details  we  must  refer  to  their  writings ; but  the 
following  remax’ks  will  meet  the  requirements  of  ordinary  practice : 

Gargles  are  seldom  satisfactory,  for  they  never  reach  farther  than  the  soft 
palate.  Inhalations  are  better ; we  can  use  solutions  of  alum  or  tannin,  or,  in 
mild  cases,  of  common  salt.  Still  more  efficient  is  the  painting  of  the  entire  sur- 
face of  the  pharynx  with  some  concentrated  solution.  The  physician  usually  has 
to  perform  this,  although  some  patients  learn  to  do  it  for  themselves.  Proper 
solutions  are;  Argentic  nitrate,  five  or  ten  per  cent. ; tannin,  eight  to  twenty  per 
cent. ; tincture  of  iodine,  either  pure  or  diluted;  or  iodized  glycerine,  composed  of 
pure  iodine,  parts  1'5;  iodide  of  potassium,  5;  glycerine,  500.  These  applications 
must  reach  all  the  diseased  surface.  If  the  naso-phai'ynx  is  involved,  the  brush 
must  accordingly  be  bent  upward,  to  reach  that  region.  For  tins  a mirror  may  be 
needed.  It  is  very  important  to  make  the  applications  to  the  mucous  membrane 
itself,  freed  from  any  interposing  secretions. 

In  the  treatment  of  chronic  posterior  nasal  catarrh  the  nasal  douche  {vide  Dis- 
ea.ses  of  the  Nose)  plays  an  important  part.  It  should  be  used  two  or  three  times 
a day.  It  not  only  removes  the  collected  secretions,  but  is  a means  of  making 
local  applications.  The  instrument  is  merely  a fountain-syringe.  The  nozzle 
must  be  of  a size  to  fill  the  nostril  completely.  The  force  of  the  current  should 
always  be  moderate,  and  the  patient’s  head  should  be  sharply  fiexed  forward. 
Tlie  fluid  used — the  best  is  a one-per-cent,  solution  of  sodic  chloride  or  bicai'boxiate 
—must  have  about  the  temperature  of  the  body.  Other  medicated  solutions  must 
be  very  weak,  such  as  sulphate  of  zinc,  1 to  1,000. 

The  insufflation  of  powders  into  the  throat  can  be  made  through  any  small 
glass  tube,  three  to  six  times  a week.  Alum  or  tannin  may  be  used,  either  pui’e 
or  mixed  with  equal  parts  of  pulvis  gummosus  [P.  G.,  made  of  gum-arabic,  three 
Pints;  licorice-root,  two  parts;  and  sugar,  one  part].  For  the  naso-pharynx,  a 
bent  tube  of  glass  or  hard  rubber  is  to  be  introduced  through  the  mouth.  There 
are  numerous  “ in.sufflators  ” to  bo  had  at  the  instrument-makers. 

Many  baths  enjoy  a great  reputation  for  the  ciu’e  of  chronic  ])haryngitis. 
esidcs  Ems,  there  are  Reichcnhall,  Krouznach,  Salzungen,  the  cold  sxilphur 
^rings,  such  as  Weilbach,  and  many  othei’s.  Good  results  are  also  achieved  in 
issingen  and  Marienbad,  if  those  places  are  favorable  to  the  patient’s  general 
constitution. 
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In  xiharyngitis  sicca,  the  nasal  douche  with  a one-j>er-cent.  salt  solution  is  to 
be  recommended.  It  is  sometimes  also  beneficial  to  paint  the  x^arts  with  solution 
of  argentic  nitrate,  iodized  glycerine,  etc.  Many  irritating  influences  which  do 
harm  in  common  pharyngitis  seem  sometimes  actually  to  benefit  this  form— such 
as  smoking  and  taking  snuff. 

In  treating  the  hypertroxfliic  forms  of  x^haryngitis  and  the  adenoid  growths, 
cauterization  with  nitrate  of  silver  suffices  for  the  milder  cases  alone.  A thorough 
and  permanent  cui’e  can  be  achieved  only  by  I’emoving  the  growths  with  the  gal- 
vano-cautery. 

[To  Hooper,  of  Boston,  belongs  the  credit  of  showing  that  a radical  operation 
for  the  removal  of  adenoid  growths  of  the  naso-phai’ynx  can  safely  be  done  under 
anaesthesia.  The  blood  does  not,  as  was  feared,  run  into  the  air-passages,  but 
either  into  the  stomach  or  outwardly.  Anaesthesia  thus  renders  it  x^ossible  to 
scrape  away  with  the  finger  or  tear  away  w’ith  forceps  the  hypertrophied  tissue  at 
one  sitting,  and  to  do  it  in  the  child  before  secondary  changes  have  taken  place  in 
the  facial  expression,  the  jaw,  the  ears,  or  the  form  of  the  chest.] 


CHAPTER  IV. 

RETROPHARYNGEAL  ABSCESS. 

Retropharyngeal  abscess  is  formed  by  a sux^x^urative  inflammation  of  the 
connective  tissue  lying  between  the  posterior  wall  of  the  pharynx  and  the  spinal 
column.  It  is  a serious  disease,  although  a rare  one.  If  unrecognized,  it  proves 
fatal  in  many  instances;  while,  if  a correct  and  timely  diagnosis  is  made,  the 
patient  can  usually  be  easily  cured.  It  is  commonest  in  childhood,  and  before 
the  second  year.  It  almost  always  ax^pears  as  a primaiy,  acute  disease,  without 
any  sxiecial  cause  being  evident.  Probably  the  agents  which  excite  the  inflamma- 
tion peneti’ate  into  the  tissue  from  the  x>harynx.  The  idea  that  the  inflammation 
originates  in  the  small  lymphatic  glands  Avhich  lie  in  front  of  the  vertebrae  lacks 
X)roof  as  yet. 

The  disease  attacks  not  only  weakly  children,  but  those  who  have  been  per- 
fectly healthy  and  vigorous.  The  child  grows  restless  and  fretful,  and  does  not 
nurse  well.  Apxjarently,  deglutition  soon  becomes  painful,  but  one  can  not  be 
certain  about  this  except  in  older  children.  Generally,  the  respiration  quickly 
takes  on  a x^eculiar  stertorous  character,  particularly  during  sleex).  Mucus  collects 
in  the  mouth  and  throat.  Ux)on  swallowing,  there  is  often  regurgitation  through 
the  mouth  or  nose,  or  some  of  the  food  gets  into  the  windx^ix^e  and  causes  violent 
coughing.  The  lymx^h-glands  of  the  jaws  are  usually  somewhat  swollen,  and  the 
neighboring  parts  may  seem  slightly  oedematous.  After  a week  or  two  the  dysp- 
nma  gradually  increases.  Respiration  becomes  more  and  more  laborious,  vdth 
loud  rattling,  and  the  signs  of  stenosis.  The  jugular  veins  become  distended,  the 
lips  cyanotic,  and  x^ortions  of  the  thorax  are  retracted  during  inspiration.  The 
voice  is  feeble,  and  may  be  hoarse  and  indistinct. 

The  correct  intciqu’etation  of  these  symx^toms,  which  are  common  to  various 
disorders,  requires  a careful  examination  of  the  throat.  It  must  be  confessed  that 
this  has  its  difficulties  in  an  infant.  Still,  we  can  sometimes  see  distinctly  a swell- 
ing in  the  posterior  wall  of  the  pharynx.  This  may  be  either  in  the  median  line 
or  on  one  side.  All  doubt  is  removed  by  digital  examination,  in  making  which, 
however,  we  must  insert  a wedge  between  the  teeth,  to  avoid  being  bitten.  The 
finger  detects  fluctuation. 
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The  diagnosis  once  established,  the  abscess  must  be  opened  at  once.  We 
should  not  delay,  even  if  the  dyspnoea  has  not  yet  become  extreme.  To  use  the 
finger-nail  for  the  purpose,  as  has  been  recommended,  is  permissible  only  in  an 
emergency.  As  a rule,  incision  is  made  with  a bistoury,  of  which  all  but  the 
point  is  guarded  with  sticking-plaster.  The  left  index-finger  is  placed  upon  the 
abscess,  and  used  as  a guide.  Meanwhile,  the  child’s  head  is  kept  upright,  and,  as 
soon  as  the  cut  is  made,  bent  over  forward.  The  pus  pours  out  in  abundance.  It 
is  advisable  to  syringe  out  the  mouth  i-epeatedly  with  lukewarm  water.  The 
thi’eatening  symptoms  vanish  almost  instantly  upon  the  escape  of  the  pus. 
Exceptionally,  the  abscess  refills  and  requires  a second  incision. 

If  the  trouble  is  not  correctly  diagnosticated,  or  if  the  abscess  is  not  opened 
promptly,  the  patient  may  suffocate.  Or  the  abscess  may  burst  spontaneously ; 
then  there  is  either  speedy  recovery,  or  asphyxia  from  the  pus  filling  the  larynx. 
In  some  instances,  where  a reti-opharyngeal  abscess  has  not  been  properly  treated, 
the  pus  has  gravitated  far  down  into  the  neck  and  posterior  mediastinum.  The 
recognition  and  incision  of  the  abscess  may  prove  very  difficult  if  from  the  start 
it  is  situated  lower  down  in  the  throat  than  usual. 

Analogous  to  this  acute  idiopathic  abscess  of  which  we  have  been  speaking  is 
the  chronic  abscess  due  to  caries  of  the  cervical  vertebrm.  This  should  not  be 
opened  unless  there  is  danger  of  asphyxia. 

Retrophai’yngeal  abscesses  sometimes  occur  in  pyaemia  or  other  severe  acute 
infectious  diseases,  but  have  hardly  any  interest  except  to  the  pathologist.* 


SECTION  TIT. 

Diseases  op  the  (Esophagus. 

CHAPTER  I. 

INFLAMMATION  AND  ULCER  OF  THE  OESOPHAGUS. 

.Sltiology  and  Pathology. — The  various  foians  of  oesophageal  inflammation  and 
ulceration  are  not  of  very  great  clinical  importance.  The  processes  are  seldom  of 
a severe  grade,  or,  if  so,  they  are  generally  a part  of  some  complicated  disease,  to 
which  they  seldom  contribute  prominent  symptoms.  Very  likely  the  milder  forms 
of  inflammation  occur  frequently,  but  the  symptoms  are  hardly  ever  character- 
istic. 

A simple  catarrhal  inflammation  of  the  oesoifliageal  mucous  membrane  may 
be  caused  by  swallowing  substances  which  are  injiirious  mechanically,  chem- 
ically, or  from  their  temperature.  It  may  also  occur  in  the  general  infectious 
diseases,  such  as  typhoid  and  typhus  fevers,  and  the  acute  exanthemata.  Any 
inflammation  of  neighboring  tissues  may  extend  into  the  oesophagus.  Chronic 
catarrh  is  seen  in  heart  disease,  from  the  pa.ssive  congestion.  It  is  also  found  in 
the  vicinity  of  other  chronic  oesophageal  diseases,  particularly  cancers  and  diver- 
ticula (vide  infra). 

The  acute  catarrh  is  distinguished  by  not  having  the  usual  increase  of  secre- 
^n.  The  epithelium  grows  spongy,  as  a rule,  and  is  cast  off  more  rapidly  than 

Uluio  ax  i.s  Hpokoii  of  in  tho  c'hii|itor  on  inilinoniiry  tuberculosis,  p.  a‘2C.  New 
K owtliH  in  tlie  mouth  or  pharyinx  belong  to  tho  domain  of  surgery. 
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usual,  so  as  to  suggest  the  name  of  a desquamative  catarrh.  It  is  in  only  a few 
cases  that  the  scanty  mucous  glands  become  swollen  and  look  like  papules  upon 
the  surface  of  the  membrane;  this  form  is  called  follicular  catarrh.  In  limited 
areas  the  desquamation  may  be  complete,  giving  rise  to  small  catarrhal  erosions. 
Likewise,  the  swollen  follicles  may  break  down  into  small  follicular  ulcers. 

In  chronic  catarrh  there  is  a moderate  increase  in  the  secretion  of  mucus,  and 
a marked  thickening  of  the  epithelium.  In  very  proti'acted  cases  actual  ijapillo- 
mata  may  finally  be  formed.  In  some  cases  ulcers  are  seen. 

Croupous  and  diphtheritic  inflammations  of  the  oesophagus  are  very  rare.  We 
have  already  said  that  the  specific  phaiyngeal  diphtheria  frequently  extends  into 
the  larynx,  but  only  exceptionally  into  the  gullet.  Still,  we  have  ourselves  seen 
in  a child  a stricture  in  the  upper  third  of  the  oesophagus,  which  was  said  to  have 
been  a result  of  a severe  attack  of  diphtheiaa.  Isolated  cases  of  diphtheritic 
oesophagitis  have  also  been  seen  in  connection  with  severe  infectious  diseases, 
such  as  typhus,  typhoid,  small-pox,  cholera,  pyaemia,  and  pulmonary  tuberculosis, 
as  well  as  in  the  course  of  Bright’s  disease  and  cancer.  In  variola  it  is  not  un- 
usual for  pocks  to  appear  upon  the  oesophageal  mucous  membrane. 

A purulent,  phlegmonous  oesophagitis  now  and  then  attacks  the  submucous 
layer.  It  may  be  either  diffuse  or  ch’cumscribed.  The  mucous  membrane  is  dis- 
sected up  from  the  muscular  layer  by  the  pus,  and  pushed  inward,  so  as  to  dimin- 
ish the  lumen  of  the  oesophagus  more  or  less.  Most  of  the  cases  end  by  the  dis- 
charge of  matter  into  the  tube,  when  complete  recovery  may  ensue.  If  the  mu- 
cous membrane,  however,  has  been  extensively  undermined,  Zenker  states  that  a 
fissure-like  cavity  may  be  left,  even  after  healing  has  taken  place.  Its  walls  grow 
smooth,  and  finally  acquire  a layer  of  fresh  epithelimn. 

Purulent  oesophagitis  is  caused  either  by  the  presence  of  foreign  bodies  in  the 
oesophagus,  or  by  pmmlent  inflammation  in  neighboring  parts,  as  in  glandular 
abscess,  vertebral  abscess,  or  laryngeal  perichondritis.  It  has  now  and  then 
resulted  from  the  action  of  concentrated  acids  and  the  like  upon  the  mucous 
membrane. 

The  action  of  corrosive  poisons  (cori’osive  oesophagitis)  is  to  cause  necrosis 
of  the  tissues,  which  in  its  turn  produces  inflammation.  The  inner  surface  of 
the  oesophagus  is  converted  into  a rotten,  haemorrhagic,  sloughing  mass,  of  a 
dirty  gray  or  almost  black  color.  The  muscular  layer  itself  may  be  partly  de- 
stroyed. If  death  does  not  occur  speedily,  the  necrosed  portions  come  away,  leav- 
ing extensive  purulent  ulcers  behind.  These,  if  they  heal  at  all,  cause  large  cica- 
trices and  stenosis. 

Symptoms. — The  milder  cases,  as  we  have  stated,  produce  almost  no  distinctive 
symptoms.  Possibly  there  may  be  pain  along  the  oesophagus,  or  at  some  one  point 
in  it,  during  deglutition.  In  a more  severe  case  the  pain  may  be  great;  but  the 
other  symptoms  are  usually  too  grave  for  this  to  excite  special  attention.  Labo- 
1‘ious  deglutition,  and  the  feeling  as  if  the  food  were  inclined  to  stick  in  the  throat, 
result  from  implication  of  the  muscular  layer.  A diagnosis  of  the  particular  form 
of  oesophagitis  is  attainable  only  when  the  aetiology  guides  us  to  it. 

Treatment  must  be  purely  symptomatic.  No  solid  food  should  be  taken.  The 
pain  is  to  be  allayed  by  bits  of  ice,  or  by  morphine. 
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CHAPTER  II. 

DILATATION  OF  THE  CESOPHAGUS. 

1.  Diffuse  Dilatation. 

Diffuse,  spindle-shaped  dilatation  of  the  oesophagus  is  observed  as  a result  of 
stricture  of  the  cardiac  orifice.  At  first  the  muscular  coat  hypertrophies  as  the 
orifice  contracts,  and  is  able  to  overcome  the  obstruction,  so  that  there  is  no  dila- 
tation ; but  as  soon  as  the  muscles  are  paralyzed,  and  food  collects  behind  the 
stricture,  the  dilatation  begins  and  keeps  on  increasing.  The  ectasis  is  greatest  at 
the  lower  end  of  the  tube,  as  is  natural  from  its  mode  of  origin,  and  gradually 
diminishes  upward. 

There  have  been  a very  few  well-substantiated  instances  of  this  diffuse  spindle- 
shaped  dilatation,  without  any  demonstrable  stenosis  of  the  cardiac  orifice.  Their 
cause  is  unknown.  Sometimes  the  walls  of  the  oesophagus  may  have  been  ren- 
dered more  yielding  and  less  contractile  by  a precedent  inflammation  or  other 
disorder.  In  other  cases,  some  chance  bend  or  distortion  of  the  lower  end  of  the 
oesophagus  may  have  produced  a mechanical  obstruction.  In  some  cases  the  ex- 
citing cause  is  said  to  be  a blow  on  the  chest,  or  the  lifting  of  a heavy  weight. 

The  symptom  of  this  condition,  when  well  developed,  is  a chronic  difficulty  in 
deglutition,  lasting  perhaps  for  years.  The  patient  himself  feels  that  most  of  the 
food  he  eats  does  not  reach  the  stomach,  but  lodges  higher  up.  Usually  the  food 
is  soon  afterward  vomited,  or  rather  gulped  up.  When  there  is  stenosis  of  the 
cardiac  orifice,  the  explanation  of  these  symptoms  is  easy.  It  is  much  harder 
to  explain  the  almost  equal  dysphagia  where  there  is  dilatation  without  stenosis. 
Sometimes  a localized  bulging  of  the  wall  causes  the  food  to  collect  in  that  spot, 
and  thus  to  obstruct  the  lumen.  As  is  to  be  expected,  the  partial  or  complete 
hindrance  to  the  ingestion  of  food  results  in  marasmus. 

If  there  is  stenosis,  it  can  easily  be  detected  with  the  oesophageal  sound,  and 
all  the  symptoms  thus  explained.  In  the  rare  cases,  however,  of  diffuse  dilata- 
tion without  stenosis,  the  use  of  the  sound  does  not  give  us  so  much  information. 
If  the  instrument  passes  readily  into  the  stomach,  we  may  safely  exclude  strict- 
ure; but,  in  one  case  of  our  own,  we  made  an  ei'roneous  diagnosis  of  a diverticu- 
lum, because  the  sound  sometimes  glided  readily  into  the  stomach,  and  sometimes 
could  not  be  passed.  A pocket  must  have  been  formed  at  the  lower  end  of  the 
dilated  tube,  in  which  the  sound  caught. 

The  treatment  is  directed  chiefly  to  the  satisfactory  nourishment  of  the  patient; 
for  the  ceso]>hageal  trouble  itself  is  dangerous  only  as  its  prevents  the  taking  of 
food  and  leads  to  starvation.  We  do  not  speak  of  the  initial  lesion,  if  there  be 
one,  which  causes  the  dilatation.  If  nourishment  can  be  given  through  a stomach- 
tube,  the  patient  almost  invariably  shows  a ra])id  improvement,  which  lasts  as 
long  as  the  artificial  feeding  can  be  kept  up.  If,  however,  any  cause  prevents  the 
introduction  of  the  tube,  we  must  i-esort  either  to  nutrient  enemata  {vide  infra) — 
and  the.se  will  not  support  the  .system  indefinitely— or  we  must  make  a gastric 
fistula.  In  the  latter  case  the  jirognosis  depends  on  the  success  of  the  operation 
and  the  nature  of  the  original  lesion. 


2.  Diverticula. 

.Etiology  and  Pathology. — Circumscribed  pouches  in  the  wall  of  Ihe  ocsopha- 
^s  arc  termed  diverticula.  They  are  divided  into  two  essentially  distinct  varie- 
les,  according  to  their  mode  of  origin.  Zenker  has  given  them  the  names  of 
pras.sui'c  and  traction  diverticula. 
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The  diverticulum  due  to  pressure  is  extremely  rare.  It  is  caused  by  pressure 
upon  the  mucous  membrane  from  within,  by  which  some  abnormally  weak  spot 
is  forced  outward.  All  cases  that  have  been 'carefully  examined  thus  far  have 
shown  that,  histologically,  the  wall  of  the  diverticulum  is  not  the  distended  but 
otherwise  unchanged  wall  of  the  oesophagus,  but  is  composed  exclusively  of  the 
mucous  membrane  and  the  thickened  submucous  coat.  We  are  therefore  obliged 
to  suppose  that  the  mucous  membrane  is  pushed  out  like  a hernia  through  some 
gap  in  the  muscular  coat.  It  is  only  about  the  neck  of  the  diverticulum  that  any 
muscular  fibers  are  found. 

The  original  factor,  therefore,  in  the  occurrence  of  a pre.ssure  diverticulum  is 
apparently  to  be  sought  in  some  cii’cumscribed  lesion  of  the  muscular  coat.  As  a 
result  of  several  observations,  it  is  established  that  a foreign  body,  sticking  in  the 
throat,  may  separate  some  of  the  muscular  fibei’s  and  push  the  mucous  membrane 
through  the  gap  thus  formed.  Or  a severe  injury  leads  to  a trifling  rupture  of 
the  muscular  coat,  and  then  the  food,  as  it  is  being  swallowed,  presses  out  the 
mucous  membrane  at  this  weakened  spot.  There  are  still  many  other  cases  where 
the  true  origin  of  the  diverticulum  remains  obscure. 

As  soon,  however,  as  the  formation  of  the  pouch  has  once  begun,  there  are 
many  influences  to  make  it  grow  larger.  Each  successive  bit  of  food,  as  it 
glides  by,  presses  upon  this  yielding  and  inelastic  spot.  Gradually  a little  sac  is 
formed,  in  which  bits  of  food  lodge.  These  exercise  a constant  pressure  upon  the 
walls  of  the  iDouch,  and  by  their  weight  drag  it  bodily  downward.  The  larger  the 
pouch,  the  more  it  holds,  and  consequently  the  more  it  grows.  Thus  a pressure 
diverticulum  of  the  smallest  size  originally  may  gi-adually  attain  to  a diameter  of 
four  inches  or  more.  The  general  shape  of  the  diverticulum  may  approach  the 
hemispherical,  or  it  may  be  more  cylindrical  or  pear-shaped. 

It  is  remarkable  that,  with  very  rare  exceptions,  these  pressure  diverticula  are 
always  situated  at  the  beginning  of  the  oesophagus,  or  rather  between  it  and 
the  pharynx,  and  almost  invariably  affect  the  postei'ior  wall.  The  pouch  hangs, 
therefore,  in  front  of  the  spinal  column.  It  pushes  out  through  the  lowest  fibeis 
of  the  inferior  constrictor  of  the  pharynx ; and  the  feebleness  of  this  muscle  is 
apijarently  .a  potent  factor  in  determining  the  precise  point  of  origin. 

The  cases  thus  far  seen  have  been  almost  all  in  men,  and  at  a rather  advanced 
age.  A few  cases  have  occurred  in  children. 

Traction  diverticula  are  much  more  common,  but  in  most  instances  have  little 
intei'est  except  for  the  pathologist.  They  are  not  infrequently  found  unexj)ectedly 
at  the  autopsy.  Eokitansky,  and  later  Zenker,  have  given  explanations  of  their 
occurrence : some  tissue,  which  has  formed  adhesions  to  the  (Esophagus,  contracts 
and  gradually  pulls  out  the  oesophageal  wall  in  the  shape  of  a funnel.  Bronchial 
glands  are  apt  to  be  the  seat  of  the  contractile  change.  These  glands  are  situated 
near  the  bifurcation  of  the  trachea,  and  accordingly  the  traction  divei-ticula  occur 
oftenest  at  this  level.  There  may  be  two  or  three  in  one  subject.  They  are  rarely 
over  a third  of  an  inch  in  depth.  From  within,  the  mucous  membrane,  much 
wrinkled  transversely,  is  seen  to  be  drawn  toward  the  apex  of  the  diverticulum. 
The  wall  of  the  latter  consists  either  of  the  mucous  membrane  alone,  bulging  out 
like  a hernia,  or  of  the  mucous  membrane  covered  by  the  muscular  layer.  Inas- 
much as  children  quite  often  suffer  from  suppuration  and  caseation  of  bronchial 
glands,  with  subsequent  shrmkage,  we  see  why  traction  diverticula  are  frequent 
in  children. 

Clinical  History. — The  large  pressure  diverticula  always  cause  grave  symptoms, 
for  they  obstruct  more  and  more  each  clay  the  passage  of  food.  At  flrst  there  is 
scarcely  any  disturbance.  Gradually,  however,  deglutition  is  impeded.  A por- 
tion of  the  food  lodges  in  the  pouch,  and  is  either  wholly  or  in  part  regurgitated. 
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though  perhaps  not  immediately.  Decomposition  is  apt  to  take  place  in  the  con- 
tents of  the  diverticulum,  giving  rise  to  foulness  of  the  breath  and  to  nausea.  The 
dano’er  reaches  its  climax  when  the  distended  sac  presses  sidewise  upon  the 
oesophagus  and  closes  its  lumen,  so  that  no  food  reaches  the  stomach.  After 
protracted  strangling  and  vomiting,  the  material  may  be  in  part  ejected,  and  the 
patient  enabled  once  more  to  swallow. 

Of  course  the  symptoms  in  individual  cases  depend  upon  the  mechanical  con- 
ditions present,  and  may  vaiy  greatly.  Patients  contrive  all  sorts  of  manipula- 
tions, by  which  they  manage  to  get  at  least  some  portion  of  their  food  down.  Such 
individuals  may  maintain  a tolerable  degree  of  nutrition  for  years,  although  they 
scareely  ever  are  in  a normal  condition.  But  at  last  some  cause  or  other  renders 
the  amount  of  food  ingested  inadequate ; whereupon  a rapidly  progressive  maras- 
mus sets  in,  and  the  patient  will  inevitably  starve  to  death  unless  some  relief  is 
afforded. 

The  most  valuable  objective  evidence  in  these  cases  is  gained  by  the  use  of  the 
oesophageal  sound.  If  the  sound  enters  the  sac,  its  passage  is  impeded.  If  it 
happens  to  slip  by  the  mouth  of  the  diverticulum,  it  glides  readily  into  the 
stomach.  This  varying  result  may  sometimes  be  obtained  at  one  sitting  by 
repeated  trials,  and  is  of  the  gi’eatest  importance  in  making  the  diagnosis. 

In  some  instances  where  the  sac  was  large,  a tumor  in  the  neck  has  been 
observed  at  one  side  of  the  trachea,  appearing  after  eating  and  disappearing  when 
the  sac  emptied  itself.  Symptoms  due  to  compression  of  the  recurrent  and 
phrenic  nerves  and  of  the  blood-vessels  have  been  noticed  in  some  cases. 

Auscultation  of  the  oesophagus  during  the  act  of  swallowing  has  been  practiced, 
and,  of  late,  attempts  have  been  made  to  examine  it  with  a speculum.  Whether 
these  methods  of  investigation  will  i>rove  valuable  for  diagnosticating  diverticula, 
experience  must  determine. 

The  traction  diverticula  are  usually  of  no  clinical  importance.  They  do  not 
affect  deglutition  at  all,  and  their  size  is  too  limited  to  permit  any  gj’eat  accumu- 
lation of  food  in  them.  There  is  but  one  way  in  which  they  ai’e  dangerous;  the 
ape.x  of  the  funnel  may  undergo  ulceration  and  perforation.  A foreign  body,  like 
some  bit  of  food,  produces  necrosis  of  the  wall,  by  what  is  probably  at  first  a purely 
mechanical  irritation.  The  tissue  ulcerates;  and  then  the  inflammation  may 
gi'adually  progress  till  it  causes  a severe  and  usually  fatal  illness.  The  most  fre- 
quent event  is  perforation  into  a bronchus,  followed  by  the  asph’ation  of  food  and 
pulmonary  gangrene..  Or  the  perforation  takes  place  into,  the  pleural  cavity, 
exciting  an  ichorous  empyema.  lu  other  cases  the  pericardium  or  a large  vein 
has  been  perforated.  Many  a case  of  apparently  spontaneous  pulmonary  gan- 
grene or  purulent  inflammation  of  the  anterior  mediastinum  or  empyema  has 
been  found  at  the  autopsy  to  have  been  brought  about  in  the  way  above  indicated. 
These  occurrences  are  fortunately,  however,  exceptional. 

Treatment. — The  only  possible  way  of  treating  the  large  pressure  diverticula 
^ccessfully  would  be  by  operation.  Perhaps  sui’gery  will  some  day  win  victories 
in  this  domain.  In  the  mean  while  our  efforts  are  confined  to  sustaining  the 
patient.  If  he  can  not  swallow,  we  must  try  to  feed  him  through  a tube.  As 
long  as  this  is  possible,  starvation  is  averted.  The  best  way  is  to  have  the  patient 
pas.i  the  tube  himself.  He  will  find  out  how  best  to  avoid  the  sac  and  reach  the 
stomach.  If  food  can  no  longer  be  given  in  this  way,  there  remain  two  alterna- 
tives: rechd  feeding  {vide  infra),  ov  making  a gastric  fistula.  As  to  the  latter, 

lem  has  been  thus  far  very  little  practical  e.xperience,  because  cases  are  so  rare. 

The  traction  diverticula  admit  of  no  special  treatment.  If  the  events  above 
mentioned  occur,  wo  must  endeavor  to  meet  the  indications  of  the  individual  case. 
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CHAPTER  HI. 

STENOSIS  OF  THE  (ESOPHAGUS. 

.Etiology  and  Pathology. — Contractions  of  the  oesophagus  occur  with  such 
relatively  great  frequency  that  they  are  the  most  important  of  all  its  disorders. 
They  originate  in  various  ways.  By  far  the  commonest  cause  is  ring-shaped  car- 
cinoma of  the  tube.  The  new  growth  in  the  mucous  membrane  encroaches  more 
and  more  upon  the  lumen  of  the  oesophagus,  until  finally  it  fills  it.  Carcinoma 
will  be  discussed  at  length  in  the  next  chapter.  We  shall  here  confine  our  atten- 
tion to  its  purely  mechanical  action  in  causing  stenosis. 

(Esophageal  tumors  other  than  cancer  are  very  rare.  Fibrous  pedunculated 
polypi  have  been  observed  a few  times.  They  usually  originate  in  the  lowest 
portion  of  the  anterior  wall  of  the  pharynx,  hanging  down  into  the  oesophagus, 
which  they  may  thus  obstruct. 

A second  cause  of  stenosis  is  the  conti-action  of  cicatrices  of  the  oesophageal 
wall.  The  most  frequent  occasion  for  this  is  the  extensive  ulceration  caused  by 
caustic  jjoisons,  such  as  concentrated  acids  or  alkalies.  If  the  victim  escapes  a 
speedy  death,  he  is  almost  certain  to  have  extensive  scars  formed  in  the  wall  of 
the  oesophagus.  These  scars  radiate  irregularly  in  all  directions,  and,  contracting, 
may  almost  completely  close  the  tube. 

Ulcers  from  other  causes,  resulting  in  stenosis  due  to  the  scars  they  leave,  are 
among  the  greatest  rarities.  Syphilis  has  been  the  well-established  cause  hi  some 
instances,  and  Quincke  has  described  a few  cases  where  there  were  ulcers  at  the 
lower  end  of  the  oesophagus  analogous  to  the  I’ouud  ulcer  of  the  stomach,  or 
“ ulcer  due  to  digestion  ” {vide  infra).  These  ulcers  also  may  eventually  produce 
cicatricial  stenosis. 

A third  and  rare  cause  of  stenosis  of  the  oesophagus  is  compression  from 
tumors  external  to  it.  Such  swellings  may  originate  in  the  thyroid  gland,  or  in 
the  lymph-glands  of  the  neck  or  the  anterior  mediastinum;  or  the  swelling  may 
be  due  to  a vertebral  abscess  or  an  aortic  aneurism.  This  form  of  stenosis  is  sel- 
dom extreme,  for  the  portion  of  the  tube  pressed  upon  is  usually  limited. 

Next  on  the  list  after  stenosis  due  to  compression  is  usually  placed  what  is 
called  intermittent  dysphagia  {dysphagia  lusoria).  This  term  is  applied  to  the 
difficulty  in  swallowing  which  is  said  to  be  caused  by  an  anomaly  in  the  com'se  of 
the  right  subclavian  artery.  The  artery  is  given  off  as  the  last  branch  from  the 
arch  of  the  aorta,  and  runs  toward  the  right  side  just  behind  or  just  in  front  of  the 
oesophagus.  It  seems,  however,  a priori  improbable  that  the  feeble  pressure  of 
this  vessel  as  it  pulsates  should  impede  deglutition ; nor  has  it  yet  been  proved 
to  do  so.  It  would  be  more  natural  to  believe,  what  was  indeed  the  original  ex- 
planation of  the  phenomenon,  that  a large  morsel  of  food  passing  down  the  oesoph- 
agus compresses  the  vessel  and  thus  excites  uneasiness  and  palpitation. 

Stenosis  due  to  foreign  bodies  belongs  to  surgery.  It  need  not  be  said  that 
the  clinical  synqDtoms  differ  greatly  in  different  cases.  Not  only  the  obstruction, 
but  also  a possible  laceration  and  consequent  inflammation  are  to  be  considered. 
Occasionally  thrush  has  been  abundant  enough  to  cause  pronounced  symptoms  of 
stenosis. 

Above  the  point  of  stenosis,  no  matter  how  the  condition  arose,  if  only  it  is 
well  developed  and  has  lasted  a certain  length  of  time,  the  circular  fibers  of  the 
muscular  coat  ai’e  more  or  less  hypertrophied.  This  hypertrophy  is  due  to  the 
increased  force  required  to  propel  the  ingesta  downward.  In  many  cases  the  tube 
is  also  diffusely  dilated  above  the  stenosis. 

Symptoms. — The  effect  of  every  oesophageal  stenosis  is  to  render  deglutition 
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difficult.  If  the  case  is  a mild  one,  the  patient  experiences  nothing?  more  than  a 
moderate  pressure  in  the  oesophagus  upon  swalloAving.  He  feels  that  the  morsel 
is  longer  than  usual  in  reaching  the  stomach.  Very  soon  he  notices  that  solid 
food  and  large  morsels  can  he  swallowed  only  with  difficulty.  Accordingly,  he 
is  gi'adually  led  to  coniine  himself  to  a liquid  diet,  takes  only  small  mouthfuls, 
and  always  washing  down  any  solid  food  with  a swallow  or  two  of  liquid.  The 
narrower  the  stenosis,  the  more  he  is  troubled.  Finally,  even  liquids  can  he 
taken  only  slowly  and  in  sips. 

It  must  not  he  thought  that  the  dysphagia  just  described  is  due  exclusively  to 
the  mechanical  obstruction  of  the  lumen.  Sometimes  a patient  is  almost  entirely 
unable  to  take  nourishment,  and  yet  at  the  autopsy  no  adequate  mechanical 
obstruction  is  found.  The  dysphagia  must  therefore  he  due  to  some  lesion  of  the 
muscular  coat  of  the  oesophagus.  The  impaired  contractility  of  the  muscular  coat 
at  the  affected  spot  is  always  a potent  factor  in  impeding  deglutition. 

As  soon  as  the  dysphagia  has  become  considerable  there  is  usually  regurgita- 
tion of  food.  At  first  only  a poi’tion  of  the  food  comes  up,  but  at  last  all  of  it.  If 
the  tube  has  become  dilated  above  the  stenosis,  food  may  collect  for  some  hours, 
and  then  be  regurgitated,  mixed  with  an  abundance  of  very  tenacious  mucus. 
We  saw  a case  of  this  kind  where  the  patient  could  fill  the  sac  above  the  stricture 
with  quite  a large  amount  of  fluid  without  a drop  reaching  the  stomach.  If  he 
bent  his  head  shaiq^ly  forward,  the  collected  fluid  would  run  out  again  thi’ough 
his  mouth.  It  was  not  until  the  pouch  was  completely  filled  that  a small  amount 
of  liquid  would  trickle  through  the  stenosis  into  the  stomach. 

Although  the  dysphagic  symptoms  above  described  generally  imply  oesophag- 
eal stenosis,  the  diagnosis  can  not  be  really  established  without  using  a sound. 
Upon  introducing  this,  it  is  usually  easy  to  detect  the  obstacle,  which  may  either 
allow  the  instrument  to  pass,  with  a noticeable  jerk,  or  else  prevent  its  further 
])rogres.s.  By  measuring  the  length  of  the  portion  introduced  before  the  stenosis 
is  reached  we  can  learn  its  position.  On  the  average,  the  entire  distance  from  the 
teeth  to  the  cardiac  sphincter  is  in  adults  sixteen  inches  (40  cm.);  from  the  teeth 
to  the  beginning  of  the  oesophagus,  six  inches  (15  cm.);  and  consequently  the 
length  of  the  latter  is  about  ten  inches  (25  cm.).  If  we  succeed  in  passing  a 
smaller  sound  through  the  stricture,  the  feeling  as  we  move  it  hack  and  forth  will 
give  us  some  idea  of  the  length  of  the  stenosis,  or  will  detect  the  existence  of 
several  lying  one  below  the  other,  etc.  If  the  end  of  the  sound  can  be  moved 
about  very  freely  above  the  stenosis,  we  may  conclude  that  the  tube  is  dilated 
there. 

Hamburger  has  employed  auscultation  of  the  oesophagus  for  diagnostic  pur- 
po.ses.  If  we  listen  behind,  to  the  left  of  the  upper  dorsal  vertebrm  during  deglu- 
tition, we  hear  a gurgling  sound,  due  to  the  act  of  swallowing,  extending  down 
the  tube  to  the  stenosis,  but  no  farther.  Then  come  all  sorts  of  sounds,  some  of 
them  caused  by  the  fluid  trickling  slowly  through  the  narrow  part,  and  some 
caused  by  regurgitation.  In  general,  the  results  obtained  by  au.scultatiou  arc 
rather  variable  and  uncertain. 

Having  established  the  fact  of  the  existence  of  a stenosis,  we  have  ne.xt  to  deter- 
|mnc  its  nature,  which  is  our  chief  guide  to  prognosis  and  treatment.  In  certain 
instances  the  history  of  the  case  gives  us  the  needed  information.  The  diagnosis 
of  cicatricial  stricture  can  hardly  ho  made  unless  the  patient  himself  tells  us  of 
eing  burned  or  injured  by  caustic  poisons.  The  previous  history  is  likewise  of 
ffrc.it  importance  if  the  stenosis  be  due  to  foreign  bodies  or  to  syphilis.  If  no  de- 
cisive aetiological  factor  can  he  elicited,  we  must  carefully  examine  the  neck  and 

orax,  with  regard  to  the  possible  existence  of  a swelling  com])rossing  the  oesojfli- 
^^8.  In  cases  where  an  aortic  aneurism  has  acted  in  this  way,  a rhythmical 
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movement  has  sometimes  been  communicated  to  the  free  end  of  a sound  intro- 
duced as  far  as  the  stenosis.  If  the  physical  examination  does  not  reveal  a com- 
pressing tumor,  and  particularly  if  the  steno.sis  has  developed  gradually  and  in  an 
elderly  person,  we  are  almost  compelled  to  assume  that  there  is  cancer  of  the 
oesophagus.  This  is,  after  all,  by  far  the  most  frequent  cause  of  oesophageal  sti’ict- 
ure.  If  the  new  gi-owth  has  ulcerated,  a little  portion  of  it  may  adhere  to  the 
end  of  the  probe,  and,  on  microscopic  examination,  render  our  diagnosis  of  carci- 
noma certain. 

The  prevailing  characteristic  in  stenosis  of  the  oesophagus  is  inanition,  increas- 
ing as  the  dysphagia  increases.  The  patient  gets  to  be  very  much  emaciated,  and 
so  feeble  that  he  can  not  leave  his  bed.  The  temperature  is  subnormal ; for  weeks 
it  keeps  at  95°  to  97°  (35°-36°  O.).  The  pulse  gi’ows  very  small  and  slow,  being 
40  to  60  per  minute.  The  heart-sounds  are  soft.  Respiration  is  superficial  and 
slow;  and  toward  the  close  of  life  short  pauses  occur  after  expiration,  before 
inspiration  begins.  The  stomach  and  intestines  are  so  empty  that  the  abdomen 
is  very  concave,  while  the  abdominal  walls  usually  feel  tense  and  resistant.  In 
all  cases  where  the  nature  of  the  stenosis  precludes  the  possibility  of  cure  or 
improvement,  death  results  from  increasing  exhaustion,  the  lamp  of  life  gradu- 
ally flickering  out. 

Prognosis  and  Treatment.— In  prognosis  the  main  factor  is  of  course  the 
nature  of  the  stenosis.  If  it  is  due  to  foreign  bodies  or  to  cicatrices,  it  may  be 
completely  cured.  In  stenosis  from  other  causes  it  is  often  possible  to  produce 
considerable  improvement,  at  least  temporarily.  The  final  result  must  be  con- 
fessed to  be  usually  unfavorable,  as  we  shoiild  expect  from  the  nature  of  the  origi- 
nal trouble. 

The  treatment  is  chiefly  mechanical.  We  shall  not  speak  of  operations  for 
the  removal  of  new  growths,  etc.  What  we  do  refer  to  is  a methodical  and  grad- 
ual dilatation  of  the  stricture.  Its  results  are  sometimes  brilliant,  particularly  in 
cicatricial  stenosis.  Other  varieties,  like  the  stenosis  from  cancer,  may  sometimes 
undergo  considerable  though  but  temporary  improvement  with  this  treatment. 

The  best  instrument  to  employ  is  the  flexible,  so-called  English,  oesophageal 
bougie.  It  is  made  in  all  sizes.  If  the  stenosis  is  yery  narrow  indeed,  we  may 
have  to  resort  to  catgut  at  first.  Whalebone  bougies,  with  olive-shaped  ivory  tips 
of  various  sizes  to  screw  on  the  end,  are  also  good,  except  that,  being  stiffer,  there 
is  more  danger  in  using  them.  For  introduction  of  the  bougie,  the  patient  should 
be  seated,  with  the  head  slightly  extended  backward.  The  first  two  fingers  of  the 
left  hand  are  introduced  into  the  thi’oat  and  guide  the  instrument,  previously 
well  oiled,  over  the  back  of  the  tongue  and  the  epiglottis  into  the  oesophagus.  Of 
course,  no  violence  must  be  used.  Otherwise  a perforation  might  occur  if  there 
were  a soft,  broken-down  cancer,  or  an  aortic  aneurism.  However,  such  a mis- 
fortune is  very  exceptional. 

The  use  of  the  bougie  is  almost  invariably  beneficial  if  the  stricture  can  be 
passed.  The  patient  generally  finds  that  he  can  swallow  easier  than  before,  and 
will  himself  request  a repetition  of  the  performance.  If  the  patient  is  an  intelli- 
gent person,  it  is  advisable  to  have  him  introduce  the  bougie  himself.  Patients 
often  acquire  even  gi’eater  skill  with  it  than  the  physician  has.  The  bougie  should 
be  passed  regularly  once  a day,  or,  at  most,  twice  daily;  and  in  favorable  cases  we 
shall  be  able  gradually  to  increase  the  size.  If  so,  the  symptoms  speedily  abate, 
and,  with  the  increased  ingestion  of  food,  the  patient  gains  flesh  very  fast. 

If  the  stenosis  is  extreme,  and,  although  it  admits  the  bougie,  does  not  allow  • 
of  sufficient  nourishment,  we  must  pass  a tube  into  tbe  stomach  through  which 
to  introduce  liquid  food.  Milk  is  the  best  food  to  choose.  Raw  eggs,  sugar,  wine, 
etc.,  may  be  mixed  with  it.  The  various  infant’s  foods  and  Hartenstein’s  “legu- 
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minose”  ai-e  also  excellent.  Their  consistence  is  favorable  for  the  purpose,  and 
they  supply  a considerable  amount  of  nourishment  in  a small  bulk. 

If  this  means  also  fails  us,  two  alternatives  are  left,  unless  we  are  to  resign 
our  patient  to  death  by  starvation  : (1)  operative  interference,  cesophagotomy  if 
the  stenosis  is  high  up,  otherwise  gastrostomy ; (2)  rectal  feeding. 

For  information  about  the  operations  we  must  refer  to  surgical  hteratm-e. 
As  to  feeding  per  rectum,  its  results  are  never  brilhant.  It  is  indeed  probable 
that  life  may  be  by  this  means  somewhat  pi'olonged,  hut  not  indefinitely.  But 
' the  moral  effect  is  very  valuable,  when  the  patient  could  otherwise  receive  no 
nourishment  whatever.  The  sufferer  feels  that  something  is  being  done  to  avert 
absolute  starvation. 

J The  simplest  materials  for  the  nutrient  enemata  are  milk,  eggs,  and  wine;  to 

I*  which  we  may  add  pepsine  and  pancreatine  in  the  hope  of  promoting  absorption. 

Leube’s  pancreatic  meat  emulsion  is  still  better,  although  more  troublesome  in  its 
preparation.  Leube’s  directions  ai’e  as  follows:  About  five  ounces  (150  grm.)  of 
meat,  cut  very  thin  and  then  minced  finely,  and  about  two  ounces  (50  grm.)  of 
minced  pancreas  (from  the  calf)  free  from  fat,  are  to  be  stirred  with  about  three 
ounces  (100  grm.)  of  lukewarm  water  until  the  mixture  has  the  consistence  of 
gi'uel.  Before  it  is  injected,  the  rectum  should  be  cleansed  by  an  enema  of  plahi 
water.  One  such  enema  is  to  be  given  daily. 


, CHAPTER  IV. 

CANCER  OF  THE  (ESOPHAGUS. 

^ .Etiology  and  Pathology. — Cancer  is  the  most  important  and  most  frequent 
f affection  of  the  oesophagus.  We  have  already  mentioned  in  the  preceding  cha]> 
ter  that  often  stenosis  is  the  result  of  carcinoma  in  the  oesophageal  walls. 

Little  is  known  about  the  aetiology.  It  has  been  often  maintained  that 
mechanical,  chemical,  or  thermic  irritation  of  the  mucous  membrane  may  result 
in  the  development  of  cancer;  but  this  is  not  certain.  It  receives  some  support 
from  the  remarkably  frequent  occurrence  of  oesophageal  cancer  in  hard  di'inkers. 
Now  and  then  the  patient  himself  will  allege  a perfectly  definite  cause  for  his 
S disease,  such  as  the  lodging  of  a foreign  body,  or  the  swallowdng  of  a very  large 
or  very  hot  morsel.  Still  it  is  hardly  possible  in  any  particular  case  to  decide 
}i  how  much  value  such  statements  have.  It  has  been  maintained  that  the  carci- 
noma  sometimes  develops  in  the  scars  of  old  ulcers.  This  is  of  interest  when  we 
t recall  the  similar  fact  in  regard  to  gastric  carcinoma  (vide  infra). 

X (Esophageal  cancer  follows  the  general  rule  in  being  most  frequent  in  elderly 

W people — somewhere  between  forty  and  sixty  yeai’s  of  age.  The  male  sex  is  de- 

ft cidedly  more  often  attacked  than  the  female. 

J As  we  might  expect  from  the  histological  character  of  the  epithelium  lining 

ftbe  oesophagus,  primary  cancer  here  is  invariably  composed  of  pavement  cells. 

The  new  growth  may  be  either  hard,  firm,  and  fibrous,  or  it  may  be  soft,  .succulent, 
, and  but  scantily  supplied  with  connective  tissue.  The  first  variety  corresponds  to 

, • the  “scirrhus”  of  older  writers,  and  the  second  to  “medullary”  cancer.  U.sually 

y the  new  formation  encircles  the  entire  tube  like  a ring,  extending  three  to  ten 

4'  centiivietres  longitudinally.  Exceptionally  a .still  larger  portion  of  tlie  ce.sophagus 

4 IS  involved,  sometimes  almost  .all  the  mucous  membrane.  The  tumor  is  usually 

seated  in  the  lower  and  middle  thirds  of  the  oesophagus,  being  much  rarer  above. 
Symptoms  and  Complications. — In  the  great  majority  of  cases  the  symptoms 
24 
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are  those  of  a gradually  increasing  stenosis,  with  its  results.  We  may  therefore 
refer  to  the  preceding  chapter  for  most  of  the  particulars.  There  are,  however, 
exceptional  cases  where  the  carcinoma  is  flat  and  entails  no  dysphagia,  or  so  little 
that  oesophageal  trouble  may  not  be  suspected.  We  have  repeatedly  seen  cases  of 
extensive  secondary  hepatic  cancer,  or  of  pulmonary  gangrene  {vide  infra),  where 
the  real  primary  disease  was  a flat  cancer  of  the  oesophagus  which  gave  no  clin- 
ical signs  of  its  existence,  and  was  therefore  not  diagnosticated. 

It  is  characteristic  of  the  stenotic  symptoms  produced  by  oesophageal  cancer 
that  sometimes  a considerable  and  apparently  spontaneous  amelioration  occurs. 
This  is  the  result  of  an  ulceration  of  the  new  growth.  It  crumbles  away,  as  the 
result  of  superficial  disintegration.  The  tumor  is  transformed  into  an  ulcer,  and 
one  can  easily  underetand  how  this  may  result  in  a temporary  improvement  in 
deglutition. 

Important  clinical  symptoms  may  result  from  conditions  secondary  to  the  new 
growth.  The  cancer  may  extend  to  neighboring  organs.  Not  infrequently  the 
cardiac  extremity  of  the  stomach  is  thus  involved.  Sometimes  such  a tumor  may 
be  felt  in  the  epigastrium;  but  in  most  cases  there  is  nothing  to  indicate  that  the 
stomach  is  attacked. 

The  neighboring  parts  of  the  trachea  or  bronchi  are  sometimes  affected,  and 
important  symptoms  result  from  such  a complication.  If  perforation  occure,  an 
almost  certain  result  is  the  inhalation  of  food  or  of  decaying  bits  of  the  tumor, 
with  consequent  pulmonary  gangi-ene,  and,  as  a rule,  speedy  death.  The  disease 
has  also  been  observed  to  attack  the  pleura,  and  end  in  perforation.  The  same 
is  true  of  the  pericardium  and  the  aorta.  A few  instances  are  known  where  the 
vertebrse  have  been  involved,  the  spinal  cord  compressed,  and  paraplegia  thus  in- 
duced. We  have  ourselves  seen  one  such  case. 

Quite  frequently  the  recurrent  nerve  is  affected,  and  a paralysis  of  the  vocal 
cords  is  produced,  which  can  be  detected  by  the  laryngo.scope.  This  nerve  lies 
so  close  to  the  oesophagus  that  it  is  peculiarly  exposed  to  injury  from  the  new 
growth  itself,  or  from  any  inflammatory  process  which  may  be  set  up  around  it. 

Metastatic  cancer  in  distant  organs  is  not  infrequent,  and  may  give  rise  to 
important  symptoms.  It  attacks  most  frequently  the  liver  and  the  lungs.  The 
kidneys,  pancreas,  bones,  and  brain  are  also  liable  to  it. 

Pulmonary  gaiigrene  must  be  mentioned  as  a relatively  frequent  complication, 
and  one  which  has  serious  consequences.  We  have  ah’eady  stated  that  it  may 
result  from  perforation.  A still  more  frequent  cause  is  the  inspiration  of  decaying 
masses  vomited  or  regurgitated  by  the  patient. 

Clinical  History,  Termination,  Prognosis,  and  Treatment.— The  disease  is 
incurable.  Operative  removal  has  never  been  successful.  The  entire  duration  of 
the  disease  seldom  exceeds  a year,  or  a year  and  a halfi  At  the  end  of  this  period 
the  patient  dies  either  from  lack  of  nourishment  or  as  a result  of  some  one  of  the 
complications  above  enumerated.  Treatment  is  purely  symptomatic.  Temporary 
improvement  may  be  obtained  by  mechanical  treatment  of  the  stenosis.  The  par- 
ticulars about  this  may  be  found  in  the  preceding  chapter. 
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CHAPTER  V. 

, RUPTURE  OF  THE  (ESOPHAGUS. 

Medical  literature  records  a small  number  of  cases  -whicb  prove  tbat  the  sud- 
den rupture  of  the  oesophagus  in  persons  previously  perfectly  well  is  possible, 
although  of  course  very  rare.  ■ The  first  and  most  famous  instance  was  described 
by  Boerhaave  in  1724. 

The  symptoms,  according  to  the  observations  thus  far  reported,  usually  com- 
mence with  sudden  nausea  and  vomiting,  during  or  shortly  after  a hearty  meal. 
There  is  simultaneously  an  extreme,  general  collapse.  There  is  pallor  of  the  face 
and  extremities,  cold  perspiration,  and  an  extremely  feeble  pulse.  Sometimes  the 
patient  feels  a sudden  darting  pain  in  the  chest.  Almost  invariably  an  extensive 
emphysema  overspreads  the  neck  and  thorax.  Death  results  in  a few  hours,  or 
at  latest  in  a few  days. 

The  autopsy  reveals  a teat;  in  the  oesophagus,  invariably  situated  in  its  lower 
half.  It  may  be  five  centimetres  long,  and  is  almost  always  longitudinal.  Pood 
has  usually  escaped  into  the  suiTOunding  tissues,  in  which  case  a secondary  puru- 
lent infiammation  exists,  if  death  was  not  immediate. 

Zenker  has  attempted  to  explain  this  remarkable  phenomenon  by  a supposition 
which  is  really  very  plausible,  namely,  tbat  cesophagomalacia  always  precedes 
these  so-called  spontaneous  ruptures.  The  cause  of  this  softening  of  the  oesophag- 
eal walls  is  probably  the  action  of  gastric  juice  escaping  into  the  tube  and  attack- 
ing a surface  which,  through  some  temporary  disturbance  in  the  circulation,  has 
lost  its  normal  powers  of  resistance. 


CHAPTER  VI. 

NEUROSES  OF  THE  (ESOPHAGUS. 

1.  Spasm  of  the  (Esophagus. — In  rare  instances  oesophageal  distui’bances  are 
observed,  which  appear  to  result  from  spasmodic  contraction  of  its  muscular  coat. 
Nervous  and  hysterical  subjects  are  particularly  apt  to  present  tempoi-arily  the 
symptoms  of  extreme  stenosis,  for  which  there  can  be  no  anatomical  basis.  Such 
cases  are  termed  “ spastic  stenosis  ” of  the  oesophagus,  or  “ oesophagismus.  ” It  is, 
of  course,  possible  tbat  there  may  exceptionally  be  some  real  lesion  at  tbe  founda- 
tiob  of  the  trouble,  and  that  the  spasm  is  the  reflex  result  of  ^n  ulcer  or  infiamma- 
tion affecting  the  oesophagus.  It  is  even  affirmed  that  the  refiex  iiifiuence  may 
sometimes  originate  in  distant  organs,  such  as  the  uterus.  The  dysphagia  is  usu- 
ally attended  by  a painful  sense  of  constriction  in  tbe  tlu-oat  and  chest.  The 
l^ougie  comes  upon  an  obstruction,  which  usually  soon  yields.  The  diagnosis  is 
confirmed  by  the  easy  passage  of  the  bougie  after  the  spasm  is  over.  Other  imi)or- 
tant  factors  are,  the  character  of  the  symiitoms  as  a whole  and  the  other  attendant 
nervoas  and  hysterical  disturbances.  Some  authors  also  explain  the  ^'globus 
hijstericus" — that  feeling  as  if  a lump  were  passing  up  or  down  in  the  throat  and 
chest — as  a spasm  of  the  oesophagus. 

2.  Paralysis  of  the  (Esophagus. — Of  this  subject  we  have  little  accurate  knowl- 
®^ige.  It  is  not  improbable  that  an  extensive  bulbar  paralysis,  affecting  the  inus- 
c es  of  the  pharynx  and  larynx,  may  sometimes  involve  the  oesophagus;  although 
®uch  a disturbance  hardly  over  gives  rise  to  prominent  symptoms  in  this  disease. 
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Ziemssen  asserts  that  sometimes  tlie  oesophagus  seems  to  participate  in  post-diph- 
theritic paralysis,  when  extensive. 


SECTION  IV.  • 

Diseases  op  the  Stomach. 

CHAPTER  I. 

ACUTE  GASTRIC  CATARRH. 

{Acute  Gastritis.) 

^Etiology. — As  the  gastric  mucous  membrane  is  not  open  to  direct  inspection, 
we  usually  have  to  base  our  conclusion  that  an  acute  gastric  catarrh  exists,  upon 
the  analogy  of  the  symptoms  with  those  wliich  we  have  seen  in  other  mucous 
membranes.  The  pathology  of  gastric  catarrh  has  thus  far  been  very  little  studied, 
for  the  disease  almost  always  ends  in  recovery ; and  in  those  cases  which,  on 
accomit  of  some  other  disease,  do  terminate  fatally,  the  signs  of  catarrh  become 
very  indistinct.  Nevertheless,  we  are  fully  justified  in  assuming  that  a catarrh  of 
the  gastric  mucous  membrane  is  the  cause  of  most  of  the  brief  gastric  disturbances 
which  occur.  That  there  may  be  other  acute  disorders  of  the  stomach,  in  which 
there  is  no  anatomical  change  whatever,  but  merely  some  functional  anomaly 
(“  dyspepsia,”  in  the  narrower  meaning  of  the  word),  is  possible,  but  has  not  yet 
been  proved. 

Tlie  most  frequent  cause  of  acute  gastric  catarrh  is  some  direct  injury  of  the 
mucous  membrane;  the  injury  may  he  thermic,  as  by  taking  food  too  hot  or  too 
cold,  or  mechanical,  or  chemical.  The  last  is  the  most  important.  It  is  irritation 
that  produces  the  frequent  cases  of  catarrh  which  follow  over-eating,  or  the  inges- 
tion of  improper,  indigestible,  highly  spiced,  or  very  sour  articles.  In  the  same 
way  arise  the  disorders  caused  by  excess  in  alcohol,  or  by  taking  certain  medi- 
cines, as  well  as  a large  portion  of  the  milder  cases  of  poisoning  from  all  sorts  of 
injurious  substances. 

A special  importance  attaches  to  the  ingestion  of  decaying  substances.  The 
incautious  use  of  tainted  meat  or  fish  may  be  followed  by  relatively  severe  forms 
of  acute  gastric  catarrh.  The  products  of  decomposition  act  as  chemical  irritants 
upon  the  mucous  membrane ; and  the  ferments  and  putrefactive  agents  likewise 
continue  in  activity  ^ter  reaching  the  stomach,  and  thus  contribute  to  produce 
the  inflammation. 

It  is  universally  assumed  that  catching  cold  may  excite  gastric  catarrh ; but 
the  importance  of  this  factor  can  seldom  be  demonstrated. 

Individual  predisposition  to  the  disease  varies  greatly.  Weakly  children  are 
peculiarly  liable  to  it;  also  ansemic  persons,  fever  patients,  convalescents  fi’om 
severe  diseases,  and  chronic  invalids  whose  general  nutrition  and  vigor  are 
impaired.  Such  persons  may  be  affected  by  things  which  the  strong  and  healthy 
would  not  feel  at  all.  The  probable  explanation  of  this  especial  liability  to  the 
disease  is  that,  under  the  circumstances  cnumei’ated,  the  physiological  functions  of 
the  stomach  are  not  a little  restricted.  It  has  been  experimentally  proved  that  in 
fever,  and  in  most  anmmic  or  weakly  persons,  the  secretion  of  the  gastric  acids  is 
subnormal  in  amount.  Digestion  is  thus  considerably  protracted.  The  contrac- 
tions of  the  muscular  coat  of  the  stomach,  which  are  set  up  by  the  normal  gastric 
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secretions,  are  also  rendered  less  vigorous.  And,  fui’ther,  it  is  probable  that  the 
muscular 'fibers  themselves  may  participate  in  the  general  debility.  Thus  it 
happens  that  the  food  is  not  carried  on  into  the  duodenum,  hut  remains  undi- 
gested in  the  stomach.  It  undergoes  abnormal  decomposition  to  a certain  extent, 
and  acts  both  as  a mechanical  and  as  a chemical  irritant  upon  the  gastric  mucous 
membrane. 

Symptoms. — The  most  constant  subjective  symptom  is  anorexia.  In  many 
cases  the  very  thought  of  food  excites  disgust.  What  the  patient  does  eat  tastes 
fiat,  and  he  is  therefore  very  eager  for  piquant  dishes,  highly  spiced  or  very  sour. 
Thirst  is  often  present,  and  a feeling  of  chyness  in  the  mouth. 

The  subjective  gastric  sensations  are  seldom  those  of  marked  pain.  The  usual 
complaint  is  of  constant  pressure  and  fullness.  Sometimes  the  patient  is  conscious 
of  the  peristaltic  movements  of  the  stomach.  He  has  ‘‘  rumbling  ” of  the  bowels. 

There  is  nausea,  and  often  even  vomiting.  The  vomitus  consists  for  the  most 
part  of  undigested  food,  with  which  mucus,  and  sometimes  bile,  is  mingled.  Eruc- 
tations of  gas  or  liquid  are  frequent. 

Physical  examination  reveals  little.  The  epigastrium  may  be  somewhat  promi- 
nent as  a whole,  and  may  he  tender  on  pressm’e.  The  tongue  is  almost  always 
thickly  coated  and  dry.  The  breath  is  usually  disagreeable,  and  there  is  a persist- 
ent flat  or  bitter  taste  in  the  mouth. 

In  all  well-marked  cases  of  acute  gastric  catarrh  the  general  health  is  consider- 
ably impaired.  The  patient  is  languid,  and  disinclined  to  exertion.  Moderate 
elevations  of  temperature,  with  chilliness  and  feverishness,  are  not  infrequent. 
Now  and  then  there  is  a decidedly  typhoidal  condition,  with  marked  nervous 
symptoms,  such  as  intense  headache,  vertigo,  and  dullness.  The  term  “ gastric 
fever  ” is  applied  to  such  cases,  and  it  is  possible  that  they  may  sometimes  be  the 
result  of  a constitutional  infection.  It  is  also  probable  that  toxic  influences  are 
exerted  by  the  abnormal  products  of  the  fermentation  which  takes  place  in  the 
stomach.  For  example.  Senator  mentions  sulphuretted  hydrogen  as  thus  gen- 
erated. A short  time  ago  Litten  described  a few'  cases  in  which  at  first  there  were 
such  dyspeptic  symptoms  as  nausea,  vomiting,  flatulence,  and  a coated  tongue,  but 
which  soon  gave  evidence,  hy  restlessness,  headache,  great  muscular  wealcness,  and 
somnolence,  of  rather  severe  nervous  disturbance  in  addition.  The  breath  had  a 
marked  “fruity”  odor;  and,  on  adding  chloride  of  iron  to  the  urine,  a strong 
reddish  color  was  developed,  as  in  the  so-called  acetone-reaction.  So  that  it  seems 
probable  that  an  auto-intoxication  had  occurred,  somewhat  resembling  diabetic 
coma. 


Chief  among  complications  are  the  intestinal  symptoms,  which  are  frequently 
coincident  with  the  gastric  disorder.  Constipation  is  the  rule.  There  may  be 
diarrhoea.  The  gastric  catarrh  may  by  extension  involve  the  duodenum,  and  give 
rise  to  jaundice.  Sometimes  herpes  appears  upon  the  skin.  This  fact  argues  for 
file  infectious  nature  of  many  cases  of  gastric  catarrh. 

The  course  of  acute  gastric  catarrh  is  invariably  brief.  Usually  after  a few 
day.s  there  is  complete  recovery. 

— If,  at  the  beginning  of  the  disease,  there  is  reason  to  suppose  that 
he  stomach  is  loaded  with  undigested  food,  an  emetic  is  indicated.  If  it  is  desired 
to  avoid  the  irritative  action  of  an  emetic  upon  the  gastric  mucous  membraue,  a 
subcutaneous  injection  of  one  sixth  grain  (O'Ol)  apomorphine  may  be  given. 

In  most  cases,  however,  emetics  may  bo  dispensed  witli.  The  treatment  in  such 
cases  consists  mainly  in  a strict  regulation  of  the  diet,  allowing  only  such  things 
ll^dk  porridge  or  iced  milk.  Of  internal  reraedie.s,  ten  to  fifteen  drops  of  dilute 
iif  ^cid  in  half  a wine-glass  of  water  sometimes  seems  beneficial ; while 

0 er  cases,  where  there  are  sour  eructations  and  vomiting,  alkalies  ai’e  to  he 
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given.  We  may  order  as  much  bicarbonate  of  soda  or  as  much  magnesia  as  will 
rest  on  the  point  of  a pen-knife.  The  so-called  stomachics  and  bitters  are  also 
often  prescribed,  such  as  compound  tinctm*e  of  gentian  or  tincture  of  rhubarb 
If  the  vomiting  is  obstinate,  the  best  remedies  are  bits  of  ice,  sips  of  cold  seltzer 
water,  or  small  doses  of  opium.  If  the  bowels  are  constipated,  Carlsbad  salts, 
Hunyadi  water,  or  rhubarb  may  be  given.  ’ 


CHAPTER  II. 

CHRONIC  GASTRIC  CATARRH. 

{Chronic  Gastritis.  Chronic  Dyspepsia.) 

.Etiology. — The  same  injurious  influences  which  produce  acute  gastric  catarrh 
if  frequently  recurring,  excite  the  chronic  form  of  the  disease.  The  most  potent 
causes  are  impi-oper  diet  and  the  improper  use  of  alcohol.  Individual  predisposi- 
tion is  important  in  this  as  well  as  uf  the  acute  disease.  Sometimes  it  even  seems 
to  be  a matter  of  inheritance.  It  is  not  a rare  thing  to  And  that  a lai’ge  number 
of  the  members  of  a family  have  a “ weak  stomach.” 

Chronic  gastric  catarrh  is  not  always  a primary  affection.  It  may  be  secondary 
to  some  other  disease.  All  diseases  which  result  in  passive  hyperaemia  of  the 
portal  system,  such  as  cirrhosis  of  the  liver  or  thrombosis  of  the  portal  vein,  are 
not  infrequently  followed  by  gastric  catarrh ; and  wlien  the  disease  occurs  in  per- 
sons afflicted  with  chronic  cardiac  or  pulmonary  disease,  it  is  to  be  regarded  as  in 
part  due  to  stasis. 

Pathology. — The  macroscopic  changes  in  the  gastric  mucous  membrane  are  in 
most  cases  very  slight.  Usually  it  is  coated  with  a layer  of  tough,  grayish-white 
mucus,  in  which  is  suspended  a greater  or  less  amount  of  detached  epithelium. 
The  membrane  is  red,  unless  rendered  gray  by  e.xcessive  pigmentation.  The 
changes  are  almost  always  most  extensive  in  the  pyloric  region. 

If  the  catarrh  is  of  long  duration,  there  may  be  still  further  changes.  The 
mucous  membrane  often  seems  smooth  and  atrophied.  The  glands  are  narrower 
and  shorter  than  normal,  and  the  connective  tissue  between  them  is  increased  in 
amount.  Other  cases  present  hyperplasia  of  the  mucous  membrane.  The  internal 
surface  of  the  stomach  is  thickened  and  mammillated.  The  hyperplasia  in  these 
cases  affects  chiefly  the  tubes  of  the  glands  in  the  mucous  membrane,  although  the 
submucous  layer  may  also  be  considerably  thickened. 

Symptoms.— The  symptoms  of  disturbed  gastric  digestion,  or  dyspepsia,  to  be 
observed  in  all  sufferers  from  chronic  gastric  catarrh,  are  referable  to  the  follow- 
ing functional  anomalies : 

The  secretion  of  the  gastric  juice  depends  upon  the  maintenance  of  the  circula- 
tion of  tlie  blood  in  the  gastric  mucous  membrane.  This  is  merely  in  accordance 
with  a general  rule.  It  is  easy,  therefore,  to  comprehend  that  any  inflammation,  dis- 
turbing as  it  does  the  circulation  of  the  blood,  must  modify  the  gastric  secretions. 
We  may  also  assume  that  a deflciency  in  the  secretion  of  the  gastric  juice  is  the 
chief  factor  in  producing  the  dyspepsia  which  accompanies  both  the  primary  and 
inflammatory  catarrh  and  that  resulting  from  venous  stasis.  The  possible  diminu- 
tion in  the  production  of  pepsine  is  probably  not  of  great  importance  in  this  con- 
nection ; for,  like  any  other  ferment,  a very  small  amount  of  it  would  prove  efllcient 
under  favorable  circumstances.  What  seems  of  more  importance  is  the  dimin- 
ished proportion  of  hydrochloric  acid  in  the  gastric  juice  of  patients  with  chronic 
gastric  catarrh — a condition  which  has  been  i*epeatedly  proved  to  exist.  The  pro- 
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cesses  of  digestion  are  thereby  not  a little  lowered  and  impeded.  It  is  self-evident 
that  in  case's  where  there  is  actual  atrophy  of  the  mucous  membrane  and  of  the 
glands  in  particular,  the  normal  processes  of  gastric  secretion  may  be  still  more 
seriously  impahed. 

A further  unfavorable  result  of  the  imperfect  digestion  dependent  on  the  lack  of 
hydrochloric  acid  is  that  the  undigested  food  is  very  apt  to  undergo  abnormal  fer- 
mentation and  decomposition.  These  fermentative  processes  give  rise  to  lactic, 
butyric,  and  acetic  acids,  and  to  alcohol.  The  direct  cause  of  their  production  is 
that  the  ferment-producing  spores  are  not  destroyed  by  the  gastric  juice,  as  they 
would  be  under  normal  conditions.  On  the  contrary,  they  find  in  the  food 
stagnating  within  the  stomach  the  most  favorable  conditions  for  the  development 
of  then-  activity.  These  products  of  abnormal  fermentation  in  their  turn  irritate 
the  gastric  mucous  membrane  and  prolong  the  catarrh. 

Another  factor  contributes  to  the  disturbance  of  the  normal  digestive  processes, 
namely,  the  excessive  secretion  of  mucus.  As  mucus  has  an  alkaline  reaction,  its 
presence  neutralizes  a portion  of  the  acid  in  the  gasti’ic  juice  and  lessens  the 
potency  of  the  latter.  The  mucus  also  does  harm  in  a purely  mechanical  way.  It 
envelops  all  the  ingesta,  and  thus  to  no  small  degree  prevents  the  gastric  juice 
from  reaching  them.  Morsels  completely  covered  with  mucus  can  remain  for 
quite  a long  time  in  the  stomach  without  being  digested. 

A very  great  importance  attaches  to  the  motor  disturbances  which  the  stomach 
suffers  in  chronic  catarrh.  The  normal  peristalsis  is  of  course  an  essential  factor 
in  the  process  of  digestion.  It  is  its  function  to  bring  all  portions  of  the  contents 
of  the  stomach  successively  into  adequate  contact  with  the  mucous  membi’ane. 
Tims  alone  is  the  uniform  digestion  of  the  entire  mass  rendered  possible ; and,  as 
physiology  has  taught  us,  the  gastric  secretions  are  continually  being  stimulated 
by  the  contact  of  the  still  undigested  food  with  the  lining  membrane.  Lastly,  it  is 
the  peristalsis  ag’ain  which  pushes  on  the  already  digested  food  into  the  duode- 
num, and  thereby  prevents  the  useless  accumulation  of  matter  within  the  stomach. 

Now,  gastric  peristalsis  is  undoubtedly  much  impaired  in  catarrh.  One  reason 
for  this  is  the  actual  harm  done  the  muscular  coat.  Every  decided  inflammation 
renders  the  muscular  layer  cedematous,  and  thus  impedes  its  activity.  In  all 
ca.ses  where  food  accumulates  in  undue  amount  in  the  stomach,  the  muscular  coat 
is  gradually  so  stretched  as  to  become  still  more  incapacitated  for  its  proper  func- 
tions. A factor  which  is  perhaps  of  still  greater  importance  than  these  lesions  is 
the  diminished  vigor  of  the  normal  excitants  of  the  peristaltic  movements.  We 
learn  from  physiology  that  the  chief  paid  in  arousing  peristalsis  is  played  by  the 
normally  constituted  gastx’ic  juice,  and  more  especially  by  the  acid  therein  con- 
tained. It  follows  that  all  influences  which  modify  the  amount  or  composition  of 
the  ga.stric  juice  must  have  the  remote  effect  of  diminishing  the  gastric  peristalsis. 
The  resulting  evils  can  be  inferred  from  what  has  been  already  stated.  Digestion 
IS  impaired,  and  abnormal  decomposition  promoted ; and  each  effect  becomes  in 
turn  a cause  of  further  derangement — a condition  of  things  Which  we  are  con- 
stantly meeting  in  the  pathology  of  digestion. 

It  remains  to  be  stated  that  absorption  is  impeded  in  chronic  gastric  catarrh. 
It  has  been  shown  in  Ludwig’s  physiological  laboratory,  in  Lcipsic,  that  no  incon- 
siderable portion  of  the  peptones  manufactured  in  the  stomach  are  absorbed  by 
t e blood-vessels  in  its  walls.  Now,  as  the  circulation  is  disturbed  by  the  in- 
animation, we  should  expect  the  absorption  ot  peptones  to  be  thereby  diminished, 
be  peptones  remaining  in  solution  witliin  the  stomach  and  not  absorbed  have 
en  shown  by  experiment  to  disturb  and  delay  the  transformation  of  fresh  albu- 
e^inous  substances  into  peptones.  The  diminished  peristaltic  action  also  tends  to 
pro  ong  the  time  during  which  the  peptones  remain  in  the  stomach ; and  numer- 
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ous  observations  teacb  that  normal  peristalsis  has  a direct  influence  in  promoting 
absorption,  so  that,  if  it  be  diminished,  absorption  is  checked. 

We  have  therefore  a whole  series  of  factors,  all  of  which  contribute  to  disturb 
the  normal  processes  of  digestion.  We  have  discussed  them  at  some  length,  be- 
cause they  serve  to  explain  not  only  the  digestive'  symptoms  of  chronic  gastric 
catarrh,  hut  those  of  almost  all  the  other  gastric  diseases. 

If  we  now  proceed  to  the  symptoms  which  lead  us  to  a diagnosis  of  dyspepsia  or 
chronic  gastric  catarrh,  we  find  first  anorexia.  This  symptom  is  common  to  all 
gastric  disorders.  There  is  sometimes  a moderate  appetite,  but  it  is  soon  changed 
to  a feeling  of  repletion  upon  the  ingestion  of  even  a slight  amount  of  food.  In 
other  cases  there  is  actual  dislike  for  any  form  of  noui’ishment ; the  patient  eats 
little,  and  prefers  highly  spiced,  piquant  dishes.  There  is  often  a persistent  bitter, 
flat,  or  otherwise  abnormal  and  disagi-eeable  taste  in  the  mouth. 

Subjective  sensations  in  the  region  of  the  stomach  are  rarely  entirely  absent. 
As  a rule,  there  is  a feeling  of  fullness  or  pressure  and  of  dull  pain.  These  troubles 
may  either  be  constant,  or  occur  after  meals. 

The  eructation  of  gas  is  a very  frequent  and  annoying  symptom.  Often  a sour 
liquid  comes  np  with  the  gas  (“sour  stomach”)-  The  gas  is  a mixkxre  of  atmos- 
pheric air  and  the  abnormal  gaseous  products  of  the  decomposition  which  takes 
place  in  the  stomach.  Hydrogen,  carbonic  dioxide,  and  occasionally  inflammable 
gases,  such  as  marsh  gas,  have  been  detected.  The  sour  masses  regurgitated  irri- 
tate the  oesophagus,  and  give  rise  to  a sharp,  burning  sensation,  known  as  “ heart- 
burn.” 

In  many  instances  the  feeling  of  nausea  is  superseded  by  actual  vomiting.  This 
almost  always  takes  place  either  directly  after  eating  or  an  hour  or  two  later. 
The  vomitus  consists  mainly  of  undigested  food,  usually  mixed  with  a large 
amount  of  mucus.  The  chemical  reaction  may  he  either  neuti-al  or  strongly  acid. 

If  acid,  however,  it  is  often  not  made  so  by  hych'ochloric 
acid,  but  by  the  acetic,  lactic,  or  fatty  acids  generated  by  the 
abnormal  fermentation  going  on  within  the  stomach.  That 
the  contents  of  the  stomach  have  an  acid  reaction  is  no 
proof  that  the  gastric  juice  has  peptonizing  properties,  for 
none  of  these  other  acids  have  nearly  so  much  efficiency  in 
promoting  digestion  as  has  hydrochloric  acid.  They  may 
even  at  times  check  the  process.  A small  amount  of  blood 
may  be  mixed  with  the  matter  vomited,  but  need  not  excite 
apprehension.  Microscopic  examination  reveals  little  that  is  characteristic.  The 
cells  of  the  yeast  fungus  are  frequently  found,  and  also  the  sarcina  ventriculi 
(see  Fig.  34).  We  may  add  that  this  latter  has  apparently  no  connection  with 
the  abnormal  processes  of  fermentation. 

A peculiar  land  of  vomiting  is  extremely  frequent  in  the  chronic  gastric  catarrh 
of  drunkards.  We  refer  to  the  well-loiown  morning  vomiting  of  a wateiy  fluid, 
which  is  usually  alkaline  in  reaction,  and  apparently  consists  at  least  in  part  of 
saliva  that  has  been  swallowed.  (Vide  also  page  357.) 

The  physical  examination  shows  malnutrition  (vide  infra),  but  not  much  that 
is  distinctive  of  the  disease.  The  center  of  the  tongue  is  often  coated,  while  its 
point  and  edges  are  red.  Considerable  salivation  not  infrequently  exists. 

The  epigastrium  seems  in  many  cases  unchanged.  Sometimes  the  stomach  is 
distended,  and  somewhat  tender  on  pressure.  On  palpation,  a splashing  can  some- 
times be  both  heard  and  felt.  Its  iiresence  usually  indicates  dilatation  of  the  stom- 
ach (q.  V.). 


Fig,  31.— Cl,  Sarcina  ven- 
triculi. 6,  Yeast-cells. 
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EIxamination  of  the  Contents  op  the  Stomach  by  means  op  the 

Stomaoh-tube. 

The  examination  of  the  contents  of  the  stomach  with  the  aid  of  the  stomach- 
tube  is  much  more  hnportant  than  the  mere  external  examination  of  the  stomach, 
which  usually  affords  little  information.  This  newer  method  of  research  was 
introduced  mainly  by  Leuhe,  and  by  its  means  we  ai*e  able  to  learn  about  many 
of  the  processes  of  digestion,  and  to  obtain  a somewhat  clearer  insight  into  the 
especial  forms  of  digestive  distm-bance  which  may  be  present.  The  use  of  the 
stomach-tube  for  this  prrrpose  has  indeed  certain  inconveniences  for  the  patient, 
and  therefore  it  will  not,  of  course,  be  used  immediately  in  every  case.  If,  how- 
ever, we  have  to  deal  with  any  obstinate  disorder  of  the  stomach,  investigation  by 
means  of  the  tube  is  the  more  desirable  because  we  may  thus  obtain  data  valuable 
not  only  from  a diagnostic  but  also  from  a therapeutic  point  of  view. 

The  first  question  which  can  be  determined  with  the  aid  of  the  stomach-tube 
relates  to  the  time  occupied  in  digestion,  or,  in  other  words,  to  the  motor  power  of 
the  stomach.  The  best  tube  to  use  is  the  soft  catheter  of  Nelaton,  sujDplied  at  its 
lower  end  with  sufficiently  wide  openings.  Numerous  experiments  on  healthy 
human  beings  have  shown  that  under  ordinary  circumstances  gastric  digestion  is 
ended  in  six  or  seven  hours  at  the  latest,  so  that  we  should  find  the  healthy  stom- 
ach completely  empty  six  or  seven  hours  after  the  last  meal.  Indeed,  frequently 
this  is  the  case  much  earlier,  say  three  or  four  hours  after  a meal.  The  investiga- 
tion of  this  i)oint  in  disease  of  the  stomach  is  usually  carried  out  in  the  following 
way : The  patient  is  given,  either  in  the  morning  fasting  or  at  noon,  a so-called  test- 
meal  ; this  consists  either  of  flesh,  such  as  minced  beef -steak,  with  a roll,  or  merely 
of  a roll  with  some  tea.  Six  or  seven  hours  after  this  meal  the  stomach  is  rinsed 
out  with  lukewarm  water.  In  normal  digestion  the  rinse-water  is  almost  per- 
fectly clear,  and  contains  at  most  a few  small  bits  of  mucus  and  the  like,  while  in 
dyspepsia  there  are  still  present  in  the  stomach  numerous  remnants  of  the  ingesta: 
This  latter  condition  demonstrates  with  certainty  the  presence  of  disorders  of 
digestion ; while  the  sufficiently  rapid  emptying  of  the  stomach  is  in  most  cases  a 
sign  of  normal  digestion,  although  it  may  sometimes  exist  despite  some  few  devia- 
tions from  perfect  health. 

W e must  therefore  endeavor  to  make  further  investigation  as  to  the  quality 
of  the  gastric  juice  and  the  digestive  power  of  the  stomach,  and  for  this  purpose 
also  the  stomach-tube  is  indispensable.  The  result  of  attempts  to  obtain  a perfectly 
pure  and  undiluted  gastric  juice  has,  to  be  sure,  thus  far  been  unsatisfactory ; still, 
we  are  able  to  get  most  of  the  reactions  in  a satisfactory  way  from  the  total 
gastric  contents — that  is,  from  the  gastric  juice  mingled  with  portions  of  food. 
For  this  purpo.se  we  must,  of  course,  draw  out  the  gastric  contents  at  a time  when 
the  secretion  of  the  gastric  juice  has  reached  its  highest  point,  and,  accordingly, 
the  tube  is  introduced  about  an  hour  or  an  hour  and  a half  after  the  test-meal. 
By  coughing  and  pressing  the  patient  is  usually  able  to  squeeze  out  a sufficient 
amount  of  the  gastric  contents  through  tbe  tube,  and  this  by  filtration  is  sepa- 
rated from  the  remnants  of  the  food.  The  filtrate  thus  obtained  may  now  be 
tested  in  various  ways.  If,  however,  we  can  obtain  none  of  the  contents  of  the 
stomach  by  mere  expression,  it  is  necessary  to  gain  our  result  by  pouring  some 
fluid  into  the  stomach  and  siphonage.  For  the  investigation  of  the  qiiality  of  the 
gastric  juice  it  is  in  general  preferable  to  give  tlie  so-called  test-breakfast,  consist- 
ing of  a roll  and  tea,  because  if  we  give  a larger  te,st-meal  the  secreted  hydro- 
chloric acid  is  at  once  and  completely  combined  with  the  abundant  nitrogenous 
substances  present.  In  that  case  the  test  for  free  hydi’ochloric  acid  pi'oves  negar 
tive,  even  when  the  stomach  has  secreted  liydi'ochloric  acid  in  abundance. 
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The  investigation  of  the  gastric  juice  thus  obtained  relates,  first,  to  its  richness 
in  acids,  and  in  particular  free  hydrochloric  acid,  and,  secondly,  to  its  digestive 
power. 

The  digestive  power  of  the  gastric  juice  is  tested  in  the  following  way ; A thin 
shaving  of  coagulated  egg  albumen  is  allowed  to  stand  in  the  gastric  juice  for 
sixty  to  ninety  minutes.  If  the  gastric  juice  possesses  normal  efficiency,  the  albu- 
men will  be  completely  dissolved  at  the  expiration  of  this  time.  Under  patho- 
logical  conditions  the  gastric  juice  requires  a much  longer  time  for  this,  or  it  may 
not  digest  the  albumen  at  all  until  a few  drops  of  hydrochloric  acid  are  added. 

Testing  the  gastric  juice  in  relation  to  the  acids  it  contains  has  become,  as  the 
result  of  numerous  investigations,  a matter  of  great  importance  during  the  last 
few  years.  In  the  first  place,  we  must  determine  whether  the  juice  contains  any 
free  acid  at  all  or  not.  This  is  best  done  by  means  of  a solution  of  tropaeolin. 
Even  slight  amounts  of  acid  change  the  yellow  color  of  tropaeolin  to  red.  Red 
Congo-paper  is  also  to  be  recommended  for  demonstrating  free  acids.  This  takes 
on  an  evident  blue  coloration  upon  the  application  of  a drop  of  acid  gastric  con- 
tents. Both  reactions  take  place  only  if  free  acids  are  present.  They  are  not  pro- 
duced by  acid  salts. 

If  the  gastric  juice  contains  free  acid,  the*  next  question  is  whether  this  free 
acid  is  hydrochloric  or  lactic.  Hydrochloric  acid  is  certainly  the  acid  which  is 
by  far  more  important  and  absolutely  necessai’y  to  digestion,  while  lactic  acid  is 
probably  entirely  dependent  for  its  creation  upon  the  digestion  of  the  starches  in 
the  stomach.  In  the  case  of  normal  digestion  lactic  acid  alone  is  found  during 
the  fii’st  half-hour,  the  amylolytic  stage  of  gastric  digestion.  Then  the  hydrochloric 
acid  begins  to  appear  along  with  the  lactic  acid.  The  latter  grows  less  and  less 
abundant,  and  at  the  end  of  an  hour  there  is  usually  found  hydrochloric  acid 
alone  without  any  lactic  acid.  The  most  certain  and  best  means  for  the  demon- 
stration of  free  hydrochloric  acid  is  the  phloroglucin-vanillin  test  of  Giinzburg. 
The  solution  is  composed  as  follows  : Phloroglucin  2,  vanillin  1,  absolute  alcohol 
30  parts.  A few  drops  of  this  solution  are  mixed  in  a porcelain  evaporating  dish 
with  a few  drops  of  the  gastric  juice  which  is  to  he  examined,  and  warmed  over  a 
flame.  If  there  be  free  hydrochloric  acid  present  there  at  once  appears  at  the 
edge  of  the  heated  liquid  a beautiful  red  border.  The  test  is  very  easy  to  cany 
out,  and  extremely  sensitive.  The  second  reaction  for  free  hydrochloric  acid  is 
with  methyl- violet.  Its  solution  has  a violet  color,  which  changes  to  blue  upon 
the  addition  of  a small  amount  of  hydrochloric  acid,  while  lactic  acid  does  not 
produce  this  change  in  color.  For  the  direct  demonstration  of  lactic  acid,  on  the 
other  hand,  we  may  use  UfiFelmann’s  chloride  of  iron  and  carbolic  test.  Upon 
the  addition  of  a drop  of  liquor  ferri  perchloridi  to  a two-per-cent,  solution  of  car- 
bolic acid,  there  is  at  once  developed  a steel-blue  color.  Upon  adding  the  gastidc 
juice  to  this  mixture  the  blue  color  will  at  once  change  to  yellow,  if  lactic  acid  be 
present. 

According  to  the  later  investigations  of  Cahn  and  Von  Mehring,  we  must  add 
that  the  failure  of  the  reactions  for  hydrochloric  acid  does  not  authorize  us  to 
assert  that  there  is  actually  a complete  absence  of  hych’ochloric  acid  in  the  gastric 
juice.  The  authors  just  named  have  demonstrated  hydrochloric  acid  where  the 
methyl- violet  reaction  has  failed.  Nevertheless,  the  negative  result  of  the  test, 
which,  it  seems,  must  he  caused  by  the  mixture  of  foreign  matter  with  the  gastric 
juice,  does  possess  practical  importance,  inasmuch  as  the  reaction  can  always  be 
demonstrated  if  digestion  is  normal. . 

If  we  now  return  from  this  digression  to  the  conditions  present  in  chronic  gas- 
tric catarrh,  w^e  find  that  in  this  disease  digestion  is  often  decidedly  delayed  and 
incomplete.  The  gastric  juice  usually  contains  free  hydrochloric  acid,  but  the 
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amount  of  it  is  often  appreciably  diminished.  Indeed,  there  are  severe  cases  of 
chronic  gastric  catarrh  where  the  secretion  of  hydrochloric  acid  seems  to  be  per- 
manently almost  nil.  This  is  probably  to  be  explained  by  the  final  occurrence  of 
an  atrophy  of  the  mucous  membrane.  The  appearance  of  abnormal  organic  acids 
in  the  gastric  contents,  such  as  butyric  and  acetic  acids,  points  to  processes  of 
abnormal  fermentation  in  the  stomach. 

With  regard  to  those  disturbances  which  are  associated  with  an  increased 
secretion  and  an  abnormally  large  amount  of  acid  in  the  gastric  juice,  see  the 
appendix  to  this  chapter. 

Of  the  other  organs,  the  intestine  most  frequently  suffers  in  chronic  gastric 
catarrh.  The  combination  of  gastric  disease  and  intestinal  disease  is  not  infre- 
quent. In  almost  all  cases  of  chronic  gastric  catarrh  the  bowels  are  irregular. 
Habitual  constipation  is  the  rule,  but  sometimes  there  is  diarrhoea.  If  much  gas 
is  generated  in  the  stomach,  the  intestinal  canal  often  becomes  implicated,  and 
tympanites  and  flatulence  develop.  There  may  be  catarrh  of  the  duodenum 
leading  to  jaundice. 

The  urine  is  often  only  feebly  acid  in  reaction,  and  therefore  frequently  depos- 
its a large  amount  of  phosphates.  The  diminished  acidity  is  i^robably  in  part  a 
result  of  the  deficient  secretion  of  acid  by  the  stomach,  though  excessive  vomiting 
(compare  the  chapter  on  dilatation)  may  also  have  some  influence,  because  of  the 
acid  thus  lost. 

It  has  been  often  maintained  that  eczema  and  other  chronic  cutaneous  diseases 
are  sometimes  refej-able  to  gastric  catarrh,  but  the  fact  has  not  yet  been  definitely 
established. 

There  is  a more  evident  relation  between  chronic  gastric  catarrh  and  certain 
nexwous  derangements.  The  disease  has  a notable  influence  on  the  sixirits.  In 
numerous  instances  it  is  accompanied  by  decided  hypochondriasis.  There  may  be 
other  nervous  symptoms,  such  as  headache,  vertigo,  and  dullness  or  listlessness. 
Vertigo  in  particular  is  a familiar  concomitant  of  the  disease  (“  vertigo  a stomacTio 
Iceso  ”).  It  is  possible  that  in  many  cases  these  symptoms  are  toxic,  resulting 
from  the  absorption  of  the  abnormal  matters  generated  within  the  stomach  (vide 
supra,  page  373).  In  the  majority  of  instances,  however,  they  are  due  to  the  neu- 
rasthenic and  hypochondriacal  condition  of  the  patient  (see  the  chapter  on  nerv- 
ous dyspepsia). 

Whenever  the  catarrh  is  of  any  duration  and  severity,  the  general  nutrition  is 
seriously  impaired.  The  diminished  appetite  and  the  imperfect  digestion  and  ab- 
sorption of  what  is  eaten  contribute  to  produce  a gradual  and  considerable  loss  of 
weight.  The  fatty  and  muscular  tissues,  atrophy.  The  skin  grows  dry  and  harsh, 
and  usually  has  a dirty-pale  color. 

Individual  cases  differ  greatly  in  the  combination  of  symptoms  they  present 
and  in  their  course.  The  anorexia,  gastric  oppression,  ei-uctations,  vomiting,  and 
other  important  disturbances  already  mentioned,  exhibit  the  gi’eatest  diversity  in 
their  intensity  and  their  grouping.  In  the  milder  cases,  loss  of  appetite  and  mod- 
erate local  uneasiness  may  be  the  only  symptoms.  Frequent  vomiting  is  seen 
only  in  the  severer  cases.  The  disease  often  lasts  for  years,  especially  if  the 
patient  neglects  himself.  In  most  cases  there  are;frequcnt  remissions  and  exacer- 
bations, usually  dependent  upon  external  causes. 

The  disease  is  not  intrinsically  fatal,  but  the  general  debility  consequent  upon 
it  may  indirectly  shorten  life. 

Diagnosis. — The  diagnosis  is  based  upon  the  existence  of  chronic  gastric  symp- 
toms unattended  by  evidence  of  any  more  sei'ious  lesion,  whether  of  the  stomach 
itself  or  of  some  other  organ.  For  example,  the  possibility  of  gastric  ulcer,  can- 
cer, or  dilatation  is  to  be  considered.  This  elimination  of  other  diseases  is  very 
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important.  It  is  not  at  all  exceptional  to  meet  in  practice  cases  that  have  been 
carelessly  diagnosticated  as  chronic  gastric  catarrh  where  a more  thorough  exami- 
nation or  the  further  progress  of  the  case  leads  to  an  entirely  different  conclusion 
— chronic  pulmonary  or  cardiac  disease,  chronic  nephritis,  or  one  of  the  other 
gastric  affections  above  mentioned.  It  should  therefore  be  our  invariable  x-ule 
to  reach  the  diagnosis  by  exclusion,  after  making  a careful  and  complete  physical 
examination,  in  order  to  detect  any  other  possible  disease  to  which  the  gastric 
symptoms  might  be  referred.  The  important  differential  diagnosis  between  chronic 
gastric  catarrh  and  so-called  nervous  dyspepsia  will  be  discussed  hereafter. 

Treatment.— If  the  disease  seems  to  be  merely  symptomatic — the  result,  for 
instance,  of  venous  stasis  due  to  chronic  cardiac,  pulmonaiy,  or  hepatic  disease — 
our  efforts  must,  of  course,  be  chiefly  directed  to  the  j-elief  of  the  original  trouble. 

Treatment  of  the  primary  form,  on  the  other  hand,  must  always  begin  with 
regulation  of  the  diet.  Such  vague  injunctions  as  “ to  be  cautious  ” or  “ to  avoid 
indigestible  articles  of  food  ” are  useless.  The  patient  must  have  a perfectly 
definite  bill  of  fare  prescribed  for  him ; nor  can  any  universal  one,  suitable  for 
all  cases,  be  drawn  up.  In  each  individual  instance  the  individual  circumstances 
must  he  considered.  The  personal  experiences  of  the  patient  himself  are  by  no 
means  to  be  disregarded.  One  man  may  be  quite  unable  to  digest  what  is  well 
borne  by  others,  and  vice  versa. 

In  the  first  place,  certain  foods  must  be  utterly  forbidden  to  such  patients  as  do 
not  themselves  avoid  whatever  disagi’ees  with  them.  All  articles  must  he  pro- 
hibited which  may  irritate  the  mucous  membrane,  either  mechanically  or  chem- 
ically. This  includes  all  the  coarser  sorts  of  vegetables  or  fruits,  containing  a large 
proportion  of  indigestible  cellulose ; and  all  dishes  that  are  very  sour,  strongly 
salted,  or  highly  spiced.  Potatoes,  farinaceous  food,  and  all  substances  mainly 
composed  of  hydrocarbons,  must  also  be  interdicted;  because  almost  all  the  abnor- 
mal fermentative  processes,  the  e'vdl  consequences  of  which  have  already  been 
considered,  are  promoted  by  the  hydrocarbons.  Fat  is  also  harmful.  It  impedes 
digestion  by  protecting  the  contents  of  the  stomach  from  the  action  of  the  gastric 
juice,  in  a purely  mechanical  way;  and  then,  being  changed  into  the  fat  acids, 
it  causes  sour  eructations  and  pyrosis.  It  is  important  tliat  all  foi’ms  of  alcohol 
should  be  forbidden.  Fleischer  and  others  have  proved  by  actual  experiment 
that  even  small  amounts  of  alcohol  prolong  and  hinder  the  digestive  process.  An 
injunction  to  abstain  totally  is  usually  better  obeyed  in  a severe  case  than  the 
advice  to  he  very  moderate  in  the  use  of  liquors.  The  food  should  neither  be 
very  hot  nor  ice-cold. 

In  determining  what  the  patient  may  be  allowed  to  eat,  we  are  to  consider,  as 
already  mentioned,  his  own  personal  experience  as  well  as  our  more  general 
knowledge.  An  intelligent  patient  will  often  he  himself  the  best  judge  of  what 
agrees  or  disagrees  with  him.  The  following  foods  ai’e  very  easy  to  digest:  Milk, 
soft-boiled  or  raw  eggs,  broths,  and  certain  artificial  preparations,  chief  among 
which  stand  the  Leube-Rosenthal  meat  solution  and  the  meat  peptones  which 
have  been  lately  put  upon  the  market.  The  brain  and  sweetbread  of  calves  are 
easily  digestible;  also  birds,  such  as  pigeons,  chickens,  and  partridgeSj  and  thin 
shavings  of  raw  meat  or  raw  ham.  Gradually  we  may  proceed  to  somewhat 
heartier  food — veal,  game,  roast  beef,  and  light  farinaceous  dishes.  The  worse  the 
symptoms  are  in  any  case,  lire  more  strict  must  we  be  in  regard  to  diet.  For 
drink,  besides  water  or  Seltzer  water,  veiy  weak  tea  and  non-oleaginous  cocoa  are 
good. — Shall  we  permit  coffee  ? This  is  often  a question  of  great  interest  to  the 
patient  : it  must  be  answered  according  to  his  individual  experience.  Coarse 
bread  is  to  be  forbidden.  Ordinary  white  bread,  toasted,  if  it  seems  desii’able,  may 
be  allowed  in  modei*ate  amount. 


CHRONIC  GASTRIC  CATARRH. 


381 


Solid  articles  of  diet  must  be  finely  cut  up  and  well  chewed  before  being 
swallowed.  It  is  sometimes  advantageous  to  take  more  than  three  meals  a day, 
each  one  being  proportionally  smaller.  Other  patients  relish  their  food  better  if 
the  intervals  between  eating  are  prolonged. 

There  are  other  special  indications  to  be  met.  As  we  have  already  seen,  one  of 
the  chief  factors  in  maintaining  digestive  disturbance  is  the  abnormal  detention 
of  undigested  food  in  the  stomach.  If  we  can  only  empty  the  viscus  properly,  we 
thereby  relieve  it  of  the  abnormal  processes  of  decomposition  and  fermentation,  as 
weU  as  of  mucus  which  may  have  collected  in  injurious  amount.  This  indication 
is  best  fulfilled  by  the  mechanical  treatment  of  chi’onic  gastric  catarrh  by  means 
of  the  stomach-pump.  Its  results  are  often  brilliant;  but  rinsing  out  the  stomach 
is  never  agreeable  to  the  patient,  and  the  method  should  not  be  resorted  to  except 
in  severe  and  inveterate  cases.  The  most  suitable  are  those  where  an  examination 
of  the  contents  of  the  stomach,  made  as  above  described,  shows  that  abnormal  fer- 
mentative processes  are  going  on,  or  that  the  ingesta  stagnate  in  the  organ.  For 
further  particulars  we  refer  to  the  chapter  on  dilatation. 

If  we  now  turn  to  a consideration  of  the  internal  remedies  used  in  chronic 
gastric  catarrh,  it  is  possible  to  decide  with  regard  to  their  employment  in  a much 
more  intelligent  fashion  than  heretofore,  because  we  are  able  in  all  severer  cases 
to  prosecute  a more  accurate  investigation  of  the  digestive  process.  If  the  exami- 
nation of  the  gastric  juice  shows  a diminution  of  hydrochloric  acid,  this  may  he 
artificially  supplied.  We  prescribe,  thirty  to  sixty  minutes  after  each  meal,  ten  to 
fifteen  drops  of  dilute  hydrochloric  acid  in  half  a glass  of  water.  The  benefit  to 
be  thus  derived  must  not  be  overestimated.  In  appropriate  cases,  however,  its 
influence  is  favorable.  One  may  also  make  a trial  of  pepsin — pepsin  i Germanici 
solubilis,  seven  and  a half  gi’ains  (grm.  0'5)  after  each  meal — or  of  pancreatin. 
The  popular  wines  of  pepsin  are  not  to  be  recommended,  because  of  the  alcohol 
they  contain. 

On  the  other  hand,  alkalies  have  been  long  employed  in  chronic  gastric 
catarrh  with  good  effect.  Their  value  is  more  easily  understood  to-day,  because 
we  know  (see  the  appendix  to  this  chapter)  that  many  disturbances  of  digestion 
are  associated  Avith  an  excessive  jiroduction  of  acid ; still  it  can  not  be  denied  that 
even  in  other  cases  alkaline  remedies  are  sometimes  beneficial.  This  is  probably 
because  the  alkalies  may  contribute  to  the  neutralization  of  abnormally  formed 
acids ; because  they  promote  the  discharge  of  the  gastric  contents ; because  they 
tend  to  clear  away  the  mucus;  and  because,  finally,  as  has  been  experimentally 
shown,  bicarbonate  of  soda,  chloride  of  soda,  and  carbonic-dioxide  gas  exercise  a 
stimulating  influence  upon  the  secretion  of  the  gastric  juice.  As  is  well  known, 
the  alkalies  are  mainly  prescribed  in  the  foi-m  of  alkaline  mineral  waters.  The 
springs  of  Carlsbad  possess  the  greatest  reputation.  Those  at  Ems,  Kissingen, 
Tarasp,  and  Vichy  also  deserve  to  be  mentioned  as  health  resorts  for  patients  with 
gastric  trouble.  A good  i^ortion  of  the  benefit  at  these  places  is,  to  be  sure,  de- 
pendent upon  the  fact  that  many  patients  are  much  more  apt  to  follow  a strict 
regimen  when  they  make  use  of  a particular  “ cure  ” than  when  they  remain 
at  home. 

If  the  character  of  the  vomitus  or  of  the  gastric  contents  indicates  abnormal 
processes  of  fermentation  in  tlio  stomach,  the  best  remedy  is  probably  a methodical 
lavage  of  the  stomach.  Wo  may  also  try  drugs  which  pi-event  fermenfation,  the 
niost  important  of  which  is  again  hydrochloric  acid  in  rather  large  doses.  Other 
remedies  for  this  purpose  arc  salicylic  acid  in  powders  of  eiglit  grains  (grin.  0'5) 
each;  creasote,  two  or  three  half-grain  pills  (grm.  ()'03)  a day;  and  benzine,  twenty 
drops  in  milk. 

The  best  drugs  to  stimulate  the  secretion  of  gastric  juice  arc  the  hittei’s.  It  is 
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this  property  which  has  earned  them  the  name  of  stomachic  tonics.  Compound 
tincture  of  gentian,  tincture  of  nux  vomica,  tinctui’a  amara,  and  tinctura  calami, 
P.  G.,  quassia  and  columbo— these  are  the  most  employed.  In  general,  however, 
they  are  not  very  efficient.  An  excellent  tonic  in  many  of  the^e  cases  is  cundu- 
rango  bark.  A decoction  may  be  made  (15  parts  to  200  of  water) ; or  we  may 
write  for  powders  of  seventy-five  grains  (grm.  5)  each,  one  powder  being  made 
into  one  or  two  cups  of  infusion  by  the  patient  himself. 

A few  remedies  remain  to  be  mentioned,  which  are  said  to  exert  a direct  bene- 
ficial influence  upon  the  catarrh,  and  which  many  physicians  extol  highly.  Their 
efficacy,  however,  is  somewhat  problematical.  Wo  refer  chiefly  to  subnitrate  of 
bismuth,  sulphate  of  zinc,  and  nitrate  of  silver. 

Certain  symptoms  may  demand  especial  treatment,  such  as  vomiting.  It  will 
usually  yield  to  regular  and  persistent  washing  out  of  the  stomach.  Other  reme- 
dies are  small  bits  of  ice,  and  minute  doses  of  opium  or  chloral.  Potassic  bromide 
may  also  be  tried. 

Violent  gastralgia  requires  narcotics,  such  as  hydrocyanic  acid  and  morphine. 
“ Sour  stomach  ” may  be  relieved  by  a j)inch  of  bicarbonate  of  soda,  or  of  calcined 
magnesia.  Persistent  anorexia  may  yield  to  the  bitters  mentioned  above,  or  to 
small  doses  of  quinine.  If  the  bad  taste  in  the  mouth  is  anuoj'ing,  the  mouth 
should  be  frequently  rinsed  out  with  Seltzer  water,  a one-per-cent,  solution  of 
carbolic  acid,  or  five  drops  of  tincture  of  myrrh  to  a glass  of  water.  For  habitual 
constipation,  enemata,  or  the  various  minei-al  waters,  are  good;  also  Carlsbad 
salts.  In  obstinate  cases  pills  of  rhubarb  or  aloes  may  be  employed.  Still,  we 
ought  never  to  forget  that  the  infrequency  of  the  stools  is  often  merely  a natural 
consequence  of  the  scanty  diet,  and  that  it  is  therefore  possible  to  do  harm  with 
our  purgatives.  Iron  is  often  prescribed  for  the  concomitant,  anaemia;  but  it 
should  be  employed  caiitiously,  for  it  is  often  ill  borne  in  gastric  disease. 


APPENDIX. 

HYPERACIDITY  AND  HYPERSECRETION  OP  THE  GASTRIC  JUICE.  ACID  DYSPEPSIA. 

It  was  formerly  believed  that  in  most  cases  of  distui’bed  digestion  there  was  a 
diminished  secretion  of  the  gastric  juice,  and  in  particular  of  hydi'ochloric  acid ; 
but  the  newer  inve.stigations  of  Eeichmann,  Riegel  and  others,  have  taught  us 
that  it  is  by  no  means  rare  to  find  in  these  cases  an  exaggeration  of  the  production 
of  acid  and  an  increased  secretion  of  the  gastric  juice.  Hyperacidity  is  the  term 
applied  to  that  condition  in  which  at  the  time  of  digestion  an  abnormally  large 
amount  of  hydrochloric  acid  (0.4  to  0.6  per  cent.)  is  found  in  the  gastric  juice. 
“ Hypersecretion  ” refers  to  that  anomaly  where  at  other  times  than  when 
digestion  is  taking  place,  when  the  stomach  is  empty,  there  is  invariably  to 
be  found  a considerable  amount  of  strongly  acid  gastric  juice  in  the  stomach. 
Hyperacidity  may  exist  independently  of  hypersecretion,  while  hypersecretion 
is  usually  conjoined  with  excessive  secretion  of  acid.  Probably,  therefore,  hy- 
persecretion is  merely  an  exaggeration  of  those  processes  which  lead  to  hyper- 
acidity. 

Hyperacidity  may  usually  be  demonstrated  merely  by  obtaining  an  unusually 
strong  reaction  for  hydrochloric  acid  with  methyl-violet  in  the  gastric  contents, 
but  a more  accurate  diagnosis  of  course  requires  a quantitative  estimation  of  the 
acidity.  The  recognition  of  hypersecretion  is  not  easy.  If  we  introduce  a tube 
into  an  empty  stomach — the  best  time  being  early  in  the  morning — we  shall  find 
that  the  stomach  is  never  empty,  but  that  it  invariably  contains  a larger  or 
smaller  amount  of  strongly  acid  liquid  unmixed  with  particles  of  food,  and  that 
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this  liquid  evinces  its  character  as  gastric  juice  by  possessing  an  abundant  amount 
of  hydrochloric  acid  and  digestive  properties. 

As  to  the  causes  of  hyperacidity  and  hypersecretion,  little  as  yet  is  known. 
They  are  perhaps  occasioned  by  conditions  of  nervous  irritation,  or  perhaps  by 
special  forms  of  catarrh.  It  is  certain  that  gastric  ulcer  is  very  frequently  asso- 
ciated with  hyperacidity  (see  below). 

As  we  have  already  mentioned,  increased  production  of  acid  and  of  gastric 
juice  is  by  no  means  i*are,  and  therefore  it  is  of  great  practical  importance.  These 
conditions  occasion  quite  severe  dyspepsia,  which  is  usually  termed  dyspepsia 
acida.  The  symptoms  of  which  such  patients  complain  are  mainly  pain  and 
extremely  sour  eructations,  often  associated  with  pyrosis.  The  pain  is  usually 
described  as  burning,  and  it  is  located  mainly  in  the  region  of  the  stomach,  but 
usually  radiates  toward  the  navel.  It  occurs  sometimes  independently  of  the 
ingestion  of  food  (hypersecretion?),  sometimes  an  hmu’  or  an  hour  and  a half  after 
eating  (hyperacidity?).  The  extremely  sour  eructations  take  place  usually  at  the 
time  of  digestion.  Vomiting  is  not  very  frequent,  but  it  may  occur.  The  appetite 
is  in  many  cases  diminished,  but  in  others  it  is  not  much  affected.  Often  there  is 
complaint  of  great  thirst.  The  general  nutrition  in  many  cases  remains  tolerably 
fail’.  In  other  cases  the  patients  become  decidedly  emaciated. 

Although  the  above  symptoms,  and  in  particular  the  sour  eructations  and  the 
burning  plains  in  the  stomach,  often  of  themselves  arouse  a suspicion  of  acid 
dyspepsia,  yet  the  absolute  diagnosis  requires  investigation  by  means  of  the 
stomach-tube.  The  particulars  relating  to  this  have  been  already  detailed.  It 
remains  only  to  add  that  in  testing  the  digestive  power  we  usually  find  a satisfac- 
tory digestion  of  albumen,  but  a very  incomplete  digestion  of  starchy  food.  This 
is  probably  in  main  part  dependent  upon  the  fact  that  the  excessive  acidity  of  the 
gastric  juice  inhibits  the  amylolytic  action  of  the  saliva  in  the  stomach  (Ewald 
and  Boas),  but  it  may  also  partially  result  from  the  hindrance  to  the  propulsion  of 
the  food  from  the  stomach,  because  of  a spasmodic  closure  of  the  pylorus  (Riegel). 

The  treatment  of  acid  dyspepsia  consists  first  in  the  employment  of  alkalies, 
.such  as  bicarbonate  of  soda,  in  sufficient  doses,  say  seventy -five  grains  (grm.  5), 
several  times  a day.  The  use  of  alkaline  waters,  such  as  Carlsbad,  is  also  often 
attended  with  good  results,  iDarticularly  as  these  dilute  the  gastric  juice  and  thus 
diminish  the  irritation  caused  by  the  acidity.  For  this  reason  many  patients  find 
gi’eat  relief  from  taking  warm  tea  at  the  time  of  the  pain.  If  the  discomfort  is 
great,  the  most  efficient  remedy  is  certainly  a methodical  lavage  of  the  stomach. 
With  regard  to  the  best  diet,  we  may  allow  flesh  in  a sufficient  amount,  while  car- 
bohydrates as  above  mentioned  must  be  enjoyed  in  moderation. 


CHAPTER  III. 

PHLEGMONOUS  GASTRITIS. 

{Purulent  Injlammation  of  the  Stomach.) 

Purulent  inflammation  of  the  stomach  is  very  rare,  and  little  is  yet  known 
about  it.  In  most  cases  no  special  causes  for  it  have  been  ascertainable.  It  is 
occasionally  one  of  the  symptoms  of  grave  pymmic  or  puerperal  inflammation. 

Two  forms  are  distinguished — a diffuse  and  a limited  variety.  The  latter  is 
equivalent  to  gastric  abscess.  The  submucous  layer  is  almost  invariably  the  chief 
seat  of  suppui’ation.  From  this  starting-point  the  jn’oeess  invades  the  muscular 
and  .serous  coats  on  the  one  hand,  and  the  raucous  membrane  itself  on  the  other. 
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The  usual  symptoms  are  violent  gastric  derangement,  ’with  pain  and  vomiting, 
high  fever,  and  the  indications  of  constitutional  infection,  namely,  headache’ 
delirium,  and  general  prostration.  Sometimes  the  disease  is  quickly  fatal,  some- 
times it  runs  a more  chronic  course.  The  few  cases  in  which  recovery  has  been 
Imported  are  somewhat  obscure. 

The  disease  can  never  be  diagnosticated  with  absolute  certainty.  Treatment 
must  be  purely  symptomatic.  Ice,  both'  internally  and  externally,  and  the  nar- 
cotics, are  chiefly  employed. 


t 

CHAPTER  IV. 

GASTRIC  ULCER. 

{Simple  or  Bound  Ulcer  of  the  Stomach.) 

.Etiology. — Since  Cruveilhier  gave  the  flrst  accm*ate  description  of  gastric 
ulcer,  numerous  explanations  of  its  occurrence  have  been  propounded.  Even  yet 
there  is  no  universally  accepted  view.  There  is,  however,  one  point  about  which 
most  authors  are  agreed,  namely,  that  the  ulcer  is  due  to  a self -digestion  of  the 
stomach  at  one  limited  spot.  Hence  it  is  frequently  termed  “ peptic  ulcer  of  the 
stomach.” 

Apart  from  the  inherent  vital  resisting  jiower  of  the  cells,  the  reason  that 
the  stomach  is  not  continually  being  digested  by  its  own  juices  is,  as  we  all 
know,  chiefly  the  alkalinity  of  the  blood,  which  is  constantly  coursing  through 
the  mucous  membrane.  Wherever  the  circulation  is  in  any  way  interfered 
with,  we  should  therefore  expect  to  find,  and  we  do  find,  that  the  mucous  mem- 
brane begins  to  be  digested.*  If,  as  a result  of  inflammation,  a minute  liEemor- 
rhage  occurs  at  any  point,  the  little  area  thus  deprived  of  its  blood-supply  is  at 
once  digested.  This  is  what  is  called  a “haemorrhagic  erosion.”  The  experi- 
ment of  occluding  the  arterioles  of  the  gastric  mucous  membrane  with  emboli  has 
been  tried  by  Panum  and  Cohnheim.  The  resulting  haemorrhagic  infarctions 
were  transformed  into  ulcers.  Just  what  the  essential  conditions  are,  in  man, 
under  which  a local  disturbance  of  the  circulation  and  a consequent  round  ulcer 
of  the  stomach  are  produced,  we  are  thus  far  confined  to  conjecture.  Virchow 
assumed  that  most  cases  were  the  result  of  thrombosis  or  embolism  of  the  minute 
blood-vessels,  caused  by  various  diseases.  Klebs  suggested  the  possibility  of  a 
local  spasm  in  the  vessel.  Bottcher  has  succeeded  in  detecting  numerous  colonies 
of  micrococci  in  the  margins  of  gastric  ulcers,  and  regards  them  as  the  cause. 
As  we  have  already  said,  however,  no  one  of  these  views  has  been  univei’sally 
accepted. 

It  may  he  that  in  many  cases  some  local  injury  of  the  mucous  membrane  is  the 
original  cause  of  the  ulceration.  Such  possible  causes  are  burns  or  mechanical 
lesions,  including  blows  over  the  stomach.  But  even  then  we  are  unable  to 
explain  why  the  ulcers  should  spread  laterally  and  downward.  For  all  gastric 
ulcers  experimentally  produced,  whether  by  embolism,  contusion,  burning,  oj’ 
even  cauterization  (as  practiced  by  Quincke),  exhibit  a decided  tendency  to  rapid 
healing.  It  has  therefore  been  suggested  that  the  further  extension  of  the  ulcers, 
in  such  cases,  is  due  to  an  abnox'mally  great  acidity  of  the  gastric  juice  (vide 
infra). 

* After  the  circulation  is  terminated  by  death,  this  digestive  process  at  once  begins,  producing  the 
softening  of  tlio  stomacli,  or  gastromalacia,  frequently  found  at  autopsies.  Tiiei'c  lias  been  much  dio- 
cuHslon  as  to  the  origin  of  this  condition,  but  it  now  seems  indubitable  that  it  is  in  every  instance  a 
post-mortem  change. 
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Ulcer  of  the  stomach  is  commonest  in  young  adults,  between  seventeen  and 
twenty -five  years  of  age.  It  is  rare  in  children;  less  so  in  older  people.  The 
disease  is  noticeably  more  frequent  in  females  than  in  males.  It  is  more  prone  to 
attack  the  weakly,  anaemic,  and  chlorotic  than  the  vigorous. 

Patholog^y. — The  ulcer  is  usually  of  a circular  shape.  Its  borders  are  sharp; 
the  walls  often  slope  inward,  giving  the  ulcer  the  form  of  a shallow  funnel.  Its 
base  is  almost  always  perfectly  clean.  If  superficial,  it  does  not  extend  farther 
than  to  the  muscular  coat,  hut  it  may  he  deep  enough  to  expose  the  serous  mem- 
brane, or  even  to  perforate  it  {vide  infra).  The  size  varies  greatly.  Some  are 
hardly  as  large  as  a pea;  others  may  measui*e  ten  to  fifteen  centimetres  in  their 
greatest  diameter.  As  to  position,  most  of  them  are  found  near  the  pylorus. 
They  attack  the  posterior  wall  of  the  stomach,  particularly  the  neighborhood  of 
the  lesser  curvature,  more  frequently  than  the  anterior  wall.  As  a rule,  we  find 
but  a single  ulcer,  although  exceptions  to  this  statement  are  not  very  rare. 

If  an  ulcer  of  any  size  heals,  a scar  is  formed,  with  radiating  lines  and  often  of 
considerable  size.  Cicatricial  contraction  may  alter  the  shape  of  the  stomach  con- 
siderably. Pyloric  ulcers  may  leave  scars  which  eventually  produce  stricture  of 
the  pylorus  and  consequent  dilatation  of  the  stomach. 

If  the  ulcer  attacks  the  serous  membrane,  perforation  may  finally  result,  unless 
an  adhesive  peritonitis  attaches  the  stomach,  at  the  point  threatened,  to  some  neigh- 
boring organ.  The  ulcers  being  usually  on  the  posterior  wall  of  the  stomach,  it 
is  oftenest  the  pancreas  to  which  the  stomach  becomes  adherent.  In  other 
instances  it  is  the  liver,  transverse  colon,  diaphragm,  or  spleen.  If  the  ulcer 
penetrates  organs  to  which  the  stomach  has  become  attached  in  this  way,  the 
inflammation  extends,  so  as  to  cause  empyema,  for  example,  or  hepatic  abscess;  or 
the  pleura,  lungs,  pericardium,  or  transverse  colon  may  be  perforated.  We  shall 
revert  to  this  subject  under  the  symptomatology  of  gastric  ulcer. 

The  ulcer  may  cause  erosion  of  a blood-vessel,  and  thus  give  rise  to  one  of  the 
most  important  symptoms  of  the  disease,  namely,  gastric  haemorrhage. 

Clinical  History. — There  may  be  absolutely  no  symptoms.  It  is  not  a rare 
thing  to  find  at  autopsies  a still  active  ulcer  of  the  stomach,  or  the  cicatiix  left  by 
one,  in  subjects  who  never  had  during  life  any  gasti’ic  disturbances  whatever. 
Nor  is  it  exceptional  for  a person  suddenly  to  exhibit  grave  symptoms,  like  gastric 
hmmorrhage,  or  peritonitis  due  to  perforation,  where  there  has  been  no  reason 
previously  to  apprehend  the  existence  of  an  ulcer. 

In  other  instances  the  ulcer  does,  indeed,  give  rise  to  symptoms,  hut  they  are 
not  sufficiently  characteristic  to  point  to  the  correct  diagnosis.  There  ai-e  ano- 
rexia, occasional  gastralgia,  vomiting,  and  eructations— symptoms  which  might 
with  equal  probability  be  referred  to  a simple  chronic  catain-h.  In  fact,  it  seems 
likely  that  the  ulcer  has  little  share  in  their  production,  and  that  they  are  mainly 
due  to  a co-existing  catarrh.  In  these  cases,  also,  grave  symptoms  consequent 
upon  the  ulceration  may  suddenly  arise. 

In  a third  class  of  cases  there  are  symptoms  which  are  to  a certain  extent 
characteristic,  and  lead  with  more  or  less  definiteness  to  the  true  diagnosis.  These 
symptoms  of  ulcer  ” are  chiefly  a peculiar  epigastric  pain,  which  is  usually  inter- 
mittent, and  vomiting,  or,  what  is  yet  more  distinctive,  the  vomiting  of  blood,  or 

haimatemeshs.  Those  symptoms  and  their  diagnostic  value  we  must  now  consider 
m detail. 

Pam  in  the  stomach  is  one  of  the  most  frequent  symptoms  of  round  ulcer.  Its 
ornis.are  very  diverse.  Often  the  patient  coni])lains  only  of  a diffuse,  jiainful 
S-nsa  ion  of  pres>siirc  referred  to  tlio  entire  region  of  the  stomach.  This  may  be 
inin  rrupted,  or  it  may  occur  only  after  meals,  or  after  excessive  exertion,  or  as 

e resu  t of  some  other  special  cause.  This  sort  of  pain  is  the  least  diagnostic  of 
yr.  “ 
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any,  inasmuoh  as  exactly  similar  sensations  may  be  caused  by  a simple  chronic 
catarrh.  More  characteri.stic  of  ulcer  is  a decided  cardialgia — that  is,  a very  vio- 
lent pain,  coming  on  at  intervals  like  neuralgia.  It  is  described  as  “ cutting,” 
“tearing,”  “boring,”  and  the  like.  The  pain  may  come  on  irregularly  at  any 
hour;  or  it  may  occur  with  considerable  regularity  at  the  end  of  a definite  time 
after  eating,  say  half  an  hour  or  an  hour.  It  is  felt  chiefly  in  the  epigastrium, 
but  not  infrequently  extends  toward  the  umbilicus,  backward  toward  the  verte- 
brae, into  the  thorax,  or  even  into  the  upper  extremities.  In  many  instances  a 
marked  sensation  of  thoracic  oppression  accompanies  it.  Another  characteristic 
point  is  that  a change  of  position  may  sometimes  affect  the  severity  of  the  pain. 
It  is  sometimes  observed  that  the  patient,  when  lying  upon  his  right  side,  feels 
violent  pain,  which  is  at  once  relieved  by  changing  to  the  left  side,  pi’obably 
because  the  ulcer  is  located  near  the  pylorus.  An  attack  of  cardialgia  may  last 
for  a few  minutes  or  for  several  hours.  It  is  commonly  thouglit  to  be  due  to 
the  direct  irritation  of  the  ends  of  neiwes  lying  exposed  at  the  base  of  the  ulcer. 
As  an  isolated  symptom,  this  cardialgia  can  not  he  distinguished  from  the  purely 
nervous  variety,  but,  taken  in  connection  with  other  symptoms,  it  is  often  a great 
aid  to  diagnosis.  We  should  add  that  precisely  similar  attacks  of  cardialgia  may 
he  jjroduced  by  the  scars  of  ulcers  which  have  already  entirely  healed. 

A third  variety  of  pain  may  be  observed  in  gastric  ulcer.  The  suffering  may 
be  localized  in  a very  limited  area.  Such  pain  is  thought  to  be  due  to  irritation  of 
the  floor  of  the  ulcer  by  food,  or  to  its  edges  being  pulled  upon  during  the  move- 
ments of  the  organ.  It  generally  comes  on  after  eating,  and  ceases  if  the  stomach 
is  perfectly  quiet.  In  position,  this  pain  is  generally  epigastric,  but  sometimes  it 
is  umbilical,  or  even,  now  and  then,  more  toward  the  back.  In  many  cases  of 
gastric  ulcer  there  is  also  tenderness  on  pressure  in  a quite  shaiqdy  defined  area 
and  at  one  pai-ticnlar  spot.  Most  authors  regard  the  accurately  localized  pain  as 
the  most  nearly  pathognomonic ; but  it  must  be  said  that  it  is  decidedly  the  least 
frequently  exhibited  of  any.  Transitional  forms  and  combinations  of  the  various 
kinds  of  pain  are  often  observed. 

Vomiting  is  a veiy  frequent  symptom  of  gastric  ulcer,  but  if  tbe  vomitus  is 
composed  of  nothing  except  food,  or  food  mixed  with  mucus  or  bile,  the  symptom 
is  not  at  all  characteristic.  In  quite  a large  i^roportion  of  cases,  however  (about 
one  tliird),  haematemesis  occurs  either  once  or  repeatedly.  The  vomiting  of  a 
considerable  amount  of  blood  is  beyond  doubt  the  most  important  factor  in 
diagnosticating  gastric  ulcer.  Often  the  sudden  occurrence  of  a decided  hmma 
temesis  enables  one  to  diagnosticate  a gastric  ulcer  with  an  api^roach  to  certainty. 
If  there  is  no  vomiting  of  blood  whatever,  there  is  much  more  doubt  about  the 
existence  of  an  ulcer. 

Hacmatemesis  is  frequently  the  symptom  which  first  leads  the  patient  to  apply 
to  a physician.  Up  to  this  time  he  maj'  have  felt  pei’fectly  well,  or,  although 
there  may  have  been  some  gastric  derangement,  he  has  not  thought  anything  of 
it.  The  patient  suddenly  becomes  faint,  perhaps  while  he  is  pui’siung  his  regular 
occupation,  or  it  may  be  at  night.  He  feels  dizzy,  and  it  looks  black  before  his 
eyes.  Then  he  has  nausea,  and  finally  is  obliged  to  vomit.  The  vomitus  is  either 
pure  blood,  or  a mixture  of  blood  and  food.  It  is  partly  coagulated,  and  often  bas 
a rather  dark  or  blackish  color.  This  change  in  color,  as  well  as  the  coagulation, 
is  due  to  the  action  of  the  gastric  juice.  Tlie  amount  varies  greatly  in  different 
cases:  there  may  be  a quart  or  more.  Not  infrequently  blood  is  repeatedly  vom- 
ited either  at  short  intervals  or  on  succe.ssive  days.  Part  of  the  blood  escapes 
through  the  pylorus,  so  that,  after  a profuse  gastric  hmmorrhage,  blood  is  sure  to 
be  found  in  the  stools.  In  them  it  is  black  and  tarry.  Exceptionally  it  happens 
that  all  the  blood,  beyond  what  is  absorbed  from  the  intestinal  canal,  passes  off 
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per  anum,  so  that  none  whatever  is  vomited.  In  such  cases  it  is  often  a difficult 
matter  to  locate  the  hcemorrhage. 

The  consequences  of  gastric  hemorrhage  depend,  of  course,  chiefly  on  the 
amount  of  blood  lost.  Sometimes,  although  fortunately  rarely,  a lai’ge  blood- 
vessel is  eroded  and  the  patient  dies.  This  event  may  be  sudden,  or  it  may  occur 
more  gi-adually  under  the  influence  of  repeated  hemorrhages  and  after  a few 
days,  during  which  all  the  symptoms  of  acute  anemia  are  exhibited.  On  the 
other  hand,  the  loss  of  blood  may  be  so  insignificant  as  to  produce  no  especial 
symptoms.  In  most  instances  life  is  not  actually  threatened,  but  yet  the  signs 
and  results  of  a more  or  less  marked  general  finemia  are  clearly  visible. 

In  such  cases  the  patient  feels  extremely  exhausted,  and  at  once  takes  to  his 
bed.  He  has  also  all  the  subjective  symptoms  of  cerebral  anmmia.  There  are 
vertigo,  tinnitus  aurium,  specks  before  the  eyes,  frequent  gaping,  and  sometimes 
headache.  To  assume  an  erect  posture  aggravates  the  disturbance.  There  is  usu- 
ally excessive  thirst.  Now  and  then  a temporary  amaui’osis  has  followed  an  ex- 
cessive hajmorrhage. 

Objectively,  we  notice  at  once  tl^e  excessive  pallor  of  the  skin,  particularly  of 
the  face.  The  lips  and  conjunctive  are  also  blanched.  The  pulse  is  rapid,  and 
often  fll  sustained.  For  some  days  there  may  be  anemic  murmurs  over  the  heart, 
and  there  is  a distinct  sound  to  be  heard  in  the  femoi’al  arteries.  A moderate  rise 
of  temperature  is  very  common.  This  is  known  as  the  anemic  fever.  The  urine 
is  pale,  and  usually  rather  abundant.  Its  specific  gravity  is  not  infrequently  rela- 
tively high,  namely,  1015  to  1020.  All  these  symptoms  are  directly  referable  to 
the  loss  of  blood,  and  will  be  discussed  with  greater  detail  in  the  section  on 
anaemia. 

If  the  haemorrhage  is  not  repeated,  the  patient  gradually  regains  his  strength. 
To  be  sure,  the  pallor  usually  persists  for  a long  while,  but  the  disagreeable  symp- 
toms gradually  abate.  Where  gastric  discomfort  has  existed  previously  to  the 
haemorrhage,  it  often  disappears  entirely  after  it — a circumstance  which  is  prob- 
ably in  part  due  to  the  excessive  caution  of  the  patient  thereafter.  At  the  end  of  a 
few  weeks  the  patient  often  feels  perfectly  well  again ; and,  indeed,  recovery  is  not 
infrequently  complete  and  permanent.  In  other  cases,  however,  the  symptoms  of 
ulcer  1‘eturn,  sooner  or  later. 

Other  symptoms  than  those  already  discussed  are  more  uncertain.  Anorexia, 
eructations,  and  obstinate  constipation  may  be  present,  or  may  be  wholly  wanting. 
In  cases  of  suspected  ulcer,  it  is  usually  inadvisable  to  introduce  the  stomach-tube 
for  diagnostic  purposes,  because  bleeding  or  perforation  might  result.  Investiga- 
tions have  shown  that  frequently  there  is  no  serious  derangement  of  digestion.  It 
is  interesting,  however,  that  very  often  the  gastric  juice  is  excessively  acid  (hyper- 
acidity, Riegel).  If  there  be  imperfect  digestion,  it  is  probably  due  not  so  much 
to  the  ulcer  as  to  a coincident  gastric  cahirrh.  The  general  nutrition  often  sutfers 
comparatively  little,  unless  there  are  pei-sistent  anorexia  and  vomiting. 

An  event  which  has  been  already  mentioned  under  jjathology— namely,  perfo- 
ratioTi  of  the  ulcer— is  of  gi-eat  clinical  importance.  It  would  he  impossible  to 
pal ticularizc  here  all  the  possibilities  incident  to  it.  "We  shall  confine  oui*selves 
to  the  two  most  important  because  most  frequent  varieties  of  perforation:  (I)  into 
the  peritoneal  cavity,  causing  peritonitis,  and  (2)  into  the  loft  pleui-a,  or  left  lung. 

Perforation  into  the  peritoneal  cavity  leads  almost  invariably  to  a quickly  fatal 
peritonitis.  When  the  ulcer  has  previously  caused  few  symiitoms,  if  any,  the 
excruciaUng  abdominal  pain,  tymiianites,  vomiting,  collapse,  and  sudden  death  of 
peritonitis  may  abruptly  supervene  upon  a state  of  apparently  pci-fect  health.  It 
•s  I le  exception  to  have  the  peritonitis  limited.  This  is  more  apt  to  occur  if  adhe- 
sions  ia\o  been  formed  previously.  Au  encapsulated  abscess  then  results,  which 
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points  either  into  the  intestine  or  externally,  and  may  rarely  terminate  in  com- 
plete recovei’y. 

Perforation  into  the  left  pleural  cavity  we  have  observed  repeatedly.  It  caxises 
a purulent  or  septic  pleurisy  on  that  side,  and  pulmonary  gangrene  may  develop 
at  the  same  time  or  later,  as  a result  of  perforation  into  the  lung.  Whenever  we 
meet  a case  of  apparently  spontaneous,  left-sided  empyema,  we  should  at  any  rate 
always  think  of  the  possibility  of  gastric  ulcer. 

The  general  course  of  round  ulcer  of  the  stomach  vaines,  as  we  can  see,  so 
greatly  in  different  cases  that  it  can  not  be  depicted  sim]dy.  Complete  recovery 
is  by  no  means  rare.  In  other  cases  the  symptoms  persist  for  years  with  varying 
intensity.  We  have  already  spoken  of  the  hmmorrhage  and  perforation  which 
may  suddenly  intervene,  and  of  their  significance.  Relapses  are  not  infrequent, 
even  after  apparent  recovery.  If  the  ulcer  cicatrizes,  the  scar  itself  may  give  rise 
to  persistent  disturbances;  there  may  be  obstinate  cardialgia,  or,  if  the  scar  is  at 
the  pylorus,  dilatation  of  the  stomach  {vide  infra)  may  gradually  be  developed. 

Diagnosis. — The  diagnosis  can  be  made  only  when  the  above-mentioned  char- 
acteristic symptoms  are  present.  Of  these,  haematemesis  is  by  far  the  most  signifi- 
cant, for  it  is  with  very  few  exceptions  the  result  of  gastric  ulcer.  Particularly  is 
this  true  of  individuals  under  middle  age. — But  how  shall  we  determine  whether 
the  blood  ejected  did  not  come  from  the  nose  or  the  lungs,  rather  than  the  stom- 
ach ? The  answer  is  not  always  easy.  If  an  epistaxis  occurs  at  night,  a part  of 
the  blood  often  flows  back  into  the  naso-pharynx,  and,  being  swallowed,  excites 
vomiting,  so  that  a gastric  haemorrhage  is  suggested.  It  is  also  very  important 
for  the  physician  to  remember  that  blood  may  be  “ vomited  ” in  hysterical  cases. 
If  there  is  also  nervous  cardialgia,  one  might  easily  be  misled  to  assume  the  exist- 
ence of  a gastric  ulcer.  Other  hysterical  symptoms  (see  the  chapter  on  hysteria) 
and  the  character  of  the  blood  will  usually  guide  us  to  a correct  diagnosis.  The 
blood  pi’obably  comes  in  most  cases  not  from  the  stomach,  but  from  the  gums 
or  pharynx,  and  it  is  consequently  of  a comparatively  bright  color  and  rather 
watery. 

The  diagnosis  between  gastric  and  pulmonaiy  haemorrhage  in  doubtful  cases 
depends  on  the  following  factor's : 1.  The  previous  condition  of  the  patient — whether 
he  has  had  cough,  expectoration,  and  other  pulmonary  symptoms,  oi’,  on  the  other 
hand,  gastric  pain  and  vomiting.  2.  On  the  character  of  the  haemorrhage,  whether 
accompanied  by  vomiting  or  by  cough.  But  there  may  have  been  both.  Violent 
vomiting  may  excite  a cough;  and,  on  the  other  hand,  blood  which  has  been 
coughed  up  may  he  in  part  swallowed  and  induce  vomiting.  .8.  On  the  character 
of  the  blood:  if  from  the  lungs,  it  is  usually  bright-red  and  frothy,  containing 
bubbles  of  air,  with  few  clots,  and  of  alkaline  reaction.  In  gastric  haemorrhage  it 
is  usually  dark,  mixed  with  food,  partly  clotted,  and  acid  in  reaction.  4.  On  the 
results  of  physical  examination.  In  this,  of  com-se,  we  must  be  extremely  cautious 
after  a haemoi'rhage,  lest  the  movements  of  the  patient  excite  fresh  bleeding;  and 
yet  we  may  be  able,  from  the  general  condition  of  the  patient,  or  from  dullness  at 
the  apices,  or  moist  rales,  to  demonstrate  pulmonary  disease.  If  the  blood  came 
from  the  stomach,  we  usually  detect  nothing  but  the  signs  of  anaemia.  5.  The 
subsequent  symi)toms.  In  cases  of  pulmonary  haemorrhage  there  is  almost  sure 
to  be  an  expectoration,  for  the  next  few  days,  either  of  pure  blood  or  of  matter 
stained  with  blood;  and,  in  gastric  haemorrhage,  the  next  dejection  will  almost 
certainly  be  black,  from  the  presence  of  decomposed  blood.  In  doubtful  cases,  the 
appearance  of  blood  in  the  stools  almost  invariably  settles  the  question  in  favor  of 
gastric  haemorrhage. 

In  cases  of  gastric  ulcer,  unaccompanied  by  haematemesis,  the  diagnosis  is  only 
more  or  less  probable,  not  certain.  The  existence  of  cardialgia  and  localized  pain 
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in  the  stomach  must  always  make  us  consider  the  possibility  of  an  ulcer,  but  we 
can  not  be  positive  about  it. 

The  differential  diagnosis  between  gastric  ulcer  and  purely  nervous  cardialgia, 
and  between  ulcer  and  cancer,  will  be  discussed  later  in  the  appropriate  chapters. 

Prognosis.-r-The  dangers  in  ulcer  of  the  stomach,  particularly  hsemori-hage 
and  perforation,  have  already  been  spoken  of.  Whether  these  misfortunes  will 
actually  occur  in  any  individual  case,  and  when,  we  can  not  determine. 

There  can  be  no  doubt  that  a large  number  of  ulcers  heal  perfectly;  but,  as  we 
have  already  said,  even  the  resulting  scar  may  cause  trouble.  This  possibility 
must  be  borne  in  mind.  Of  these  persistent  symptoms,  cardialgia  is  the  most  fre- 
quent. Dilatation  is  also  possible.  And,  finally,  it  is  probably  not  a very  rare 
event  that  cancer  eventually  develops  in  the  floor  of  the  old  ulcer.  We  shall 
revert  to  this  matter  under  cancer  of  the  stomach. 

Treatment. — If  the  diagnosis  of  gastric  ulcer  is  evident,  or  if  the  symptoms  are 
of  such  a nature  that  there  is  a justiflable  suspicion  of  an  ulcer,  the  patient  should 
be  urgently  advised  to  submit  himself  to  careful  and  methodical  treatment;  for  it 
is  only  by  means  of  a sufSciently  persistent  and  properly  conducted  treatment 
that  we  can  hope  for  good  therapeutic  results  in  ulcer  of  the  stomach. 

The  essential  condition  is,  that  the  patient  should  keep  his  bed  for  the  first  part 
of  the  treatment,  at  least  for  two  or  three  weeks.  Complete  bodily  rest  is  certainly 
an  important  assistance  in  promoting  healing  of  the  ulcer.  The  patient  should 
also  have  moist  compresses,  or,  still  better,  as  Leube  has  advised,  warm  jjoultices 
applied  all  day  long  to  the  epigastrium.  These  poultices  give  great  relief  to  the 
pain.  In  the  third  place — and  this  is  probably  the  important  matter — the  patient 
must  keep  strictly  to  an  accurately  prescribed  diet.  Every  mechanical  and  chem- 
ical irritation  of  the  floor  of  the  ulcer  must  be  avoided,  and  therefore,  at  first,  liquid 
nourishment  alone  is  to  be  permitted.  It  is  best  to  allow  the  patient,  for  the  first 
ten  days,  milk,  bouillon,  and  at  the  most  some  eggs  and  thoroughly  moistened 
bread.  A very  suitable  article  of  diet  is  soup  made  out  of  the  Leube-Rosenthal 
solution  of  meat.  In  the  fourth  and  last  place,  we  should  consider  the  hyperacidity 
of  the  gastric  juice,  which,  as  has  been  already  said,  exists  in  the  case  of  nicer. 
The  patient  therefore  should  be  given  evei’y  day  a tablespoonful  of  Carlsbad  salts, 
dissolved  iir  a pint  of  Avarm  water,  to  be  taken  in  three  or  four  divided  doses  during 
the  forenoon  and  afternoon.  If  treatment  of  this  sort  is  strictly  carried  out,  the 
discomforts  of  the  patient,  his  pain  and  vomiting,  will  abate  in  a few  days.  After 
some  ten  days  have  passed,  if  the  patient  feels  well,  he  may  cautiously  begin  to  eat 
such  food  as  the  brain  of  calves  boiled,  boiled  pigeon,  boiled  fowl,  and  flour  gruel. 
If  this  dietary  makes  the  pain  return,  Ave  must  fall  back  upon  the  fii-st  kinds  of 
nourishment.  Usually,  however,  the  above-named  foods  are  well  borne,  so  that 
after  another  period  of  eight  or  ten  days  the  patient  may  be  allowed  some  beef, 
such  as  sirloin  or  beefsteak,  shaved  raw  ham,  and,  later,  also  under-done  roast  meat, 
game,  veal,  fish,  and  the  like.  The  more  severe  the  earlier  symptoms  Avere,  the 
slower  and  more  cautiously  Avill  one  proceed  with  changes  in  diet.  If  desired, 
one  may  also  employ  either  artificial  nutriments,  such  as  the  meat  peptones  of 
Koch  and  of  Kemmerich,  and  leguminose,  and  also  various  kinds  of  infant 
foods. 

The  above  methods  Avill  usually  accomplish  all  that  we  can  hope  to  do,  and  it 
tbey  prove  unavailing  that,  while  persisting  in  our  dietetic  treatment,  Ave 
8 ould  try  the  other  remedies,  Avhose  efficiency  is  often  extolled  but  has  never  been 
emonstrated.  Among  these,  the  favorite  is  subnitrate  of  bismuth  iti  poAvdei-s  of 
ye  to  fifteen  grains  (grm.  0'3()-l-00)  each,  mixed  witli  sugar.  To  tliis  aa-c  may 
^ ^eixth  of  a grain  (grrn.  O'Ol)  of  morphine,  if  there  is  cardialgia.  One  powder 
IS  o e given  three  times  a day,  fifteen  minutes  before  meals.  Nitrate  of  silver  is 
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also  frequently  administered  in  pills  of  one  sixth  of  a grain  (grm.  O'Ol)  tlu-ice 
daily;  or  in  a solution  of  1 to  400,  of  wliich  the  dose  is  one  or  two  teaspoon- 
fuls. 

Finally,  there  are  special  symptoms  which  may  need  to  be  relieved.  Violent 
pain,  when  not  yielding  to  regulation  of  the  diet,  demands  morphine.  We  may 
also  try  warm  or  cold  applications,  or  chloroform,  externally.  Gerhardt  recom- 
mends three  or  four  drops  of  liquor  ferri  chloridi  in  a wineglass  of  water,  for  the 
relief  of  pain. 

Excessive  vomiting  and  persistent  nausea  are  likewise  to  be  combated  by  the 
narcotics.  Opium  is  the  best;  morphine,  chloral,  and  bromide  of  potash  may  also 
be  tried.  If  there  be  no  improvement,  we  may  ti'y  creasote,  or  three  or  four  drops 
of  tincture  of  iodine.  At  the  fii’st  appearance  of  blood  in  the  vomitus  the  greatest 
bodily  quiet  and  most  careful  dieting  is  absolutely  indispensable.  For  the  first  day 
or  two  it  is  best  to  allow  nothing  except  ice-cold  milk  and  bits  of  ice  in  the  mouth 
to  appease  the  buiming  thirst.  The  jDatient  must  lie  as  quietly  as  possible  in  bed. 
A fiat  ice-bag,  not  too  heavy,  should  be  placed  on  the  epigastrium.  In  case  of  per- 
sistent nausea  or  eructations,  small  doses  of  morphine  are  to  be  prescribed.  We 
must  wait  till  four  or  five  days  after  the  haemorrhage  before  we  cautiously  increase 
the  amount  of  nourishment,  wdiich  mnst  still  be  liquid. 

If  peritonitis  appears  as  the  restilt  of  perforation,  the  best  means  to  try  are  the 
outwai’d  application  of  ice  to  the  epigastrium  and  the  internal  use  of  opium  in 
large  amounts — that  is,  half  a grain  to  a grain  (grm.  0 03-0'05)  every  one  or  two 
horns.  UnforWnately,  however,  the  cases  are  exceptional  in  which  the  perito- 
nitis does  not  become  general.  Then,  possibly,  operative  interference  might  be 
of  some  avail.  Other  measures  are  almost  hopeless.  We  may  try  to  alleviate  the 
pain  by  narcotics,  but  it  is  very  rarely  that  we  can  prevent  a fatal  issue. 

[In  cases  of  recent  haemorrhage  or  markedly  painful  digestion,  the  editor  has 
pursued  the  following  plan  of  treatment  with  apparently  good  results:  The  most 
powerful  agent  in  the  promotion  of  cicatrization  is  rest.  Absolute  rest  in  bed  is 
therefore  enjoined,  with  the  secondary  end  in  view  of  reducing  the  demands  of  the 
system.  The  patient  is  then  fed  exclusively  by  the  rectum  for  at  least  one  week, 
generally  for  two  weeks,  nothing  but  a little  water  being  given  by  the  mouth.  A 
simple  cleansing  enema  is  given  once  daily;  and  at  six- hour  intervals  a nutrient 
enema,  six  to  eight  ounces  in  bulk,  and  composed  of  one  or  two  raw  eggs,  an 
ounce  of  expre.ssed  beef  juice,  and  fully  peptonized  milk,  is  administered.  Toler- 
ance by  the  rectum  is  promoted  by  the  addition  to  tlie  enema  of  a few  drops  of 
laudanum.  After  one  or  two  weeks  small  quantities  of  milk  at  frequent  intervals 
are  given  by  the  mouth,  and  the  rectal  alimentation  is  gradually  diminished  as 
that  of  the  stomach  is  inci-eased.  Pain  usually  ceases  immediately  on  the  cessa- 
tion of  gastric  ingestion,  and  the  loss  of  weight  during  a fortnight  of  j ectal  feed- 
ing is  surprisingly  small.] 


APPENDIX. 

MELiENA  NEONATORUM. 

We  desire  here  also  to  mention  the  condition  known  as  melcena  neonatorum. 
In  rare  instances  during  the  first  week  after  birth,  hmmon'hages  occur  from  tlie 
stomach  (haematemesis),  which  are  sometimes  associated  with  dark,  bloody  stools. 
As  a rule  the  haemorrhages  are  repeated,  so  that  after  a few  days  death  occurs  with 
all  the  phenomena  of  anaemia;  but,  even  after  what  seem  to  be  the  worst  symp- 
toms, recovery  may  exceptionally  take  place. 

The  cause  of  melaena  neonatorum  is  by  no  means  clear,  but  in  some  of  tbe 
cases  small  ulcers  are  found  in  the  mucous  membrane  of  the  stomach  and 
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intestine,  as  to  the  origin  of  which  we  have  no  certain  information.  Passive  con- 
gestion, embolism,  and  infection  have  been  suggested  as  causes. 

The  treatment  consists  in  the  application  of  ice  poultices  to  the  abdomen. 
Liquor  ferri  perchloridi  has  been  also  recommended,  in  doses  of  one  drop  every 
two  hours  hi  oatmeal-water. 


CHAPTER  V. 

CANCER  OF  THE  STOMACH. 

.Etiology. — We  can  not  here  discuss  the  aetiology  of  cai’cinoma  in  general, 
and  we  shall  therefore  merely  enumerate  the  factors  which  experience  has  shown 
to  favor  the  development  of  cancer  in  the  stomach. 

Age  has  a remarkable  influence.  Gastric  cancer  is  decidedly  most  frequent 
late  in  life,  between  the  fortieth  and  sixtieth  year.  Still  it  is  occasionally  seen  in 
younger  persons.  We  have  ourselves  seen  several  cases  in  persons  between 
twenty-two  and  twenty-five  years  of  age. 

Sex  is  of  no  importance. 

Heredity  has  a slight  but  undeniable  influence.  The  most  famous  example  of 
the  transmission  of  cancer  is  jiresented  by  the  family  of  Napoleon. 

The  relation  of  gastric  cancer  to  other  antecedent  diseases  of  the  stomach  is 
very  interesting.  Whether  frequent  errors  in  diet  or  the  use  of  alcohol  increase 
the  liability  to  this  disease  is  uncertain.  On  various  sides  attention  has  been 
called  to  a possible,  and  as  it  seems  to  us  very  probable,  connection  of  gastric  can- 
cer with  antecedent  ulcer.  Not  only  at  the  bedside,  but  at  the  post-mortem  table, 
a relatively  large  number  of  cases  have  been  obsei’ved  where  cancer  had  developed 
on  the  floor  of  an  old  (and  usually  cicatrized)  ulcer.  Hauser  made  the  interesting 
discovery  of  a-typical  gi’owths  of  epithelium  in  the  scars  of  gastric  ulcers — a 
phenomenon  which  points  strongly  toward  the  relation  suggested. 

Pathology. — The  stomach  is  a favorite  seat  for  cancer.  About  a thii-d  of  all 
cases  of  cancer  are  gastric.  The  parts  of  the  organ  most  often  attacked  are  the 
pyloric  end  and  the  lesser  curvature.  Less  frequently  the  cardiac  end  and  the 
fundus  suffer. 

The  new  growth  takes  the  form  either  of  a circumsci’ibed  tumor  or  of  a diffuse 
infiltration,  thickening  the  walls.  The  disease  invariably^originates  in  the  mucous 
layer,  extending  thence  into  the  submucous  and  muscular  coats.  The  connective 
and  muscular  tissues  in  the  neighborhood  of  the  cancer  are  quite  often  consider- 
ably hypertrophied. 

Histologically,  gastric  cancer  is  of  the  cylindrical-cell  variety,  starting  from  the 
glandular  epithelium.  The  soft  tumors  are  tei’med  medullary;  the  firm  and  hard, 
scirrhous  or  fibroid.  The  medullary  cancers  are  particularly  apt  to  be  quite  exten- 
sively broken  down  on  their  exposed  surface,  thus  forming  what  are  known  as 
cancerous  ulcers.  This  seems  to  be  mainly  the  result  of  the  gastric  juice  acting 
on  the  superficial  and  insufficiently  vascularized  portion  of  the  tumor.  The  base 
of  these  ulcers  is  usually  clean,  as  we  should  expect  from  the  mode  of  their  jn-o- 
duction.  In  many  cases  of  rather  young  subjects,  and  also  in  others,  we  find 
colloid  cancer.  This  form  also  may  aj)pcar  either  in  nodules  or  as  a diffuse 
growth,  infiltrating  the  tissues.  As  to  metastasis  of  gastric  cajicer,  vide  infra. 

Clinical  History. — Most  cases  of  gastric  cancer  exhibit  a combination  of  grave 
dige,stive  disturbances  with  a relatively  rapid  loss  of  flesh  and  strength.  Now 
and  then  the  gastric  symptoms  assume  less  prominence.  The  chief  sign  of  dis- 
ease is  a constantly  progressive  marasmus  or  anaemia,  the  true  cause  of  which 
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is  either  entii-ely  latent  or  not  unmistakably  recognizable  till  late  in  the  ill- 
ness. 

Some  of  the  gastric  symptoms  are  not  very  characteristic.  They  merely  show 
that  digestion  is  disordered.  There  is  loss  of  appetite  and  distress  after  meals. 
The  patient  complains  of  a disagreeable  sensation  of  pres  jure  in  the  epigastrium, 
increased  by  food.  Sometimes  this  amounts  to  actual  cardialgia.  Many  patients 
are  annoyed  by  frequent  eructations.  Occasionally  vomiting  is  troublesome;  in 
othei*  iustances  there  is  scarcely  any.  The  vomitus  may  contain  nothing  but 
mucus  and  the  ingesta;  or  it  may  assume,  from  the  admixture  of  blood,  a very 
characteristic  and  somewhat  pathognomonic  appearance. 

Free  gastric  haemorrhage  and  consequent  haematemesis  is  exceptional,  or  at 
least  much  less  frequent  than  in  ulcer  of  the  stomach ; but  the  vomitus  often 
contains  decomposed  blood,  and  in  many  cases  this  will  he  for  a time  almost  a 
constant  appearance.  Most  of  the  ulcerated  cancers  bleed  frequently,  a httle  at  a 
time.  The  escaping  blood  is  broken  up  by  the  action  of  the  gastric  juice,  its  red 
haemoglobine  being  transformed  into  the  black  luematine,  which  produces  that 
“ coffee-ground  ” or  “ chocolate- colored  ” appearance  of  the  vomitus  so  significant 

of  the  disease.  In  such  cases  the  ijresence  of  blood  can 
be  demonstrated  conclusively  by  the  spectroscope,  or  by 
means  of  the  so-called  haemiue  reaction.  To  perform 
this,  a small  portion  of  the  vomitus  is  heated  to  boiling 
in  a watch-glass,  having  first  been  mixed  with  a little 
glacial  acetic  acid  and  a few  crystals  of  common  salt. 
A drop  of  this  is  then  allow'ed  to  diy  upon  an  object- 
glass,  when  the  rhombic  crystals  of  hmmine  are  quickly 
formed.  These  crystals  have  a dark-brown  color,  and 
are  easily  recognized  {vide  Fig.  35).  We  should  men- 
tion that  in  the  case  of  ulcerating  carcinoma  ven- 
triculi  the  vomitus  may  have  so  foul  an  odor  that  it  may  even  be  regarded 
as  stercoraceous. 

Immediate  microscopic  examination  of  the  vomitus  may  reveal  red  blood- 
globules.  Other  characteristic  constituents  are  rare.  It  is  only  exceptionally 
that  bits  of  cancer  can  be  demonstrated.  Of  course,  if  seen,  they  end  all  doubt. 
Sarcinae  are  often  found,  just  as  in  other  gastric  diseases. 

Of  great  diagnostic  importance  is  the  investigation  of  the  gastric  juice  (vide 
supra,  page  378).  As  Von  den  Velden  first  pointed  out,  in  most  cases  of  gastric 
cancer  there  is  no  free  hydrochloric  acid  in  the  gastric  juice,  or  at  least  none  to 
he  detected  by  means  of  the  well-known  reaction  with  methyl-violet  and  the  other 
reagents;  while  on  the  other  hand  lactic  acid  is  not  infrequently  abundant,  and 
may  even  be  present  for  a long  while  after  food  has  been  ingested.  The  digestive 
power  of  the  gastric  juice  in  persons  afflicted  with  carcinoma  is  consequently,  as 
may  be  easily  demonstrated  by  experiment,  decidedly  below  normal.  The  reason 
of  this  frequent  absence  of  free  hydrochloric  acid  in  carcinoma  is  not  yet  clear. 
Probably  this  phenomenon  does  not  depend  directly  upon  the  carcinoma,  but 
upon  the  catarrh  of  the  rest  of  the  gastric  mucous  membrane  which  is  usually 
present  in  cases  of  carcinoma ; and  again,  when  the  gastric  mucous  membrane  is 
much  atrophied,  as  has  likewise  been  repeatedly  shown  to  be  the  case,  the  pro- 
duction of  hydrochloric  acid  ceases. 

Physical  examination  of  the  stomach,  and  palpation  in  particular,  are  of  the 
greatest  value.  In  a large  number  of  cases  the  new  growth  can  be  more  or  less 
plainly  felt  through  the  abdominal  walls,  as  a hard,  nodular  tumor.  The  tumor 
is  situated  in  the  epigastrium,  in  a majority  of  cases,  but  it  may  be  lower  down 
or  more  to  one  side,  according  to  the  region  attacked.  It  should  be  remembered 
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always  that  a permanent  tumor  may  essentially  alter  the  position  of  the  stomach 
to  which  it  is  attached.  As  an  illustration,  a case  of  pyloric  cancer,  which  we  saw, 
with  secondary  dilatation  of  the  stomach,  had  resulted  in  such  a displacement  of 
the  pylorus  that  the  tumor  was  to  he  felt  through  the  abdominal  walls,  about  a 
baud’s  breadth  above  the  symphysis  pubis.  ' Sometimes  the  tumor  varies  in  posi- 
tion according  to  the  fullness  of  the  stomach.  The  effect  of  the  respiratory  move- 
ments upon  the  tumor  varies.  In  some  cases,  particularly  if  the  tumor  is  adherent 
to  the  liver,  it  can  be  plainly  felt  to  move  downward  with  each  inspii'ation,  while 
in  other  cases  it  remains  perfectly  stationary. 

In  a minority  of  the  cases  no  tumor  can  be  felt  at  any  time.  Under  such  cir- 
cumstances the  diagnosis  can  not  often  be  definitely  established.  The  tumor  is 
undisco  verable,  first,  in  most  cases  of  diffuse  cancerous  infiltration  of  the  stomach- 
waUs.  We  may,  indeed,  notice  an,  increased  sense  of  resistance  and  hardness  in 
the  epigastrium,  but  can  not  refer  this  condition  with  certainty  to  a new  growth. 
Secondly,  the  new  growth  may  extend  chiefly  inward,  toward  the  cavity  of  the 
organ,  and  may  thus  escape  detection.  And,  finally,  the  tumor  may  be  so  con- 
cealed by  the  liver  or  the  edge  of  the  ribs  that  it  is  inaccessible  to  the  touch.  Such 
cancers  as  attack  the  cardiac  extremity,  the  posterior  wall,  or  the  lesser  curvatui’e 
of  the  stomach,  are  particularly  apt  to  be  out  of  reach  of  palpation. 

Pei’cussion  of  the  cancer  rarely  gives  flatness,  biit  instead  a mutfied  tympanitic 
resonance.  This  is  sometimes  an  influential  factor  in  the  differential  diagnosis 
from  cancer  of  the  liver. 

The  i)hysical  examination  sometimes  yields  secondary  evidences  of  cancer,  in 
addition  to  those  which  are  due  directly  to  the  new  growth.  In  most  cases  of 
pyloric  cancer  a resultant  dilatation  of  the  stomach  can  be  demonstrated. 

Next  in  importance  to  the  gastric  symptoms  is  the  disturbance  of  general 
nutrition.  Loss  of  flesh  is  not  rarely  the  very  first  symptom  which  calls  the 
patient’s  attention  to  his  disease.  This  wasting  is  observed  earliest  in  cases  which 
are  attended  with  anorexia  and  vomiting.  The  patient  also  gradually  takes  on 
that  familiar  cachectic  look  which  is  characteristic  of  most  cases  of  cancer.  Some 
patients  become  excessively  anaemic.  The  skin  acquires  a waxy  pallor,  and  there 
are  all  the  symptoms  which  result  from  great  anaemia,  such  as  cerebral  symptoms 
and  functional  cardiac  murmurs.  Sometimes  the  blood  itself  presents  decided 
peculiarities  in  such  cases.  Thus  we  may  find  microcytes  and  poikilocytes  in  it. 
Gastric  cancer  and  pernicious  anaemia  (q.  v.)  have  been  repeatedly  confounded. 
The  cause  of  this  excessive  anasmia  is  not  always  perfectly  clear.  In  one  such 
case  we  made  the  interesting  discovery  of  extremely  abundant  metastatic  cancer 
in  the  bones.  As  the  bone  marrow  is  known  to  have  something  to  do  with  the 
production  of  the  blood,  it  may  be  that  the  anmmia  was  due  to  this  abnormal  con- 
dition. At  any  rate,  the  grave  anasmia  which  results  from  cancel’,  and  sometimes 
also  from  other  chronic  diseases  of  the  stomach,  particularly  gastric  ulcer,  can 
not  be  regarded  in  just  the  same  light  as  are  the  loss  of  flesh  and  the  cachexia. 
Often  the  anmmia  is  very  great  before  the  general  nutrition  has  suffered  much 
impairment. 

When  the  disease  is  pretty  well  advanced  there  may  be  moderate  oedema  of  the 
ankles  and  the  back  of  the  hands.  This  is  to  be  explained,  as  in  other  cachectic 
and  anmmic  conditions,  by  the  impaired  nutrition  of  the  vascular  walls,  the 
hydraemia,  and  the  cardiac  weakness. 

Special  derangements  of  other  organs  are  relatively  infi’cquent.  Metastatic 
cancer  is  of  importance.  It  attacks  the  liver  chiefly.  If  the  hepatic  new  growth 
IS  considerable  it  may  quite  overshadow  the  primary  cancer.  Secondary  carci- 
nosis of  the  peritonaeum  is  also  apt  to  cause  marked  symiitoms,  such  as  ascites  and 
a dominal  pain.  Secondary  cancer  may  also  involve  the  mesenteric  and  retro- 
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peritoneal  lymph-glands,  the  lungs,  and  other  organs,  but  does  not  usually  give 
rise  to  striking  symptoms  when  so  situated.  It  may  be  added  that  patients  with 
cancer  of  the  stomach  sometimes  present  a swelling  of  the  lymphatic  glands  above 
the  clavicle,  especially  on  the  left  side,  and  that  many  authoi’s  regard  this  fact  as 
of  some  value  in  making  a diagnosis. 

Direct  extension  of  the  new  growth  into  neighboring  organs  is  not  very  fre- 
quent. We  will  venture  to  mention  one  case  which  we  saw,  on  account  of  its 
great  rarity.  The  new  growth  caused  adhesion  of  the  anterior  wall  of  the  stomach 
to  the  abdominal  walls,  and  then,  penetrating  through  them  and  the  skin  of  the 
epigastrium,  finally  appeared  as  a tumor,  of  about  the  size  of  one’s  fist,  projecting 
outward.  If  a cancer  ulcerates,  it  may  destroy  all  the  layers  of  the  stomach,  and 
result  in  perfoi’ation  and  secondary  peritonitis;  or,  if  previous  adhesions  have 
been  formed,  the  perforation  may  open  up  an  abnormal  communication  between 
the  stomach  and  some  neighboring  part  of  the  intestine.  The  transverse  colon  is 
the  part  usually  perforated ; less  often  the  small  intestine. 

As  to  the  bowels,  constipation  is  the  I'ule.  Diarrhoea  is  rare.  The  urine  is 
usually  pale  and  but  slightly  acid.  Its  amount  is  chminished,  as  wm  should  expect 
from  the  slight  amount  of  nourishment  taken,  and  from  the  vomiting.  Over  the 
heart  we  may  sometimes  hear  soft  anmmic  murmurs.  The  pulse  is  usually  accel- 
erated, although,  if  there  be  extreme  marasmus,  it  may  be  slow.  The  temperature 
is  normal,  or  even  subnormal.  If  there  is  some  inflammatory  complication,  or  if 
the  anaemia  is  extreme,  fever  may  occur. 

The  entire  duration  of  the  disease  may  occupy  one  or  two  years.  It  is  excep- 
tional for  it  to  last  longer,  except  where  the  cancer  develoijs  in  the  floor  of  a pre- 
existing ulcer.  In  this  event,  the  symptoms  of  ulcer  gradually  give  place  to  those 
of  cancer.  In  individual  cases  the  disease,  of  course,  exhibits  many  variations 
and  departures  from  the  typical  course.  Sometimes  the  constitutional  symptoms 
of  weakness  and  emaciation  are  more  prominent,  and  sometimes  the  distinctively 
gastric  disorders. 

The  fatal  termination  is  usually  preceded  by  the  symptoms  of  constantly  in- 
creasing weakness.  It  may  be  hastened  by  complications.  Now  and  then  gi-ave 
nervous  symptoms  appear,  often  quite  suddenly.  The  patient  falls  into  a condition 
resembling  that  of  diabetic  coma  {q.  v.),  he  is  somnolent,  and  has  a peculiar  dysp- 
noea, with  deep  and  labored  respirations,  and  such  an  attack  almost  always  ends 
fatally.  Recovery  from  cancer  of  the  stomach  is  unknown. 

Diagnosis. — In  addition  to  the  ordinary  symptoms  common  to  most  gastric 
disorders,  such  as  pain,  eructations,  and  vomiting,  the  distinctive  factor  in  diag- 
nosis is  the  discovery  of  a tumor  connected  with  the  stomach.  The  demonstration 
of  this  is  almost  conclusive.  Other  subsidiary  evidence  can  be  obtained  in  most 
instances.  The  patient  is  wasted,  has  a cachectic  look,  and  is  somewhat  advanced 
in  years.  The  most  chai’acteristic  gastric  symptom,  as  we  have  already  said,  is 
cotfee-ground  vomitus,  containing  blood. 

It  is  not  always  easy,  nor  even  possible,  to  make  sure  that  a tumor  in  this 
region  is  really  of  gastric  origin.  The  chief  characteristics  of  the  tumor  of  gastric 
cancer  have  already  been  mentioned.  The  main  thing  to  exclude  is  cancer  of  the 
left  lobe  of  the  liver,  or  of  the  pancreas,  omentum,  or  transverse  colon.  No  gen- 
eral scheme  for  the  differential  diagnosis  between  these  and  the  gastric  disease 
can  be  given,  for  the  circumstances  and  difficulties  vary  with  almost  everj"^  case. 
A careful  consideration  of  all  the  facts,  and  wide  personal  experience  at  the  bed- 
side and  the  post-mortem  table,  are  requisite  here;  and  yet  the  most  practiced 
diagnostician  may  be  misled.  . . 

We  may  be  able,  however,  to  feel  a tumor  plainly,  and  to  be  sure  that  it  is 
gastric,  and  still  find  it  difficult,  or  even  impossible,  to  determine  whether  it  is 
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cancerous,  or  whether  it  is  not  a circumscribed  induration  and  thickening  result- 
ing from  an  ulcer  of  the  stomach.  This  is  particularly  true  of  small  tumors  near 
the  pylorus,  attended  with  secondary  dilatation.  The  clinical  symptoms  are  usu- 
ally valueless  here,  for  stenosis  of  the  pylorus  must  produce  identically  the  same 
symptoms  in  either  case.  The  age  of  the  patient,  the  duration  of  the  disease,  and 
possibly  the  history  of  characteristic  symptoms  earlier  in  the  illness,  may  enable 
us  to  reach  a probable  diagnosis.  In  this  connection  it  is  also  to  he  considered 
that,  as  already  mentioned,  the  scars  of  old  ulcers  not  infrequently  form  the  basis 
for  the  development  of  a cancer.  The  previous  history  of  the  case  may  present 
such  symptoms  as  cardialgia  and  haematemesis,  indicating  that  an  ulcer  has  ex- 
isted, while  the  objective  examination,  by  demonstrating  a tumor  and  the  absence 
of  free  hydrochloric  acid,  leads  us  to  diagnosticate  the  later  formation  of  a car- 
cinoma. In  such  cases,  and  indeed  in  any  doubtful  ones,  we  may  test  the  con- 
tents of  the  stomach  for  free  hydrochloric  acid,  and,  if  this  is  invariably  absent, 
cancer  may  be  inferred. 

Here  we  should  add  that,  even  without  any  evidence  of  previous  ulceration, 
there  may  be  a simple  non-cancerous  hypertrophy  of  the  pyloras  with  consequent 
stenosis.  This  occurrence  we  can  affirm  from  our  own  experience.  The  tumor 
can  not  be  chstinguished  clinically  from  the  cai’cinoma  of  the  pylorus,  and  not 
infrequently  the  autopsy  itself  will  not  enable  us  to  determine  at  once  whether 
there  is  a carcinoma  or  a simple  ulcerative  scai’  or  hypertrophy.  Absolute  cer- 
tainty is  to  be  gained  in  such  cases  by  a microscopic  examination  of  the  tumor, 
and  by  the  discovery  of  metastatic  growths,  if  there  be  any. 

In  cases  of  gastric  carcinoma  where  there  is  no  tumor  to  be  felt,  it  is  always 
very  difficult  to  make  an  absolute  diagnosis.  In  general,  we  should  consider  the 
possibility  of  a cancer  in  every  case  where  a patient  of  advanced  years  complains 
of  severe  gastric  symptoms  without  any  other  demonstrable  cause.  The  more 
evident  the  constitutional  symptoms  of  cancer,  such  as  increasmg  emaciation  and 
cachexia,  the  more  reason  is  there  for  feai’ing  the  existence  of  a malignant  growth. 
Here  the  investigation  of  the  gastric  contents  is  very  important.  If  there  is 
good  evidence  of  hydrochloric  acid  in  the  gastric  juice  {vide  supra),  this  is  cer- 
tainly an  important  argument  against  the  assumption  of  a cancer.  On  the  other 
hand,  if  there  is  no  hydrochloric-acid  reaction  the  suspicion  of  cancer  will  be  de- 
cidedly strengthened,  although  by  no  means  assured,  since  severe  atrophic  ca- 
tarrh of  the  stomach  may  be  associated  with  the  complete  absence  of  hydi-ochloric 
acid.  If  one  finds  decomposed  blood  in  the  gastric  contents  (coffee-ground  vomit- 
ing, vide  supra),  this,  as  has  been  stated,  is  an  almost  sure  sign  of  carcinoma. 

To  distinguish  bctw'-een  ulcer  and  cancer  of  the  stomach  may  sometimes  be  a 
difficult  matter.  In  general,  however,  we  shall  be  enabled  to  form  a diagnosis  by 
considering  the  much  longer  coui’se  of  the  disease  in  ulcer,  as  well  as  the  usual 
youthfulne.ss  of  the  patient,  the  abundant  presence  of  hydx’ochloric  acid  in  tlie 
gastric  juice,  the  characteristic  vomitus,  and  the  hmmatemesis. 

Treatment.— As  to  treatment,  we  must  be  content  if  we  relieve  the  patient’s 
suffering.  We  possess  no  means  of  antagonizing  the  new  growth.  The-bark  of 
cimdurango,  which  Friedreich  recommended  a few  years  ago,  has  not  proved 
efficient.  It  may,  however,  be  given  with  some  advantage,  as  it  seems  to  be  a 
good  stomachic  tonic.  A decoction  may  bo  made  of  l.'J  parts  of  the  bark  to  150  of 
water,  and  10  parts  of  syrup  of  orange-peel  may  be  added  to  improve  the  taste. 

The  only  possibility  of  a cure  of  gastric  cancer  lies  in  the  operative  removal  of 
the  same,  as  fii-st  carried  out  by  Billroth.  Numerous  attempts  at  operation  in  tlie 
la.st  few  years  Ixave  many  of  them  resulted  unfortunately,  but  a few  most  favor- 
ably.  We  are  therefore  thoroughly  justified,  in  all  cases  where  we  see  any  possi- 
ility  of  operative  interference,  to  propose  au  exploratory  incision.  After  the 
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tumor  is  laid  bare,  we  may  then  determine  whether  the  case  is  operable  or  not. 
We  can  not  hei’e  enter  into  particulars  upon  the  subject. 

The  symptomatic  treatment  of  gastric  carcinoma  does  not  differ  greatly  from 
that  repeatedly  described  in  the  preceding  chapters.  The  diet  must  be  regulated, 
and  the  administration  of  hydrochloric  acid  is  important,  inasmuch  as  we  know  it 
to  be  ab.sent  from  the  gastric  juice  in  this  disease;  otherwise  we  merely  fulfill 
such  indications  as  arise.  For  jjain,  we  use  the  narcotics,  and  warm  or  cold  appli- 
cations. If  there  is  persistent  vomiting,  we  give  small  doses  of  opium  or  mor- 
phine, chloral,  bits  of  ice,  creasote,  or  tincture  of  iodine.  For  acid  eructations,  we 
prescribe  bicarbonate  of  soda  or  magnesia.  Very  considerable,  although  unfor- 
tunately only  temporary,  benefit  is  derived  from  washing  out  the  stomach.  The 
most  suitable  cases  for  this  are  those  of  pyloric  cancer  with  consequent  dilatation. 
The  various  stomachic  tonics  and  bitters  must  not  be  forgotten.  Our  chief  aim 
must  be  to  maintain  the  patient’s  strength  as  long  as  possible,  and  to  do  what  we 
c.an,  morally  as  well  as  physically,  to  alleviate  his  unhappy  fate. 


CHAPTER  VI. 

DILATATION  OF  THE  STOMACH. 

.ffitiology  and  Pathology. — Dilatation  of  the  stomach  is,  in  a majo.'ii,  .' of  in- 
stances, a secondary  condition,  the  result  of  pyloric  constriction.  As  : o 

already  seen  in  the  preceding  chapters,  this  constriction  is  usually  duo  ..l..  :> 
cancer  or  some  other  new  growth,  or  to  the  scars  of  ulcers.  Nai’rowing  ,n'  1 

by  pressure  from  without  is  relatively  infrequent.  Tumors  in  the  neigh 
may,  however,  thus  cause  dilatation;  and,  if  Bartels  be  correct,  a movabi 
kidney  {q.  v.)  may  also  compress  the  ]3ylorus  or  the  beginning  of  tlie  duod..: 
sufficiently  to  produce  the  same  result. 

The  manner  in  which  the  stenosis  leads  to  dilatation  is  perfectly  analog 
with  that  in  which  stenosis  of  the  aorta  causes  dilatation  of  the  left  ventricle. 
propulsion  of  food  out  of  the  stomach  into  the  duodenum  becomes  more  difficu'; 
and  consequently  the  muscular  fibers  of  the  stomach  are  aroused  to  abnorma. 
activity,  that  this  hindrance  may  be  at  least  in  part  if  not  wholly  overcome.  As 
a physiological  sequence,  we  find  in  most  cases  of  pyloric  stenosis  the  muscular 
coat  hypertrophied,  and  particularly  so  in  the  neighborhood  of  the  pylorus.  It 
is  not  till  the  muscle  proves  inadequate  to  ovei’corae  the  obstruction  that  the 
dilatation  begins.  A portion  of  the  ingesta  remains  in  the  stomach,  and  the  bulk 
of  this  stagnating  mass  gi’adually  increases.  Its  weight  and  pressure  have  a 
direct  mechanical  influence  in  promoting  the  gradual  expansion  of  the  organ.  In 
addition,  the  proces.ses  of  decomposition  usually  attack  the  contents  of  the  stom- 
ach, and  the  gases  thus  generated  contribute  largely  to  the  mechanical  dilatation. 
Speediky  these  abnormal  chemical  and  other  ^irritants  excite  catarrh.  The  catarrh 
lessens  the  resisting  powers  of  the  tissues,  interferes  with  the  absorption  of  the 
contents  of  the  stomach,  and  in  both  ways  tends  to  increase  the  dilatation.  The 
united  effect  of  all  these  pernicious  influences  may  finally  be  to  produce  a dilata- 
tion up  to  three  or  four  times  the  normal  volume  of  the  organ,  the  flabby  fundus 
hanging  down  like  a great  bag  into  the  hypogastrium. 

In  a smaller  number  of  cases  of  dilatation  we  find  no  stenosis  of  the  pylorus. 
A large  dilatation  of  this  sort  is  very  rare.  Smaller  degrees  of  enlargement  may 
frequently  exist,  but  still  they  are  so  difficult  to  diagnosticate  Avith  certainty  that 
we  can  not  really  say  just  how  frequent  they  are.  The  cause  of  such  dilatations 
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is  in  many  instances  an  impaired  power  of  resistance,  affecting  chiefly  the  muscu- 
lar layer.  This  condition  may  sometimes  be  due  to  congenital  weakness  of  the 
muscular  fibei-s,  which  not  only  makes  them  more  yielding,  but  also  favors  the 
retention  and  stagnation  of  food  in  the  stomach.  In  other  cases  the  walls  are 
weakened  by  disease.  Thus  a persistent  chronic  catarrh  may  lead  to  moderate 
dilatation;  or  constitutional  weakness  resulting  from  antemia  or  severe  illness 
sometimes  renders  the  gastric  muscular  fibers  so  weak  as  to  permit  dilatation.  In 
all  such  cases  muscular  insufficiency  is  the  chief  factor,  because  it  favors  the 
accumulation  of  iugesta  within  the  stomach.  In  chronic  gastric  catarrh,  it  is 
probable  that  the  muscular  fibers  become  not  merely  weak  but  paretic,  just  as  the 
muscles  of  the  larynx  frequently  do  in  laryngeal  catarrh. 

One  factor  of  gastric  dilatation  remains  to  be  mentioned.  It  is  the  habitual 
overloading  of  the  stomach  with  ingesta.  That  gluttons  and  drunkards  are  liable 
to  dilatation  of  the  stomach  has  long  been  a familiar  fact.  It  also  occurs  among 
the  indigent,  who  are  obliged  to  make  up  for  the  poor  quality  of  their  nutriment 
(e.  g.,  potatoes)  by  taking  very  large  amounts  of  it.  Such  a condition  may  well  be 
compared  to  cardiac  dilatation  from  excessive  arterial  tension,  and  may  be  termed 
“ overstraining  of  the  stomach.  ” The  condition  does  not  become  strictly  patho- 
logical till  compensation  begins  to  be  insufficient,  so  that  even  the  hypertrophied 
muscles  are  no  longer  equal  to  the  task  of  propelling  the  food  properly  into  the 
duodenum.  In  diabetes,  excessive  ingestion  and  deficient  nutrition  combine  to 
produce  dilatation,  and  it  has  been  I’epeatedly  observed  in  this  disease. 

Symptoms  and  Diagnosis. — The  gastric  symptoms  are  only  in  part  due  to  the 
dilatation,  being  also  due  to  the  original  lesion  or  to  other  attendant  circumstances. 
Most  patients  complain  of  loss  of  appetite,  frequent  or  constant  pressure  in  the 
region  of  the  stomach,  heartburn,  eructations,*  and  vomiting.  The  vomiting  is 
frequently  to  a certain  extent  characteristic.  It  occiu’S  at  rather  long  intervals, 
and  then  a very  considerable  amount  is  vomited  at  once.  There  may  be  several 
quarts  ejected.  The  voniitus  not  infrequently  contains  bits  of  food  eaten  several 
days  previously.  Usually  vomiting  affords  the  patient  temporary  relief. 

We  must  have  recourse,  however,  to  physical  examination  in  order  to  be  cer- 
tain about  oAr  diagnosis.  In  many  cases,  although  by  no  means  in  all,  inspection 
reveals  the  contours  of  a distended  stomach  through  the  abdominal  walls.  The 
fundus  and  the  greater  curvature  are  most  prominent.  Sometimes  we  can  observe 
the  peristaltic  movements  of  the  stomach,  which  if  not  pre.sent  may  perhaps  be 
started  up  by  the  mechanical  irritation  of  sudden  and  repeated  palpation.  If  we 
administer  to  the  patient  a half-drachm  each  of  sodic  bicarbonate  and  tartaric  acid, 
one  after  the  other,  as  suggested  by  Frerichs,  the  consequent  distention  of  the 
stomach  with  carbonic-dioxide  gas  will  often  render  its  dimensions  much  more 
evident,  and  we  shall  also  be  able  to  ascertain  if  the  prominence  already  noticed 
is  really  gastric. 

By  palpation  it  is  often  possible  to  make  out  the  greater  curvature  and  the 
fundus  still  better  than  by  inspection,  particularly  if  the  muscular  coat  happens 
to  be  contracted.  A splashing  sound  may  sometimes  be  evoked  by  giving  quick, 
short  blows  with  either  hand  alternately  upon  the  walls  of  the  stomach.  Wo  can 
hear  and  feel  the  contents  of  the  stomach  rushing  to  and  fro  with  great  distinct- 
ness. This  is  very  characteristic,  though  not  pathognomonic. 

^ To  determine  the  size  of  the  stomach  by  percussion  is  so  dilficult,  that  percus- 
sion is  seldom  as  reliable  as  inspection  and  jialpation,  but  now  and  then  it  does 
aic  us.  The  patient  must  be  examined  in  both  the  erect  and  the  rccnnibent  ]iost- 
nro,  and  both  when  the  stomach  is  full  and  when  it  is  empty.  If  we  introduce 


* In  some  instancos  tlio  regurgitutod  gnjios  have  proved  inllammablo. 
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about  a quart  of  water  iuto  the  empty  stomaeh  and  tbeu  find  a line  of  dullness 
below  the  navel  wbicb  was  not  there  before,  we  have  good  reason  to  believe  that 
the  organ  is  dilated.  This  is  Penzoldt’s  test.  Sometimes  we  are  miable  to  define 
the  limits  of  the  stomach  by  percussion  until  we  have  dilated  it  with  carbonic 
dioxide;  but  of  course  we  are  to  bear  in  mind  that  the  stomach  is  in  this  case 
expanded  beyond  its  usual  limits. 

The  use  of  the  bougie  is  valuable.  In  health  the  instrument  will  only  pene- 
trate about  sixty  centimetres,  measured  from  the  mouth,  while  in  dilatation  it  can 
often  be  introduced  as  far  as  seventy  centimetres.  Occasionally  we  may  be  able 
to  feel  the  end  of  the  bougie  through  the  lax  abdominal  walls,  as  Leube  fii’st 
remarked.  In  such  a case  the  nearer  the  point  is  to  a horizontal  line  joining 
the  two  anterior  superior  spinous  processes  of  the  ilium,  the  greater  is  the  cer- 
tainty that  dilatation  exists.  Under  ordinary  conditions  the  bougie  probably  does 
not  extend  any  lower  than  the  level  of  the  umbilicus,  if  as  far  as  that. 

A consideration  of  the  symptoms  ah’eady  enumerated,  combmed  with  the 
above  methods  of  physical  examination,  will  in  many  cases  enable  us  to  diagnos- 
ticate with  certainty  any  considerable  dilatation  of  the  stomach;  and  yet  it  must 
be  confessed  that  sometimes  quite  extensive  dilatation  may  escape  obseiwation. 
In  such  instances  there  may  be  either  a partial  or  complete  absence  of  symptoms 
suggestive  of  any  serious  gastric  derangement,  so  that  no  careful  examination  of 
the  organ  is  made,  or  the  methods  of  physical  examination  already  mentioned, 
when  employed,  yield  a negative  or  ambiguous  result.  It  is  true  that  other 
methods  have  been  suggested  by  various  authorities  to  determine  the  size  of  the 
stomach  and  test  the  functional  capacity  of  its  muscular  tissue;  but  none  of  these 
have  as  yet  been  generally  adopted.  Thus  Schreiber  introduced  an  India-rubber 
bag  on  the  end  of  a catheter,  and  tried  by  blowing  it  up  to  gain  information  as  to 
the  size  and  position  of  the  organ.  With  the  same  end  in  view,  Rosenbach  prac- 
ticed auscultation  of  the  rales  caused  by  blowing  into  a catheter,  the  opening  of 
which  was  placed  at  the  level  of  the  fluid  contained  in  the  stomach. 

Other  symptoms  are  mostly  analogous  to  those  seen  in  other  severe  gastric  dis- 
orders. The  general  nutrition  becomes  gradually  so  impaired,  particularly  if 
there  is  much  vomiting,  that  the  patient  may  seem  like  a skeleton.  Kussmaul 
has  sometimes  observed  painful  cramps  in  the  flexors  of  the  arms,  the  calves,  and 
the  muscles  of  the  abdomen.  These  he  refers  to  the  abnormal  dryness  of  the 
muscular  tissue.  The  bowels  are  almost  always  very  much  constipated,  mainly  as 
a result  of  the  diminished  amount  of  ingesta  which  reaches  the  intestine.  The 
urine  is  small  in  amount,  and  often  neutral  or  alkaline  in  reaction.  The  alkaline 
reaction  Quincke  believes  is  more  apt  to  be  present  while  the  stomach  is  being 
washed  out,  because  in  this  way  the  system  is  deprived  of  a relatively  large 
amount  of  acid. 

Course  of  the  Disease  and  Prognosis. — The  course  and  duration  of  the  disease 
are  chiefly  dependent  upon  the  nature  of  the  original  lesion  from  which  the  dila- 
tation proceeds.  If  there  is  cancerous  stenosis  of  the  pylorus,  of  course  the  case 
is  hopeless.  Cicatricial  stenosis  with  secondary  dilatation  allows  a more  favorable 
prognosis.  With  proper  treatment  and  a sensible  mode  of  life,  the  patient  may 
be  tolerably  comfortable  for  years;  but  finally  nutrition  becomes  more  and  more 
impaired,  and  death  ensues. 

The  general  course  of  the  disease  presents  all  sorts  of  vicissitudes.  As  long  as 
the  hj'pertrophied  muscles  are  able  to  overcome  the  abnormal  obstruction,  there 
maybe  no  symptoms  of  importance.  Just  as  in  cardiac  cases,  it  is  only  when 
compensation  becomes  disturbed  that  the  results  of  dilatation  are  observable.  If 
we  can  tone  up  the  muscles  again,  or  reduce  the  work  they  are  called  upon  to  per- 
form to  an  amount  which  they  are  capable  of  accomplishing,  marked  relief  follows. 
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Tliose  ca.ses  of  dilatation  which  are  not  due  to  pyloric  stricture  have,  on  the 
whole,  the  best  prognosis.  In  milder  cases  of  this  kind  there  may  be  permanent 
recovery,  provided  proper  mechanical  and  dietetic  treatment  be  promi^tly  and  pei*- 

sisteutly  employed.  ' 

Treatment. — Our  first  aim  in  treatment  should  be  to  relieve  the  dilated  organ 
of  tlie  great  amount  of  material  it  contains  and  to  avoid  new  accumulations.  If 
tliis  double  effort  is  successful,  we  have  removed  the  injurious  influences,  both 
mechanical  and  chemical,  which  we  have  seen  to  maintain  and  persistently  to 
aggravate  the  dilatation. 

Tlie  indication  is  best  met  by  the  “ mechanical  treatment  of  dilatation,”  for 
which  we  are  so  deeply  indebted  to  Kussmaul.  This  method  is  beneficial  to  the 
chronic  catarrh  which  accompanies  the  dilatation,  or  which  may  even  have  pi’o- 
duced  it.  We  have  no  direct  means  of  treating  stenosis  of  the  pylorus,  if  it  exists, 
unless  possibly  by  surgical  operation.  The  operative  removal  of  cicatricial  steno- 
sis has  already  been  repeatedly  performed  with  success,  and  it  is  to  be  expected 
that  it  will  conm  to  he  practiced  more  and  more. 

For  emptying  and  rinsing  out  the  stomach  the  best  means  is  simple  siphonage. 
A long,  soft  Nelaton’s  catheter,  supplied  with  sufficiently  large  openings  on  its 
sides,  near  its  extremity,  is  joined  to  a rubber  tube  of  about 
one  metre  in  length,  and  to  the  end  of  this  is  fitted  a large 
glass  funnel  {vide  Fig.  36).  The  stomach-tube  being  intro- 
duced and  the  funnel  raised,  the  entii’e  tube  is  filled  with 
water  and  thereupon  lowered.  Thus  siphonage  is  pro- 
duced and  the  contents  of  the  stomach  flows  out.  By  alter- 
nate raising  and  lowering  of  the  funnel,  combined,  of 
course,  with  the  pouring  in  of  water  or  soda  solution,  and 
the  escape  of  the  same  again,  the  stomach  may  be  thor- 
ough!}' cleansed.  It  is  still  more  convenient  to  have  a 
Y-tube  of  glass  fitted  to  the  upper  end  of  the  catheter  con- 
necting respectively  with  a reservoir  of  water  and  with  a 
slop-jar  by  rubber  tubes,  the  alternate  opening  and  closing 
of  w'hich  will  permit  water  to  run  into  the  stomach  from 
the  reservoir  and  then  out  again  into  the  jar. 

The  siphon  apparatus  and  the  necessary  manipulations 
are  so  simple  that  we  have  had  several  patients  with  gastric 
dilatation  who  daily  washed  out  their  own  stomachs.  This 
simple  tube  has  almost  completely  superseded  the  regula- 
tion stomach-pump.  The  latter  consists  of  a catheter  at- 
tached to  a syringe  which  has  two  openings  at  its  end,  one 
to  aspirate  and  one  to  allow  the  escape  of  liquid.  More  than 
once,  when  this  instrament  has  been  employed,  a piece  of 
the  lining  membrane  of  the  stomach  has  been  sucked  into 
the  hole  at  the  end  of  the  stomach-tube  and  torn  off.  The 
a.ssumption  that  the  pumj)  empties  the  stomach  more  com- 
pletely than  doas  the  siphon  is  seldom  borne  out  by  facts. 

We  may  use  pure  water  for  lavage,  or,  as  already  men- 
tioned, a one-  or  two-per-cent,  solution  of  soda  or  of  Carls- 
bad salts,  W'hich  may  more  effectually  clear  away  the  '\vit,U^Hc^'ar^"fuu^ 
niucus.  If  there  is  reason  to  believe  that  fermentation  is 

particularly  active,  we  may  employ  a one-per-cent,  solution  of  .salicylic  acid  or  a 
two-per-cent,  solution  of  resorcin.  Tlie  best  time  for  washing  out  the  stomach  is 
shortly  before  meals.  It  is  done  once  or  twice  a day. 

Tlie  patient’s  diet  should  be  carefully  regulated.  The  food  should  be  nourish- 
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ing,  easily  digestible,  and  of  the  least  possible  bulk.  We  should  therefore  try 
Leube’s  meat  solution,  fine  shavings  of  raw  beef  or  ham,  soft-boiled  eggs,  and  milk 
in  small  amounts,  but  should  avoid  vegetables,  coarse  bread,  and  the  like.  In  this 
way  we  can  usually  succeed  in  improving  the  patient’s  nutrition  decidedly,  aud 
the  vomiting  and  sense  of  gastric  oppression  as  well  as  other  disagreeable  symp- 
toms wfil  cease.  Whether  the  improvement  will  be  permanent  depends,  as  has 
been  said,  upon  the  natm-e  of  the  dilatation  and  the  causal  lesion. 

In  conclusion,  we  should  mention  that  the  attempt  has  been  made  to  tone  up 
the  muscular  fibers  of  the  stomach  and  stimulate  them  to  more  vigorous  contrac- 
tion. Energetic  faradization  and  galvanization  of  the  stomach  have  been  recom- 
mended. The  application  may  be  made  through  the  abdominal  walls,  or  by 
means  of  an  electrode  introduced  through  a stomach-tube.  Nux  vomica  has  also 
been  employed  to  meet  the  same  indication.  The  symptomatic  treatment  of  gastric 
dilatation  may  employ  also  all  the  other  remedies  mentioned  in  discussmg  catarrh 
of  the  stomach.  It  is  advantageous  to  have  the  patient  wear  an  elastic  bandage 
fii-mly  applied  around  the  abdomen. 


CHAPTER  VII. 

NERVOUS  DISORDERS  OF  THE  STOMACH. 

(Nervous  Dyspepsia.  Gastric  Neurasthenia.) 

It  very  often  happens  that  persons  complain  of  gastric  symptoms  for  which  we 
can  assign  no  objective  lesion  of  the  stomach.  There  is  neither  any  certain  in- 
dication of  any  important  pathological  change,  such  as  dilatation,  cancer,  or  ulcer, 
nor  any  history  to  be  obtained  of  any  of  the  causes  of  chronic  gastric  catarih.  On 
closer  study  of  the  cases  we  find,  however,  that  the  stomach  symptoms  are  most 
strikingly  dependent  on  certain  nervous  and  chiefly  psychical  conditions.  We 
are  therefore  justified  in  describing  such  affections  as  nervous  diseases  of  the 
stomach,  aud  entirely  distinct  from  other  affections  of  that  organ. 

If  we  seek  to  give  a more  accurate  account  of  the  precise  nature  of  these  nerv- 
ous disorders,  we  must  admit,  in  the  first  place,  that  there  may  be  in  some  cases 
actual  disease  of  the  nerves  of  the  stomach.  Thus,  for  example,  cases  of  pure 
“ nervous  cardialgia  ” occur,  the  foundation  of  which  is  probably  a neui'algia  of  the 
nerves  of  the  stomach,  precisely  corresponding  to  the  neuralgias  of  other  sensory 
nerves.  Again,  motor  derangements  are  seen  which  are  evidently  caused  by  ab- 
normal excitement  of  the  motor  nerves  of  the  stomach,  or  else  of  the  correspond- 
ing nerve-centres.  To  this  class  belongs  Kussmaul’s  “ peristaltic  restlessness  of 
the  stomach,”  characterized  by  a marked  exaggeration  of  peristalsis,  which  is  both 
seen  and  felt  through  the  abdominal  walls,  is  sometimes  accompanied  by  all  sorts 
of  gurgling  noises,  aud  of  which  the  patient  himself  is  often  painfully  conscious. 
Peculiar  attacks  of  nervous  vomiting  belong  in  the  same  category.  In  many  per- 
sons they  occur  from  time  to  time  without  special  cause  and  with  great  violence. 
They  may  last  for  houi's,  or  even  days,  and  are  often  associated  with  cardialgia, 
general  prostration,  and  other  nervous  phenomena.  Leyden  observed  such  cases, 
and  described  them  under  the  name  of  “ periodical  vomiting  with  paroxysms  of 
gastralgia.”  The  cause  of  this  state  is  far  from  clear.  Except  at  the  time  of  the 
attack  there  are  no  symptoms  whatever  of  gastric  disease  or  any  other,  and  we 
are  therefore  obliged  to  assume  a “ nervous  origin  ” for  it.  The  paroxysm  reminds 
one  decidedly  of  »the  gastric  crisis  of  tabes  dorsalis  (vide  p.  643).  It  may  also  be 
related  to  migraine  (q.  v.). 
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If  in  these  cases  the  voraitus  is  abnormally  sour,  we  have  a condition  which 
Rossbach  has  named  nervous  gastroxynsis.  Gastroxynsis  seems  to  be  associated, 
therefore,  with  secretory  disturbances,  and  recalls  the  above-described  acid  dys- 
pepsia {cide  p.  382).  There  is  also  a form  of  persistent,  purely  nervous  vomiting. 
We  have  seen  it  with  particular  frequency  in  school  children  of  both  sexes,  in 
whom  about  the  only  symptom  was  that  they  would  vomit  after  every  meal. 

The  varieties  already  enumerated  are  not,  however,  neaidy  so  common  as 
otliers  in  which  the  nervous  condition  is  not  so  pronounced.  The  patient  com- 
plains almost  all  the  time  of  a train  of  nervous  and  dyspeptic  sensations,  aU  of 
which  occur  mainly  after  eating,  during  digestion,  and  which  may  therefore  be 
properly  classed  as  nervous  dyspepsia.  Such  a patient  will  say  that  he  has  a 
sensation  of  pressure  and  pain  in  the  stomach  after  every  meal,  and  that  after  a 
few  mouthfuls  the  organ  feels  full  and  distended.  As  a consequence,  there  are 
often  thoracic  oppression  and  palpitation.  The  patient  frequently  suffers  also 
from  eructations,  which  may  increase  to  actual  vomiting.  All  these  symptoms 
may  occur  in  the  same  way  where  there  is  actual  gastric  disease,  pai'ticularly  gas- 
tric catarrh,  but  in  the  present  instance  they  are  usually  associated  with  other 
phenomena  which  indicate  their  nervous  character.  In  the  first  place,  we  may 
notice  that  there  is  often  a strildng  changeableness  in  their  severity.  The  same 
patient  who  to-day  complains  of  severe  gastric  oppression  after  a few  spoonfuls  of 
soup,  will  to-morrow,  when  happy  and  excited,  enjoy  a grand  dinner  without  being 
in  the  slightest  degi’ee  reminded  of  his  stomach.  This  and  many  other  circum- 
stances show  most  plainly  the  infiuence  of  emotion  upon  the  state  of  the  stomach. 
We  all  know  how  appetite  may  at  once  vanish  under  the  infiuence  of  violent 
anger  or  keen  anxiety  or  lively  hope,  or  any  strong  emotion,  whether  pleasurable 
or  the  reverse,  and  that  great  excitement  not  infrequently  causes  vomiting  or  the 
hke.  In  the  same  way,  sensitive  pei’sons  are  affected  by  the  slightest  psychical 
influences.  And  of  all  such,  the  most  harmful  is  disquietude  with  regard  to  their 
own  bodily  condition.  The  fear  that  a dish  they  have  eaten  may  harm  them,  the 
constant  dread  that  a serious  disease  of  the  stomach  is  in  process  of  development 
— such  mental  disquietude  is  it  which  is  best  calculated  to  maintain  the  unhealthy 
state  and  gradually  to  aggravate  it.  In  this  way  a peculiar  subjective  hyperaes- 
thesia  is  developed  which  feels  exqrdsite  “ pain  ” in  the  stomach  when  there  is 
really  nothing  more  than  the  ordinary  normal  sensation.  And,  in  conclusion, 
there  are  developed  in  the  same  way  certain  half-unconscious,  half-voluntary 
movements  which  produce  eructations,  vomiting,  and  the  like. 

What  we  desire,  therefore,  especially  to  emphasize,  is  our  own  conviction  that 
m the  large  majority  of  the  cases  of  so-called  nervous  dyspepsia  there  is  no  func- 
tional derangement  of  the  nerves  of  the  stomach  themselves,  but  a diseased 
“ psychogenous  ” excitation  of  the  nerve-centres,  the  consequences  of  which  are 
expressed  mainly  in  the  domain  of  the  digestive  functions.  Nervous  dyspepsia  is 
only  a particular  example  of  that  great  class  of  nervous  diseases  which  owe  their 
origin  to  hypochondriacal  conditions  of  the  mind,  and  which  may  occur  in  the 
most  diverse  organs  of  the  body.  This  explains  why  the  gastric  symptoms  are 
requently  attended  by  other  nervous  phenomena,  among  which  may  be  men- 
tioned symptoms  of  increased  psychical  irritability,  headache,  pressure  in  the  head, 
vertigo,  and  abnormal  sensations  in  the  extremities  of  pain  or  cold  or  numbness. 

lere  are  almost  always  also  some  intestinal  symptoms.  The  patient  complains 
^ c istention  of  the  abdomen,  and  particularly  of  irregular  and  constipated 

Nervous  dyspepsia  may  become  a rather  .serious  matter,  if  the  patient’s  anxiety 
avoid  errors  in  diet,  and  the  anorexia  occasioned  by  his  uneasy  sensations,  prc- 
IS  taking  sufficient  nourishment.  In  this  way  there  may  bo  gradually  pro- 
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duced  a considerable  or  even  excessive  emaciation,  with  corresponding  debility 
and  weakness.  Such  a patient  may  become  completely  bech’idden,  and  give  one  at 
first  the  impression  of  severe  illness. 

In  such  cases  the  diagnosis  is  not  always  easy,  although  it  can  usually  be 
formed  upon  careful  consideration  of  the  whole  course  of  the  disease  and  the 
character  of  the  patient.  Physical  examination  in  nervous  dyspepsia  is,  of  course, 
invariably  negative  in  its  results.  The  epigastrium  is  often  very  tender  on  press- 
ure, and  the  vertebrae  painful.  The  skin  over  the  stomach  is  often  noticeably 
insensible  to  pin-pricks.  This  fact  is  a connecting  link  between  nervous  dyspep- 
sia and  the  allied  hysterical  affections  of  the  stomach.  If  it  is  possible  to  examiTie 
the  contents  of  the  stomach  with  the  aid  of  the  stomach-tube,  the  processes  of  di- 
gestion and  the  secretion  of  gastric  juice  are  found  to  be  undisturbed.  This  dis- 
covexy  often  has,  of  course,  great  diagnostic  value,  and  it  holds  true  at  least  for 
most  of  the  cases  which  rest  upon  a purely  psychical,  hypochonchdacal  basis.  If, 
on  the  other  hand,  the  patient  has  not  only  well-mai'ked  nervous  symptoms,  but 
also  a diminution  of  the  motor  power  of  the  stomach,  and  diminished  or  (as  is  not 
infrequent)  increased  secretion  of  acid  in  the  stomach,  the  diagnosis  is  usually  ob- 
scure. These  changes  may,  hideed,  depend  on  purely  neiwous  causes;  but  still  in 
the  individual  case  it  is  generally  difficult  or  even  impossible  to  exclude  with  cer- 
tainty the  simultaneous  existence  of  an  actual  catai’rh  or  ulcer  of  the  stomach. 

In  many  severe  cases  it  requires  long-continued  observation  of  the  patient  to 
render  a coiTect  diagnosis  possible.  We  may  be  aided  by  learning  what  remedies 
help  and  what  hui’t  the  patient.  This  is  particularly  true  whei’e  the  diagnosis 
lies  between  ulcer  and  nervous  dy.spepsia,  where  it  may  be  very  difficult,  and  often, 
despite  cai'eful  balancing  of  all  the  symptoms,  scarcely  possible  to  I’each  a sux-e 
conclusioxx.  A patient  with  neiwous  dyspepsia  subjected  to  the  stx'ict  regimen 
suitable  for  ulcer  often  grows  worse  axxd  worse,  while  an  opposite  coux’se  of  treat- 
ment {vide  infra)  may  achieve  the  most  sui'prising  success. 

The  prognosis  depends  mainly  on  the  outward  circumstaxices  of  the  patiexxt.  If 
the  harmful  mental  influences  or  other  aetiological  factox-s  are  pex'sistently  active, 
actual  and  pei’ixianent  x’ecovery  is  hardly  to  be  expected ; bxxt  if  the  cause  caxx  be 
removed,  complete  recovery  is  not  x’are,  even  in  what  seem  to  be  grave  cases.  A 
liability  to  relapses  is,  of  coux-se,  almost  always  left  behind. 

Treatment. — If  nervous  dyspepsia  has  once  been  diagnosticated,  the  proper  aim 
of  oxxr  thex’apeutic  efforts  becomes  perfectly  definite.  We  must,  ixx  the  fix'st  place, 
coxxviuce  the  patient  that  he  has  no  incurable  or  evexx  dangerous  gastric  disease, 
but  that,  oxx  the  contrary,  his  stomach  is  perfectly  capable  of  pei’forming  its  func- 
tions ixx  a normal  manner.  Nothing  could  be  more  hai’mful  to  a suffex’er  from 
nervous  dyspepsia  than  to  have  his  physiciaix  manifest  gx-eat  anxiety  about  treat- 
ment, and  prescribe  a very  sti’ict  diet.  The  patient  must  x’ather  be  gradually  led 
to  xxse  an  abxxndance  of  nxxtritioxxs  food.  It  is  in  this  way  aloxie  that  he  x’egains  a 
confidence  in  himself,  when  he  sees  that  the  hearty  food  does  him  no  hax’m,  that 
he  is  gaining  flesh,  and  that  the  bowels  are  becoming  regular. 

Internal  x’emedies  ax’e  best  omitted  altogether  if  the  ixatient  has  alx’eady  taken  a 
good  deal  of  medicine.  We  should  particularly  warix  him  against  the  abuse  of 
purgatives.  If  we  must  prescx-ibe  something,  a bitter  tonic  is  very  good,  such  as 
tinctxire  of  nux  vomica.  Anaemic  patients  may  also  take  iron.  For  nervous 
vomiting  axxd  I’egurgitation  the  best  remedy  is  bx-omide  of  potash.  Antipyrixx  also 
is  sometimes  usefxxl. 

Those  methods  of  treatment  ai'e  of  great  vahxe  which  are  directed  to  the  ton- 
ing up  of  the  body  ixx  general  and  the  xxervoxxs  system  in  particular.  The  patient 
may  go  ixxto  the  country  or  to  the  xnountaixxs  or  the  seashore.  Methodical  treat- 
ment with  cold  water  is  good ; in  particulax-,  spoxxgixxg,  combined  with  x-ubbing  of 
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the  trunk  and  the  whole  body,  almost  always  gives  good  results.  On  the  other 
hand,  those  health  resorts  which  often  do  good  in  the  case  of  organic  gastric  dis- 
ease are  but  seldom  beneficial  in  nervous  dysi^epsia.  Thus,  we  have  frequently 
seen  such  patients,  who  had  been  sent  by  their  physicians  to  Carlsbad,  return 
worse  rather  than  better.  We  have  I’epeatedly  found  electricity  valuable,  al- 
though we  are  not  prepared  to  deny  that  its  subjective  efiPect  may  be  of  chief  im- 
portance. Galvanism  is  applied  along  the  spinal  column,  and  also  through  the 
stomach  horizontally,  one  large  electrode  being  placed  upon  the  epigastrium  and 
the  other  on  the  back.  It  is  well  to  reverse  the  current  frequently.  Faradization 
of  the  abdominal  walls  is  indicated,  especially  when  there  is  constipation. 

We  need  hardly  add  that  the  mtiological  factors  must  not  be  overlooked.  The 
patient  must  be  warned  against  useless  overexertion,  emotional  excitement,  etc. 
(Compare  the  chapter  on  neurasthenia.) 

The  main  point  is  to  aim  at  a methodical  moral  training  of  the  patient.  He 
should  learn  to  feel  and  to  behave  like  a healthy  person.  He  should  regain  his 
self-control,  and  not  allow  himself  to  be  upset  by  every  slight  psychical  shock, 
whether  subjective  or  coming-  from  without.  It  is  self-evident  that  this  goal  is  to 
be  attained  not  by  baths  and  prescriptions,  but  by  correct  moral  guidance.  It  is 
therefore  true  of  nervous  dyspepsia,  as  of  all  similar  neurasthenic  conditions, 
that  it  is  to  be  cured  not  by  physic  but  by  the  physician. 


SECTION  V. 

Diseases  of  the  Intestines. 

CHAPTER  I. 

INTESTINAL  CATARRH. 

{Catarrhal  Enteritis.) 

iEtiology.— The  majority  of  cases  of  intestinal  catarrh,  like  gastric  catarrh,  are 
due  to  an  abnormal  irritation  of  the  mucous  membrane  of  the  intestine  by  its 
contents.  In  most  cases  the  irritants  are  of  a mechanical  or  a chemical  nature, 
and  depend  upon  the  quantity  and  quality  of  the  food  taken,  which  explains  why 
catarrh  of  the  stomach  and  of  the  intestine  are  so  often  combined  with  each  other. 
Noxious  substances,  taken  into  the  system  by  the  ingestion  of  spoiled  food,  like 
spoiled  meat,  fish,  beer,  etc.,  very  often  play  a part  in  the  origin  of  intestinal 
catarrh. 

To  the  intestinal  catarrhs  caused  by  improper  food  we  may  add  the  toxic 
catarrhs  which  are  produced  by  the  direct  ingestion  of  poisonous  substances  into 
the  digestive  tract.  Severe  inflammations  of  the  intestinal  mucous  membrane 
anse  from  poisoning  by  mineral  acids  and  coiTosivc  alkalies,  arsenic,  corrosive 
sublimate,  etc.  Intestinal  catarrh  may  also  arise  from  the  imprudent  use  of 
certain  drugs,  especially  active  cathartics. 

A g^eat  many  cases  of  intestinal  catarrh  are  due  to  infectious  influences,  in- 
c uc  mg  most  of  the  apparently  spontaneous  catarrhs,  and  also  many,  if  not  all,  of 
c catarrhs  attributed  to  taking  cold  or  getting  wet,  and,  finally,  those  affections 
^ >c  often  develop  epidemically  or  endemically  in  hot  weather,  and  which  -we 
•Tn  summer  complaint,  cholera  morbus,  etc.  Cholera  morbus  is  an  especially 
vere  oim,  and  will  be  described  more  fully  later  on.  We  must  also  mention 
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here  that  intestinal  catarrh  is  very  often  one  symptom  of  other  general  infectious 
diseases,  like  typhoid,  dysentery,  septic  diseases,  or  severe  malaria. 

In  a final  class  of  cases  intestinal  catarrh  develops  from  disturbances  of  the 
circulation,  which  cause  a passive  hyperaemia  of  the  intestinal  mucous  jnembrane. 
Diseases  of  the  liver  and  portal  vein,  and  also  chronic  diseases  of  the  heart  and 
lungs,  are  the  chief  affections  which  produce  a stasis  in  the  portal  system,  and 
thus  an  intestinal  catarrh ; but  here  the  stasis  is  probably,  in  most  cases,  only  a 
predisposing  .factor  in  the  development  of  the  catarrh,  since  the  action  of  all  other 
irritants  is  made  easier  by  the  disturbance  of  the  circulatioii. 

The  great  frequency  of  intestinal  catarrh  in  both  sexes,  and  at  every  age,  is 
well  kno^vn.  Children,  above  all,  have  a pronounced  tendency  to  diseases  of 
the  intestine,  so  that,  by  a probable  estimate,  almost  one  thu’d  of  the  illnesses 
of  children  are  to  be  referred  to  the  intestinal  canal.  We  will  give  a special 
description  of  intestinal  catarrh  in  children  on  account  of  this  fact. 

Pathological  Anatomy, — The  pathological  changes  in  catarrhal  inflammation 
of  the  intestines  are  essentially  the  same  as  are  met  with  in  the  inflammation 
of  any  other  mucous  membrane.  Redness  and  swelling  of  the  mucous  coat, 
increased  secretion  of  mucus,  and  in  severe  cases  purulent  products  on  the  sur- 
face of  the  membrane,  and  a cellular  infiltration  of  the  tissue  itself,  are  the  well- 
known  processes  characteristic  of  all  catarrhal  inflammations.  The  solitary  and 
agminated  follicles  often  swell  in  follicular  catarrh,  and  may  finally  become 
the  seat  of  superficial  follicular  ulcers.  We  often  find  superficial  erosions  on 
the  rest  of  the  mucous  membrane,  and  in  severe  cases  the  so-called  catarrhal 
ulcers. 

If  the  catarrh  has  lasted  a long  time,  we  sometimes  find  quite  a considerable 
thickening  of  the  mucous  membrane,  which  is  due  to  a hyperplasia  of  the  con- 
nectiye  tissue,  and  which  gives  an  uneven,  puffy  appearance  to  the  internal  sur- 
face of  the  intestine.  Circumscribed  hyperplasia  of  the  connective  tissue  may 
actually  lead  to  the  formation  of  polypi.  If  the  orifices  of  Lieberkiihn’s  follicles 
ai’e  stopped,  we  have  a cystic  degeneration  of  the  follicles  from  the  retention  of 
the  intestinal  juice. 

We  very  often  find,  howeve]-,  a considerable  atrophy  of  the  mucous  membrane, 
especially  in  the  chronic  intestinal  catarrh  of  children.  This  atrophy,  which  has 
lately  been  carefully  investigated,  especially  by  Nothnagel,  affects  chiefly  the 
glandular  layer  of  the  mucous  coat.  In  place  of  the  glands,  which  in  many  parts 
may  wholly  disappear,  we  find  connective  tissue  more  or  less  rich  in  cells.  The 
atrophy  is  usually  most  pronounced  in  the  colon  and  the  lower  part  of  the  ileum. 
The  muscular  coat  may  also  take  part  in  the  atrophy. 

Certain  peculiarities  of  catarrh  affecting  single  portions  of  the  intestine  will  be 
mentioned  later  on. 

Symptomatology. — The  symptom  by  which  we  chiefly  determine  an  affection 
of  the  intestinal  canal,  and  which  in  the  milder  cases  is  often  almost  the  only  sign 
of  an  intestinal  catarrh,  is  diarrhoea — that  is,  abnormally  frequent  stools  of  a 
looser  consistency  than  usual;  yet,  strictly  speaking,  we  should  not  attribute 
every  diarrhoea  to  a catarrh  of  the  intestinal  mucous  membrane,  since  a large 
number  of  influences  may  directly  produce  an  inci*eased  peristalsis  and  a conse- 
quent diaiThoea.  Thus,  for  instance,  it  is  a well-known  fact  that  sudden  terror  or 
great  anxiety  may  sometimes  cause  an  obstinate  diarrhoea  in  a very  short  time. 
In  general  nervous  and  neurasthenic  conditions,  we  sometimes  have  a chronic 
diarrhoea  which  can  be  due  only  to  abnormal  processes  of  innervation — “ nervous 
diarrhoea.”  The  diarrhoea  which  may  arise  immediately  after  taking  cold  is  also 
merely  the  result  of  abnormally  great  peristaltic  movements  excited  in  a reflex 
manner.  Probably  a nuinber  of  chemical  and  infectious  irritants  may  also  stimu- 
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late  tlio  moveiueiits  of  tliG  intcstinGS,  and  tlius  set  up  a diarrlicea,  witliout  causing 
at  the  same  time  a catarrh  of  the  mucous  membrane.  Practically,  however,  we 
can  not  make  a sharp  distinction  between  diarrhoea  and  intestinal  catarrh ; and, 
iu  most  of  the  diarrhoeas  which  have  lasted  for  some  time,  we  are  certainly  right 
in  supposing  that  there  are  actual  anatomical  lesions  of  the  intestine,  as  well  as 
fuuctional  disturbances. 

There  ai’e  two  chief  factors  which  cause  diarrhoea  in  intestinal  catarrh.  In  the 
first  place,  as  has  already  been  mtimated,  the  same  injurious  sub.stances  which 
cause  the  catarrh  also  excite  peristalsis.  The  many  products  of  the  abnormal 
processes  of  decomposition  in  the  intestine  also  exert  a like  influen^.  Besides  the 
abnormal  irritants,  however,  we  ought  also  to  consider  an  abnornmlly  great  irri- 
tability of  the  intestinal  walls  in  catarrh.  Thus  it  happens  that  the  fluid  contents 
of  the  intestine  are  expelled  by  the  vigorous  peristaltic  movements  (which  the 
patient  himself  often  feels  as  a “ rumbling  in  the  abdomen  ”),  before  the  normal 
consolidation  of  the  fseces  is  completed  by  the  absorption  of  water.  The  food, 
under  normal  conditions,  passes  through  the  small  intestine  in  two  or  three  hours, 
and  tbps  the  consolidation  of  the  fseces  takes  place,  as  is  well  known,  almost  ex- 
clusively in  the  colon.  We  see,  therefore,  why  the  diarrhoea  owes  its  origin 
chiefly  to  the  ijicreased  peristalsis  of  the  large  intestine ; although  in  many  cases 
the  peristaltic  action  of  the  small  intestine  is  also  increased. 

Besides  increased  peristalsis,  another  circumstance  may  perhaps  contribute  to 
the  diarrhoea,  viz.,  the  greater  fluidity  of  the  contents  of  the  intestine  due  to  the 
increa.sed  secretion  of  mucus  and  the  exudation  caused  by  the  catai’rhal  inflam- 
mation. 

In  the  intestinal  catarrh  from  passive  congestion  we  must  consider  still  another 
factor,  to  explain  the  thin  and  watery  stools — namely,  the  diminished  absorption 
of  water  by  the  intestine  from  disturbance  of  the  circulation.  In  other  catarrhs 
this  factor  is  quite  subordinate  to  increased  peristalsis. 

The  diarrhoeal  dejections  show  a considerable  difference  in  regard  to  their 
minor  characteristics.  Their  number  varies  very  much.  There  ai-e  sometimes 
two  or  three,  and  sometimes  ten  or  more,  evacuations  in  the  twenty-four  houi’S. 
The  consistency  of  the  stools  is  pap-like,  or  almost  wholly  watery.  This  is  due 
to  the  abnormal  amount  of  water  in  them,  amounting  to  ninety  or  ninety-five  per 
cent.,  while  the  amount  in  normal  stools  is  about  seventy-live  per  cent.  The 
color  of  the  thin  stools  in  intestinal  catarrh  is  usually  bright  yellow,  but  they  are 
sometimes  greenish  from  the  admixture  of  bile  pigment,  and  sometimes  slimy 
{oide  infra). 

In  only  a part  of  the  cases  does  microscopic  examination  give  us  information 
as  to  the  extent  and  intensity  of  the  catarrh.  We  usually  find  the  remains  of  the 
food,  muScular  fibers,  starch-granules,  and  fat,  and  also  countless  bacteria,  and 
often  triple  phosphates,  occasional  pus-corpuscles,  and  cylindrical  epithelium — 
chiefly  the  constituents  which  are  fmmd  in  normal  stools.  Further  peculiarities 
will  be  mentioned  below. 

Besides  the  diarrhoea,  there  is  often,  but  by  no  means  always,  abdominal  pain 
in  intestinal  catarrh,  either  continuous,  or  having  the  character  of  the  paroxysmal, 
so-callsd  colicky  pains.  In  catarrh  of  the  rectum  there  is  that  constant  painful 
desire  to  go  to  stool  which  we  term  tenesmus. 

Physical  examination  of  the  abdomen  gives,  on  the  whole,  few  important 
results.  Sometimes  the  abdomen  is  flat,  and  sometimes  there  is  meteorism. 
‘ IU  'ed  peristaltic  action  of  the  intestines  often  causes  gurgling  and  rumbling 
^i.ses— borbon/f/mi.  On  palpation,  tlie  abdomen  is  often  somewhat  sensitive. 

e peculiar  colicky  pains,  however,  are,  as  a rule,  alleviated  by  external  pressure, 
n rare  cases  we  may  detect  a fluctuation  on  palpation,  if  the  intestine  contains 
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much  fluid.  The  results  of  percussion  depend  largely  upon  the  fullness  of  the 
intestines. 

In  many  cases  of  simple  diarrhoea  the  general  health  is  practically  unaffected, 
hut  in  other  cases  of  acute  intestinal  catan-h,  especially  in  the  severe  infectious 
forms,  the  disturbance  of  the  general  health  may  be  quite  considerable.  The 
patient  feels  so  dull  and  weak  that  he  stays  in  bed.  We  often  see  a moderate  rise 
of  temperature,  between  100°  and  102°  (38°-39°  0.).  There  are  very  often  gastric 
symptoms  also,  especially  loss  of  appetite,  and  vomiting.  Other  organs  are  quite 
rarely  affected,  except  in  duodenal  catarrh,  when  the  liver  is  involved  {vide  infra). 
In  acute  infectious  intestinal  catarrhs,  there  is  sometimes  an  eruption  of  herpes  on 
the  lips.  We  have  repeatedly  seen,  in  severe  cases  of  acute  enteritis,  marked  mus- 
cular and  articular  pains,  and  even  slight  but  manifest  swelling  of  the  joints. 

DiflEerent  Forms  of  Intestinal  Catarrh. — Since  the  intestine  is  an  organ  which 
is  only  slightly  accessible  to  i^hysical  examination  during  life,  and  since  we  can 
only  rarely  make  a post-mortem  examination  in  the  mild  diseases  of  the  intes- 
tine, our  knowledge  as  to  the  different  forms  of  enteritis  is  defective  in  many 
respects.  In  practice  we  content  ourselves  in  most  cases  with  diagnosticating  an 
intestinal  catarrh  simply  from  the  existence  of  diarrhoea,  without  laying  much 
stress  upon  the  special  variety;  but  in'  many  cases  some  points  can  he  obtained 
which  give  information  as  to  the  more  accurate  seat  of  the  catarrh.  The  distinc- 
tion between  acute  and  chronic  intestinal  catarrh  is  also  of  practical  significance. 

Duodenal  catarrh  can  he  diagnosticated  only  if  it  is  combined  with  jaundice. 
The  details  regarding  it  may  be  found  in  the  chapter  on  catarrhal  jaundice. 

Isolated  catai’rh  of  the  small  intestines,  of  the  jejunum  and  ileum,  is  probably 
only  of  rare  occurrence,  except  when  the  upper  portions  of  the  colon  are  involved. 
We  can  very  rarely  diagnosticate  it  with  certainty,  but  there  are  a number  of  fac- 
tors which  permit  us  to  decide  that  the  small  iutestiue  is  chiefly  affected,  or  at  least 
that  it  is  involved  in  the  disease.  In  the  first  place,  we  may  assume  an  affection 
of  the  small  intestine,  from  obvious  reasons,  in  all  those  cases  in  which  there  are 
also  gastric  disturbances.  It  is  evident  that,  in  the  frequent  combination  of  gas- 
tric and  intestinal  catarrh,  the  portions  of  the  intestine  nearest  the  stomach  will  be 
chiefly  affected.  Physical  examination  of  the  abdomen  also  gives  some  indicar 
tions,  since  the  slight  sensitiveness  and  swelling  of  the  abdomen,  as  well  as  the 
visible  abnormal  iieristaltic  action,  chiefly  affect  the  middle  and  lower  portions  of 
the  abdomen  in  catarrh  of  the  small  intestines,  while  the  analogous  symptoms  in 
catarrh  of  the  large  intestine  affect  the  lateral  and  upper  ijortions  of  the  abdomen, 
corresponding  to  the  anatomical  course  of  the  colon.  We  can  not  make  a sharp 
distinction,  however,  in  this  respect.  The  results  which  auscultation  and  percus- 
sion ovei’  the  abdomen  give  in  regard  to  the  point  of  origin  of  the  gurgling  sounds 
and  the  fullness  of  the  loops  of  intestine  are  vei-y  rarely  unequivocal,  and  hence 
are  of  little  value  in  diagnosis. 

Careful  examination  of  the  stools  gives  us  more  information.  As  has  already 
been  said,  we  need  have  no  diarrhoea  in  a catarrh  confined  to  the  small  intestines, , 
since  diarrhoea  is  due  only  to  the  increased  peristalsis  of  the  large  intestine;  hence  • 
diarrhoea  is  absent,  for  example,  in  most  cases  of  duodenal  catarrh  (catarrhal  jaun- 
dice).  In  extensive  isolated  catarrh  of  the  small  intestines  the  firm  stools  passed  ■ j 
may,  however,  be  regarded  as  pathological,  because,  on  microscopic  examination,  j 
they  appear  intimately  mixed  with  little  lumps  of  hyaline  mucus  (Nothnagel).  I 
As  a rule,  of  course,  catarrh  of  the  small  intestines  is  combined  with  a catarrh  of  i 
the  upper  portion  of  the  large  intestine.  Then  we  have  a diarrhoea,  but  the  thin  l 
stools  show  some  peculiarities  which  point  to  an  implication  of  the  small  intes-  ■ 
tines.  As  a result  of  the  increased  peristalsis  of  the  small  intestines,  we  find  cer-  f 
tain  constituents  in  the  stools  which  are  normally  contained  in  the  small  intes- 


INTESTINAL  CATAREH. 


407 


tines,  but  which  unclei-  normal  conditions  are  no  longer  to  be  met  with  in  the 
ffeces  in  the  large  intestine.  AVe  find  here,  in  the  first  place,  undigested  constitu- 
ents of  the  food,  large  masses  of  muscular  fiber,  or  even  fragments  of  meat  which 
may  be  recognized  by  the  naked  eye,  and  also  starch  and  fat.  Of  course  the  oppo- 
site' hypothesis  does  not  hold  good,  that,  if  we  find  a large  amount  of  the  undi- 
gested poi-tions  of  the  food  in  the  stools,  it  must  necessarily  always  point  to  a 
Catarrh  of  the  small  intestines,  since  the  digestion  may  be  impaired  by  other  cir- 
cumstances, like  fever  or  anaemia,  and  increased  peristalsis  of  the  intestines,  from 
any  cause,  must  result  in  the  same  symptoms.  A diarrhoea,  where  the  thin  stools 
contain  a very  large  amount  of  undigested  particles  of  food  which  can  be  recog- 
nized by  the  naked  eye,  was  formerly  called  lientery,  and  the  term  is  still  occasion- 
ally used. 

If  the  stools  contain  bile  in  addition  to  some  portions  of  the  food,  it  is  to  a cer- 
tain degree  chai'acteristic  of  catarrh  of  the  small  intestines.  Under  normal  con- 
ditions the  contents  of  the  small  intestines  alone  show  Gmelin’s  test  for  bile-pig- 
ment, while  the  contents  of  the  large  intestine,  and  also  the  noi’mal  stools,  do  not. 
In  intestinal  catarrh,  with  increased  peristalsis  of  the  small  and  large  intestines, 
there  is,  however,  often  quite  a large  admixture  of  still  undecomposed  bile-pig- 
ment. The  green  stools  which  are  so  often  seen  in  the  diarrhoea  of  children,  and 
more  rarely  in  that  of  adults,  are  also  Avell  known.  Such  stools  usually  show  a 
marked  color  reaction  with  nitric  acid.  In  other  cases  we  find  only  certain  con- 
stituents of  the  stools  stained  with  bile — a fact  to  which  Nothnagel  has  called  spe- 
cial attention.  Yellow  pigmented  bits  of  mucus  and  cylindrical  epithelium,  and 
round  cells  stained  with  bile,  are  especially  characteristic  of  the  diai’rhoea  of 
catarrh  of  the  small  intestines. 

Catarrh  of  the  large  intestine  is  probably  present  in  eveiy  diarrhoea,  as  has 
been  repeatedly  stated,  inasmuch  as  the  thin  stools  can  be  explained  only  by  an 
increased  peristalsis  of  the  large  intestine;  but  in  a number  of  cases  we  have  symp- 
toms which  point  especially  to  a disease  of  the  large  intestine,  particularly  of  its 
lower  portion. 

Physical  examination  of  the  abdomen  should  show  changes,  like  swelling, 
sensitiveness  to  pressure,  etc.,  chiefly  in  the  lateral  ijortions,  corresponding  to 
the  course  of  the  colon ; but  this  is  rather  a theoretical  hypothesis  than  a sign  of 
practical  value.  We  can  not  definitely  affirm,  either,  that  “colicky  pains”  are 
characteristic  of  catarrh  of  the  large  intestine  alone.  The  condition  of  the  stools, 
however,  is  of  importance.  In  the  first  place,  we  may  note  that,  if  the  stools  con- 
tain many  masses  of  mucus  which  may  be  recognized  by  the  naked  eye,  it  is  of 
diagnostic  significance.  As  we  have  seen  above,  the  stools  in  catarrh  of  the  small 
intestines  also  contain  mucus,  but  it  is  intimately  mixed  with  the  other  constitu- 
ents of  the  faeces,  and  hence  it  can  usually  be  recognized  only  by  the  microscope. 
In  catarrh  of  the  large  intestine,  however,  the  mucus  rather  adheres  to  the  outside 
of  the  other  constituents,  and  is  often  present  in  large  masses  visible  to  the  naked 
eye.  If  the  catarrh  affects  the  lower  part  of  the  large  intestine  chiefly,  it  may  be 
that  the  intestinal  contents  are  already  formed  into  firm  lumps,  which  may  some- 
times be  wholly  or  partly  inclosed  in  a layer  of  mucus.  In  acute  catarrh  of  the 
lowest  part  of  the  large  intestine  tlie  evacuations  are  sometimes  composed  chiefly 
of  pure  mucus,  with  a greater  or  less  admixture  of  pus,  as  is  seen  chiefly  in  the 
catarrhal  flux  ” (see  the  chapter  on  dysentery).  The  more  the  rectum  is  involved 
in  the  inflammation,  the  worse  is  that  painful  feeling  of  tension  and  pressure  at 
the  anus  during  and  after  the  evacuation,  which  we  term  tenesmus. 

Isolated  inflammation  of  the  rectum  (]jroctitis)  is,  at  least  in  part,  directly 
accessible  to  examination  by  the  finger  or  by  the  speculum.  Painful  tenesmus  and 
an  admixture  of  mucus,  and  e.specially  of  pus  in  the  stools,  are  the  chief  .symp- 
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toms  of  the  disease.  In  most  cases,  however,  we  have  to  do,  not  with  a primary 
dise^e,  but  with  a secondary  catarrh  of  the  rectal  mucous  membrane,  as  a result 
of  different  morbid  conditions  in  the  vicinity  of  the  rectum,  or  of  new  gi-owths, 
syphilitic  processes,  etc.,  in  the  rectum  itself.  Periproctitis  (ischio-rectal  abscess) 
belongs  to  the  domain  of  surgery,  and  can  not  be  described  here. 

Intestinal  catarrh  is  divided  into  an  acute  and  a chronic  form. 

In  the  acute  intestinal  catarrhs,  excluding  the  toxic  inflammations,  we  class 
simple  diarrhcea,  which  usually  passes  off  in  a few  days,  and  the  severe  enteritis, 
which  is  probably  usually  infectious,  and  which  is  attended  by  a marked  disturb- 
ance of  the  gdneral  health,  by  fever,  and  sometimes  by  gastric  symptoms  also,  as 
weU  as  by  herpes,  by  occasional  .slight  albuminuria,  by  articular  pains,  etc.  It 
lasts  from  three  to  ten  days.  • Cholera  morbus  {vide  infra)  is  to  he  regarded  as  a 
special  form  of  acute  infectious  inflammatioii  of  the  gastric  and  intestinal  mucous 
membranes. 

Chronic  intestinal  catarrh  either  comes  from  an  acute  disease  of  the  intestinal 
mucous  membrane,  or  it  gradually  develops  independently.  In  adults  it  is  by  no 
means  a frequent  disease,  at  least  as  regards  pronounced  cases,  and  is  much  rarer, 
for  example,  than  chronic  gastric  catarrh ; but  we  have  already  mentioned  that  it 
is  very  common  in  practice  among  children. 

[Chronic  intestmal  catarrh  is  much  more  common  in  the  southern  than  in  the 
northern  portions  of  our  country.  It  was  the  great  scourge  of  camps  dm-ing 
our  late  civil  war,  and  there  are  many  men  alive  to-day,  pensioned  and  unpen- 
sioned, who  have  never  recovered  from  the  diarrhcea  contracted  during  their  army 
life.] 

In  regard  to  the  aetiology  and  .symptomatology,  much  the  same  may  he  said  of 
chronic  catarrh  which  we  have  learned  to  recognize  in  considering  acute  catarrh. 
In  regard  to  aetiology  we  must  note,  in  adults,  chiefly  the  intestinal  affections 
remaining  after  an  attack  of  an  acute  disease,  like  dysentery,  severe  malaria,  or 
typhoid.  Among  the  most  i>rominent  symi^toms  are  the  abnormal  evacuatioris, 
usually  alternating  between  diarrhoea  and  constiiiation,  but  sometimes  showing  per- 
sistent constipation,  due  chiefly  to  the  atrophy  of  the  muscular  coat  and  the  disturb- 
ance of  the  nervous  apparatus.  We  must  also  mention,  as  a prominent  symptom, 
the  secondary  disturbances  of  the  general  nutrition,  like  emaciation  and  anaemia. 
In  regard  to  peculiarities  in  the  character  of  the  stools,  we  must  refer  to  what  has 
been  said  above.  As  chronic  catarrh  of  the  large  intestine  is  far  commoner  than 
chronic  catai’rh  of  the  small  intestines,  we  very  often  find  large  amounts  of 
mucus  in  the  stools.  Special  mention  must  hei’e  be  made  of  a particular  form  of 
chronic  catarrh  of  the  large  intestine,  in  which  lai’ge  pieces  of  membrane  and  com- 
plete mucous  casts  of  the  intestinal  canal  are  evacuated. 

This  peculiar  condition,  of  which  we  have  seen  several  cases,  affects  women 
most  frequently,  hut  it  is  also  met  with  in  men.  The  disease  is  almost  always 
associated  with  obstinate  constipation.  Either  at  the  same  time  with  hard  scybala, 
or  quite  independently,  large  masses  of  this  membrane  are  from  time  to  time 
evacuated,  and  the  passage  of  them  is  often  associated  with  quite  severe  colic. 
These  masses,  as  the  microscope  shows,  consist  of  mucus,  and  often  contain  also 
much  cylindrical  epithelium,  and  more  rarely  a few  round  cells  and  occasional 
crystals  of  cholesterine  and  triple  phosphate.  The  general  nutrition  sometimes 
suffers  but  little,  but  in  other  cases  quite  a good  deal.  We  very  often  see  in 
women,  at  the  same  time,  all  sorts  of  hysterical  and  nervous  symptoms.  The  dis- 
ease, which  is  termed  membranous  enteritis,  desquamative  catari’h  of  the  large 
intestine,  or  mucous  colic  (colica  mucosa),  may  last  for  years.  No  thorough  ex- 
amination has  yet  been  made  into  the  aetiology  and  pathology  of  the  disease,  but 
it  is  most  probable  that  the  intestinal  mucus  collects  into  the  membranous  for- 
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mations  above  described  in  the  bottom  of  the  longitudinal  folds  of  the  spasmodic- 
ally contracted  large  intestine  (Marchand). 

Treatment. — Most  of  tlie  milder  cases  of  acute  intestinal  catarrh  need  only  a 
dietetic  treatment.  If  the  patient  avoids  all  injurious  substances  for  a few  days, 
he  recovers  completely.  The  different  gi’uels,  like  barley  and  oatmeal  gruel,  and 
also  weak  bi-oths  and  thoroughly  toasted  bread,  or  the  German  zwieback,  are  gen- 
erally regarded  as  the  most  suitable  food.  The  coarser  vegetables  and  fruits,  fat 
meat  and  brown  bread,  are  to  be  avoided  as  much  as  possible.  In  other  respects 
we  may  refer  to  the  dietetic  rules  laid  down  under  the  treatment  of  chronic  gastric 
catarrh. 

It  is  also  an  important  rule,  confh’med  by  much  experience,  to  keep  the  abdo- 
men warm.  Children  should  always  stay  in  bed,  and  adults  should  do  so,  at  least 
in  all  severe  cases.  It  is  a good  plan,  pai-ticularly  in  children,  to  protect  the  abdo- 
men from  cold  by  a flannel  band. 

In  many  of  the  mild  cases  it  is  scarcely  necessary  to  use  internal  remedies. 
Gum  mixture  (P.  G.)  or  almond  mixture  is  a good  prescription  if  there  is  no  special 
indication,. but  in  severe  cases  further  medication  may  be  proper.  If  we  have  rea- 
son to  suspect  some  h-ritating  ingesta  or  a collection  of  fseces  as  a cause  of  the  in- 
testinal catarrh,  a cathartic  acts  favorably  at  the  beginning  of  the  treatment,  in 
spite  of  the  existence  of  diarrhoea.  Oiu’  best  cathartic  in  such  cases  is  castor-oil  or 
calomel.  In  all  those  cases  where  many  thin  dejections  point  to  a greatly  iucreased 
peristalsis  of  the  intestine,  we  use  astringents,  especially  opium,  which  we  give  in 
the  form  of  the  simple  tincture  or  the  wine  in  doses  of  ten  or  fifteen  drops,  one 
to  three  times  a day;  or  as  a powder,  half  a grain  to  a grain  (grm.  0‘03  to  0’05)  of 
opium  with  a grain  (grm.  O'Oo)  of  sugar,  two  or  three  times  a day.  It  is  also  rec- 
ommended to  combine  the  opium  with  some  mucilaginous  vehicle,  as  2 parts  of 
laudanum  to  150  of  gum  mixtm’e  or  decoction  of  salep  (P.  G.),  a teaspoonful  every 
two  or  three  hours. 

Besides  opium,  the  different  astringents  are  used  in  the  treatment  of  intestinal 
catarrh,  especially  tannic  acid,  acetate  of  lead,  logwood,  columbo,  catechu,  and 
many  othei’s.  These  remedies  are  often  given  combined  with  opium,  as  in  the 
following  prescriptions : 

R Opii.. ..: g,.  gg  fgpm.  0'03); 

Acidi  tannici gi*.  j.  ( “ 0‘05)- 

Sacchari  albi. ...  gP  ^ « 0’05)  M 

S.  As  a powder  two  or  three  times  a day. 

R Decoct,  radicis  calumbm (1-15)  3 v.  (grm.  150 -O)- 

Extract,  opii. gj.^  u 0*05)* 

Syrup,  aurantii |ss_  15'0).  ’ M. 

S.  Tablespoonful  every  two  houi’s. 


Good  results,  particularly  in  chronic  cases,  are  sometimes  obtained  from  the 
administration  of  bismuth.  Either  the  subnitrate  or  the  salicylate  may  he  given 
ni  powders  containing  seven  or  eight  grains  (0‘4-0‘5). 

If  there  is  severe  colic,  opium,  or,  under  some  circumstances,  an  injection  of 
morphine  is  the  best  remedy.  In  milder  cases  it  is  sufficient  to  applv  warmth  to 
the  abdomen,  by  warm  poultices  or  hot  towels.  The  colic,  however,  often  depends 
ipon  the  presence  of  old  fmcal  ma,sses  in  the  intestine,  when  it  is  necessary  to 
prescribe  a cathartic,  like  castor-oil. 

In  all  cases  where  the  symptoms  point  to  a more  intense  disease  of  the  large 
ntestine,  local  treatment  may  he  employed.  This  is  chiefly  of  importance  in  the 
eatment  of  chronic  intestinal  catarrh  which  is  situated  mainly  in  the  large 
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intestine.  We  irrigate  the  large  intestine  daily  with  weak  astringents,  and  some- 
times with  disinfectants.  The  necessary  apparatus  is  very  simple.  It  consists  of 
an  ordinary  irrigator,  to  which  a rubber  tube,  about  half  a metre  long  and  with  a 
proper  tip,  is  attached.  Instead  of  the  irrigator  we  can  use  an  ordinary  glass  fun- 
nel, a “ Hegar's  funnel.”  We  may  very  well  use,  for  an  end-j)iece  to  be  introduced 
into  the  rectum,  a long,  soft,  elastic  oesophageal  tube,  which  can  easily  be  pushed 
quite  high  up.  The  fluids  used  for  irrigation  must  always  be  warmed  to  about 
85°  (30°  C.),  and  should  be  allowed  to  run  in  gradually  and  slowly.  The  amount 
of  fluid  used  for  one  irrigation  should  be  two  or  three  pints  (1-1^  litre),  or  some- 
times more.  The  patient  keeps  on  his  back  duiuug  the  irrigation.  The  knee- 
elbow  position,  which  is  much  more  uucomfoi'table  than  the  doreal,  is  only  occa- 
sionally necessary.  The  fluids  most  used  ai’e  a one-  or  two-per-cent,  solution  of 
salicylic  acid,  solutions  of  salicylic  and  boracic  acids  combined,  a one-per-cent, 
tannin  solution,  or  a solution  of  acetate  of  lead  (1  to  1,000). 

If  there  is  painful  tenesmus,  it  is  usually  relieved  by  suppositories  of  cocoa- 
butter and  extract  of  opium. 

In  chronic  intestinal  catarrh  a careful  regulation  of  the  diet  is  of  the  greatest 
importance.  Besides  local  treatment  we  must  consider  internal  remedies,  chiefly 
the  astringents  mentioned  above,  to  which  we  may  add  alum,  guarana,  and  kino. 
Furthermore,  the  ijreparations  of  strychnine,  and,  among  newer  remedies,  sali- 
cylate of  bismuth  and  naphthaline,  in  powders  of  two  to  five  grains  (0'10-0’30), 
deserve  mention.  Baths,  like  Carlsbad,  Kissingen,  Marienbad,  or  Tarasp,  often 
give  good  results,  especially  m cases  wbere  there  is  at  times  constipation. 

[Saratoga,  Bedford  (Pa.),  and  the  Virginia  Springs  are  those  in  chief  repute  in 
this  country.  The  change  of  scene  and  the  regular  life,  to  which  jiatients  will 
more  readily  submit  in  these  and  similar  places  than  at  home,  have  probably  more 
effect,  than  the  water  itself. 

I have  known  the  Rockbridge  alum-water,  internally,  render  good  service.  A 
sea  voyage  is  sometimes  curative,  and,  in  general,  a sufferer  from  chronic  diarrhoea 
should  shun  malarial  regions. 

Treatment  must  often  be  patient  and  prolonged;  relapses  are  liable  to  follow 
imprudence  of  any  kind.  Time  is,  of  course,  required  for  the  restoration  of  the 
intestine  to  its  normal  structure  and  function,  and  perseverance  is  not  infrequently 
rewarded  in  full  measure.  A decided  change  of  climate  will  sometimes  be  found 
to  render  service  gi’eater  than  that  of  diet  and  drugs.  ] 

The  symptoms  which  simulate  a chronic  intestinal  catarrh  often  depend,  as 
we  have  said,  on  abnormal  processes  of  innervation.  These  are  the  cases  which 
are  associated  with  general  nervous  and  nervous-dyspeptic  symptoms.  Internal 
remedies  in  such  cases  are  of  but  little  assistance,  but  judicious  general  treatment, 
cold-water  cures,  electricity,  and  massage  may  be  attended  with  very  good  results. 
(See  the  chapters  on  nervous  dyspepsia  and  habitual  constipation.) 


CHAPTER  II. 

CHOLERA  MORBUS. 

{Cholera  Nbstrar.  Cholera  Infantum.) 

By  the  name  “ cholera  morbus  ” we  mean  an  acute  disease  of  the  stomach  and 
intestinal  canal,  of  a definite  form,  whose  symptoms  in  severe  cases  greatly  resem- 
ble those  of  genuine  Asiatic  cholera.  It  is  in  the  highest  degree  probable,  from 
the  whole  course  of  the  disease,  that  cholera  morbus  also  depends  upon  an  acute 
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infection  of  the  body  by  a specific,  organized  producer  of  disease,  but  this  has  not 
yet  been  definitely  discovered.  The  statement  of  Finlder  and  Prior,  that  bacilli 
are  found  in  the  intestinal  contents  in  cholera  morbus  which  can  not  be  distin- 
guished from  the  comma-bacilli  of  genuine  Asiatic  cholera  (g.  v.),  has  not  proved 
correct.  Finlder’s  bacilli  seem  to  have  no  pathogenic  significance  in  cholera 
morbus. 

Cholera  morbus  comes  on  usually  as  an  epidemic,  and  almost  exclusively  in 
the  hot  summer  months — June  to  August.  Hence  it  is  often  termed  summer 
cholera.  Children  in  the  fii’st  two  years  of  life  are  chiefly  attacked,  especially 
those  who  are  ai'tificially  fed  or  who  have  recently  been  weaned.  The  disease 
also  attacks  older  children  and  adults,  but  much  more  rarely. 

[Special  opportunities  are  afforded  in  this  country  for  the  study  of  cholera 
infantum.  The  causative  conditions  are,  briefly,  unsuitable  food,  a high  tempera- 
ture, and  bad  hygiene — conditions  which  are  all  combined  and  attain  their  maxi- 
mum intensity  in  large  cities.  That  a high  thermometric  range  alone  is  not  suffi- 
cient is  shown  by  the  comparative  immunity  of  all  country  districts.  Those  who 
live  in  the  country,  or  have  never  been  busied  among  the  city  poor,  have  no  idea 
of  the  atmosphei’e  breathed  by  the  children  of  the  poorer  classes,  especially  during 
the  heated  term,  nor  of  the  extreme  difficulty — imjDossibility  we  can  almost  say 
— of  getting  a really  good  milk.  Even  if  the  milk  was  good  at  the  start  and  has 
not  been  tampered  with,  the  time  which  necessai’ily  elapses  after  it  is  drawn  from 
the  cow  and  before  it  reaches  the  consumer  pei'mits  marked  fermentative  changes 
duriTig  hot  weather.  And  milk  is  and  must  remain  the  main  article  of  diet  for 
chilch’en  under  two  years  of  age.] 

The  symptoms  of  cholera  morbus  are  those  of  a severe  acute  gastro-enteritis. 
The  disease  begins  suddenly,  or  after  some  slight  warning,  with  violent  vomiting 
and  severe  diarrhcea.  In  some  cases  one  of  these  symptoms  predominates,  and  in 
others  the  other.  The  vomitus  consists  partly  of  the  food  taken,  and  partly  of  a 
slimy,  watery  substance.  The  stools  at  first  retain  their  fmcal  character,  but  they 
soon  became  more  colorless  and  more  watery,  so  that  they  sometimes  approach 
the  well-know'n  rice-water  appearance  of  the  stools  in  genuine  cholera.  Abdomi- 
nal pain  is  usually  absent,  but  a feeling  of  pressure  and  constraint  in  the  epigas- 
trium is  often  present.  The  diminished  secretion  of  urine  and  the  frequent  mus- 
cular pains  cause  the  whole  type  of  the  disease  to  resemble  genuine  cholera  still 
more  closely. 

The  severe  disturbance  of  the  general  condition  is  especially  characteristic, 
llie  patient  becomes  extremely  dull  and  has  a wasted  look,  the  voice  is  weak  and 
hoarse,  an  unquenchable  thirst  sets  in,  the  pulse  is  very  small,  the  skin  of  the  face 
and  the  extremities  is  cool  and  livid;  in  short,  we  have  the  pronounced  picture  of 
a general  collapse.  The  body  heat  also  falls,  although  at  the  first  stage  of  the 
disease  there  is  often  a rise  of  temperature. 

[Tlie  temperature  is  always  high,  even  during  the  stage  of  collapse,  when  the 
skin  and  extremities  are  cool  to  the  touch;  if  the  thermometer  is  introduced  into 
the  rectum-geuerally  the  best  place,  by  the  way,  to  take  the  temperature  in 
^ung  childrcii-it  will  rise  to  101°  to  102°,  and  is  more  apt  to  read.  104°  to  107°. 
ihis  show.s  that  inflammation  plays  a large  part  in  the  ])athology  of  the  disease.] 
icjMc  ulco  a seveic  general  disease  is  especially  jirominent  in  cholera  infan- 
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fir«i  sevei  e cases  of  this  form  of  tlie  disease  the  general  restlessness,  which  at 
eW  T’  ’ ^ s^^'nolence.  The  child  lies  with  .sunken,  half- 

k nnl  .slightly  injected,  the  coriiem  are  cloudy,  the  face 

is  sr.?  n^^  (‘-yano  ic,  t le  fontanelle.s  are  dcjiressed,  the  skin  is  cool,  and  the  ]nil.se 

wlfll  n Amid  these  symptoms, 

c re  usua  y termed  hydrocephaloid  ” by  siiecialists  in  children’s  diseases 
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[Marsliall  Hall],  death  comes  on  in  coma  or  with  slight  convulsions.  There  can 
scarcely  remain  room  for  doubt  that  these  severe  cases  of  gastro-enteritis  are  of 
infectious  origin,  and  that  the  constitutional  symptoms  are  the  result  of  toxic 
matters  generated  in  the  intestine  under  the  influence  of  the  micro-organisms 
{vide  page  373). 

The  mortality  of  children  with  cholera  infantum  is  very  marked,  especially  in 
large  cities,  and  among  the  poorer  classes  of  society.  Severe  cases  usually  end 
fatally  in  a few  days,  but,  on  the  other  hand,  many  cases  recover,  either  because 
the  course  of  the  disease  from  the  first  is  not  so  severe,  or  because  cases  appar- 
ently hopeless  take  a favorable  turn.  In  adults  it  is  extremely  rare  to  see  cholera 
morbus  terminate  unfavorably.  Patients  also  recover  quite  vapidly  from  appar- 
ently severe  conditions,  although  the  stomach  and  intestines  often  remain  rather 
sensitive  for  a long  time. 

The  anatomical  apijearances  in  children  who  die  of  cholera  infantum  con- 
trast, from  their  insignificance,  with  the  severe  symptoms  observed  during  life. 
The  catarrhal  affection  of  the  gastric  and  intestuial  mucous  membranes  is  not 
at  all  prominent  in  the  cadaver,  and  the  solitary  follicles  and  Fever’s  patches 
show  only  a slight  swelling.  The  other  lesions  which  are  most  frequently  seen 
are  lobrdar  atelectases  in  the  lungs,  and  venous  hypermmia  and  oedema  of  the  j)ia 
mater. 

The  chagnosis  of  cholera  morbus  presents  no  difficulty  if  the  characteristic 
symptoms  of  the  disease  are  present.  The  distinction  between  it  and  genuine 
Asiatic  cholera  used  to  be  occasionally  quite  difficult,  and  was  rendered  possible 
only  by  considering  the  astiological  factors,  and  the  evident  connection  between 
tbe  individual  case  and  other  cases  of  undoubted  cholera.  By  Koch’s  discovery  of 
the  comma-hacilli  in  Asiatic  cholera  the  distinction  between  tbe  two  diseases  has 
now  become  absolutely  certain.  In  all  suspicious  cases,  therefore,  we  must  ex- 
amine the  dejections  for  comma-bacilli,  and  upon  the  result  of  this  examination 
depends  the  determination  of  the  proper  means  of  prophylaxis. 

The  treatment  of  cholera  morbus  in  adults  must  be  first  to  take  special  care  to 
limit  the  diet.  The  food  should  be  only  gruels,  or  at  most  broth,  soft-boiled  eggs, 
and  milk.  It  is  a good  plan  to  give  the  milk  iced,  and  in  small  amounts.  The 
distressing  thirst  is  best  relieved  by  cracked  ice.  Wine  (iced  champagne)  is  to  be 
given  if  the  general  w'eakness  becomes  marked. 

Among  drugs,  opium  is  the  most  effective  remedy,  and,  whether  in  powder,  as 
the  extract,  or  in  liquid  form,  as  laudanum,  is  the  first  thing  to  use  to  relieve  the 
diarrhoea  and  vomiting.  All  other  remedies  which  are  recommended  in  cholera 
morbus  in  adults,  like  nitrate  of  silver,  or  calomel,  are  quite  subordinate  .to  opium. 
In  other  respects  w^e  may  refer  to  the  treatment  of  acute  gastric  and  intestinal 
catarrh. 

We  are  more  cautious  in  prescribing  opiates  for  children,  although  here  small 
doses  of  opium,  one  or  two  drops  of  laudanum  according  to  the  age  of  the  child, 
may  often  be  indispensable.  In  fresh  cases  calomel  has  obtained  a great  reputa- 
tion, a sixth  of  a grain  (grm.  O'Ol)  two  or  three  times  a day.  Ice-cold  cow’s  milk, 
given  in  teaspoonfuls,  serves  best  as  food,  if  the  child  can  not  be  fed  naturally  by 
breast-milk.  As  soon  as  the  signs  of  marked  collapse  appear,  we  must  use  hot 
baths  of  chamomile  or  mustard,  hot  packs,  and  also  stimulants,  small  amounts  o 
wine  and  injections  of  camphor.  If  the  child’s  stupor  increases,  we  may  under 

some  circumstances  use  cool  packs  and  shower-baths. 

We  will  pass  over  the  many  other  remedies  recommended  for  cholera  inlan- 
tum.  like  quinine,  salicylic  acid,  and  creosote,  since  in  severe  cases  they  o’’' 
tunately  almost  alw'ays  leave  us  in  the  lurch.  In  practice,  of  course,  we  are  often 
obliged  to  try  one  or  another  of  these  remedies. 
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[Treatment  inust  be  pi’ompt  and  judicious ; many  a child  is  thus  saved  wliich 
would  otherwise  die. 

Calomel  is  less  used  in  this  country  than  in  Germany,  and  I think  rightly.  It 
is  not  very  often  that  a preliminary  purgation  is  required;  the  bowels  have  usu- 
ally been  quite  sufficiently  unloaded  before  the  physician  arrives,  and  the  indica- 
tion he  has  to  meet  is  to  check  the  vomiting  and  diarrhoea.  Opium,  either  in  the 
form  of  Dover’s  powder  and  combined  with  bismuth,  or  as  paregoric,  is  neaidy 
alv\ays  in  place  before  the  stage  of  collapse;  preeise  directions  should  be  given  to 
omit  the  opium  or  diminish  the  dose  if  stupor  comes  on.  Opium  can  also  be  given 
by  enema  if  necessary.  One  should  not  wait  till  the  symptoms  are  desperate 
before  giving  brandy,  a good  way  to  admmister  which  is  by  di-opping  it  on  a tea- 
spoonful of  shaved  ice.  Improvement  is  shown  by  decrease  or  cessation  of  the 
vomiting,  and  greater  consistency  wdth  less  freqnency  of  the  dejections.  While 
the  symptoms  are  at  their  height  there  is  but  little  use  in  trying  to  give  nourish- 
ment, which  can  not  be  digested  even  if  it  is  retained. 

A warm  mustard  bath  aids  in  the  re-establishment  of  the  cutaneous  circulation, 
and  thus  tends  to  relieve  the  gastro-intestinal  tract. 

The  diet  is  essentially  the  same  as  in  the  more  chronic  inflammatory  and  in 
the  non-inflammatory  diarrhoeas  of  young  children. 

Details  to  complete  the  above  brief  sketch  must  be  sought  in  works  devoted  to 
the  diseases  of  children.  It  should,  however,  be  added  that  removal  to  the  pure 
air  of  the  sea-shore  in  non-malarial  regions  will  sometimes  turn  the  scale  in  cases 
which  are  apparently  hopeless.  Pure  country  air  is  to  be  sought  if  the  seaside  can 
not  be  reached;  hut  the  latter  is  the  better  of  the  two.] 


CHAPTER  HI. 

INTESTINAL  CATARRH  OF  CHILDREN. 

{Chronic  Dyspepsia  of  Children.  Pedatrophy.) 

The  gi’eat  frequency  and  the  practical  importance  of  the  “ dyspeptic  condi- 
tions ” in  children  in  the  first  years  of  life,  which  conditions  are  associated  with 
severe  disturbances  of  nutrition,  justify  a short  description  of  them,  but  we  must 
refer  to  the  special  manuals  on  children’s  diseases  for  a detailed  account. 

That  diseases  of  the  digestive  organs  play  so  large  a part  in  children’s  troubles 
IS  owing,  on  the  one  hand,  to  the  great  sensitiveness  which  the  digestive  apparatus 
in  children  shows  to  the  irritants  which  are  brought  in  contact  with  it,  and,  on 
the  other,  to  the  too  common  foolishness  and  carelessness  which  the  child’s  parents 
and  nurses  show  in  its  feeding.  Of  eourse  it  is  not  always  ignorance  and  neglect, 
but  often,  unfortunately,  poverty  and  want  which  cause  children  to  suffer,  and 
explain  the  terrible  mortality  in  the  first  years  of  life. 

The  simple  fact  that  by  far  the  larger  number  of  children  Avho  suffer  from 
dyspeptic  and  atrophic  conditions  are  fed  artifieially,  leads  us  to  the  belief  that  the 
cause^  of  most  of  the  intestinal  diseases  in  children  is  to  be  found  in  faulty  and 
injudicious  feeding.  The  food,  which  is  not  .suited  to  the  child’s  digestive  powers, 
IS  only  imperfectly  absorbed;  it  undergoes  many  processes  of  decomposition, 
w ose  pioducts  irritate  the  intestinal  mucous  membrane  and  give  rise  to  increased 
peristaltic  action.  Thus  the  imperfect  digestion,  or  “ dyspepsia,”  excites  a catarrh 
^^1  intestinal  mucous  membrane,  by  which  again,  in  a vicious  cir- 

c e,  le  c igcstivc  power  is  still  further  reduced.  Hence  the  boundary  between 
nyspepsia  ” and  catarrh  can  bo  drawn  only  artificially. 
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The  anatomical  changes  of  the  intestinal  mucous  membrane  in  children  who 
die  of  “chronic  intestinal  catarrh”  are,  as  a rule,  only  slightly  marked,  and 
contrast,  in  their  apparent  insignificance,  with  the  severe  intestinal  symptoms 
observed  during  life.  Probably  here  also  the  toxic  influences  of  the  matters 
abnormally  generated  in  the  intestine,  play  a more  important  part  than  do  the 
anatomical  changes.  We  must  remember,  liowever,  that  most  catarrhal  condi- 
tions are  hard  to  recognize  in  the  cadaver  because  of  the  disappeai’ance  of  the 
hypermmia.  Sometimes  the  swelling  of  the  follicles  is  especially  marked — fol- 
licular catarrh.  Follicular  ulcers  are  also  seen.  In  other  cases  the  atrophy  of 
the  mucous  membrane,  which  is  often  seen  after  chronic  catarrhs,  is  the  chief 
lesion.  Chronic  thickening  and  swelling  of  the  mucous  membrane  is  of  rarer 
occurrence.  In  most  of  the  severe  cases  the  large  intestine,  and  also  the  lower 
portion  of  the  ileum,  are  the  chief  seat  of  the  changes.  We  often  find  a swelling 
of  the  mesentei'ic  lymph- glands,  and  also  a fatty  fiver.  In  the  lungs  extensive 
atelectases  or  nodules  of  catarrhal  pneumonia  often  develop  as  a result  of  the 
imperfect  respiration. 

The  symptoms  of  chronic  intestinal  catarrh  are,  in  the  first  place,  those  due 
directly  to  the  intestinal  trouble,  and,  secondly,  the  quite  rapid  disturbance  of  the 
child’s  general  nutrition. 

The  condition  of  the  stools  is  the  most  important  intestinal  symptom.  The 
normal  dejection  in  children  until  they  are  weaned  is  of  the  color  of  the  yolk  of 
an  egg,  of  a rather  pasty  consistency,  and  of  a faintly  sour  smell.  In  intestinal 
catarrh  the  stools  are  more  frequent,  six  or  seven,  and  even  more,  a day.  They  are 
thinner,  more  watery,  contain  large  flakes  and  lumps  of  undigested  bits  of  case- 
rne and  other  remains  of  food,  and  smell  badly.  They  very  often  have  a green 
color,  or  acquire  it  on  standing.  According  to  recent  French  investigations 
(Lesage),  this  green  coloring  matter  is  generated  by  a specific  kind  of  bacilli,  which 
are  also  to  be  regarded  as  the  pathogenic  cause  of  intestinal  catarrhs  with  green 
evacuations.  We  may  find  admixtures  of  mucus,  sometimes  in  the  form  of  the 
so-called  “ sago  grains,”  especially  in  catarrh  of  the  large  intestine.  In  the  severe 
forms  we  often  find  pus-corpuscles  and  epithelium  under  the  microscope,  besides 
remains  of  the  food.  The  stools  may  contain  small  amounts  of  blood. 

There  is  no  definite  distinction  in  regard  to  the  dejections  in  catarrh  of  the 
laro-e  and  of  the  small  intestines.  On  the  whole,  the  rule  holds  that,  in  catarrh 
of  the  small  intestines  chiefly,  the  stools  are  larger,  they  are  passed  with  more 
wind  or  gas,  and  show  a moi’e  uniform  consistency,  while  in  catarrh  of  the  large 
intestine  they  are  smaller  but  more  frequent,  ten  or  twenty  a day,  are  passed 
noiselessly,  are  associated  with  tenesmus,  and  show  a different  consistency  m 
their  various  parts,  partly  normal,  partly  thm,  partly  slimy,  etc.  Examination 
of  the  abdomen  is  in  so  far  of  importance  that,  in  general,  in  catarrh  of  the  small 
intestines  the  abdomen  is  much  swollen,  while  in  catarrh  of  the  large  intestine  it 
is  often  deeply  sunken. 

We  often  find  disturbances  in  the  stomach,  vomiting,  eructations,  etc.,  as  well 
as  trouble  in  the  intestines.  There  may  be  thrush  in  the  mouth,  or  the  development 


of  aphthous  ulcers.  i ■ 

In  almost  all  long-continued  cases,  however,  the  general  disturbance  of  nutri- 
tion, the  atrophy  (athrepsia)  of  the  child,  takes  the  first  place  in  the  of 

the  disease.  The  muscles  become  shriveled  and  flabby,  and  the  whole  body  finally 
becomes  so  much  emaciated  that  the  pale,  dry  skin  hangs  in  hioac  o s am  wim 
kies  about  the  bones,  whose  prominences  are  everywhere  visible  The^ 
sharp,  and  has  an  aged  expression  from  the  many  little  folds  of  the  . 
eyes  are  dull,  lusterless,  and  wide  open;  the  voice  is  merely  a 
per.  The  abdomen  is  deeply  sunken,  or  in  some  cases  it  is  swollen  by  me  ^ 
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in  peculiar  contrast  to  the  emaciation  elsewhere;  and  its  surface  is  traversed  by 
bluish  veins. 

From  this  sad  picture,  unfortunately  so  frequently  seen  in  practice  among  chil- 
dren, we  can  usually  recognize  the  condition  of  things  at  the  first  glance,  for  by 
far  the  larger  part  of  the  cases  called  “ pedatrophy  ” are  due  to  chronic  digestive 
chsturbances.  Very  often  it  is  com,bined  with  rachitic  changes  in  the  bones,  of 
whose  occurrence  we  shall  speak  further  in  the  description  of  rachitis.  Tuhercu- 
lai  changes,  too,  are  often  found  in  the  cadaver,  especially  in  the  lungs  and  the 
bronchial  and  mesenteric  lymph-glands.  In  such  cases,  of  course,  the  tuberculosis 
is  usually  to  be  regarded  as  the  main  disease,  upon  which  the  intestinal  affection^ 
which  may  he  simple  or  even  tubercular,  has  developed  secondarily.  During  life 
tuberculosis  in  little  atrophic  children  may  very  easily  be  overlooked. 

If  we  would  give  a full  account  of  the  treatment  of  the  atrophic  conditions  in 
cliilch’en  due  to  digestive  disturbances,  we  must  include  in  our  consideration  the 
entire  hygiene  and  care  of  children  in  health  and  disease,  for  all  children’s  physi- 
cians are  united  in  the  opinion  that,  as  the  cause  of  most  intestinal  diseases  in 
children  is  to  be  found  in  improper  feeding,  so  recovery  from  existing  digestive 
disturbances  can  take  place  primarily  only  by  a corresponding  proper  and  judi- 
cious feeding.  In  what  follows  we  can  refer  only  to  the  most  important  princi 
pies  and  general  points  which  are  here  to  be  considered. 

The  only  proper  and  natural  food  for  a child  in  its  first  year  is  breast-milk. 
All  dyspeptic  conditions  are  much  rarer  in  children  who  are  nursed  than  in  bot- 
tle-fed children,  and,  when  they  do  occur  in  childi'en  at  the  breast,  they  often 
are  only  of  brief  duration.  They  are  then  to  be  referred  usually  to  certain  dis- 
turbances in  the  mother,  such  as  disease,  insufficient  diet,  or  severe  mental  excite- 
ment. The  return  of  menstruation  or  a new  pregnancy  has  sometimes  an  unfa- 
vorable influence  on  the  character  of  the  milk.  Finally,  we  may  mention  that 
in  spite  of  the  best  of  milk,  if  the  breast  is  given  u-regularly  and  too  frequently,  it 
may  cause  anomalies  of  digestion  in  nursing  children. 

Most  of  these  slight  disturbances  may  easily  be  readjiisted,  but  sometimes  it 
happens  that,  without  any  discoverable  reason,  the  milk  of  a wet-nurse  “ does  not 
agree  ” with  the  child.  Then  we  must  change  the  nurse.  The  atrophic  condi- 
tions which  develop  and  progress  in  children,  in  spite  of  plenty  of  normal  food, 
are  usually  due,  not  to  simple  digestive  disturbances,  but  to  deep-seated,  general, 
constitutional  diseases  like  tuberculosis,  or  syphilis. 

The  great  majority  of  cases  of  chronic  intestinal  catarrh  and  chronic  atrophy 
are  found,  as  we  have  said,  in  bottle-fed  children.  The  first  question  which  every 
physician  should  ask  a mother  who  brings  him  such  a child  for  treatment,  must 
therefore  refer  to  the  sort  of  feeding  which  the  child  has.  If  tlie  mother,  foi-  any 
reason,  can  not  nurse  it  herself,  and  if  the  bottle-fed  child  has  digestive’  disturb- 
ances, we  must  invariably  consider,  in  the  first  place,  the  possibility  of  procuring  a 
wet-nurse.  Feeding  by  the  milk  of  a wet-nurse  is  a remedy  which,  at  least  in 
many  case.s,  by  saving  the  child's  life,  repays  the  many  annoyances  and  quite 
large  expense  which  a wet-nur.se  causes.  We  must  tell  the  parents  this,  and  repre- 
sent to  them,  without  reserve,  the  great  dangers  which  thi-eaten  the  life  of  every 
bottle-fed  baby.  Complete,  and  sometimes  even  quite  rapid,  recovery  may  be  ob- 
laitied  through  a wet-nurse,  even  in  cases  of  severe  chronic  intestinal  catai’rh, 
where  atrophy  and  weakness  are  already  very  fur  advanced. 

Often,  however,  it  is  impossible  to  hire  a wet-nurse,  especially  in  the  poorer 
clauses  of  society.  We  must  continue  bottle-feeding,  and  these  are  the  cases 
w ere  chronic  intestinal  catarrh  demands  the  greatest  number  of  victims;  yet 
even  here  the  physician  can  always  do  much  good  by  instructing  the  parents. 

The  best  substitute  for  mother’s  milk  is  cow’s  milk.  This  must  be  as  fresh  as 
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possible,  and  is  given  boiled.  The  Soxhlet  apparatus  for  preparing  the  milk  is 
rather  troublesome,  but  very  appropriate  and  advantageous.  By  its  means  the 
milk  is  completely  sterilized.  One  part  of  the  milk  must  be  diluted,  according 
to  its  quality,  with  two  or  three  parts  of  boiled  water  in  the  first  months,  in 
children  from  four  to  six  months  old  with  equal  parts  of  water,  and  in  older 
children  with  about  half  as  much  water.  From  nine  to  twelve  months,  the  child 
may  have  undiluted  milk.  In  general  we  give  the  milk  warmed  to  about  85° 
(28°  C.),  but  children  with  gastro-intestinal  catarrh  often  bear  cold  milk,  given  in 
small  amounts,  better  than  warm.  Among  tbe  special  additions  to  the  milk,  by 
which  physicians  have  tried  to  make  cow’s  milk  more  like  hnman  milk,  we  may 
mention  as  occasionally  advantageous  sugar  of  milk,  as  much  as  will  go  on  the 
point  of  a small  knife,  added  to  each  portion  of  milk  given,  and  soda,  a tablespoon- 
ful of  a one-  or  two-per-cent,  solution  to  a pint  (half  a litre)  of  milk.  The  much- 
practiced  dilution  of  milk  with  salep,  oat-meal,  and  bai’ley  waters  is  always  inju- 
dicions,  and  it  should  he  a i^rinciple,  especially  with  children  under  three  months, 
to  avoid  entirely  any  stai’chy  food.  It  is  not  a bad  plan  to  add  veal-broth  to  the 
milk,  as  it  is  sometimes  Avell  borne  even  by  weak  childi’en. 

Cow’s  milk,  projierly  diluted,  is  better  for  children  with  chronic  intestinal 
catarrh,  in  many  cases,  than  any  other  food.  I?!  acute  digestive  disturbances, 
however,  it  is  sometimes  advisable  to  omit  the  milk  entirely  for  a few  days,  and 
give  instead  of  it  only  a little  mucilaginous  drink  like  decoction  of  salep.  In 
chronic  dyspepsia  we  must  first  try  good  cow’s  milk.  If  the  milk  is  not  well  borne, 
if  the  diarrhoea  increases,  and  if  the  child  becomes  still  more  emaciated,  we  may 
try  to  get  milk  from  another  and  better  source;  but  it  often  happens  that  either 
we  can  not  procure  good  milk,  or  that  the  child  can  not  hear  even  the  best  cow’s 
milk.  We  are  then  obliged  to  have  recourse  to  one  of  the  many  “ artificial  foods  ” 
and  “substitutes  for  mothers'  milk”  in  the  market.  We  can  not  here  go  into  par- 
ticulars concerning  these.  Each  of  these  preparations  has  occasional  good  results 
to  show,  hut  none  of  them  has  an  uncontested  pre-eminence  over  the  rest.  We 
will  mention  the  preparations  most  in  use  at  present,  of  whose  value  in  individual 
cases  we  have  convinced  ourselves:  Swiss  condensed  milk.  Nestles  and  Frerich’s 
infants’  foods,  Biedert’s  cream  mixture,  and  Liebig’s  soup.  Almost  every  physician 
has  his  special  favorite  preparation,  which  in  his  own  personal  experience  has 
done  him  relatively  the  best  seiwice. 

If  Ave  keep  fast  to  the  principle  that  every  intestinal  catarrh  in  children  is  to 
be  treated  in  the  first  place  by  a judicious  regulation  of  the  diet,  in  many  cases  Ave 
shall  not  haA'^e  to  use  any  drugs.  These  may  be  of  service  only  AA'hen  we  have  also 
carried  out  the  dietetic  measures  AA’hich  are  specially  necessary. 

Calomel  has  obtained  the  greatest  reputation  in  the  treatment  of  intestinal 
catarrh  in  children.  It  deserves  to  be  tried  in  fresh  cases,  in  doses  of  j’j  to  | of  a 
grain  (grin.  0'005-0-01)  in  powder.  If  the  diarrhoea  lasts  a long  time,  we  may 
very  well  use  opiates,  although  with  great  caution.  The  combination  of  calomel 
and  opium  often  does  good  service. 

R Calomel gi’-  ^ 

Extract!  opii g*'-  A ( ® ' 

Pulv.  acacise gr.  ss  ( 0 03). 

M.  et  ft.  pulv. 

Sig. : One  such  pOwder,  three  or  four  times  a day. 

With  little  children  we  may  put  two  to  four  drops  of  laudanum  m thr^ 
ounces  (grm.  100)  of  liquid,  like  gum  mixture,  salep  decoction,  muriatic-acid 
mixture,  etc.,  and  give  a dessertspoonful  of  this  every  two  or  three  hours. 
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Many  attempts  have  been  made  to  check  the  abnormal  processes  of  decompo^- 
tion  in  the  intestine  by  prescribing  remedies  which  possess  antiseptic  and  anh- 
z^miotic  properties.  Creasote  has  been  warmly  recommended  by  many,  four  to 
six  drops  in  two  ounces  (grm.  50)  of  water  with  half  an  ounce  (grm.  15)  of  syrup, 
a teaspoonful  every  two  hours.  Other  drugs  used  for  the  same  purpose  are  naph- 
thalin  one-half-  to  one-per-cent,  solution  of  dilute  muriatic  acid  in  water,  and  one- 
per-cent.  solution  of  chloral  in  water.  A prescription  for  naphthalin  is  as  follows: 

R Naphthalin 0 5 to  1 0; 

Mucilag.  acaciae. 

Aquae  destillat 40  0 ; 

01.  menthae  pip gt.  j. 

M.  Sig. : Shake.  Teaspoonful  every  two  hours. 


If  the  stools  have  a green  color,  it  is  said  that  lactic  acid  is  especiaUy  beneficial. 
A teaspoonful  of  a two-per-cent,  solution  maybe  given  fifteen  minutes  after  every 
meal. 

A number  of  other  remedies,  “ astringents,”  are  given  to  act  directly  on  the 
diseased  mucous  membrane.  Those  most  to  be  recommended  in  chronic  diarrhoea 
are  subnitrate  of  bismuth,  one  or  two  grains  (grm.  O'05-O-l)  four  to  six  times  a 
day,  which  may  be  combined  with  opium,  nitrate  of  silver  (1  to  2,000  solution), 
alum  (1  to  200  solution),  guarana,  five  to  fifteen  grains  (grm.  O-3-l'O),  three  times 
a day,  and  many  others. 

If  a large  amount  of  mucus  in  the  stools  points  to  a catarrh  of  the  large  intes- 
tine, we  may  sometimes  employ  irrigation  of  the  colon  with  excellent  results.  W e 
uiject  the  fluid,  one-per-cent,  solution  of  tannin  or  alum,  or  solution  of  acetate  of 
lead  (1  to  3 to  1,000),  once  or  twice  a day.  The  amount  of  fluid  to  be  introduced  at 
once,  by  a Hegar’s  funnel,  with  a gum-elastic  catheter,  may  reach  one  or  two 
pints  (half  a litre  to  a litre). 

In  conclusion,  we  must  mention  the  advantage  of  daily  warm  baths  in  atrophic 
children.  We  often  order  some  special  “ strengthening  ” additions  to  the  bath- 
water, such  as  salt,  iron,  or  sweet-flag. 

[In  view  of  the  great  importance  of  this  malady,  it  seems  desirable  to  remark 
on  one  or  two  points. 

In  the  first  place,  prophylactic  measures  are  deducible  directly  from  the  aeti- 
ology. No  child  should  be  kept  in  a large  city  in  summer,  if  it  can  be  provided 
for  at  the  sea-shore  or  in  the  country.  The  vast  number  who  must  perforce  re- 
main are  to  be  kept  under  the  best  general  hygienic  conditions  possible.  Mothers 
should  bo  encouraged  to  take  their  children  to  the  relatively  pi^re  air  of  the  public 
parks  as  much  as  they  can.  The  relation  between  diet  and  the  diarrhoea  of  chil- 
dren should  be  dwelt  upon  whenever  there  is  opportunity. 

The  establishment  of  boards  of  health  has  done  much,  and  will  do  more,  to 
, check  the  ravages  of  summer  diarrhoea. 

Great  advances  have  been  made  in  the  artificial  digestion  of  cow’s  milk  within 
a few  years.  By  the  aid  of  the  preparations  of  Fairchild  Bros.  & Foster  the 
ca.seineis  digested  in  part,  and  the  remaining  portions  coagulate  in  light  flocculi; 
at  the  same  time  no  appreciable  taste  is  imparted  to  the  milk,  provided  that  a 
moderate  amount  of  care  is  exercised.  The  importance  of  preventing  the  forma- 
tion of  large,  firm  curds  has  long  been  recognized,  and  an  older  means  of  attain- 
ing this  end  was  mechanically  to  separate  the  curd  by  adding  to  the  milk  a barley 
or  other  similar  water-gruel. 

Mellin’s,  Horlick’s,  and  Ridge’s  foods  also  deserve  mention  in  this  connec- 
tion. 
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The  quantities  of  food,  as  well  as  the  frequency  with  which  it  is  given,  must 
be  determined  in  each  case. 

The  system  of  milk  inspection  which  has  come  into  vogue  of  late  years  in  manv 
places  does  much  to  improve  the  milk  supply,  as  does  also  an  improved  method  of 
transportation.  But  still,  especially  during  the  summer  heat,  a really  fresh  and 
pure  article  is  nearly  impossible  of  attainment  by  the  ijoorer  classes  in  large  cities, 
and  it  is  these  classes  which  swell  the  mortality  from  infantile  diarrhma.  For 
them,  in  particular,  the  modern  simple  and  inexpensive  methods  of  sterilizing 
milk  may  be  made  of  the  greatest  service.  The  seashore  homes  for  poor  children 
which  have  been  established  near  the  large  cities  on  the  Atlantic  seaboard  have 
fully  justified  themselves. 

It  seems  to  the  editor  that  the  author  has  insisted  more  sti’ongly  than  is  neces- 
sary on  the  vital  importance  of  a wet-nurse,  in  view  of  the  very  gi’eat  advances 
which  have  been  made  within  a few  years  in  the  preparation  of  artificial  foods  for 
infants.  For  full  details  as  to  these  processes,  the  reader  must  be  referred  to 
modern  treatises  on  the  diseases  of  children. 

The  drugs  most  worthy  of  confidence  are,  in  the  opinion  of  the  editor,  opium 
and  bismuth;  in  mild  cases  the  former  is  often  not  requu-ed;  the  dose  varies 
greatly  with  circumstances  ; the  latter  can  safely  be  given  in  ten-grain  doses, 
every  three  hours,  to  a child  of  six  months.  Calomel  does  not  now  enjoy  the 
reputation  in  this  country  that  it  does  in  Germany,  though  it  has  its  advocates 
here.  For  more  minute  details  see  works  on  children’s  diseases.] 


CHAPTER  IV. 

TYPHLITIS  AND  PERITYPHLITIS. 

( Typhlitis  Stercoralis.  Inflammation  of  the  Caecum.) 

.Etiology  and  Pathological  Anatomy.— Inflammation  of  the  caecum  and  its 
vicinity  has  a special  place  among  the  diseases  of  single  portions  of  the  intes- 
tines. The  reason  why  circumscribed  inflammation  so  often  develops  here  is  to 
be  found  in  the  peculiar  anatomical  ari’angement  of  the  caecum  and  its  appendix, 
the  vermiform  process.  This  arrangement  explains  why  faecal  masses  or  foreign 
bodies  are  easily  retained  in  the  caecum,  and  give  rise  to  an  inflammation  of  it. 

Inflammation  of  the  caecum  is  due,  in  most  cases,  to  an  accumulation  of  faeces 
in  it,  and  hence  it  is  usually  termed  typhlitis  stercoralis.  Since  the  causes  pro- 
ducing the  inflammation  are  usually  permanent  in  their  action,  the  anatomical 
inflammatory  changes  are  generally  much  more  intense  in  perityphlitis  than  in 
the  other  forms  of  intestinal  catarrh.  The  inflammation  attacks  the  whole  intes- 
tinal wall,  and  sometimes  even  invades  the  surrounding  connective  tissue,  being 
then  called  pei'ityphlitis. 

The  great  majority  of  severe  cases  of  perityphlitis  do  not  start  from  the 
caecum  itself,  but  from  the  vermiform  appendix.  This  rudimentary  portion  of 
the  intestine,  so  unimportant  physiologically,  plays  a great  part  in  pathology. 
Small  faecal  masses  from  the  caecum  often  enter  the  vermiform  appendix,  and, 
under  some  circumstances,  may  remain  there.  The  fluid  in  them  is  absorbed,  they 
are  very  often  incimsted  with  lime-salts,  and  thus  the  little  so-called  “ faecal  cal- 
culi ” are  foi’med.  In  many  cases  the  return  of  faecal  masses  into  the  caecum  is 
probably  hindered  by  the  valve  at  the  orifice  of  the  vermiform  appendix,  Gerlach’s 
valve.  Foreign  bodies,  like  little  seeds  of  fruit,  often  enter  the  vermiform  appen- 
dix and  give  rise  to  the  formation  of  a faecal  calculus.  These  calculi  often  have 
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such  a rounded  shape  that  they  were  formerly  considered,  very  erroneously,  to  be 
retained  cherry-stones. 

In  many  cases  faecal  calculi  may  remain  in  the  vermiform  appendix  for  a long 
time  without  producing  any  further  injurious  results,  but  as  a rule  they  cause  a 
mechanical  irritation  of  the  mucous  membj’ane  which  leads  to  inflammation,  and 
often,  in  some  circumscribed  spots,  to  a pressure  necrosis,  and  later  to  ulceration 
of  the  vermiform  appendix.  If  the  ulcer  does  not  cicatrize — it  always  may — the 
ulceration  gradually  deepens.  When  there  is,  finally,  perforation  of  the  verrnl- 
form  appendix,  we  have  either  a circumscribed  or  a general  pui’ulent  peritonitis, 
according  as  adhesions  have  or  have  not  formed  in  the  vicinity.  Although  gen- 
eral peritonitis  almost  always  ends  fatally,  the  circumscribed  purulent  perityphlitis 
may,  at  least  in  a number  of  cases,  finally  recover  {vide  infra). 

Clinical  History.— The  symptoms  of  simple  typhlitis  stercoralis  sometimes 
develop  quite  rapidly,  but  in  other  cases  they  ai-e  preceded  by  somewhat  protracted 
prodromata.  The  latter  are  chiefly  constipation,  which  may  at  times  be  inter- 
rupted by  diarrhoea,  and  occasional  dull  pain  in  the  ileo-caecal  region.  These 
symptoms  gradually  or  suddenly  increase.  The  pain  in  the  ileo-cmcal  region,  in 
particular,  becomes  more  intense,  and  prevents  the  patient  from  making  any  con- 
siderable movement.  Sometimes  there  is  complete  stoppage,  but  in  other  cases 
small  amounts  of  faeces  are  still  passed.  The  patient  frequently  vomits  one  or 
more  times.  The  general  health  is  also  much  disturbed.  The  patient,  as  a rule, 
is  dull,  has  no  appetite,  and  has  a moderately  high  fever,  somewhere  between  101° 
and  104°  (38'5°-39'8°  C.),  the  course  of  which  has  nothing  characteristic. 

The  most  important  signs  for  diagnosis  come  from  the  physical  examination 
of  the  abdomen.  The  abdomen  as  a whole  is  often  moderately  swollen  by  meteor- 
ism.  The  collection  of  gas  probably  takes  place  chiefly  in  the  ileum,  above  tlie 
part  of  the  intestine  which  is  narrowed  by  the  accumulation  of  faeces.  The  meteor- 
ism  often  is  entirely  absent  or  is  only  slight,  and  then  we  may  notice  by  mere 
inspection  a marked  prominence  in  the  region  of  the  caecum.  If  we  examine 
more  closely  we  perhaps  meet  with  very  considerable  sensitiveness  and  tenderness 
on  pressure  in  the  same  region.  We  also  feel  a resistance,  which  is  either  diffuse 
or  well-defined,  exactly  like  a tumor,  and  which  gives  flatness  or  a dull  tympanitic 
resonance  on  percussion.  This  characteristic  ileo-caecal  tumor,  which  usually 
confirms  the  diagnosis,  is  caused  in  part  by  the  collection  of  masses  of  faeces, 
which  often  seem  quite  compressible,  and  permit  us  to  determine  approximately 
the  portion  of  intestine  affected,  and  in  part  by  the  materially  thickened  intestinal 
walls,  and  eventually  by  the  inflammatory  exudation  in  the  vicinity.  In  their 
clinical  relations  there  is  no  sharp  distinction  between  typhlitis  and  perityphlitis, 
and  inflammatory  processes  which  rise  from  the  vermiform  appendix.  The  fur- 
ther course  only  can  make  the  distinction  possible. 

Most  cases  of  sim])le  typhlitis  stercoralis  take  a favorable  coui*se.  If  the  patient 
has  timely  care  and  proper  treatment  the  pain  and  fever  gradually  disappear. 
Large  dejections  follow,  and  after  ten  days  to  three  weeks  complete  convalescence 
sets  in.  Tlie  abnormal  resistance  in  the  region  of  the  cmcum  due  to  the  thickened 
intestinal  walls  may  often  be  felt,  of  course,  for  a much  longer  time.  A tendency 
to  constipatioji  is  also  a))t  to  be  present  for  a long  time.  Relapses  are  not  uncom- 
mon, and  it  not  infrequently  happens  that  people  who  have  once  had  typhlitis 
may  be  again  attacked  later  on  by  the  same  affection. 

Typhlitis  takes  a more  severe  course  in  the  hap]uly  quite  rai-o  cases  where  the 
intestinal  stenosis  as  a result  of  retention  of  fmces  is  well  marked.  The  meteor- 
lam  IS  greater,  the  vomiting  is  more  frequent,  and  finally  a.ssumes  a decidedly 
^ercoraccous  character.  The  constitutional  symptoms  are  much  more  severe, 
he  patient  is  extremely  dull,  the  skin  is  cool  aud  livid,  the  pulse  is  small  and 


420 


DISJtt^ASES  OF  THE  DIGESTIVE  OEGANS. 


frequent.  In  such  cases  death  may  ensue  with  all  the  signs  of  general  collapse,  if 
we  do  not  finally  succeed  in  causing  the  evacuation  of  faeces  and  hence  removing 
the  obstruction. 

The  symptoms  of  perityphlitis  are  essentially  the  same  as  those  of  typhlitis, 
but  they  are  usually  of  a higher  degree  of  severity.  The  resistance  to  be  felt  in 
the  region  of  the  caecum  is  less  sharply  circumscribed  and  is  deeper  seated.  As  a 
rule  there  is  less  meteorism  where  perityphlitis  predominates  than  in  typhlitis. 
The  pain  is  usually  very  severe,  and  often  shoots  into  the  right  leg,  where  there 
may  be  numbness  and  formication;  but,  on  the  other  hand,  there  are  cases  in 
which  quite  extensive  perityphlitic  processes  cause  very  slight  subjective  symp- 
toms for  a long  time. 

[It  is  to  be  remembered  that  the  relation  of  the  appendix  to  the  caecum  is  not  a 
constant  one,  and  that  the  seat  of  the  tumor  is  therefore  not  precisely  the  same  in 
all  cases.  The  induration  or  resistance  may  extend  well  up  toward  the  liver  or 
backward  into  the  flank.  Especially  in  those  cases  in  which  the  appendix  lies 
backward  near  or  over  the  brim  of  the  pelvis,  the  tumor  may  be  distinctly  felt  in 
the  rectum  or  vagina,  the  digital  exploration  of  which  should  never  be  neglected 
in  cases  attended  with  any  uncertainty.] 

The  course  of  perityijhlitis  is  always  tedious,  but  in  favorable  cases  we  may  see 
complete  absorption  of  the  inflammatory  products  and  recovery.  Severe  cases 
often  end  by  forming  abscesses,  which  may  be  ichorous.  The  local  symptoms  do 
not  disappear,  the  fever  continues  and  assumes  a septic  character.  Finally,  if  the 
abscess  tends  to  break  externally,  the  swelling  in  the  ileo-caecal  region  becomes 
more  prominent  and  more  sharply  defined,  the  skin  becomes  thin  and  red,  there 
is  fluctuation,  and  the  abscess  breaks  spontaneously,  if  it  has  not  been  opened 
previously.  Besides  perforation  outward,  we  also  meet  with  j)erforation  into  the 
abdominal  cavity,  Avith  a consecutive  general  peritonitis,  and  sometimes  pei'fora- 
tion  into  the  ascending  colon,  Avith  evacuation  of  pus  into  the  bowels  and  final 
recovery.  [Occasionally  the  pus  is  discharged  into  the  bladder.] 

An  unfavorable  comx)lication  repeatedly  observed  in  perityphlitis  is  an  exten- 
sion of  the  inflammation  to  the  ileo-csecal  vein,  Avhich  results  in  a purulent  phle- 
bitis of  this  and  also  of  the  portal  vein.  A general  pymmic  condition  develops, 
with  chills  and  mai’ked  elevation  of  temperature.  This  almost  always  ends  fatal- 
ly, and  at  the  autopsy  Ave  usually  find  many  metastatic  abscesses  in  the  liver. 

The  diagnosis  of  typhlitis  and  perityphlitis  may  easily  be  made  in  most  cases 
from  the  peculiar  localization  of  the  swelling  and  tenderness,  and  by  pay^ing  atten- 
tion to  the  general  course  of  the  disease.  During  life  we  can  merely  conjecture 
Avhether  the  special  origin  of  the  inflammation  is  in  the  caecum  or  in  the  vermi- 
form appendix,  but  w'e  can  never  determine  this  with  certainty,  since  in  both  cases 
the  type  of  the  disease,  as  Ave  have  said,  is  almost  precisely  the  same.  The  further 
course  of  the  disease  is  the  only  means  of  deciding  whether  the  inflammation  has 
remained  circumscribed,  or  has  invaded  the  adjacent  parts  in  the  manner  men- 
tioned above. 

Chronic  cases  may  be  confused  with  new  growths,  especially  with  cancer,  aris- 
ing from  the  caecum  or  the  vermiform  appendix.  Tumors  of  the  right  kidney,  or 
the  right  ovary,  and  also  psoas  abscess,  after  caries  of  the  vertebrae,  have  in  some 
cases  given  rise  to  false  diagnoses.  In  such  doubtful  cases  we  are  usually  able  to 
form  a definite  opinion  only  after  long  and  careful  observation. 

We  may  mention  here  in  addition  that  in  rare  cases  there  may  be  a closure 
in  some  part  of  the  vermiform  appendix.  The  portion  behind  this  closure  is  then 
gradually  more  and  more  distended  by  the  secretion  of  the  mucous  membrane, 
and  thus  the  so-called  dropsy  of  the  vermiform  appendix  is  developed,  which  may 
give  rise  to  a tumor  which  can  be  felt  in  the  ileo-cmcal  region. 
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[In  brief  the  early  signs  and  symptoms  are  those  of  a local  peritonitis,  the  seat 
of  which  is  generally  highly  suggestive  of  its  origin  in  tlie  appendix.  In  some 
cases  the  symptoms  are  not  indicative  of  serious  trouble,  and  patients  not  infre- 
quently walk  into  the  outpatient  departments  of  hospitals  for  advice.  It  is  un- 
uecessai-y  to  say  that  such  should  be  put  at  absolute  rest  in  bed  with  the  utmost 
promptitude. 

In  women  the  diagnosis  is  somewhat  complicated  by  the  possibility  of  acute 
inflammation  about  the  uterus  or  its  appendages.  In  both  sexes  the  possibility 
of  the  serious  error  of  mistaking  appendicitis  for  typhoid  fever  is  to  be  constantly 
borne  in  mind.  Acute  intestinal  obstruction  affords  another,  though  practicall}^ 
less  serious,  possibility  of  error. 

The  tumor  may  require  two  or  three  days  for  its  development.] 

The  prognosis  in  every  case  of  typhlitis  and  perityphlitis  is  to  be  given  -with 
some  reseiwe,  since  we  can  not  foresee  the  fm’ther  course  of  the  disease.  A favor- 
able termination,  however,  is  by  far  the  most  frequent,  and  the  rule  is  that  the 
cases  ai’e  mild  and  the  inflammation  is  confined  to  the  csecum.  In  severe  cases  of 
peritiTihlitis,  which  end  in  suppuration,  all  depends  upon  whether  a general  peri- 
tonitis ensues  or  not,  and  then,  if  the  inflammation  be  limited,  whether  the 
patient’s  strength  is  sirfficient  or  not  to  sustain  him  until  the  abscess  Anally  heals. 
If  his  strength  holds  out,  he  may  sometimes  recover  after  the  disease  has  lasted 
for  mouths. 

The  treatment  of  typhlitis  has  two  tasks  to  accomplish : first,  to  remove  the 
accumulation  of  faeces,  which  in  most  cases  has  caused  and  which  still  keeps  up 
the  inflammation,  and,  in  the  second  place,  to  prevent,  if  possible,  the  further 
extension  of  the  inflammation,  when  it  has  once  appeared.  Unfortunately,  the 
accomplishment  of  these  two  tasks  are  opposed  to  each  other,  and  thus,  in  a given 
case,  it  is  often  hard  to  decide  whether  to  satisfy  the  first  indication  by  prescrib- 
ing cathartics,  or  the  second  by  prescribing  opium.  In  general,  as  w’e  believe,  the 
fear  of  the  harm  which  cathartics  may  do  by  tearing  any  adhesions  formed,  etc., 
need  not  be  carried  too  far.  In  fresh  cases  of  simple  typhlitis  stercoralis,  which 
come  oil  with  manifest  stoppage  and  a palpable  faecal  tumor  in  the  region  of  the 
Ccccura,  we  may  always  prescribe  cathartics  like  castor-oil  or  rhubarb,  if  only  we 
exercise  due  caution  about  it.  When  there  are  copious  dejections  after  a few 
spoonfuls  of  castor-oil,  the  pain  and  fever  usually  speedily  disappear.  If  we  do 
not  wish  to  be  imprudent  in  cases  where  marked  tenderness  leads  us  to  suspect 
that  the  peritoneum  is  already  involved,  we  may  order  large  enemata  of  water 
instead  of  cathartics,  and  these  often  act  well.  In  cases,  too,  where  there  are  signs 
of  intestinal  stenosis,  we  may  hope  for  the  best  results  from  large  enemata  repeated 
three  or  four  times  a day. 

If  the  inflammation  has  extended  to  the  parts  adjacent  to  the  emeum,  and  if, 
accordingly,  we  have  a perityiflilitis,  cathartics  are  no  longer  proper,  and  are  even 
sometimes  injurious.  The  treatment  then  is  chiefly  to  give  opium,  half  a grain  to 
a grain  (grm.  0 03-0'06)  of  the  extract  every  hour  or  two,  according  to  the  severity 
of  the  case.  By  prescribing  opium  we  soonest  attain  a cessation  of  the  ])ain  and 
a limitation  of  the  inflammation.  If  we  suspect  a large  accumulation  of  fmccs 
besides  the  perityphlitis,  or  if  symptoms  of  intestinal  stenosis  appear,  the  opium 
treatment  can  he  combined  very  well  with  large  enemata. 

The  local  treatment  of  typhlitis  and  perityphlitis  is  often  of  groat  service.  In 
most  cases  an  ice-bag  on  the  ileo-cmcal  region  is  well  borne  and  relieves  the  pain. 
If  there  is  very  much  tendernes.s,  wo  can  em])loy  local  blood-letting,  eight  to  fifteen 
leeches,  in  robust  persons,  with  very  good  results. 

If  the  signs  of  a local  abscess-formation  appear,  wo  may  replace  the  ice-bags 

y warm  compresses  or  poultices.  AVe  do  not  take  the  useless  trouble  of  reducing 
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the  fever  by  quinine,  but  we  try  to  keep  up  the  patient’s  strength  as  much  as  pos- 
sible. If  there  is  fluctuation  externally,  we  should  open  the  abscess  and  treat  it 
autiseptically.  We  must  refer  to  the  text-books  on  surgery  for  all  the  details. 

[Tait  and  his  followers  deprecate  the  ijse  of  opium  in  peritonitis  of  this  as  well 
as  of  other  forms,  and  advocate  saline  laxatives  as  a means  of  reducing  congestion. 
The  profession  at  large,  howevei*,  in  this  country  and  in  England,  do  not  adopt 
his  views.  Absolute  rest  in  bed  is  to  he  secured  as  early  as  possible,  and  an  exclu- 
sively liquid  diet  is  to  he  enforced,  the  nourishment  being  given  in  such  quantities 
and  at  such  inteiwals  as  the  condition  of  the  stomach  and  other  features  of  the  case 
seem  to  indicate ; hut  four  to  six  ounces  every  two  hours  should  rarely  he  exceeded. 
It  should  he  remembered  that  grave  cases  of  this  qffectiou  are  of  short  dm’ation, 
and  that  death  from  simple  exhaustion  is  not  to  be  dreaded.  The  editor  has  of  late 
followed  a plan  of  treatment  suggested  to  him  by  Dr.  Sabine,  of  Brookline,  Mass., 
whose  experience  with  it  has  been  fairly  large.  No  food  whatever  is  given  until 
the  temperature  is  normal,  even  if  this  period  extend  to  a fortnight.  Water  is 
freely  allowed,  and  small  quantities  of  stimulants  may  be  administered  if  desirable. 
Morphine  is  given  in  small  doses,  not  exceeding  one  eighth  of  a grain,  if  there  is 
pain  or  restlessness,  however  slight.  Peristalsis  is  thus  discouraged,  the  meta- 
morphosis of  tissue  is  delayed,  bodily  and  mental  rest  are  secured.  No  attempt  is 
made  to  move  the  bowels.  The  favorite  local  apphcation  with  us  is  a hot  poultice. 

In  fulminant  cases,  with  perforation  and  general  peritonitis  at  the  start,  the 
results  of  surgical  and  medical  treatment  are  alike  bad.  In  the  ordnaaiy  run  of 
cases  the  peritonitis  is  at  fli’st  local,  though  it  may  at  any  time  become  general 
from  rupture  of  the  limiting  adhesions,  and  herein  lies  one  of  the  main  dangers 
and  arises  the  necessity  of  the  greatest  watchfulness.  Abscess  formation  probably 
does  not  occm’  unless  perforation  takes  place ; but  we  have  at  present  no  certain 
criterion,  at  least  during  the  first  three  or  four  days,  by  which  we  can  determine 
the  existence  of  perforation.  Hence  springs  the  doubt  as  to  whether  to  operate, 
and  how  soon.  If  the  tumor  consists  only  of  fa3ces  and  simple  inflammatory 
exudation,  it  will  be  passed  along  and  absorbed  unless  perforation  takes  place. 
If  an  abscess  has  formed,  spontaneous  cure  is  highly  improbable  unless  the  pus  be 
discharged  into  the  intestine,  bladder,  or  vagina — avenues  Avhich  are  far  less 
desirable  than  that  afforded  by  an  external  incision.  Fitz  advocates  waiting  for 
three  or  four  days  at  least,  and  then  being  guided  by  the  development  of  the 
general  and  local  symptoms  as  to  whether  to  operate  or  not.  It  may  he  stated  as 
a general  rule  that  in  cases  where  the  existence  of  perforation  is  doubtful,  but  the 
symptoms  as  a whole  are  grave  and  increasing,  it  is  wiser  not  to  postpone  incision, 
the  consequences  of  an  unnecessary  but  properly  performed  o^jeration  being  less 
serious  than  those  of  overmuch  delay. 

In  mild  cases,  and  those  in  which  delay  is  decided  on,  opium  in  some  form 
should  be  given  in  sufiicient  amount  to  relieve  pain  and  allay  restlessness ; but . 
anything  like  narcotism  is  to  be  avoided,  lest  the  effects  of  the  opium  lead  the 
attendant  into  a feeling  of  false  security.  In  recurrent  cases  it  is  probably  wiser  to 
excise  the  appendix  between  attacks,  unless  the  patient  is  so  situated  that  he  can 
put  himself  under  skilled  treatment  on  the  first  threatenings  of  an  attack.  The 
necessity  of  so  doing  should  be  carefully  explained  to  him.  As  to  methods  of 
operation,  the  reader  is  referred  to  worlcs  on  surgery.] 
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CHAPTER  V. 

PERFORATING  ULCER  OF  THE  DUODENUM. 

Thkre  is  a form  of  ulcer  of  the  duodenum,  especially  of  its  upper,  horizontal 
portion,  which  is  precisely  analogous  to  the  round  gastric  ulcer  in  regard  to  aeti- 
ology, pathological  anatomy,  and,  very  largely,  symptomatology.  The  ulcer  is 
probably  also  due  in  most  cases  to  the  action  of  the  acid  gastric  juice  on  the  duo- 
denal mucous  membrane,  under  conditions  which  have  been  mentioned  more  fully 
in  the  aetiology  of  gastric  ulcer.  We  must  mention  here  the  noteworthy  fact  that, 
after  extensive  burns  of  the  external  skin,  ulceration  of  the  duodenum,  rarely  of 
the  stomach  also,  has  been  rep’eatedly  observed.  This  is -probably  due  to  the 
plugging  of  a duodenal  vessel  by  an  embolus  from  decomposed  masses  of  blood. 

Ulcer  of  the  duodenum  is  much  rarer  than  the  round  gastric  ulcer,  and,  in  dis- 
tinction from  the  latter,  it  has  been  found  decidedly  oftener  in  men  than  in  women. 

Many  cases  of  ulcer  of  the  duodenum  run  their  course  entirely  without  symp- 
toms, or  they  cause  symptoms  when  sudden  haemorrhage  appears,  from  erosion  of 
the  pancreatico-duodenalis,  gastro-duodenalis,  etc.,  with  haematemesis  and  bloody 
stools,  or  the  sudden  signs  of  peritonitis  from  perforation.  In  many  cases  a type 
of  disease  exists  for  a long  time  whose  symptoms,  as  we  have  said,  are  so  like  the 
clinical  symptoms  of  gastric  ulcer  that  we  can  very  rarely  distinguish  the  two 
forms  with  certainty  during  life.  We  notice  especially  continuous  or  neuralgic 
pain,  which,  in  ulcer  of  the  duodenum,  has  its  chief  seat  in  the  right  hypochon- 
di’ium.  Severe  gastric  symptoms,  especially  vomiting,  are  not  as  common  as  in 
gastric  ulcer.  The  general  health  and  general  nutrition  may  remain  quite  undis- 
turbed for  a long  time. 

Ulcer  of  the  duodenum  ends  by  cicatrization  and  recovery,  or  by  cicatrization 
and  the  formation  of  stenosis,  with  secondary  dilatation  of  the  upper  portion  of 
the  duodenum  and  of  the  stomach.  In  regard  to  the  different  adhesions  and  per- 
fdbations  of  the  ulcer  into  neighboring  organs,  we  may  refer  to  what  has  been 
said  of  gasti’ic  ulcer. 

Tlie  treatment  must  be  governed  by  the  same  principles  which  were  laid  down 
in  the  treatment  of  gastric  ulcer,  especially  as  the  diagnosis  is  usually  doubtful. 


CHAPTER  VI. 

TUBERCULOSIS  OF  THE  INTESTINES. 

. Tuberculosis  of  the  intestines  is  in  most  cases  a secondary  disease,  and  is  one 
symptom  of  a more  extensive  general  tuberculosis.  It  develops  most  frequently 
m the  cburse  of  chronic  puhnonai’y  tuberculosis,  and  depends  here,  as  we  have 
seen,  upon  an  infection  of  the  intestines  by  the  tubercular  sputum  that  has  been 
swallowed. 

Intestinal  tuberculosis,  however,  may  also  be  a primai’y  disease,  and  the  source 
of  further  extension  of  tuberculosis  over  the  body.  ‘‘  Tuberculosis  of  the  abdomi- 
nal organs,”  which  usually  comes  from  the  intestines,  has  a clinical  significance, 
especially  in  children.  It  is  not  improbable  that  in  such  cases  the  first  infection 
o t le  intestine  comes  from  without,  and  that  the  tubercular  poison  is  taken  into 
he  body  with  the  food.  Here  we  must  suspect  especially  the  milk  from  cows 
With  pearly  distemper— that  is,  with  tubercular  disease. 

The  anatomical  changes  in  intestinal  tuberculosis  are  precisely  analogous  to  tlio 
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tuberculai*  changes  in  other  mucous  membranes.  The  tubercular  new  growth  has 
its  origin  usually  in  the  lymph-apparatus  of  the  intestine,  in  the  solitary  follicles 
and  in  Payer’s  patches.  The  first  miliaiy  tubercles  form  beneath  the  epithelium' 
and  soon  fuse  with  one  another  into  a diffuse  infiltration.  In  its  further  course 
the  infiltration  on  one  side  extends  deeper  into  the  surrounding  tissue,  so  that  it 
attacks  the  submucous  and  muscular  coats  even  to  the  serous  coat,  and  on  the 
other  side,  hy  the  destruction  of  the  new  growth  which  begins  at  the  surface  aud 
constantly  spreads,  tubercular  ulcers  are  formed.  We  can  often  make  out  with 
the  naked  eye  single  miliary  tubercles  or  groups  of  them  at  the  base  or  in  the  in- 
filtrated edges  of  the  ulcer.  This  is  especially  plain  in  deep-seated  ulcers  on  the 
corresponding  portion  of  the  serous  coat.  The  form  of  the  larger  tubercular 
ulcers  is  often  irregular.  In  many  cases  the  long  diameter  of  the  ulcer  is  paraUei 
to  the  cu’cumference  of  the  intestine,  so  that  the  girdle-like  ulcers,  which  are  espe- 
cially characteristic  of  tuberculosis,  are  formed. 

Tubercular  ulcers  are  situated  both  in  the  large  and  in  the  small  intestines. 
They  are  usually  most  marked  in  the  vicinity  of  the  ileo-cajcal  valve.  Tuberculai’ 
ulcers  in  the  stomach  are  extremely  rare.  Besides  the  intestinal  tuberculosis  there 
is  very  often  triberculosis  of  tlie  mesentei’ic  lymph-glands,  and  also  frequently 
tuberculosis  of  the  peritoneum. 

The  symptoms  of  intestinal  tuberculosis  are  usually  quite  subordinate  to  the 
symptoms  caused  hy  other  co-existing  tubercular  affections.  There  may  often  be 
quite  extensive  tubercular  ulcers  without  any  marked  symptoms,  but,  as  a rule, 
the  onset  of  diarrhcea  turns  the  attention  to  the  intestinal  complication  (see  the 
chapter  on  pulmonary  tuberculosis). 

Primary  tuberculosis  of  the  abdominal  organs  sometimes  in-esents  quite  a char- 
acteristic tyjie  of  disease,  especially  in  chUdren.  This  was  termed  by  the  older 
physicians  tabes  mesenterica.  The  chief  featiu-e  of  this  type  of  disease  consists  in 
a progressive  general  emaciation  and  anasmia,  which  is  usually  associated  with  a 
persistent  hectic  fevei’,  which  obstinately  resists  all  the  remedies  employed.  The 
abdomen  is  usually  swollen  by  meteorism,  but  it  is  .sometimes  flat  or  sunken.  In 
some  cases,  but  less  frequently  than  was  formerly  believed,  we  can  feel  the  swollen 
mesenteric  lymph-glands  through  the  abdominal  wall  durmg  life.  The  liver  may 
be  enlarged  and  its  lower  border  can  often  be  felt.  The  bowels  are  irregular, 
and  there  is  usually  a moderate  diarrhoea,  persisting  in  spite  of  all  remedies. 
The  invariably  fatal  termination  is  due  to  an  increase  of  the  general  marasmus, 
or  to  a final  acute  tubercular  affection,  like  miliary  tuberculosis  or  tubercu- 
lar meningitis.  The  autopsy  shows  tuberculosis  of  the  intestines,  peritoneum, 
lymph-glands,  liver,  etc.,  to  a greater  or  less  extent.  The  lungs  may  be  quite  free 
from  tuberculosis.  We  will  return  to  this  affection  in  the  description  of  tubercu- 
losis of  the  peritoneum. 

The  treatment  of  intestinal  tubei’culosis  can  be  only  sj^mptomatic.  Besides  the 
general  dietetic  treatment  which  seeks  to  keep  up  the  patient’s  strength  as  far  as 
possible,  medical  interference  is  demanded  by  the  abdominal  pain  and  diarrhoea. 
The  chief  remedy  is  opium,  which,  alone  or  in  combination  with  tannin,  acetate 
of  lead,  etc.,  acts  most  rapidly  in  relieving  the  intestinal  symptoms.  Warm  poul- 
tices and  wet  compresses  give  the  best  service  for  local  applications. 

In  other  respects  the  treatment  coincides  witli  the  general  ti’eatment  of  tubei*- 
culosis  (vide  supra). 
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CHAPTER  VII. 

SYPHILIS  OF  THE  RECTUM. 

In  not  very  rare  cases  we  see  in  the  rectum,  especially  in  its  lower  portions, 
extensive  syphilitic  ulcerations,  which  produce  a severe  and  practically  important 
tvpe  of  disease.  The  more  intimate  relation  between  syphilis  of  the  rectum  and 
tiie  general  syphilitic  process  is  not  perfectly  clear.  According  to  quite  a wide- 
spread opinion,  the  infection  of  the  rectum  comes  from  the  secretion  trickling 
down  from  the  ulcers  of  the  genitals.  The  facts  seem  to  support  this  view,  since 
syphilis  of  the  rectum  is  seen  much  more  frequently  in  women  than  in  men. 
Some  authors  have  even  asserted  that  all  the  so-called  “ syphilitic  ” ulcers  in  the 
rectum  have  no  connection  at  all  with  genuine  syphilis,  hut  are  chancroids.  It  is 
in  fact  sti’iking,  even  if  it  by  no  means  proves  such  a hypothesis,  that,  at  the 
autopsy  of  people  who  have  died  of  “syphilis  of  the  rectum,”  we  rarely  find 
definite  sypliilitic  changes  in  other  internal  organs — a fact  which  we  also  can 
confirm. 

The  most  characteristic  mark  of  syphilitic  ulcers  in  the  rectum  is  their  tendency 
to  form  cicatrices  and  stenoses.  This  result  of  the  ulcer  is  also  important  in  its 
clinical  relations,  since  the  chief  symptoms  of  the  disease  usually  begin  with  the 
development  of  the  stenosis.  The  seat  of  the  stenosis  is  usually  so  low  down  that 
we  can  conveniently  reach  it  with  the  finger,  on  a digital  examination  of  the  rec- 
tum during  the  patient’s  life.  The  rectum  narrows  like  a funnel  upwai’d,  and  we 
«in  feel  the  quite  sharp  edge  of  the  ring-like  cicatrix  with  the  point  of  the  finger. 
This  funnel-shaped  stenosis  of  the  rectum  is  so  characteristic  of  syphilis  of  that 
organ  that,  in  almost  all  cases,  we  can  make  the  diagnosis  with  perfect  certainty 
from  this  alone. 

The  rectum  and  the  descending  colon  are  usually  dilated  above  the  stenosis, 
and  here  extensive,  ii-regulai'  ulcerations,  with  undermined  edges,  are  usually 
found  in  the  mucous  membrane.  These  are  partly  of  a specific  nature,  and  partly 
diphtheritic  ulcers  caused  by  the  pressure  of  the  accumulated  fmcal  masses. 

The  symptoms  of  syphilis  of  the  rectum  usually  develop  quite  gradually.  At 
fit’s!  the  bowels  are  irregular,  and  there  are  disturbances  of  defecation  which  stub- 
bornly resist  the  ordinary  remedies  employed.  There  are  sometimes,  in  the  first 
stage  of  the  disease,  frequent  and  severe  hajmorrhages  with  the  dejections,  as  we 
have  seen,  and  for  a lotig  time  these  may  falsely  be  considered  to  be  “ bleeding 
from  haemorrhoids.”  The  symptoms  become  more  marked  as  cicatrization  of  the 
ulcer  increases  and  as  stenosis  of  the  rectum  develops.  There  is  usually  a decided 
catarrh  of  the  rectum,  so  that  the  thin  stools  contain  a large  admixture  of  mucus 
and  pus.  The  patient’s  condition  is  extremely  distressing,  fi’om  the  pains  with  the 
frequent  but  always  scanty  dejections,  and  from  the  severe  tenesmus.  Nodular 
thickenings  and  pi’olapse  of  the  raucous  membrane,  and  sometimes  true  hmmor- 
rhoid.s,  form  about  the  anus.  The  patient’s  strength  constantly  diminishes  from 
the  pain  and  the  continual  diarrhoea.  He  finally  becomes  cjiiaciated,  looks  very 
pale  and  wretched,  and  has  fever  toward  night.  Death  ensues  from  inci’ea-sing 
general  weakne.ss,  or  rarely  from  a terminal  peritonitis  due  to  perforation,  after 
the  whole  disease  has  lasted  one  and  a half  to  two  and  a half  years. 

Tills  unfavorable  termination  unfortunately  seems  to  be  the  rule  in  all  the 
cases  de^rilied ; hence  the  prognosis  is  to  be  regarded  as  very  serious  in  all  cases 
of  syphilis  of  tlie  rectum.  Improvement  worthy  of  mention,  or  even  perhaps 
P'^ssiblo  only  when  the  disease  is  recognized  at  the  oxitset  and  proj>erly 

At  the  outset  of  the  disease  the  treatment,  of  course,  must  consist  chiefly  in  an 
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energetic  general  attack  upon  the  syphilis  hy  mercurial  inunction  and  iodide  of 
potassium ; hut,  as  soon  as  the  characteristic  funnel-shaped  stenosis  of  the  rectum 
has  formed,  we  can  not  expect  much  from  anti-syphilitic  medication,  since  this 
can  no  longer  exert  any  influence  on  the  cicatrices  and  their  results.  Improve- 
ment is  now  to  he  obtained  only  by  mechanical  dilatation  .of  the  stenosis  by 
bougies,  or,  if  this  is  not  enough,  hy  a surgical  operation.  A suitable  local  treat- 
ment hy  irrigation  is  also  of  benefit  to  the  catarrh  and  to  the  ulcers  that  still  exist 
in  the  rectum.  Internally,  we  may  continue  to  use  iodide  of  potassium. 


CHAPTER  VIII. 

CANCER  OF  THE  INTESTINES. 

The  development  of  cancer  is  far  more  rare  in  the  intestine  than  in  the 
stomach.  Carcinoma  is  seen  with  any  frequency  only  at  the  lower  end  of  the 
intestine,  in  the  rectum.  In  other  parts  the  points  of  election  for  the  develop- 
ment of  carcinoma  are  the  colon,  especially  at  its  bends,  the  caecum  and  vermi- 
form appendix,  and  the  small  intestine,  especially  in  the  region  of  the  papilla 
duodenalis. 

Most  cancers  of  the  intestine  appear  in  the  form  of  ring-like  swellings  that 
take  in  the  whole  circumference  of  the  intestine.  More  rarely  we  find  a more 
diffuse  papillary  proliferation,  extending  over  a larger  surface  of  the  intestine. 
There  is  often  quite  an  extensive  destruction  of  the  new  growth  on  the  surface 
of  the  cancel’,  from  which  deep  ulcerations  arise.  We  sometimes  find  metas- 
tases  in  other  organs;  for  example,  the  lymph-glands,  the  abdominal  cavity,  or 
the  liver.  In  its  histological  structure,  cancer  of  the  intestine  is  to  he  regarded  as 
invariably  a cylindrical- celled  carcinoma,  which  sometimes  shows  a plainly 
glandular  structure — adeno-carcinoma — and  sometimes  that  of  the  other  forms 
of  cancer — scirrhus,  medullary,  or  colloid. 

Cancer  of  the  intestines,  hke  all  cancers,  occm’S  chiefly,  if  not  invariably,  in 
advanced  life. 

The  clinical  symptoms  of  cancer  of  the  intestines  are  only  in  a part  of  the 
cases  so  pronounced  that  we  can  make  a sure  diagnosis  of  the  disease.  Cancer 
of  the  rectum,  however,  presents  a characteristic  picture. 

Cancer  of  the  rectum  begins  usually  with  distress  at  stool  and  pain  in  the 
rectum,  which  at  first  comes  only  with  defecation,  but  later  becomes  almost 
continuous.  The  pains  often  shoot  into  the  neighboring  parts — the  thighs,  the 
genitals,  etc.  The  local  symptoms  gradually  increase,  the  stools  often  contain 
some  mucus  and  blood,  and  diarrhoea  alternates  with  obstinate  constipation. 
The  patient  also  becomes  emaciated,  and  constantly  grows  weaker  and  more 
miserable.  Finally,  we  often  find  a complete  paralysis  of  the  sphincter  ani,  so 
that  a mucous,  bloody  fluid  constantly  copies'  from  the  half-open  anus.  The 
diagnosis  can  almost  always  be  easily  and  sui’ely  made  hy  digital  examination 
of  the  rectum.  We  feel  the  fli-m,  nodulated  proliferations  of  cancer,  and  we  can 
usually  make  out  with  approximate  accuracy  its  extent  and  its  invasion  of 
neighboring  organs,  like  the  vagina  and  bladder.  Examination  with  the  I’ectal 
speculum  makes  the  diagnosis  more  accurate.  In  some  cases  the  destruction  of 
the  new  growth  may  cause  perforation  into  the  organs  mentioned,  and  we  can 
easily  understand  the  results  of  this,  such  as  cystitis,  purulent  discharges  from  tlie 
vagina,  etc.  We  may  also  have  peritonitis  from  perforation.  Secondary  cancer 
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appears  with  especial  frequency  in  the  liver,  also  in  the  peritoneum  and  else- 
where. 

Carcinoma  of  the  colon  causes,  as  a rule,  only  very  indefinite  symptoms,  which 
for  a long  time  ai-e  hard  to  interpret.  These  symptoms  consist  chiefly  of  distress 
at  stool,  obstinate  constipation,  dull  pains  in  the  abdomen,  and  the  signs  of  slowly 
increasing  general  weakness  and  emaciation.  In  many  cases  the  stools  consist  of 
peculiar,  flat,  compressed  little  lumps,  which  have  a certain  resemblance  to  sheep’s 
dung.  A similar  appearance  may  also  be  seen  in  cancer  of  the  small  intestines. 
In  many  cases  examination  of  the  abdomen  gives  a negative  result,  but  we  can 
sometimes  feel  the  new  growth  as  an  evident  tumor  through  the  abdominal  wall. 
In  such  cases,  hov/ever,  it  is  almost  always  difficult  to  decide  upon  the  seat  of  the 
tumor  with  certainty.  It  may  he  very  easy  to  confuse  this  form  with  cancers 
arising  from  the  stomach,  the  omentum,  the  mesenteric  lymph-glands,  etc.  We 
may  also  be  deceived  as  to  the  location  of  the  tumor  by  the  fact  that  sometimes 
the  tumor  w^hich  is  felt  in  intestinal  cancer  is  not  the  new  growth  itself,  but 
corresponds  to  the  faecal  masses  collected  above  it.  Carcinoma  of  the  caecum  can 
often  not  be  distinguished  for  a long  time  from  the  tumors  caused  by  ckronic 
typhlitis  and  perityphlitis.  The  patient’s  age,  the  tedious  course  and  increasing 
severity  of  the  disease,  and  sometimes  the  swelling  of  the  inguinal  glands,  are  the 
only  things  that  make  us  think  of  a cancer.  In  a case  seen  at  the  surgical  clinique 
in  Leipsic,  a cancer  arising  from  the  vermiform  appendix  ruptured  externally 
through  the  skin.  The  rare  instances  of  cancer  of  the  small  intestines  cause  still 
greater  difficulties  in  diagnosis.  In  cases  wliei’e  the  tumor  can  he  felt  externally 
we  can  sometimes  make  out  a marked  mobility  of  the  swelling,  corresponding  to 
the  different  positions  of  the  affeeted  loop  of  intestine.  Cancer  of  the  duodenum 
in  many  of  its  relations  resembles  cancer  of  the  stomach,  especially  of  the  pylorus. 
It  also  leads  finally  to  dilatation  of  the  stomach  with  its  well-known  results, 
as  well  as  to  dilatation  of  the  part  of  the  duodenum  above  the  new  growth. 
Cancers  situated  in  the  region  of  the  papilla  duodenalis  usually  cause  intense 
and  protracted  jaundice. 

The  prognosis  of  all  intestinal  carcinomata  is  absolutely  unfavorable.  The 
disease  may  sometimes  last  quite  a long  time,  some  two  or  three  years,  but  in  some 
cases  the  duration  of  the  special  symptoms  is  brief,  a few  months  or  even  weeks, 
apparently  because  the  tumor  has  previously  existed  for  a long  time  without 
symptoms.  Intestinal  cancer  terminates  with  the  signs  of  inci’easing  loss  of 
strength,  or  it  perforates,  causing  a terminal  purulent  peritonitis.  Extensive 
ichorous  processes  in  the  surrounding  connective  tissue,  phlebitis,  and  pyaemia, 
may  follow  intestinal  cancer.  A number  of  cases  die  with  the  signs  of  a slowly 
or  rapidly  developing  intestinal  stenosis  {vide  infra),  hut  in  some  cases,  upon 
ulceration  of  the  cancer,  the  already  pronounced  symptoms  of  stenosis  may  disap- 
I pear  for  a time. 

The  treatment  must  he  confined  to  relieving  the  patient’s  symptoms  as  far  as 
imssible.  We  must  provide  for  easy  dejections  by  a suitable  diet  and  cathartics. 
Pain,  if  it  is  present,  must  be  lessened  by  narcotics.  Surgical  treatment  of  intesti- 
nal cancer  has  shown  good  results, as  yet  only  in  cancer  of  the  rectum.  The  pal- 
lation  which  lasts  for  a long  time  after  scraping  out  the  rectum  is  often  quite 
marked,  even  in  advanced  cases.  In  early  cases,  permanent  relief  may  be  given 
I y extirpation  of  the  rectum.  If  the  cancer  has  advanced  too  far  for  this,  scraj)- 
‘ug  out  the  rectum  with  a sharp  spoon  may  lessen  the  discomfort  at  least  for  a 
a ime.  All  the  details  arc  to  be  found  in  the  text-hooks  on  surgery. 
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CHAPTER  IX. 

H.EMORRHOIDS. 

By  the  name  “ haemorrhoids  ” we  mean  diffuse  or  varicose  dilatations  of  the 
haemorrhoidal  veins,  especially  of  the  venous  plexuses  at  the  lower  end  of  the 
rectum.  Haemorrhoids  are  single  large  varices,  which  usually  rise  from  the  sub- 
mucous layer,  and  push  the  mucous  membrane  out  before  them.  If  they  ai’e  situ- 
ated outside  of  the  sphincter  ani  w'e  speak  of  external  haemorrhoids,  in  distinction 
from  internal  haemorrhoids,  which  lie  above  the  sphincter.  The  size  of  the  nod- 
ules varies  with  the  fullness  of  the  dilated  veins;  but  haemorrhoids,  as  a rule,  do 
not  consist  exclusively  of  dilated  vessels,  for  we  often  find,  at  the  same  time,  quite 
a considerable  thickening  of  the  sm-rounding  connective  tissue,  so  that  the  whole 
mucous  membrane  has  a swollen  appearance,  with  a polypoid  proliferation  in 
parts.  The  haemorrhoids  usually  present  themselves  as  bluish  tumors,  from  the 
size  of  a pea  to  that  of  a walnut,  which  surround  the  anus  like  a garland.  Many 
of  them  have  a broad  base,  while  others  are  pedunculated. 

The  cause  of  haemorrhoids  is,  chiefly,  frequently-repeated  stasis  in  the  veins 
affected.  The  hindrance  to  the  venous  blood  return  has  sometimes  a purely  local 
cause.  Thus  haemorrhoids  quite  frequently  develop  in  persons  with  habitual  con- 
stipation, and  hence  in  those  who  lead  a sedentary  life.  Haemorrhoids  also  occur 
as  a result  of  stasis  in  the  portal  system,  in  cirrhosis  of  the  liver,  etc.,  and  finally 
in  general  distm-bance  of  the  circulation,  as  in  diseases  of  the  heart  and  lungs. 
Quite  often,  however,  we  can  discover  no  sufficient  cause  for  the  develo])ment  of 
the  disease,  and  we  are  then  forced  to  the  hypothesis  of  a local  disease  of  the 
affected  venous  plexus,  which  is  probably  often  connected  with  an  individual,  and 
apparently  sometimes  hereditary,  predisposition.  We  most  frequently  see  hsemor- 
rhoids  in  men  in  middle  life. 

Haemorrhoids  sometimes  cause  only  slight  symptoms,  or  none  at  all,  but  in 
other  cases  they  are  a tedious,  burdensome,  and  even  distressing  evil.  The  chief 
symptom  is  pain,  which  is  felt  as  a constant  burning  at  the  anus,  but  which  in- 
creases to  great  severity  at  each  dejection.  There  is  much  pain  when  the  brnmor- 
rhoids  and  the  surrounding  tissue  gradually  get  into  'an  inflamed  condition.  In 
the  skin  about  the  anus,  erythema,  excoriations,  and  sometimes  little  but  very 
painful  fissures  are  formed.  The  mucous  membrane  at  the  lower  end  of  the 
rectum  is  often  found  in  a catarrhal  slate,  which  gives  rise  to  the  presence  of  pus 
and  mucus  in  the  dejections — “mucous  haemorrhoids.”  Sometimes  there  is  a 
genuine  jihlebitis  in  individual  haemorrhoids,  which  ends  by  forming  an  abscess. 
There  is  very  severe  pain  if  an  internal  haemorrhoid  is  i^ushed  out  by  the  strain 
and  pressure  at  stool  and  is  stiungulated  by  the  sphincter.  Since  all  the  condi- 
tions mentioned — marked  temporary  filling,  inflammation,  and  strangulation  of  a 
hannorrhoid — must  at  times  give  rise  to  a great  increase  of  the  disturbance,  we 
can  understand  why  we  often  hear  such  troubles  spoken  of  as  “attacks  of  hteinor- 
rhoids.  ” 

Humorrhoidal  bleeding  is  a frequent  and  familiar  symptom,  which  rises  froni 
a rupture  of  the  dilated  veins,  and  usually  conies  on  at  stool.  The  haemori’hage  i.s 
seldom  very  large,  so  that  tlie  loss  of  blood  is  in  itself  very  rarely  dangerous. 
The  swelling  of  the  varices  after  the  haemorrhages  have  ceased  explains  wny  the 
haemorrhoidal  symptoms  are  apt  to  be  less  marked  as  long  as  there  are  haemor- 
rhages than  when  there  are  none.  Hence  the  old  term  of  the  “golden  vein  or 
haemorrhoidal  bleeding. 

Besides  the  local  symptoms  mentioned,  in  the  anus,  there  are  sometimes  o le 
symptoms  which  are  due  to  an  implication  of  the  neighboring  venous  plexuses, 
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the  vesical,  prostatic,  and  sacral  plexuses.  There  is'  often  pain  in  the  sacral 
region,  difficulty  in  micturition,  and  sometimes  even  blood  in  the  urine — “ vesical 
haunorrhoids  ” — and  in  women  vaginal  catarrh,  anomalies  of  menstruation,  etc. 
Since  the  symptoms  of  some  primary  disease  in  the  liver,  or  heart,  or  of  other 
co-existing  morbid  conditions,  like  abnormal  corpulency,  or  chronic  gastro-intesti- 
nal  catai’rh,  may  be  added  to  the  general  picture,  we  can  comprehend  why  medi- 
cal superstition  has  found  in  hsemoi’rhoids  an  excuse  for  the  strangest  ideas,  like 
that  of  “ timisposed  hiemorrhoids  ” ! 

The  treatment  of  haemorrhoids  is  usually  no  easy  task,  since  the  disease  often 
has  causal  factors  which  can  not  be  removed.  In  all  cases  where  there  are  large 
haemorrhoids  causing  severe  symptoms,  there  is  only  one  radical  cure— removal  by 
operation— which  is  not  dangerous  and  not  hard  to  perform.  It  is  best  done  by 
squeezing  the  nodule  with  a clamp  and  burning  it  with  the  thermo-cautery.  De- 
tails in  regard  to  it  may  be  found  in  the  text-books  of  surgexy. 

If  single  nodules  are  inflamed,  we  may  apply  ice  locally,  or  under  some  circum- 
stances local  blood-letting  is  to  be  preferi'ed.  If  an  abscess  fox’ms  it  must  be 
opened.  W e try  to  replace  stx’angulated  haemoi’rhoids  cai’efuUy  and  slowly  with 
the  oiled  finger. 

The  treatment  of  chi-onic  heemoi’rhoidal  symptoms  consists  chiefly  in  looking 
out  for  regular  and  easy  movements  of  the  bowels,  because  the  local  discomfort 
can  thus  be  best  relieved.  We  must  also  attend  to  any  undei-lying  trouble,  like 
disease  of  the  liver  or  heax-t.  The  food  to  be  prescx’ibed  depends  upon  the  patient’s 
physical  coxxditioix.  It  is  ixsually  wise  to  limit  the  supply  of  meat,  and  to  recom- 
mend instead  fxaut,  vegetables,  light  farinaceous  food,  and  rice.  It  is  well  to  pre- 
scribe sxxfficient  physical  exercise,  cool  baths,  under  some  circumstances  sitz-baths, 
and  rubbing.  We  must  also  consider  cathax’tics,  especially  the  bitter  waters,  the 
spnngs  at  Marienbad  and  Kissingen,  and  the  regular  use  of  cold  enemata,  rhu- 
barb, aloes,  etc.  Sulphur  is  a remedy  very  often  used  in  the  treatment  of  hsemor- 
rhoids,  the  chief  ingredient  of  most  of  the  “pile  powdex’s”  for  internal  use.  It 
may  be  ordered  thus : 

B Sulphuris  loti. 


Potassii  bitarti’atis, 
Sacchari  albi, 
Elaeosacchari  citri,* 


. aa,  3 ss.  (grm.  15) ; 

• aa '3  ijss.  (grm.  10).  M. 


* Powdered  sugar,  3 j ; volatile  oil,  gtt.  ij.  M. 
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CHAPTER  X. 

HABITUAL  CONSTIPATION. 

A PERSISTENT  tendency  to  constipation  is  a frequent  symptom  in  many  different 
diseases,  where  it  is  almost  always  due  to  a diminution  of  the  normal  peristaltic 
movements  of  the  intestines.  In  many  conditions  this  diminished  energy  of  peri- 
stalsis is  only  one  symptom  of  general  weakness  of  the  body.  Thus  we  see  in  all 
possible  forms  of  chronic  disease,  which  are  associated  with  loss  of  flesh  and 
strength,  that  the  intestinal  movements  become  sluggish,  and  hence  the  dejections 
are  delayed ; yet  many  other  causes  have  a similar  action.  The  small  amount  of 
food  taken,  and  its  quality,  as  it  is  often  composed  largely  of  fluids  and  “ non-irri- 
tating ” substances,  and  also  the  rest  in  bed,  or  at  least  the  slight  amount  of  phys- 
ical exercise  taken — all  these  conditions  play  a part  in  the  constipation  frequently 
seen  in  patients  with  chronic  disease. 

In  other  cases  we  have  to  do  with  disease  of  the  intestine  itself,  as  the  cause  of 
the  habitual  constipation.  In  chronic  primary  and  secondary  intestinal  catarrh 
we  often  observe  a persistent  tendency  to  constipation,  which  is  only  occasionally 
interrupted  by  diarrhoea.  Many  factors  also  act  here  simultaneously.  The  chron- 
ically inflamed  membrane,  which  is  often  covered  with  mucus,  is  less  irritable,  and 
hence  it  is  more  difficult  to  excite  the  iutestinal  movements  by  reflex  action  than 
if  the  intestinal  mucous  membrane  is  normal.  The  muscular  coat  itself  often 
takes  part  in  the  morbid  changes,  and  atrophy  of  it  has  been  repeatedly  obseiwed 
as  a result  of  chronic  intestinal  catarrh.  The  habitual  constipation  in  chronic 
affections  of  the  peritoneum  is  explained  in  a similar  way,  as  the  muscular  coat  is 
also  directly  affected  by  collateral  oedema,  etc.  We  must  mention  here  the  con- 
stipation in  all  forms  of  chronic  jaundice,  which  depeirds  in  iiart  at  least  upon  the 
absence  of  the  irritation  which  the  bile  normally  exerts  upon  the  intestinal  wall. 

We  very  often  see  chronic  constipation  in  the  different  diseases  of  the  nervous 
system,  especially  of  the  brain  and  spinal  cord.  Here  we  have  to  do  with  abnor- 
mal inhibition  or  direct  disturbance  of  the  nervous  stimulus,  which  is  necessary 
to  cause  the  intestinal  movements.  Abnormal  mental  conditions  are  also  of  great 
influence.  In  many  psychoses,  especially  in  hypochondriasis,  melancholia,  and 
many  forms  of  hysteria  and  neurasthenia,  we  very  often  see  habitual  constipation. 

While  constipation,  in  the  diseases  thus  far  described,  is  a symptom  which  is 
more  or  less  subordinate  to  the  other  symptoms  of  the  disease,  there  is  a form  of 
habitual  constipation,  extremely  important  jiractically,  where  the  constipation  is 
the  chief  or  almost  the  sole  symptom,  and  accordingly  it  may  be  regarded  to  a 
certain  extent  as  a disease  sui  generis.  Patients  very  often  come  to  the  physician 
who  look  perfectly  well,  and  are  entirely  able  to  attend  to  their  business,  but  who 
are  constantly  troubled  because  they  can  not  have  a movement  of  the  bowels  every 
day,  like  other  people,  but  only  every  three  or  four  days,  or  even  less  frequently. 
In  some  cases  of  this  sort  the  patient’s  complaint  is  limited  to  the  delay  in  the 
stools,  but  more  often  a number  of  other  abnormal  subjective  sensations  and  dis- 
turbances are  added  to  the  habitual  constipation,  and  these  are  regarded  as  a result 
of  the  constipation  by  the  patient  himself,  and  are  usually  observed  with  great  care 
and  excessive  accuracy.  These  are  the  cases  which  may  lead  to  the  highest  degree 
of  hypochondriasis.  The  patient’s  whole  thought  and  consciousness  are  busied 
almost  exclusively  with  his  own  morbid  condition,  through  which  he  has  lost  all 
energy  and  joy  in  life.  He  seeks  aid  from  different  physicians  and  from  quacks, 
usually  without  any  real  confidence,  and  without  having  the  perseverance  to  fol- 
low out  the  directions  given.  Besides  the  trouble  with  the  bowels,  such  patients 
complain  chiefly  of  dizziness,  of  pressure,  coldness,  and  other  abnormal  sensations 
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in  the  extremities,  very  often  of  cold  sweaty  hands,  of  a feeling  of  oppression  in 
the  chest,  of  distiu’bed  sleep,  etc. 

It  is  not  always  easy  to  interpret  these  cases  correctly.  The  nervous  affection, 
like  hypochondriasis  or  neurasthenia,  is  often  the  primary  disease,  which  is  fol- 
lowed by  constipation,  wliile  in  other  cases  the  habitual  constipation  leads  sec- 
ondarily to  the  nervous  depression.  The  two  conditions  usually  form  a vicious 
circle,  since  each  of  them  is  apt  to  keep  up  and  to  increase  the  other.  The  cause 
of  primary  habitual  constipation  can  not  usually  be  discovered.  Probably  we 
often  have  to  do  with  a congenital  weakness  of  the  muscles  or  of  the  innervation 
of  the  intestines,  since  many  cases  date  from  early  youth. 

The  ti'eatment  of  habitual  constipation  is  a difficult  and  often  a thankless  task, 
and  it  demands  patience  and  professional  tact.  It  goes  without  saying  that  we 
must  first  of  all  look  for  the  causal  factors.  If  we  succeed  in  improving  the  un- 
derlying disease— as,  for  instance,  the  chronic  gastro-intestinal  catarrh,  the  chronic 
affectious  of  the  heart  or  lungs,  the  anaemic  conditions,  or  certain  nervous  ti’oubles 
— a regulation  of  the  bowels  often  follows  of  itself.  In  ordinary  habitual  consti- 
pation we  must  first  attend  to  the  patient’s  diet.  Since  most  of  these  patients  also 
suffer  from  symptoms  of  nervous  dyspepsia,  they  are  usually  very  careful  in  their 
diet,  and  take  only  a little,  easily  digestible,  and  chiefly  liquid  food.  It  is  no  won- 
der that  no  good  dejections  follow  such  food.  Improvement  can  be  obtained  only 
by  eating  plenty  of  food  which  can  mechanically  stimulate  the  intestine.  Hence 
we  must  try  to  bring  the  patient  back  to  ordinary  “ household  fare  ” — ^to  take,  be- 
sides plenty  of  meat,  a sufficient  amount  of  bread,  vegetables,  etc.  It  is  a very  good 
thing  to  recommend  especially  certain  kinds  of  bread,  like  Graham-bread  or  rye- 
bread,  and  also  lai’ger  amounts  of  butter,  besides  fruit,  prunes,  grapes,  dates,  figs, 
almonds,  nuts,  and  honey.  The  well-known  remedy  of  drinking  a glass  of  cold  wa- 
ter in  the  morning  before  breakfast  is  deservedly  popular.  We  should  he  very 
guarded  in  giving  special  cathartics,  since  the  patient  easily  gets  accustomed  to 
them,  and  then  must  take  them  in  larger  doses.  Of  the  milder  laxatives,  the  dif- 
ferent bitter  waters  like  Friedrichshall,  do  the  best  service.  We  usually  prescribe 
one  or  two  wine-glassfuls.  The  other  cathartics,  like  tamarinds,  x’hubarb,  aloes, 
gamboge,  or  jalap,  which  may  sometimes  be  used  regularly  for  a long  time,  are 
prescribed  in  various  combinations,  as  pills  and  powders.  We  may  often  have  to 
change  our  remedies  and  our  doses  a xiumber  of  times  until  we  find  the  right  ones. 

In  the  treatment  of  habitual  constipation  associated  with  hypochondriasis,  the 
first  rule  is  to  treat  the  patient’s  mental  condition.  We  should  not  make  merry 
over  his  trouble,  nor  should  we  rudely  let  him  feel  that  we  do  not  consider  his 
complaints  so  important  as  he  himself  imagines.  The  patient  does  not  deserve 
to  be  scoffed  at,  since  his  subjective  symptoms  are  to  him  of  the  most  urgent 
nature;  but  it  is  extremely  important  to  divert  his  thoughts  from  his  trouble. 
As  in  many  other  reflex  processes,  so  in  defecation,  the  voluntary  attention 
abnormally  directed  to  it  has  an  inhibitoi’y  action.  Hence  we  admonish  the 
patient  to  think  of  his  trouble  as  little  as  possible  and  to  begin  his  regular 
activities  again,  and  we  try  to  convince  him  of  the  groundlessness  of  his  fears. 
The  catliartics,  which  most  patients  have  already  taken  freely  without  the 
desired  action,  are  usually  of  no  advantage  at  all.  On  the  contrary,  it  is  almost 
always  necessary  to  forbid  the  patient  to  use  cathartics  at  all.  Excejit  by  a 
proper  diet  {vide  supra),  we  try  to  reppilate  the  peristalsis  by  external  remedies 
alone.  Methodical  massage  of  the  abdomen  is  most  employed  for  this,  and  also 
electrical  treatment,  faradization  of  the  abdominal  walls,  and  faradization  and  gal- 
vanization transversely  through  the  abdomen.  To  be  sure,  a good  part  of  the 
enefit  of  these  methods  depends  upon  their  moral  effect  upon  the  patient.  We 
must  not  omit  a proper  general  treatment:  cold  sponging,  baths,  a country  resi- 
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dence,  and  sufficient  physical  exercise.  Finally,  it  is  often  very  useful  to  cause 
the  patient  to  go  to  the  closet  at  a fixed  hour  daily,  even  if  there  be  no  special 
desire  for  a stool,  and  to  try  to  have  a movement  of  the  bowels.  Thus  a sort  of 
training  and  education  of  the  bowels  is  achieved,  even  where  the  patient  at  fii*st 
believes  it  impossible. 

By  these  means  only  do  we  succeed  in  giving  the  patient  renewed  courage,  and 
sometimes  finally  in  attaining  recovery  even  in  severe  and  persistent  cases.  (Com- 
pare the  chapters  on  nervous  dyspepsia  and  on  neurasthenia.) 


CHAPTER  XI. 

STRICTURE  AND  OBSTRUCTION  OF  THE  INTESTINES. 

.Etiology  and  Pathological  Anatomy.— Different  pathological  processes  may 
lead  to  stricture  or  complete  obstruction  of  the  intestinal  tube  in  different  parts. 
Since  in  this  affection  the  purely  mechanical  effect  of  the  intestinal  stenosis  is  the 
chief  cause  of  the  clinical  symptoms,  the  type  of  the  disease  is  very  similar  in  all 
the  cases  of  this  class,  in  spite  of  the  manifold  anatomical  causes.  Hence,  after 
enumerating  the  individual  affections  which  may  lead  to  stricture  of  the  intestines, 
we  can  describe  their  symptoms  in  common. 

The  anatomical  causes  of  stricture  or  obstruction  of  the  intestines  are  as  follows : 

1.  Congenital  closure  of  the  intestines  is  found  at  the  anus,  atresia  ani,  and 
much  less  frequently  in  the  colon  or  small  intestines.  The  form  first  mentioned 
is  the  only  one  of  clinical  interest,  since  it  may  be  relieved,  at  least  in  some  cases, 
by  operation.  All  the  other  forms  of  congenital  closure  of  the  Intestines  are 
incompatible  with  a long  duration  of  life. 

2.  Tumors  and  Cicatricial  Strictures. — Cancer  of  the  intestine  is  the  only 
tumor  that  has  any  clinical  significance.  We  have  already  de.scribed  its  most 
important  anatomical  relations  and  the  possibility  of  intestinal  stenosis  as  a re- 
sult of  it. 

We  see  cicatricial  strictures  most  frequently  in  the  large  intestine  after  recov- 
ery from  dysenteric  ulcers.  The  syphilitic  stenosis  of  the  rectum,  Avhich  we  have 
already  described,  is  also  of  practical  importance.  Typhoid  ulcei’s  very  rarely  lead 
to  cicatricial  stenosis.  Strictures  as  a result  of  tubercular  ulcers  of  the  intestines 
are  also  exti’emely  rare.  Stenosis  of  the  duodenum  after  the  healing  of  a duodenal 
ulcer  {vide  supra)  resembles,  in  its  clinical  symptoms,  stenosis  of  the  pylorus,  and 
not  stenosis  of  the  intestines. 

3.  Intestinal  Obstruction. — The  most  frequent  form  of  mtestinal  obstruction 
comes  from  the  impaction  of  fasces.  From  the  different  conditions  which  cause 
eufeeblement  of  the  peristaltic  movements,  an  accumulation  of  faeces  {cop>ro- 
stasis)  may  arise,  especially  in  the  colon,  and  gradually  increase,  and  finally  lead 
to  the  fully  developed  symptoms  of  intestinal  stenosis.  Since  in  such  cases  a 
paralysis  of  the  muscular  coat  has  been  supposed  to  he  the  first  cause  of  the  con- 
stipation, the  occasional  stercoraceous  vomiting  which  finally  sets  in  has  been 
termed  ileus  paralyticus.”  We  must  also  mention  that,  in  intestinal  stenosis 
from  other  anatomical  causes,  coprostasis  is  often  an  important  factor  in  increas- 
ing the  stenosis. 

We  see  obstruction  of  the  intestines  from  other  causes  much  less  frequently 
than  from  impaction  of  fasces.  In  some  cases  impacted  gall-stones  have  been 
found,  especially  in  the  lower  part  of  the  ileum,  almost  completely  stopping  up 
the  lumen  of  the  intestine.  Genuine  intestinal  calculi  may  exceptionally  lead  to 
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obstruction.  We  must  also  mention  here  the  very  rare  cases  where  a large  foreign 
body  has  been  swallowed  and  wedged  itself  into  some  pai't  of  the  intestine.  Such 
a thing  has  been  seen,  especially  in  children  and  among  the  insane. 

4.  Intestinal  Constriction— Kltlaough  the  mechanism  of  intestinal  constriction 
in  external  hernige  lies  in  the  domain  of  surgery,  we  must  mention  here  the  chief 
causes  of  the  so-called  internal  intestinal  constriction,  internal  incarceration,  or 
.•strangulation.  In  the  abdominal  cavity  itself  pouches  and  diverticula  are  found, 
either  as  normal  or  abnormal  formations,  in  which  single  loops  of  intestine  may 
be  caught  and  constricted.  The  duodeno-jejunal  hernia — the  so-called  Ti-eitz’s 
retro-peritoneal  hernia — is  worthy  of  special  mention,  and  comes  from  the  entrance 
of  a loop  of  intestine  into  the  duodeno-jejunal  fossa.  This  hernia  may  become 
very  large.  It  is  sometimes  found  by  accident  in  the  cadaver,  not  having  caused 
any  symptoms  during  life,  but  in  rare  cases  it  may  be  the  cause  of  acute  internal 
cousti’iction.  We  must  also  mention  the  heimia  of  the  omental  bursa — where  a 
loop  of  intestine  passes  through  the  foramen  of  Winslow — the  intersigmoid 
hernia,  the  subcaecal  hernia,  etc.  Diaphragmatic  hernia  is  of  greater  practical 
significance  because  it  is  somewhat  commoner.  By  this  name  we  designate  both 
genuine  protrusions  into  the  diaphragm,  and  also  the  passage  of  abdominal  viscera 
through  congenital  or  acquired  (traumatic)  defects  in  the  diaphragm.  These  her- 
nise  may  exist  without  symptoms,  or  at  least  without  caiising  any  signs  of  severe 
disease,  but  in  some  cases  they  cause  obstruction  by  constricting  or  twisting  a dis- 
located loop  of  intestine. 

Those  cases  in  which  abnormal  slits  and  holes  in  the  omentum  or  mesentery 
give  rise  to  internal  constriction  are  to  be  added  to  the  list  of  the  internal  hernise. 

Finally,  abnormal  fibers,  membranes,  and  false  ligaments  in  the  abdominal 
cavity  are  a comparatively  frequent  cause  of  internal  constriction.  Such  cords 
and  bands  are  sometimes  left  as  the  results  of  a former  ijeritonitis,  and  may  cause 
actual  constriction  or  bending  of  single  loops  of  intestine.  One  such  false  ligar 
ment,  which  must  be  specially  mentioned,  and  wdiich  may  cause  intestinal  con- 
striction, is  found  as  a prolongation  of  Meckel’s  diverticulum.  By  this  we  mean 
that  diverticulum  which  must  be  regarded  as  the  remains  of  the  omphalomes- 
enteric duct,  still  persisting,  which  has  its  seat,  corresponding  to  the  duct,  from 
half  a metre  to  a metre  above  the  ileo-csecal  valve.  A firm  cord  sometimes  arises 
from  the  free  end  of  this  diverticulum,  the  obliterated  omphalo-mesentei-ic  vein, 
which  adheres  to  some  part  of  the  internal  abdominal  wall  and  may  cause  con- 
striction of  the  intestine.  Adhesion  of  the  free  end  of  the  vermiform  appendix 
has  been  the  cause  of  internal  constriction  in  some  cases. 

5.  Twists  (volvulus)  and  Knots  of  the  Intestine. — Twists  about  the  mesenteric 
axis,  and  complete  constriction  of  a portion  of  intestine  from  this  cause,  are  seen 
most  frequently  in  the  sigmoid  flexure,  especially  if  the  mesentery  of  the  flexure 
is  unusually  narrow  congenitally.  The  spontaneous  correction  of  this  abnormal 
condition  is  hindered  by  the  weight  of  the  loops  of  intestine  filled  with  gas  and 
masses  of  faeces,  and  by  other  portions  of  intestine  lying  on  the  place  of  twist- 
ing. Sometimes  other  portions  of  intestine  wind  themselves  several  times  about 
the  pedicle  of  the  twisted  loop  so  as  to  form  a regular  knot.  Such  twistings  have 
been  seen  especially  between  the  sigmoid  flexure  and  a portion  of  the  ileum.  Ex- 
ternal injury  sometimes  gives  rise  to  tlie  formation  of  a knot.  In  some  cases  abnor- 
mally  great  peristalsis,  severe  diarrhoea,  precedes  the  appearance  of  obstruction. 
We  have  ourselves  seen  a case  of  volvulus  in  the  upper  part  of  the  small  intes- 
tines, as  a result  of  veiy  severe  vomiting  caused  by  a remedy  for  tape  worm  given 
ny  a quack! 

f>.  Invagination  of  the  Intestine  (Intussusception). — If  a portion  of  intestine 
IS  pushed  into  the  lumen  of  the  portion  that  lies  next  below,  we  term  the  process 
28 
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invagination.  The  cause  of  this  is  probably  to  be  looked  for  in  a diminution  or  a 
complete  absence  of  peristalsis  in  a circumscribed  portion  of  intestine.  If  now  there 
are  energetic  movements  in  the  portion  immediately  above,  they  push  this  into  the 
paralyzed  portion.  In  other  cases  we  may,  perhaps,  suspect  a spasmodic  state  of 
the  muscular  coat.  We  find  invagination  of  the  ileum  most  fi-equently  in  the 
bodies  of  atrophic  children.  In  such  cases  it  is  an  ante-mortem  symptom,  due  to  the 
ditlerent  periods  of  cessation  of  peristalsis  in  the  different  parts  of  the  intestines. 

Besides  this  invagination,  which  has  only  an  anatomical  interest,  sudden  intus- 
susceptions are  seen,  especially  often  in  children  up  to  ten  years  of  age,  for  w'hich 
we  can  usually  discover  no  certain  cause,  and  which  in  a short  time  lead  to  the 
severest  symptoms  of  intestinal  stenosis.  Such  intussusceptions,  which  often 
involve  quite  long  portions  of  the  intestine,  may  have  their  seat  in  almost  any  part 
of  the  intestine.  The  invagination  of  the  caecum  and  a portion  of  the  lowei’  part 
of  the  ileum  into  the  colon  (ileo-caecal  invagination)  is  relatively  the  most  fre- 
quent. These  intussusceptions  may  sometimes  reach  such  an  extent  in  children 
that  the  invaginated  portion  of  the  ileum  may  finally  reach  the  rectum,  and  some- 
times even  project  externally.  Inflammation  and  adhesions  usually  appear  in  the 
part  invaginated.  Gangrene  of  the  internal  portion,  from  the  constriction  of  the 
afferent  vessels,  is  also  common.  The  necrotic  portion  may  be  cast  off  and  passed 
with  the  dejections,  a i^rocess  which,  in  some  cases,  has  led  to  a spontaneous  heal- 
ing of  the  intussusception  and  to  a cure  of  the  intestinal  obstruction  caused  by  it. 

We  must  mention  intestinal  polypi  as  a special  cause  of  intussusception,  as  they 
gradually  pull  that  portion  of  the  intestine  in  which  they  are  situated  into  the  neigh- 
boring portion  next  below  by  their  weight.  This  has  been  repeatedly  observed. 

7.  Compression  of  the  Intestine  from  without,  by  tumors  of  the  utems,  ovarian 
cysts,  pelvic  abscesses,  omental  tumors,  etc.,  has  been  met  with  in  rare  cases  as  a 
cause  of  intestinal  stenosis.  The  symptoms  of  stricture  in  such  cases  develop 
either  very  gradually  or  sometimes  rather  suddenly. 

We  must  now  mention  certain  pathological  changes  w'hich  may  follow  every 
obstruction,  from  whatever  causes  it  may  arise. 

The  further  changes  in  the  iiitestine  deserve  the  chief  attention.  Above  the  con- 
stricted point  it  is  usually  greatly  swollen  from  gas  and  the  accumulation  of  faeces. 
The  whole  intestinal  wall  is  found  in  an  inflamed  condition,  which  is  due  in  part 
to  mechanical  action,  and  in  part  to  the  inflammatory  germs  which  are  abun- 
dantly developed  in  the  abnormally  situated  intestinal  contents.  A severe  diphthe- 
ritic process  often  develops  in  the  intestine,  with  ulceration,  above  the  stenosis.  In 
the  inflamed,  softened  intestinal  wall,  thin  from  its  abnormal  distention,  a little 
tear  easily  occm’S  in  some  spot,  or  more  rarely  a genuine  perforation  following  an 
ulcer.  Some  of  the  putrefying  contents  of  the  intestine  thus  enter  the  abdominal 
cavity,  and  an  intense  purulent  or  ichorous  peritonitis  is  unavoidable.  This 
is  why  acute  peritonitis  is  so  fi’equent  a lesion  in  persons  who  die  of  intestinal 
obstruction.  If  the  intestinal  steno.sis  has  lasted  a long  time,  we  usually  find  in  the 
upper  portion  of  the  intestine,  besides  the  signs  of  inflammation,  a manifest  hyper- 
trophy of  the  muscular  coat,  the  result  of  the  abnormally  active  peristalsis  by  which 
the  muscle  has  tried  to  overcome  the  obstacle.  The  intestine  below  the  constric- 
tion, in  contrast  to  the  part  just  described,  appeal’s  narrow,  contracted,  and  empty. 

The  changes  in  the  other  organs  correspond  to  the  general  inanition.  The 
frequent  development  of  inhalation-imeumonia  is  easily  explained,  if  severe 
vomiting  has  preceded  (vide  infra). 

Clinical  History. — In  regard  to  the  clinical  symptoms  we  must  distinguish  the 
cases  with  a rapid,  complete  obstruction  of  the  intestine  from  those  in  which  the 
condition  develops  gradually,  and  where  there  is,  therefore,  merely  a constriction 
of  the  intestine,  at  least  for  a time. 
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The  first  symptom  of  the  partial  intestinal  constrictions,  which  arise  from  cica- 
tricial strictures  and  new  growths,  from  partial  blocking  up  of  the  lumen,  from  intus- 
susceptions, etc.,  is  usually  a disturbance  in  defecation.  The  bowels  are  costive, 
they  move  only  at  long  intervals,  and  their  motion  is  often  associated  with  pain  and 
tenesmus.  In  tlie  description  of  cancer  of  the  intestines  we  have  already  mentioned 
that  the  fmces  passed  sometimes  have  a peculiar,  flat,  compressed,  or  scybalous 
form.  Blood  and  mucus  are  often  mixed  with  the  dejections  and  are  due  to  the 
character  of  the  primary  disease.  In  some  cases  there  is  no  constipation,  and 
there  may  be  even  constant  diarrhoea.  We  can  easily  understand  from  the  physi- 
ological conditions  that  in  stenosis  of  the  small  intestines,  whose  contents  have  an 
approximately  fluid  consistency,  disturbances  of  defecation  are  less  apt  to  take 
place  than  in  stenosis  of  the  large  intestine,  where  the  fmcal  masses  have  ah-eady 
assumed  a more  Arm  consistency. 

Physical  examination  of  the  abdomen  often  gives  important  and  valuable 
information.  The  abdomen  is  usually  swollen  by  meteorism,  which  arises  from 
the  accumulation  of  gas  above  the  constricted  portion.  The  intensity  of  the 
meteorism  varies  very  much  in  different  cases  and  at  different  times  in  the  same 
patient.  Meteorism  is  sometimes  absent,  especially  in  stenosis  at  the  beginning  of 
the  intestine.  There  may  then  be  gastrectasis.  The  marked  peristaltic  movements, 
plainly  visible  through  the  abdominal  walls,  are  very  characteristic  of  most  intes- 
tinal constrictions.  The  contom*  of  single  loops  of  intestine  is  often  marked,  at 
times  quite  sharply,  and  then  we  can  sometimes  feel  the  thickened  intestinal  walls 
through  the  lax  abdominal  wall.  We  may  often  decide  upon  the  seat  of  the  ste- 
nosis from  the  location  and  course  of  the  visible  per’istaltic  movements.  In  gen- 
eral, it  is  true  that  peristalsis  is  much  more  noticeable  when  the  stenosis  is  in  the 
small  intestine  than  when  it  is  in  the  colon.  We  must  Anally  state  that  we  have 
been  repeatedly  struck  by  the  great  extent  and  strength  with  which  we  could  feel 
the  pulsation  of  the  aorta  through  the  swollen  loops  of  intestine.  If  we  put  our 
ear  to  the  anterior  abdominal  wall  we  can  often  hear  many  gurgling  and  splashing 
noises,  which  sometimes  have  a distinct  metallic  quality.  Eructations  are  fre- 
quent, and  in  some  cases  there  is  occasional  vomiting. 

The  duration  of  all  these  symptoms  differs  with  the  form  of  the  primary  dis- 
ease. Either  gradually  or  sometimes  quite  suddenly  the  symptoms  of  intestinal 
constriction  pass  into  those  of  obstruction.  Then  the  same  type  of  disease  develops 
as  is  seen  in  all  acute  internal  strangulations. 

The  symptoms  of  intestinal  obstruction  form  one  of  the  severest  and  most 
frightful  conditions  known  to  pathology.  The  patient’s  general  condition  in  a 
shoi't  time  undergoes  a threatening  change  for  the  worse.  The  signs  of  collapse 
rapidly  develop ; the  face  sinks  in  and  assumes  a wasted  and  sharp  expression, 
the  extremities  become  cool  and  livid,  the  pulse  is  frequent  and  can  scarcely 
be  felt,  the  voice  is  weak  and  obscure.  The  temperature  usually  falls,  but  it 
occasionally  rises.  The  abdomen  is  much  swollen  from  meteorism,  and  is  usuall.y 
very  tender  on  pressure  from  beginning  peritonitis.  The  passage  of  fmces  and 
the  escape  of  flatus  cease  entirely.  We  often  see  the  peristaltic  motions  of  the 
intestines  above  the  obstruction  through  the  abdomiiaal  walls,  but  in  some  cases 
the  muscular  coat  is  so  paretic  that  it  is  no  longer  capable  of  marked  peristalsis. 

The  most  characteristic  .symptom  of  intestinal  obstruction  is  the  vomiting  of 
^culent-smelling  masses,  the  so-called  stercoraceous  vomiting  (ilex.%  miserere). 
There  i.s  often  frequent  eructation  at  the  beginning  of  the  attack,  which  alter- 
nates with  real  vomiting.  The  vomitus  at  first  is  of  the  usual  character,  but  it 
soon  acquires  a manifestly  putrid,  faecal  odor.  The  old  opinion  is  fal.se  that  in 
ns  vomiting  real  fmcal  masses  were  forced  backward  from  the  large  intestine 
into  the  stomach  by  an  anliperistaltic  action  of  the  intestine.  Stercoraceous 
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vomiting  occurs,  not  only  when  the  obstruction  is  in  the  large  intestine,  but  also 
in  obstruction  of  the  small  intestines.  In  this  case  we  have  to  do  with  a putrid 
decomposition  of  the  contents  of  the  intestine  stagnating  above  tlie  obstruction. 
Part  of  this  putrid  mass  reaches  the  stomach  during  vomiting,  since  the  pylorus 
gradually  yields  to  the  increasing  swelling  of  the  small  intestines.  The  vomit- 
ing itself  is  probably  caused  in  large  part  by  the  pulling  on  the  peritoneum,  and 
perhaps  by  the  irritation  of  the  abnormal  matter  which  has  entered  the  stomach. 

W e must  mention,  finally,  certain  facts  observed  in  the  different  forms  of  in- 
testinal stenosis,  which  are  of  theoretical  interest  and  also  of  diagnostic  impor- 
tance. In  the  contents  of  the  intestine  stagnating  above  the  stenosis,  large  amounts 
of  indol  and  phenol  are  foi-med,  chiefly  from  the  decomposition  of  the  albumi- 
nous substances,  and  also  from  the  other  products  of  putrefaction.  These  are  in 
part  absorbed  and  excreted  with  the  urine.  Hence,  in  stenosis  of  the  small  in- 
testines we  often  find  that  the  urine  contains  an  inci’eased  amount  of  indican* 
(Jaffe)  and  phenol  (Brieger),  but  in  stenosis  of  the  large  intestine  the  amount  of 
indican  in  the  mine  is  not  increased,  because  the  albuminous  substances  capable  of 
decomposition  are  no  longer  present  in  the  contents  of  the  large  intestine  to  cause  it. 

The  course  of  intestinal  obstruction  differs  according  to  the  anatomical  causes 
which  exist  in  different  cases.  In  many  cases  of  acute  internal  strangulation  the 
severe  type  of  general  disease  above  described  develops  in  a very  short  time,  and 
may  lead  to  death  in  a day  or  two,  but  usually  the  course  is  somewhat  longer  and 
lasts  a week.  In  intestinal  obstruction  which  develops  gradually  from  intestinal 
constriction,  the  disease  may  go  on  longer  and  show  many  variations  in  its  inten- 
sity. In  mere  intestinal  constriction  we  can  make  fewer  definite  statements  as  to 
the  duration  and  course  of  the  affection,  since  the  symptoms  of  the  disease  depend 
entirely  upon  the  form  of  the  primary  disorder. 

In  a great  majority  of  cases  intestinal  obstruction  terminates  unfavorably. 
Death  results  either  from  increasing  collapse  or  from  secondary  peritonitis  {vide 
supra)^  or  in  rare  cases  from  further  complications,  like  pysemic  conditions  or 
pneumonia.  Recovery  may  occur  even  after  the  severest  symptoms,  but  it  is  very 
rare.  The  obstructions  from  impactions  are  most  hopeful  for  recovery.  Impacted 
gall-stones,  faecal  accumulations,  etc.,  may  be  evacuated,  after  which  the  severe 
symptoms  disappear.  The  possibility  of  recovery  in  intussusception,  by  throwing 
off  the  gangrenous  internal  portion  of  intestine,  has  been  mentioned  above.  We 
can  not  wholly  deny  that  internal  strangulations  are  capable  of  restoration, 
although  the  prognosis  must  almost  always  remain  doubtful  on  account  of  the 
imcertainty  of  the  diagnosis  in  any  individual  case. 

In  the  partial  intestinal  constrictions,  too,  the  nature  of  the  trouble  causes  an  un- 
favorable termination  in  most  cases,  either  from  the  primaiy  disease  itself  or  from 
the  complete  obstruction  that  finally  follows,  but  the  possibility  of  recovery  can  not 
be  wholly  excluded  in  certain  conditions,  like  impaction  or  external  compression. 

To  go  into  details  as  to  the  clinical  symptoms  of  the  separate  forms  of  intestinal 
constriction  and  obstruction  would  lead  merely  to  repetitions.  In  most  of  the 
acute  and  many  chronic  cases  the  diagnosis  can  generally  be  made  only  as  to  the 
presence  of  a mechanical  obstacle  in  the  intestine,  but  the  nature  of  the  obstruc- 
tion can  at  best  be  merely  sm’mised.  Individual  factors  in  reference  to  this,  aiid 
in  regard  to  the  question  of  the  seat  of  the  stenosis,  are  contained  in  the  account 
given  above  of  the  aetiology  and  symptomatology. 


* The  inclican  test  is  performed  in  the  following  way  : Wo  mix  equal  volumes  of  urine  and  oftieiual 
hydroohlorio  aoid  (P.  G.),  and  then  add,  drop  by  drop,  a eoncontratod  solution  of  ohloride  ot  lime, 
shaking  it  after  eaoh  drop.  If  now  ohloroform  is  added,  upon  shaking  again,  the  ehloroform  will  take 
on  a striking  blue  eolor,  if  the  urine  ooutains  any  oonsidernblo  amount  of  indican. 
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[Tlie  diagnosis  of  the  nature  of  an  intestinal  obstruction  is  so  difficult  in  many 
cases,  and  yet  so  important  with  reference  to  treatment,  that  the  editor  ventures 
to  introduce  tables  of  differential  diagnosis  of  the  more  common  forms  of  the 
condition.  These  tables  are  based  upon  the  masterly  prize-essay  of  Treves,  of 
London. 

ACUTE  INTESTINAL  OBSTRUCTION. 


Chief  Common  Symptoms. — Sudden  pain,  intermittent  or  constant,  with  exacerbations  ; tends  to  become 
constant  witli  time.  Vomiting,  early,  severe,  becoming  feculent.  Constipation,  more  or  less  abso- 
lute. Abdominal  distention.  Shock. 


Strangulation  by  Bands  or 
THROUGH  Apertures  (25 
per  cent,  of  all  cases  of 
acute  obstruction). 

Volvulus  of  Colon. 

Acute  Intussusception. 

Age  and  Sex  . 

Young  adults;  rare  after  40. 

Males  as  4 : 1 ; 40  to  60. 

More  than  50  per  cent,  under 
10  years. 

History 

Previous  peritonitis  in  68  per 
cent.;  previous  attacks  of 
obstruction  in  12  per  cent. 

Previous  constipation. 

Usually  negative. 

Onset 

Sudden  in  70  per  cent. 

Sudden. 

Sudden  in  75  per  cent. 

Pain 

Local  Ten- 

Early,  severe,  continuous, 
with  exacerbations. 

Early,  less  severe,  intermit- 
tent at  first,  becoming  con- 
stant with  exacerbations. 

Early  and  severe ; increasing 
and  later  subsiding;  at  first 
paroxysmal. 

DERNESS . . 

Absent  at  first,  appears  later. 

Early  over  distended  coil, 
and  constant. 

Common  about  a tumor. 

Vomiting 

Early,  marked ; in  60  per  cent, 
becomes  feculent  ; affords 
no  relief. 

Less  early,  severe,  and  con- 
stant ; often  affords  relief. 

Still  less  early  and  severe  ; in 
25  per  cent,  becomes  fecu- 
lent. 

Constipation. 

Continuous  and  absolute;  no 
blood. 

Early  and  absolute ; no 
blood. 

Absolute  rare  ; diarrhoea  not 
uncommon  ; blood  in  80  per 
cent. 

Prostration  . 

Marked. 

Rather  less  marked;  may  he 
dyspnoea. 

Marked. 

Tenesmus 

Abdominal 

Absent. 

In  16  per  cent. 

In  55  per  cent.,  and  often  early. 

Wall 

Flaccid  unless  peritonitis. 

Rigid  from  early  peritonitis. 

Flaccid  unless  peritonitis. 

Tumor 

Very  rare. 

Absent. 

In  60  per  cent. ; invagination 
sometimes  felt  in  rectum. 

Meteorism  . . . 

Slight,  appears  about  third 
day. 

Early,  rapid,  increases,  and 
is  extreme. 

Rare,  unless  marked  consti- 
pation. 

N.  B. — No  trustworthy  conclusions  can  be  drawn  from  the  seat  of  the  pain  as  to  the  seat  of  the  obstruc- 
tion unless  local  peritonitis  comes  on.  The  pain  is  usually  referred  in  ail  forms  to  the  region  of  the  navel. 
In  complete  obstruction  the  pain  is  constant,  though  with  exacerbations  ; intermittent  pain  shows  that 
the  obstruction  is  partial.  Coils  of  Intestine  are  not  visible  through  the  abdominal  wall  in  acute  cases. 


CHRONIC  INTESTINAL  OBSTRUCTION. 


Stricture  of  the  Smali,  Got. 


Aoe  and  Sex  . 


Adults. 


Stricture  of  the  Large  Gut. 


Adults. 


History 


Cancer,  trauma,  tuberoulo- 
sis;  disordered,  imperfect, 
irregular  action  of  bowels 
from  time  to  time,  with 
intervals  of  comparative 


Onset  . . . 

Pain 

VOMITI.VO 


Constipation. 


Tenesmus 

Meteouism  . . . 

Tumor 


ease. 

Gradual. 

Intermittent. 

Late,  seant.v,  feculent  only  to- 
ward end  of  acute  attack ; 
may  be  provoked  by  food. 

May  alternate  with  diar- 
rhcBa;  blood  points  to  can- 
cer. 

.\bsent. 

Not  marked,  unless  acute  at- 
tack. 

Only  in  cancer,  and  then  in 
30  per  cent. 


Cotes  OF  In- 


testine.. 


. Marked  in  proportion  to 
emaciation. 


Cancer,  trauma,  tuberculo- 
sis, dysentery;  disordered, 
imperfect,  irregular  action 
of  bowels  from  time  to 
time,  with  intervals  of 
comparative  ease. 

Gradual. 

Intermittent. 

Less  prominent,  rarely  fecu- 
lent or  provoked  by'food. 

Form  of  faeces  may  be  al- 
tered; blood  points  to  can- 
cer. 

Often  present. 

Often  marked. 

Only  in  cancer,  and  then  in 
40  per  cent.;  may  bo  felt 
in  rectum. 


Marked  in  proportion  to 
emaciation. 


F.®cal  Accumulation. 


Adults  ; more  common  in  fe- 
males; the  hysterical,  luna- 
tics, hypochondriacs. 
Pi'evious  constipation. 


Gradual. 

Less  prominent. 

Late,  scanty,  rarely  feculent, 
often  absent. 

Graduallj’  increasing;  may  lie 
spurious  diarrhoea;  no  blood. 

Absent. 

Late;  generally  increases  with 
obstruction. 

Common  and  distinctive;  most 
easily  fodt  In  emeum  ; little 
or  no  tenderness  ; some- 
times movable,  and  ciiu  bo 
changed  in  shape. 

Rarely  seen. 


N.  B. — In 


any  form  of  chronic  obstruction,  the  symptoms  of  acute  occlusion  may  suddenly  supervene.] 
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We  would  lieve  make  special  brief  mention  of  only  one  frequent  form  of  in- 
testinal obstruction,  on  account  of  its  practical  importance.  W^e  mean  tbat  form 
which  is  caused  by  the  accumulation  of  large  masses  of  old  faeces  in  the  rectum. 
We  sometimes  find  monstrous  accumulations  of  faeces  in  the  rectum,  especially 
in  old  women  who  have  previously  suffered  from  habitual  constipation,  or  in 
whom  constipation  is  due  to  some  other  affection.  Severe  symptoms  usually 
come  on  quite  suddenly,  after  long-continued  mild  prodromal  symptoms,  and 
these  severe  symptoms  are  much  like  the  picture  of  internal  strangulation — severe, 
sometimes  colicky,  abdominal  pain,  great  tenderness  of  the  abdomen,  which  is  usu- 
ally swollen,  marked  general  collapse,  loss  of  strength,  a small  pulse,  an  outbreak 
of  cold  sweat,  vomiting,  etc.  If  we  try  to  give  an  enema  in  such  cases,  very  little 
fluid  runs  into  the  rectum.  On  introducing  the  finger,  it  usually  strikes  solidly  on 
old,  hard,  faecal  masses  above  the  sphincter,  and  there  is  often  nothing  left  but  to 
undertake  the  dirty  task  of  removing  at  least  a part  of  the  scybala  with  our  o^vn 
hands.  We  may  then  succeed,  by  repeated  enemata  and  by  giving  cathartics 
internally,  in  removing  sometimes  quite  an  incredible  amount  of  accumulated 
faeces,  and  in  obtaining  thus  a rapid  recovei’y  from  the  condition. 

Treatment.— As  soon  as  the  dangerous  signs  of  intestinal  obstruction  are 
recogm'zed  by  the  physician,  he  must  decide  in  the  first  place  whether  the  stenosis 
is  not  accessible  to  direct  treatment.  Hence  we  first  examine  in  the  most  careful 
manner  the  external  points  for  hernia,  that  we  may  not  overlook  a strangulated 
hernia.  Then  we  make  a digital  examination  of  the  1‘ectum  in  order  to  decide 
whether  the  stenosis  may  not  have  its  seat  here,  as  from  coprostasis,  rectal  tumors, 
or  perceptible  intussusception.  Besides  that,  we  of  com’se  examine  the  rest  of  the 
abdomen,  as  far  as  the  patient’s  condition  permits,  in  order  by  this,  and  by  any 
facts  in  the  history,  to  decide  as  to  the  form  of  the  stenosis,  from  obhteration  or 
compression. 

Definite  therapeutic  measures  sometimes  follow  from  the  conditions  thus  indi- 
cated. Strangulated  external  hernise  require  operative  treatment  as  taught  by  sux'- 
gery.  We  may  obtain  aid,  in  some  cases  of  stenosis  from  impaction,  by  the  prudent 
use  of  cathartics.  The  treatment  of  faecal  impaction  is  of  special  importance.  We 
have  described  the  most  fi-equent  form  of  this  in  detail  above.  As  has  already 
been  said,  it  is  usually  necessary  to  remove  at  least  a part  of  the  faeces  with  the 
fingers,  or  some  instrument  like  ch-essing-forceps  or  a spoon.  In  the  second 
place,  we  may  use  large  enemata  of  pure  water  or  soap-suds,  which  must  often  be 
repeated  four  or  five  times  a day,  until  they  have  a satisfactoiy  result.  These 
ai'e  best  given  by  a funnel  and  an  oesophageal  tube  (“  intestinal  tube  ”)  introduced 
a.s  high  as  possible  into  the  intestine.  Cathartics  administei-ed  internally  seiwe  as 
aids,  especially  castoi'-oil  and  x’hubai’b. 

In  stenosis  of  the  rectxxni  from  cicatrices  and  new  growths  we  can  also  some- 
times employ  a local  sui’gical  treatment,  like  dilatation  or  scraping.  The  ti’eat- 
ment  of  frncal  accumulations  usually  plays  an  important  part  here.  Finally,  the 
cases  of  ileo-csecal  invagination,  in  which  the  lower  end  of  the  invaginated  ileum 
reaches  the  rectum,  may  yield  to  local  treatment.  We  may  try  a partial  replace- 
ment by  a “ sponge-sound  ” (an  elastic  oesophageal  tube  to  the  end  of  which  a 
sponge  is  fastened).  Blowing  in  air  by  the  bellows  was  also  recommended  for 
this  purpose  by  the  old  physicians.  As  a rule,  howevei’,  we  use  here  lax’ge 
enemata  of  wai’m  water,  which  sometimes  seem  to  exert  a favox’able  mechanical 
action. 

Very  often  we  can  not  decide  with  certainty  as  to  the  anatomical  cause  and  the 
seat  of  the  obstruction  at  the  bedside.  In  these  cases  ixotliing  but  a symptomatic 
treatment  is  left  for  the  physician  to  employ.  With  constipation  we  usually  ti’y 
first  cathartics,  first  the  weaker,  then  the  strougci',  and  finally,  as  a “last  I’esort,” 
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reguline  quicksilver,  pure  mercury  in  doses  of  five  to  ten  ounces  (grm.  150-300), 
which  is  sometimes  claimed  to  act  mechanically  in  “ doubtful  cases  ” by  its  weight. 
Except  among  some  defenders  of  mercury,  the  present  opinion  among  physicians 
tends  far  more  to  the  belief  that  cathartics  are  usually  of  no  service,  but  are  often 
directly  injmnous  by  increasing  the  resistance.  Hence  we  have  at  present  gone 
over  to  the  ti’eatment  of  severe  internal  incarcerations  with  large  doses  of  opium. 
Opium  acts  favorably  on  the  patient's  pain,  the  vomiting  is  diminished,  and,  by 
quieting  the  peristalsis,  the  danger  of  increasing  the  stenosis  and  tearing  the  intes- 
tine is  also  lessened.  In  fact,  the  opium  treatment  has  some  favorable  results  on 
record.  Sometimes  the  first  dejection  appears  during  the  administration  of  opium. 

Since,  therefore,  there  are  many  objections  against  the  internal  use  of  cathar- 
tics, we  may  try  large  enemata  in  those  cases  where  the  seat  of  the  stenosis  is  not 
known  to  be  in  the  large  intestine.  They  must  he  given  with  caution,  but  pei'sist- 
ently,  and  they  must  often  be  repeated ; then  they  sometimes  give  good  results, 
even  in  severe  cases.  In  numerous  instances  of  faecal  vomiting  great  benefit  is 
also  derived  from  methodical  washing  of  the  stomach  as  recommended  by  Kuss- 
maul,  Cohn,  and  others.  Large  amounts  of  feculent  liquid  are  frequently  re- 
moved through  the  tube  from  the  stomach ; and  indeed  it  is  easy  to  see  that  free- 
ing the  stomach  of  its  accumulations  may  favor  a more  vigorous  peristalsis.  Even 
when  the  nature  of  the  intestinal  obstruction  precludes  definitive  recovery, 
lavage  usually  gives  no  inconsiderable  relief. 

We  need  not  enter  into  details  as  to  the  general  treatment.  It  goes  without 
saying  that  the  patient’s  strength  must  be  kept  up  as  much  as  possible,  and  that 
in  severe  states  of  collapse  all  possible  stimulants  must  be  xased,  like  hot,  strong 
coffee,  camphor,  and  ether.  Local  applications  to  the  abdomen  are  usually  ill 
borne  on  account  of  the  tenderness,  still  we  may  try  ice  poultices  or  wet  com- 
presses. Opium  is  the  best  remedy  for  pain  and  vomiting,  but  it  must  often  be 
replaced  by  subcutaneous  injections  of  morphine.  In  cases  of  extreme  gaseous 
distention  the  intestinal  coils  may  be  punctured  with  the  needle  of  a subcutane- 
ous syringe  and  the  gas  in  part  evacuated.  This  sometimes  proves  very  bene- 
ficial. 

Finally,  it  must  be  noted  that  in  severe  cases  we  are  justified  in  proposing 
laparotomy.  Sometimes  the  existing  obstruction  may  be  thus  detected  and  re- 
moved. (For  particulars,  see  text-books  on  surgery.) 

[The  safety  with  which  laparotomy  is  now  performed  has  stimulated  the  study 
of  all  affections  on  which  the  operation  has  any  bearing.  Internal  strangula- 
tions and  invaginations  may  be  relieved,  and  the  portion  of  intestine  containing 
a non-cancerous  stricture  can  be  excised.  An  early  operation  offei's  much  better 
chances,  of  coimse.  In  these  days  pei-sons  should  not  be  allowed  to  die  directly 
from  intestinal  occlusion  without  an  attempt  being  made  to  restore  the  permea- 
biUty  of  the  canal  by  surgical  means.] 
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CHAPTER  XII. 

INTESTINAL  PARASITES. 

( Helminthiasis. ) 

1.  Tape-worms. 

Natural  History  of  the  Tape-worm.-Three  of  the  tape-worms  {cestodes)  which 
are  found  in  the  intestines  have  a clinical  significance:  the  tcBnia  solium,  the 
tcenia  mediocanellata,  and  the  hothriocephalus  latus. 

1.  The  tcenia  solium  is,  when  fully  developed,  two  or  three  metres  long.  Its 
ead  fPigs.  37  and  38)  is  about  the  size  of  that  of  a pin,  and  has  four  projecting 
cup-like  suckers,  and  in  front  a beak  with  about  twenty-six  hooks.  The  top  of  the 
head  is,  as  a rule,  plainly  pigmented.  A small  neck,  about  an  inch  long,  is 


Fio.  3".— (From  Heller  ) 
Head  of  tsenia  solium. 


Fiq.  38. — (From  Heller.)  Head  of  cysticercus  of 
the  braiu. 


attached  to  the  head,  and  then  follow  the  single  “ joints  ” {proglottides)  of  the 
tape-worm,  of  which  the  youngest,  lying  near  the  head,  are  still  very  small  and 
short.  They  gradually  increase  in  length  and  breadth,  and  at  about  a metre  from 
the  head  they  have  an  approximately  quadrilateral  shape. 
The  segments  which  lie  farther  down,  and  which  have  already 
reached  puberty,  have  the  form  of  pumpkin  seeds,  and  are 
nine  or  ten  millimetres  long  and  six  or  seven  wide.  The 
matrix  or  uterus  runs  through  the  middle  of  each  mature 
segment  (see  Fig.  39),  and  from  it,  on  each  side,  go  seven  or 
eight  side  branches,  which  ramify  like  a tree.  On  one  side, 
a little  below  the  middle,  lies  the  sexual  orifice  (Fig.  39,  a). 
The  male  sexual  organs  consist  of  a number  of  little  clear 
vesicles  in  the  anterior  portion  of  the  segments.  The  thick- 
shelled  eggs  (Fig.  40,  3)  develop  in  the  uterus,  and  contain  an 
embryo  with  six  booklets. 

The  tmnia  solium  inhabits  the  small  intestines  of  man. 
Its  head  clings  to  the  mucous  membrane  so  tightly,  usually 
at  some  point  in  the  upper  third  of  the  small  intestine,  that 
the  neck  is  often  torn  off  in  trying  to  loosen  the  worm  from  the  intestinal  wall. 
The  rest  of  the  worm,  which  is  in  part  in  many  coils,  extends  to  the  lower  part  of 
the  ileum,  but  only  exceiitionally  into  the  caecum.  From  the  lower  end  long 
chains,  or  single  mature  segments,  are  often  detached,  mix  with  the  contents  of  the 


Fiq.  .39.— <From  Heller.) 
Tienia  solium.  Ma- 
ture segment. 
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intestine,  and  are  passed  with  the  faeces,  together  with  some  of  the  eggs  from  the 
uterus. 

The  further  development  of  the  eggs  of  the  taenia  solium  takes  place  in  another 
“host,”  almost  always  in  the  hog.  Hogs  are  infected  hy  eating  faeces,  offal, 
etc.,  containing  taenia  eggs.  The  thick  shell  of  the  eggs  is  dissolved  in  the  hog’s 
stomach,  and  the  free  embryos  pierce  the  walls  of  the  stomach  and  intestines  and 
travel  with'  the  blood-current,  or  through  the  tissues,  into  the  different  organs, 
especially  into  the  muscles.  Here  they  develop,  in  two  or  three  months,  into 
cysts  something  larger  than  a pea,  from  whose  walls  a newly  developed  taenia- 
head  arises,  a so-called  scolex  (nurse).  These  cysts  are  termed  worm -cysts, 
measles,  or  cysticerci  cellulosce.  They  live  from  three  to  six  years ; then  they  die 
and  become  calcified.  If  a cysticercus  gets  into  a man’s  stomach  from  his  eating 
raw  or  imperfectly  cooked  ham  or  pork,  a new  and  complete  taenia  sprouts  from 
the  scolex,  which  forms  mature  segments  in  three  or  four  months. 

We  usually  find  only  one  tape- worm  in  a man,  hut  several  specimens  have  been 
seen  at  the  same  time  in  the  same  intestine.  The  length  of  a tape-worm’s  life  is 
not  certainly  known,  but  it  has  happened  that  some  persons  have  lodged  the  same 
tape- worm  for  ten  or  fifteen  years. 

Although  the  fully  developed  taenia  solium  is  seen  only  in  man,  as  we  have 
said,  the  cysticercus  cellulosae  has  been  found,  in  rare  cases,  in  dogs,  rats,  and  mon- 
keys, as  well  as  in  hogs.  It  is  a particularly  important  fact  that  the  cysticercus 
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®^^”  commoner  intestinal  parasites.  1.  Ekv  of  dis- 

Distomum  lanceoiatum.  3.  Tmnia  solium.  4.  Teenia  mediocanellata.  5. 
rsotnriocephalus  latus.  0.  Oxyuns  vermiculans.  * 

coides. 


Tn’chocepiialus  dispar.  8.  Ascaris  lunibri- 


cellulosae  itself  may  also  occur,  as  such,  in  man.  If  tape-worms  or  mature  seg- 
ments get  into  a man’s  stomach  in  any  way,  probably  by  auto-infection,  by  the 
finger,  etc.,  the  embryos  travel  into  other  organs.  CysticWci  are  often  found  in 
men,  singly  or  in  groups,  especially  in  the  skin,  the  brain,  the  eye,  and  the  mus- 
c es.  Tlierc  is  a.  special  form  of  cysticercus  of  the  brain,  in  which  we  find  a whole 

c lain  of  cysts,  like  a cluster  of  grapes,  but  sterile,  the  so-called  cysticercus  race- 
mosus.  ^ 

2.  The  tamia  mediocanellata,  or  toenia  sagmata  (from  saginare,  to  fatten),  is 
ven  more  common  than  the  taenia  solium  in  many  parts  of  Germany.  It  is  longer 
nan  the  taenia  solium,  being  about  three  or  four  metres  long,  and  its  individual 
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Fig.  41.— (From  Heller). 
Head  of  tienia  medio- 
oanellata. 


Fig.  42.— (From  Heller.) 
Tienia  mediocaiiellata. 
Mature  segment. 


joints  are,  on  the  whole,  broader  and  thicker.  The  head  (Fig.  41)  has  also  four 
prominent  cup-like  suckers,  but  it  has  no  crown  of  booklets.  The  mature  seg- 
ments differ  from  the  proglottides  of  taenia  solium,  in  that 
the  central  uterus  sends  off  many  more  (twenty  to  thirty) 
side  branches,  which  divide  dichotomously,  and  not  like  a 
tree.  The  sexual  opening  is  also  on 


the  side  (Pig.  42,  a)': 

The  life-history  of  the  taenia  medio- 
canellata  is,  on  the  whole,  like  that 
of  the  taenia  solium.  The  taenia  medio- 
canellata,  however,  throws  off  single 
mature  segments  much  more  frequent- 
ly than  the  taenia  solium.  These  seg- 
ments are  found  in  the  faeces,  and  here 
they  often  exhibit  a ci’awling  motion. 
The  cysticercus  of  taenia  mediocanella- 
ta  does  not  mhabit  pork,  hut  beef,  so 
that  the  infection  of  man  by  this  tape- 
worm comes  from  eating  raw  beef.  In 
man  the  cysticercus  of  taenia  medio- 
canellata,  which  is  somewhat  smaller  than  the  cysticercus  cellulosae,  has  never 
yet  been  observed. 

3.  The  hothriocephalus  latus  occurs  in  Holland,  Switzerland  (Geneva),  Pome- 
rania, East  Prussia,  Hamburg,  and  Russia  (tbe  German  Baltic  xjrovinces).  It  has 
not  yet  been  observed  in  middle  Germany.  It  is  the  largest  tape-worm ; it  may  he 
six  or  eight  metres  long,  and  sometimes  has  over  four  thousand  joints.  The  head 
of  the  hothriocephalus  (Pig.  43)  consists  of  a little  club-shaped  swelling,  with  two 
slit-like  depressed  suckers  on  the  sides.  A long,  thread-like  neck 
joins  the  head  to  the  youngest  segments.  The  full-grown  segments 
(Fig.  44)  are  short,  but  are  distinguished  by  their  great  breadth.  The 
largest  segments  measm’e  in  length  about  three  or  four  millimetres, 
^ and  in  breadth  ten  or  twelve,  but  the  last  joints  are  longer  and  are 
not  so  broad,  so  that  they  have  an  approximately  quadrilatei'al  form. 

The  uterus  consists  of  a very  tortuous  canal  in 
.the  center.  The  sexual  orifice  does  not  lie  on 
one  side,  as  in  the  taenia,  hut  in  the  middle  of 
the  abdominal  surface,  nearer  the  anterior  bor- 
der of  tbe  segment  than  the  jjosterior.  The 
eggs  {vide  supra,  Fig.  40,  5)  are  of  an  oval 

Fig.  «°-Head'^of  ■ bo“  S ^ liood-shaped  lid  at  one  end. 

■ Natural  They  are  to  be  found  in  almost  every  dejection 
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b. 


a.  Lateral  view,  enlarged 
FiG.^'44.— Bothriocephaius  latus.  Mature  of  jicrsons  affected  witb  a botbrioceijbalus. 

segment.  Single  joints  of  the  tape-worm  are  not  passed 

with  the  stools,  hut  portions  of  the  worm,  several  feet  long,  come  away  from  time 
to  time,  especially  in  the  spring  and  autumn. 

The  noteworthy  life-bistory  of  tbe  botbriocepbalus  has  been  made  perfectly  clear 
by  Braun,  of  Dorpat.  Tbe  eggs  develop  only  in  fresb  water.  Tbe  embryo  (Pig. 
45),  which  is  formed  in  them  in  a few  months,  and  is  provided  with  six  booklets 
and  with  vibrating  cilia,  is  swallowed  by  fishes,  especially  by  pike  and  eel-pouts, 
and  develops  in  their  muscles  and  internal  organs  into  cysticerci.  The  infec- 
tion of  man  with  hothriocephalus  comes  from  eating  such  fish  containing  cysti- 
C6i*ci. 

Symptoms  and  Diagnosis.— In  many  cases  tape- worms  are  lodged  in  the  iutes- 
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tines  without  causing  any  morbid  symptoms.  We  can  recognize  their  presence 
only  by  occasionally  finding  the  joints  in  the  dejections. 

In  other  cases,  however,  tape-worms  cause  a list  of  disturbances  which  are  often 
exaggerated  by  anxious,  hypochondriacal,  and  nervous  persons,  but  which  ought 
not  to  be  too  little  regarded.  The  symptoms  are 
referred  chiefly  to  the  intestinal  canal.  Sometimes 
there  is  quite  severe  abdominal  pain,  which  may 
assume  a colicky  character.  The  patient  also  fre- 
quently complains  of  irregularity  of  the  bowels, 
and  of  occasional  diarrhoea,  which  alternates  with 
constipation.  Many  general  symptoms  are  also 
added  to  those  mentioned — loss  of  appetite,  or  at 
times  marked  voracity,  general  languor,  disinclina- 
tion to  work,  mental  disturbance,  depression,  etc. 

We  can  see  that,  under  such  circumstances,  the 
general  health  may  suffer  considerably. 

We  must  also  mention  a number  of  symptoms 
which  probably  owe  their  origin  to  abnormal  reflex 
processes.  Among  these  we  sometimes  see  marked 
salivation,  tickling  in  the  nose,  dilatation  of  the  pu- 
pils, palpitation,  vomiting,  headache  (migraine),  etc.  In  some  cases  even  severe 
spasms,  and  choreic  conditions,  have  been  referred  to  the  presence  of  tape-worms 
in  the  intestinal  canal,  but  it  is  hard  to  decide  how  far  such  a supposed  connec- 
tion can  really  be  regarded  as  justified. 

Although  many  of  the  symptoms  mentioned  may  arouse  suspicion  as  to  the 
presence  of  a tape-worm,  the  diagnosis  can  be  made  only  by  finding  the  joints  or 
eggs  of  the  tape-worm  in  the  dejections.  In  many  cases  the  patient  himself 
brings  some  of  the  segments  found  by  him  in  the  dejections  to  the  physician,  but 
in  judging  of  them  a certain  caution  is  always  necessary,  since  shreds  of  mucus, 
remains  of  food,  etc.,  are  quite  frequently  presented  to  the  physician,  under  the 
idea  that  they  are  segments  of  tape-worm.  If  possible,  we  should  take  pains  to 
decide  definitely,  from  the  segments  laid  before  us.  the  species  of  tape-worm, 
which  is  usually  not  a difficult  task  if  we  follow  the  anatomical  description  given 
above.  If  we  spread  out  the  pieces  of  tape-worm  on  a microscope  slide,  the  thicker, 
fatter  segments  of  the  taenia  mediocanellata,  with  its  mauy-brauched  uterus,  may 
usually  be  distinguished  without  difficulty  from  the  more  tender  and  more  trans- 
lucent segments  of  the  taenia  solium,  with  a smaller  number  of  lateral  branches 
to  its  sexual  apparatus.  The  statement  of  many  patients  that  single  segments  of 
tape-worm  come  from  them  at  other  times  than  when  at  stool,  and  that  they  find 
them  ou  tlieir  underclothing,  almost  always  points  to  the  presence  of  a tenia 
mediocanellata  in  the  intestine. 

If  we  suspect  a tape-worm,  without  having  secured  the  certain  evidence  of  seg- 
ments in  the  dejections,  it  is  a good  plan  to  give  the  patient  a mild  cathartic,  like 
castor-oil,  or  a dose  of  boiled  pumpkin-seeds,  since  after  this,  if  the  intestine  hrn-- 
bors  a tape-worm,  single  portions  of  it  almost  always  come  away. 

Treatment. — The  “tape-worm  cures,”  which  are  recommended  in  so  great  a 
number  that  we  cati  by  no  means  mention  all  of  them  here,  but  only  the  most 
important  and  the  most  serviceable,  aim  at  killing  or  benumbing  the  worm,  and 
then  at  removing  it  from  the  intestine  in  toto  by  cathartics. 

We  u.sually  begin  witli  a so-called  “preparatory  treatment.”  This  is  to  cleanse 
the  intestine,  especially  tlie  large  intestine,  from  old  te'cal  masses,  in  order  to  pre- 
pare as  free  a passage  as  po.ssible  for  the  worm.  For  this  purpose  we  give  the 
patient  a mild  laxative,  or,  better  still,  a large  enema  of  cold  water.  We  also  forbid 


Fig.  4.5.— Embryo  of  bot-hriocephalus 
latus.  with  its  ciliated  coat. 
(Leuckart.) 
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for  a clay  or  two  the  use  of  vegetables,  black  bread,  etc.,  and  prescribe  instead  a 
limited  diet  of  white  bread,  some  meat,  milk,  and  coffee.  It  is  a wide-spread  prac- 
tice to  take  during  the  preparatory  treatment  certain  articles  of  food  to  “ make  the 
worm  ill.”  Among  these  a salad  of  finely  chopped  and  very  salt  herring  with 
onions  and  garlic  is  especially  recommended.  A similar  action  is  also  ascribed  to 
strawberries,  cranberries,  and  bilberi’ies.  Hence,  on  the  day,  and  especially  on 
the  afternoon,  before  treatment,  we  have  the  patient  take  a large  amount  of  the 
articles  of  food  mentioned,  such  as  herring  salad. 

On  the  next  morning,  after  everything  has  been  prepared,  after  the  bowels 
have  moved  the  night  before,  etc.,  the  patient  takes  no  breakfast,  or  only  some 
strong  sweet  cafe  noir.  Then  he  takes  the  special  anthelmintic,  and  in  one  or 
two  hours,  if  he  feels  a great  pressure  in  the  abdomen,  he  also  takes  a few  spoon- 
fuls of  castor-oil  or  rhubarb. 

The  number  of  tcenicides  recommended  is,  as  we  have  said,  very  great.  At 
present  the  following  are  most  in  use ; 

The  bai’k  of  pomegi'anate-root  {cortex  radicis  Punicce  granati)  is  one  of  the 
most  efficient  remedies.  We  usually  prescribe  it  in  combination  with  the  ethereal 
extract  of  male  fern,  in  the  following  prescription: 

E Granati  radicis  corticis § iv-v  (grm.  120-150); 

Aquae 0 ij  (gian.  1,000). 

Macerate  for  twenty-four  hours,  and  boil  until  it  is  reduced  to  § v (grm.  150). 

Add:  Oleoresinae  filicis gr.  Ixxv  (grm.  5). 

The  whole  amount  is  to  be  taken  in  three  or  four  doses  as  near  together  as 
possible.  In  order  to  obviate  the  bad  taste  of  the  remedy  and  to  increase  the 
action  by  introducing  a larger  amount  at  once,  it  has  been  recommended  to  intro- 
duce the  whole  amount  of  a still  stronger  decoction  of  pomegranate-root  at  once 
into  the  stomach  by  means  of  an  oesopliageal  tube.  As  a rule,  it  is  well  to  avoid 
this  procedure. — To  be  recommended  is  also  the  tannate  of  pelletierine,  prepared 
from  the  pomegranate-root.  It  is  almost  tasteless,  and  in  doses  of  8-25  grains 
(grm.  0'5-l'5)  is  said  to  be  a very  certain  tenicide.  Usually  one  obtains  excellent 
results  with  male  fern.  Two  to  two  and  a half  drachms  (grm.  8-10)  of  the  extractum 
filicis  (P.  G.)  must  be  given  [or  one  and  a half  to  two  fluidrachms  of  the 
oleo resin].  It  may  be  put  in  gelatine  capsules  on  account  of  its  bad  taste. 

Another  remedy,  which  has  often  proved  successful,  is  kousso-fiowers.  We 
give  three  or  four  powders,  each  containing  seventy- five  grains  (grm.  5)  of  powdered 
kousso-fiowers,  in  white  wine,  giving  a glass  of  wine  containing  one  powder  about 
every  half-hour.  Rosenthal’s  “ kousso  tablets”  are  more  agreeable  to  take  and 
are  very  good,  but  they  are  more  expensive.  Twenty  of  these,  of  fifteen  gi'ains 
each  (grm.  1),  may  be  taken  without  danger  within  an  hour  with  caf6  noir  or 
lemonade.  During  the  period  of  treatment  the  patient  must  lie  as  quiet  as  pos- 
sible in  order  to  avoid  vomiting.  Up  to  the  present  time  w^e  have  not  had  suf- 
ficient experience  of  the  koussine  or  kosseine,  prepared  from  the  alcoholic  extract 
of  kousso-leaves,  which  is  said  to  be  very  efficient  in  doses  of  thirty  to  forty-five 
grains  (grm.  2-3). 

Of  the  other  remedies  we  may  mention  kamala,  one  to  three  di’achms  (grm. 
5-10)  of  the  powder  in  wine  or  watei’,  and  oil  of  turpentine,  one  or  two  ounces 
(grm.  40-60)  in  two  doses  in  milk— an  efficient  but  rather  dangerous  remedy  in 
these  doses — and  picro-nitrate  of  potassium.  We  may  also  prescribe  male  fern 
in  powdei's  of  a drachm  (grm.  4)  each,  taking  three  or  four  powdei-s  within 
an  hour. 

The  treatment  is  to  be  regarded  as  absolutely  successful  only  when  we  find  the 
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head  of  the  tape- worm,  as  well  as  its  joints,  in  the  patient’s  dejections.  We  may- 
best  search  for  the  head  in  tl^e  faeces  by  diluting  the  dejection  with  water,  stirring 
it  repeatedly,  and  pouring  otT  the  Avater.  The  tape-worm  then  remains  at  the 
bottom  of  tlie  vessel. 

Every  tape-worm  treatment  is  rather  drastic,  and  hence  it  is  well,  after  the 
treatment  is  over,  to  recommend  the  patient  to  be  prudent  in  his  diet,  and  to 
be  careful  about  his  digestive  tract  for  some  time. 

In  pereous  who  are  very  weak,  or  who  have  some 
other  disease,  we  do  not  willingly  undertake  to  remove 
a tape- worm  without  urgent  reasons;  hut  in  people 
who  are  otherwise  healthy  it  is  always  well  to  get  rid 
of  a tape-worm,  even  if  it  causes  no  severe  symptoms. 

Of  course  only  the  taenia  solium  is  attended  with  the 
serious  danger  of  the  cysticerci  invading  the  brain  (see 
diseases  of  the  brain).  The  best  time  for  undertaking 
a treatment  is  when  joints  or  large  pieces  of  the  worm 
come  away  quite  frequently  of  their  own  accord.  We 
should  never  prescribe  a treatment  on  the  mere  state- 
ments or  suspicions  of  the  patient.  We  must  always 
convince  ourselves  with  complete  certainty  of  the 
presence  of  a tape-worm  in  the  intestine. 

We  must  finally  mention  that  the  only  efficient 
prophylaxis  against  acquiring  a tape-worm  lies  in  en- 
tirely avoiding  the  use  of  raw  or  half-cooked  beef  or 
pork.  The  more  widely  spread  the  taking  of  raw  meat 
is,  as  in  Abyssinia,  the  more  common  are  tape-woi’ms 
in  man.  Certain  callings,  like  those  of  cooks  and 
butchers,  are  also  especially  exposed  to  infection. 

2.  Round-worms. 

(Ascaris  lumhricoides.) 

Natural  History. — Ascarides  are  pale-reddish,  cyl- 
indrical worms,  pointed  at  both  ends,  with  the  sexes 
in  different  individuals.  The  females  are  thirty  or 
forty  centimetres  long,  the  males  about  twenty-five. 

At  the  cephalic  end  of  the  worm  are  found  three  lips 
furnished  with  fine  teeth.  The  tail  is  straight  in  the 
females  and  curved  in  the  males.  In  the  female  sex- 
ual organs  (Fig.  46)  sixty  millions  of  eggs  may  deA-^elop, 
at  a rough  estimate.  These  eggs  are  often  found  in 
the  faeces  of  people  who  have  round-worms  in  their 
intestines  (see  Fig.  40,  8).  They  have  a great  capacity 
of  resisting  external  influences,  and  a worm-like  em- 
bryo develops  in  them  in  a few  months.  Their  further 
fate,  and  the  form  and  manner  in  which  infection  usu- 
ally takes  place  in  man.  are  not  yet  accurately  known. 

It  is  probable  the  parasites  are  spread  without  any  in- 
termediate host  by  direct  ingestion  of  the  eggs  which 
contain  the  embryos. 

Tlie  round-worms  inhabit  chiefly  the  small  intos- 

vomiting  they  often  reach  the  stomach  and  are  Aminited  up.  In 
mclividual  cases  they  have  been  found  in  the  bile-ducts,  in  the  air-passages,  and. 


Fio.  40.— (From  Helt.kr.)— Asca- 
ri.s  liiniljriooides.  Female,  143 
millimelres  long.  a.  Vagina. 
b.  Intestine,  c.  Boundary  be- 
tween the  nierns  and  oviducts, 
d.  Longitndinnl  bands,  c.  Coii 
of  oviducts  and  ovaries. 
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after  perforation  of  the  intestine,  in  the  abdominal  cavity.  The  number  of  round- 
worms  existing  at  the  same  time  in  the  intestines  may  be  very  considerable.  We 
find  them  most  commonly  in  children  and  in  adults  from  the  lower  classes. 
Round-worms  have  been  repeatedly  observed  to  crawl  out  of  the  anus,  the  mouth, 
or  the  nose  of  children  during  sleep. 

The  round-worm  is  also  common  in  hogs  and  cattle  as  well  as  in  man. 

Symptoms.— In  general,  the  round-worms  are  umocent  parasites,  which  may 
exist  in  large  numbers  in  the  intestines  without  any  bad  results.  Exceptionally 
they  cause  symptoms  similar  to  those  ascribed  to  tsenise — abdominal  pain,  languor, 
itching  of  the  nose,  burning  in  the  eyes,  etc. — symptoms  which  are  all  ambiguous, 
and  whose  definite  connection  with  the  presence  of  round-worms  it  is  hard  to 
make  out.  The  cases  recorded  in  literature  are  quite  numerous  in  which  severe 
nervous  symptoms  have  been  caused  by  round  worms  and  have  disappeared  after 
the  removal  of  the  parasites.  However  cautious  we  may  be  in  accepting  such 
statements,  nevertheless  their  credibility  can  not  be  wholly  denied.  We  would 
mention  esijecially  convulsions,  epileptifoian  seizures,  choreic  and  cataleptic  con- 
ditions, contractm’es,  and  temporary  mental  disturbances,  which  ai’e  claimed  to 
be  excited  by  ascarides.  Milder  nervous  attacks — like  headache,  vertigo,  dilated 
pupils,  and  chills— are  quite  frequently  seen  in  children  with  ascarides. 

In  some  cases  the  pi’esence  of  ascarides  may  excite  much  more  severe  symp- 
toms by  unfortunate  accidents,  as,  for  example,  sudden  suffocation  from  the 
entrance  of  a round-woi’m  into  the  larynx.  When  a very  l.ai’ge  number  of  round- 
worms  have  been  present  in  the  intestine,  severe  symptoms  of  intestinal  stenosis 
have  been  observed  from  their  rolling  together  into  a bail.  If  a round-w'orm 
crawls  into  the  bile-ducts,  it  may  give  rise  to  jaundice,  and  even  to  the  develop- 
ment of  an  abscess  of  the  liver.  In  the  abscesses  of  the  anterior  abdominal  wall, 
usually  termed  “ worm  abscesses,”  the  round-worms  probably  play  a purely  acci- 
dental part.  We  have  to  do  in  such  cases  with  perityphlitic  abscesses  or  with 
inflamed  herniae,  which  have  perforated  externally,  by  which  the  I’ound- worms 
which  are  accidentally  found  in  the  intestines  pass  out,  without  having  any  causal 
relation  to  the  abscess. 

Treatment. — The  oldest  and  most  approved  remedy  against  ascarides  is  worm- 
seed — santonica.  This  is  best  given  in  the  form  of  an  electuary — santonica,  a 
drachm  (grm.  5) ; jalap,  fifteen  grains  (grm.  1) ; and  syrup,  an  ounce  (grm.  30),  to 
be  taken  in  three  doses— in  combination  with  a cathartic.  Of  late,  worm-seed,  on 
account  of  its  bad  taste,  has  been  almost  wholly  replaced  by  santonin,  which  is 
derived  from  it.  This  is  prescribed  in  one-  or  two-grain  fgrm.  0 '05-0 ’10)  powders, 
or  still  more  frequently  in  the  form  of  santonin  troches  (“  worm-tablets  ”),  w’hich 
may  be  had  of  any  apothecary.  It  is  well  to  give  santonin  also  in  connection 
with  a cathartic,  like  calomel.  We  let  the  patient  take  one  or  two  doses  of  san- 
tonin in  the  morning  for  three  days,  and  on  the  fourth  we  give  a cathartic.  Severe 
symptoms  of  poisoning — si>asms — have  been  seen  only  occasionally  from  the 
careless  use  of  it.  Milder  symptoms,  like  a yellowness  of  the  urine  and  conjunc- 
tiva?, and  xanthoi>sia,  or  seeing  eveiything  as  yellow,  are  somewhat  more  fre- 
quent. 


3.  Oxyuris  vermicularis. 

(Seat-worms.  Pin-worms.) 

Natural  History. — The  oxyures  are  little  round  worms,  the  females  ten  or 
twelve  millimetres  long,  the  males  only  three  or  four  (see  Figs.  47  and  48).  The 
eggs,  when  they  reach  the  human  stomach,  develop  very  rapidly.  The  embryos, 
set  free,  collect  in  the  small  intestine  and  later  in  the  caecum,  where  they  soon 
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Fig.  47. 


a 


become  mature.  The  impregnated  female  usually  crawls  down  into  the  rectum, 
deposits  her  eggs  there,  and  either  crawls  out  of  the  anus  herself,  oi’,  like  the 
male,  is  evacuated  with  the  feces.  The  whole  devel- 
opment of  the  oxyuris  occupies  about  a fortnight. 

The  total  number  of  oxyures  present  in  the  intestine 
at  the  same  time  may  be  very  considerable,  so  that 
“ the  whole  mucous  membrane  of  the  large  intestine 
is  covered  with  them  like  fur.” 

The  infection  by  the  eggs  of  the  oxyuris  probably 
takes  place,  as  a rule,  from  one  man  to  another,  since 
the  eggs  stick  to  the  hands  (in  scratching  the  anus), 
and  are  thus  communicated  to  food,  bread,  fruit,  etc. 

In  children  and  dirty  adults  auto-infection  may  often 
be  repeated  in  an  analogous  manner. 

Symptoms  and  Treatment.— The  oxyures  found  in 
the  upper  portions  of  the  mtestine  and  in  the  caecum 
cause  no  symptoms  whatever,  but  in  the  lo'^er  part 
of  the  rectum  their  presence  causes  local  symptoms, 
especially  a very  severe  feeling  of  itching  and  birm- 
ing  in  the  anus,  which  makes  the  child  constantly 
scratch  and  dig  with  his  fingere.  This  itching  of  tlie 
anus  is  most  severe  at  night  in  bed.  In  girls  the 
oxyures  frequently  travel  into  the  vagina,  by  which 
an  intense  itching  is  also  set  up  there,  which  some- 
times leads  to  masturbation.  In  some  cases  in  boys 
and  men  oxyures  have  been  found  to  be  the  cause 
of  abnormal  sexual  irritation. 

The  diagnosis  of  oxyures  is  not  diflicult.  Our  at- 
tention is  called  to  the  itching  of  the  anus,  and  we 
look  for  worms.  Single  worms  are  easily  found  in 
the  dejections,  and  often  on  the  skin  about  the  anus. 

The  diagnosis  is  made  more  certain  by  finding  the 
eggs  (Fig.  40,  6)  in  the  feces  under  the  microscope. 

Treatment  can  remove  the  oxyures  from  the  rec- 
tum with  ease,  but  only  with  difficulty  from  the  up- 
per portions  of  the  intestine,  especially  from  the  cae- 
cum and  the  vermiform  appendix.  Santonin  is  gen- 
erally used,  but  we  must  also  prescribe  large  enemata 
of  cold  water  and  cathartics  internally.  Instead  of 
ordinary  water  we  may  use  soap-suds,  vinegar-water, 
and,  in  severe  cases,  a weak  solution  of  corrosive  sub- 
limate (1  to  10,000)  in  the  enemata.  The  itching  of 
the  anus  is  relieved  by  rubbing  on  a little  mercurial 
ointment. 

[Enemas  containing  infusion  of  quassia,  alum, 
eucalyptol,  tannin,  etc.,  are  much  in  use.  A plain 

enema  should  bo  given  first,  to  unload  the  rectum  and  clean  the  membrajie  .. 
far  as  possible,  so  that  the  anthelmintic  may  reach  the  worms  when  introduced.] 


Fro.  48. 

Fig.  47.  — Oxyuris  veriniciilaris. 
Nalural  size.  1.  Female.  2. 
Two  males. 

Fig.  48.— (From  Heller.)  Oxyuris 
vermicularis,  enlarged.  n. 
Mature  female,  not  yet  im- 
pregnated. b.  Male.  c.  Fenjalo 
containing  eggs. 
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4.  Anchylostomum  duodenale. 

{Dochmins  seu  Strongylus  duodenalis.) 

Tlie  anchylostotnum  duodenale  is  a worm  first  observed  in  upper  Italy  and  in 
Egypt,  which,  singly  or  in  large  numbers,  inhabits  the  upper  portion  of  the  small 
intestine,  especially  the  duodenum,  but  also  the  jejunum  and  ileum.  The  male 
is  six  to  ten  millimetres  long,  the  female  ten  to  eighteen.  At  the  cephalic  end 
(Figs.  49,  50)  is  found  a bell-shaped  mouth-capsule,  which  is  provided  with  two 
small  teeth  on  its  dorsal  edge,  and  four  larger  curved  teeth  on 
its  ventral  edge.  With  this  sucking  and  biting  a^jparatus  the 
worm  fixes  itself  firmly,  like  a wet  cup,  on  the  intestinal  mu- 
cous membrane,  and  is  nourished  by  the  blood  which  it  sucks 
out.  The  places  in  the  intestine  to  which  an  anchylostomum 
has  fastened  may  be  recognized  in  the  cadaver  as  little  ecchy- 
moses.  The  worms  sometimes  bore  completely  into  the  inner 
part  of  the  mucous  coat. 

If  the  intestine  harbora  many  anchylostoma,  the  small  but 
constant  loss  of  blood  caused  by  them  is  not  without  infiuence 
on  the  organism.  The  symptoms  of  a severe  anaemia  gradu- 
ally develop).  Griesinger  first  made  the  discovery,  in  the  year 
1854,  that  the  disease  long  known  by  the  name  of  “ Egyptian 
chlorosis  ” was  caused  by  the  anchylostomum  duodenale. 
Since  then  confirmatory  observations  have  been  made  in 
many  parts  of  the  tropics.  Of  late  years  the  anchylostoma  dis- 
ease has  become  well  known,  because  it  occurred  with  great 
frequency  among  the  Italian  laborers  employed  in  building 
the  St.  Gothard  tunnel.  In  Germany,  too,  cases  have  repeat- 
edly been  detected,  especially  among  brick-makers  in  the 
Rhineland  and  elsewhere,  who  work  in  wet  clay-pits.  The 
infection  probably  takes  place  chiefiy  from  drinking  impure, 
muddy  water,  in  which  the  eggs  of  the  anchylostomum  are 
found. 

The  symptoms  of  the  disease  consist  of  a gradually  increas- 
ing general  anaemia,  for  which  no  special  organic  lesion  can 
be  made  out  objectively  as  a cause.  The  patient  also  suffers 
from  very  great  general  weakness  and  languor,  consh’aint  in 
breathing,  palpitation,  headache,  oedema,  etc.  The  changes 
in  the  blood  (oligocythaemia,  poikilocytosis)  are  precisely  similai’  to  those  seen  in 
pernicious  anaemia.  The  disease  may  last  for  months,  or  even  years,  and  it  often 
ends  fatally,  if  it  be  not  recognized  and  treated  in  time. 

Leichtenstern  has  made  numerous  and  accurate  observations  with  regard  to 
the  brickmakers  of  Cologne.  He  states  that  no  symptoms  are  observed  for  three 
or  four  weeks  after  infection  with  the  embryos  of  the  anchylostomum.  Some  five 
or  six  weeks  after  infection,  when  the  parasites  become  sexually  mature  and  breed, 
there  appear  bloody  diarrhoea,  intestinal  colic,  and  accompanying  progressive 
anaemia.  At  this  time  there  is  probably  more  shifting  about  of  the  parasites  in 
the  intestine,  while  they  later  become  more  fixed.  This  explains  why  the  dis- 
ease evinces  a more  acute  and  severe  character  at  first,  and  then  takes  on  the 
form  of  a chronic  anmmia,  with  great  diminution  or  cessation  of  the  bloody 
stools. 

The  diagnosis  is  easy  if  we  only  think  of  the  possibility  of  anchylostoma. 
Many  eggs  may  be  found  in  the  faeces,  without  great  trouble;  these  are  quite  like 
the  eggs  of  ascaris  lumbricoides,  only  they  are  a little  smaller.  After  using 


Fio.  49. 


Fig.  50. 

Fig.  49.  — Anch.vlosto- 
mum  duodenale. 
Natural  size.  a 
Male.  6.  Female. 

Fig.  .50.— (From  Hel- 
I.EB.)  Aufhylosto- 

mum  duodenale,  en- 
larged. Head  with 
bell-like  mouth. 
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cathartics,  the  full-grown  worms  have  often  been  found  in  large  numbers  in  the 

patient’s  dejections.  ■ 

If  the  trouble  is  correctly  diagnosticated,  treatment  will  usually  give  good  re- 
sults. We  prescribe  the  same  anthelmintics  as  for  the  other  intestinal  parasites, 
especially  male  fern  in  large  doses,  and  also  cathartics  and  enemata.  In  this  way 
we  often  succeed  in  removing  the  parasites  entirely  from  the  intestinal  canal,  and 
thus  bring  about  a complete  cui’e,  even  in  severe  cases.  Less  certain  in  its  efifec’s 
is  doliarina  (made  from  ficus  doliaria),  of  which  the  dose  is  one  drachm  (grm.  4 0) 
three  times  a day. 

5.  Trichocephalus  dispar. 

( Wliip-woryn.) 

The  trichocephalus  dispar  is  a worm  four  or 
five  centimetres  long,  whose  anterior  part  is  very 
thin,  but  whose  posterior  part  is  decidedly  thick 
(Fig.  51). 

The  chief  dwelling-place  of  the  trichocepha- 
lus is  the  caecum,  where  it  is  often  found  singly 
or  in  large  numbers.  It  seems  to  have  no  clini-  Fio.  51. -(From  Heller.)  Trichocephalus 

cal  significance.  At  the  most,  if  present  in  very 

large  numbers,  it  may  give  rise  to  faecal  impaction,  typhlitis,  etc.,  but  up  to  the 
present  time  no  such  occurrence  has  been  actually  demonsti’ated. 


SECTION  VI. 

Diseases  of  the  Peritoneum. 

CHAPTER  I. 

ACUTE  PERITONITIS. 

51tiology. — There  are  two  ways  by  which  inflammatory  agents  most  frequently 
reach  the  peritoneum:  one  is  from  the  gastro-intestinal  tract,  and  the  other — in 
women — is  from  the  genitals. 

All  the  diverse  forms  of  ulceration  which  attack  the  digestive  canal  may  in- 
volve the  serous  layer.  In  such  a case  an  inflammation  arises  which  is  at  fimt 
limited,  but  may  under  certain  circumstances  become  more  exten.sive.  This  in- 
flammation may  he  regarded  as  analogous  to  that  of  the  pleura  in  pneumonia ; but 
the  anatomy  of  the  stomach  and  intestine  is  such  that  very  often  an  ulcer  in 
their  walls  ends  in  a com]fiete  perforation.  If  this  occurs,  the  inflammatory 
germs  contained  in  the  prinue  vim  at  once  escape  into  the  peritoneal  cavity  and 
there  excite  an  inflammation;  which,  from  the  specific  character  of  its  cause,  is 
invariably  purulent,  and  very  frequently  is  at  the  same  time  septic  or  icliorous. 
The  possibility  of  a peritonitis  due  to  perforation,  as  a result  of  the  various  ulcera- 
tive processes  of  the  stomach  and  intestines,  has  been  fi'equently  referred  to  in  the 
previous  sections  of  this  work.  Thus,  it  may  occur  in  simple  ulcer  and  in  ulcerat- 
ing cancer  of  the  stomach;  in  typhoid,  tubercular,  or  dysenteric  ulceration  of  the 
intestine;  in  ulceration  of  the  intestine  above  intestinal  stenoses  of  many  varie- 
ties; and  in  the  small  ulcem  of  the  vermiform  appendix  due  to  the  pressure  of 
hard  substances.  « 
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The  female  organs  of  generation  are  the  other  frequent  source  of  pei'itonitls. 
In  labor  and  premature  delivery  the  genital  tract  is  often  directly  infected.  The 
infection  may  also  occur,  although  much  less  frequently,  at  other  times;  for  exam- 
ple, during  menstruation.  The  various  forms  of  inflammation  whicli  are  thus  set 
up,  including*  endometidtis,  metritis,  and  parametritis,  may  in  several  different 
ways  reach  the  peritoneum  and  excite  peritonitis.  A septic  inflammation  of  the 
endometrium  may  involve  the  peritoneum  by  direct  extension  up  the  Fallopian 
tubes.  In  other  cases  it  is  through  the  lymph-vessels  that  a purulent  metritis  or 
parametritis  spreads  to  the  peritoneum.  The  larger  parametritic  abscesses  may 
break  into  the  peritoneal  cavity.  It  is  to  be  particularly  noticed,  however,  that  in 
many  cases  of  septic  puerperal  peritonitis  the  uterus  and  its  appendages  are  in  a 
perfectly  normal  condition,  having  served  merely  as  a gateway  to  the  inflamma- 
tory agents  without  suffering  any  harm  themselves. 

Besides  these  two  chief  sources  of  peritonitis,  numerous  othei’s  are  possible, 
although  much  less  frequent. 

Sometimes  j)eritonitis  is  due  to  an  extension  of  inflammation  from  other 
abdominal  viscera.  Hepatic  absce.ss,  suppurating  hydatid  cysts  of  the  liver,  ulcer 
of  the  biliary  ducts,  splenic  abscess  or  infarction,  purulent  neplu’itis  or  pyelitis, 
abscess  near’  the  bladder  or  in  the  prostate,  suppurating  ovarian  cysts,  tubal  preg- 
nancy, psoas  abscess,  and  Pott’s  disease — all  these  may  jjroduce  peritonitis,  either 
by  direct  extension  or  by  ijerforation. 

It  is  worthy  of  note  that  peritonitis  may  occur  as  a sequel  of  jileurisy.  The 
pleural  and  peritoneal  cavities  are  directly  connected  by  the  lymph-vessels  of  the 
diaphragm ; and  empyema  as  well  as  tubercular  pleurisy  (see  next  chapter)  may 
spread  to  the  peritoneum. 

Penetrating  wounds  of  the  abdomen  are  a fruitful  source  of  acute  peritonitis. 
Surgical  operations  upon  abdominal  organs  come  under  the  same  head.  A large 
number  of  laparotomies  proved  fatal  before  Listerism  was  introduced,  because  the 
inflammatory  gei’ms  thus  admitted  excited  a diffuse  septic  peritonitis.  Even  taj)- 
ping  the  abdomen  for  ascites  may  cause  acute  peritonitis  if  the  trocar  is  not  asep- 
tic. Abdominal  injuries,  in  which  the  walls  are  not  penetrated,  very  rarely,  if 
ever,  give  rise  to  peritonitis.  One  way  in  which  they  have  been  said  to  produce 
it  is  by  exciting  internal  haemorrhage.  In  the  new-born,  peritonitis  sometimes 
results  from  infection  through  the  navel. 

Two  diseases  still  remain  to  be  mentioned,  in  the  course  of  which  acute  peri 
tonitis  may  be  developed,  although  the  occurrence  is  a rare  one— acute  articular 
rheumatism  and  nephritis.  It  may  either  be  one  of  the  symptoms  of  these  dis- 
eases or  an  independent  complication.  We  ai’e  somewhat  in  doubt  as  to  how  it 
arises.  In  acute  articular  rheumatism  it  must  be  regarded  as  analogous  to  the 
pleurisy  and  pericarditis  which  occur  in  the  course  of  this  disease,  for  they  also 
involve  serous  membranes.  We  should  likewise  bear  in  mind  the  possibility  that 
the  inflammation  may  extend  from  the  pleura  to  the  peritoneum  through  the 
lymphatics.  Acute  peritonitis  has  now  and  then  been  observed  in  the  various 
fox’ms  of  nephritis,  both  acute  and  chronic,  inclu.sive  of  amyloid  disease.  It  usu- 
ally proves  fatal  in  these  cases.  Possibly  the  retention  of  urinary  impurities  in 
the  blood  plays  some  part  in  the  development  of  this  form  of  jreritonitis. 

Pathology. — Like  the  analogons  inflammations  of  the  pleura  and  pericardium, 
peritonitis  is  divided  into  different  varieties  according  to  the  character  of  the 
inflammatory  exudation.  The  nature  of  the  exciting  cause  of  most  cases  of  peri- 
tonitis is  such  that  by  far  the  most  frequent  variety  is  the  fibrino-purulent.  If  the 
process  involves  the  entire  peritonenm — that  is,  if  there  is  a “diffuse  general  peri- 
tonitis”— we  generally  find  upon  opening  the  abdomen  that  the  parietal  layer  of 
the  peritoneum  and  the  outer  surface  of  the  intestinal  coils  are  distinctly  reddened. 
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from  marked  vascular  injectiou.  There  may  even  be  small  ecchymoses  here  and 
there.  The  serous  membrane  is  clouded,  a result  partly  of  desquamation  of  its 
endothelium,  and  partly  of  the  more  or  less  abundant  fibrinous  exudation  which 
cover’s  the  peritoneum  with  a sheet  of  coagulated  fibrin.  Very  often  the  coils  of 
intestine  have  formed  numerous  adhesions  with  one  another  (compare  pleurit  c 
adhesions).  In  cases  of  brief  duration  these  can  still  be  easily  broken  up,  but  after 
a prolonged  illness  they  are  extremely  firm.  There  is  usually  also  some  free,  fluid, 
fibrino-purulent  exudation  in  the  abdominal  cavity.  Its  amount  varies  greatly. 
Sometimes  there  is  only  a small  quantity  of  opaque  fluid  in  the  dependent  por- 
tions of  the  cavity;  sometimes  there  are  many  quarts,  causing  great  distention  of 
the  abdomen.  The  exudation  seldom  inclines  to  a sero-purulent  character.  It  is 
usually  predominantly  purulent.  Very  often  the  purulent  exudation  undergoes 
decomposition  into  the  offensive  sanious  fluid  of  septic  peritonitis.  This  is  par- 
ticularly apt  to  occur  when  the  disease  originates  from  an  intestinal  perforation 
or  from  puerperal  poisoning.  The  perforation  through  the  walls  of  the  intestine 
is  sometimes  so  large  as  to  admit  considerable  amounts  of  intestinal  gases  and 
faeces  into  the  peritoneal  cavity.  It  is  also  possible  that  the  putrefaction  of  peri- 
toneal exudations  may  generate  offensive  gases.  In  rare  instances  the  exudation 
is  haemorrhagic ; but  most  cases  of  haemorrhagic  pei’itonitis  do  not  belong  here, 
but  come  rather  under  the  tubercular  form  {vide  infra). 

In  severe  and  protracted  cases  of  peritonitis  the  intestine  is  involved  to  a cer- 
tain extent.  There  is  a collateral  inflammatory  oedema  of  its  walls,  causing  some- 
times a considerable  increase  in  thickness,  while  at  the  same  time  they  may  be 
non-resistant  and  easily  torn.  The  weakness  of  the  muscular  layer  of  the  intes- 
tine may  amount  to  complete  pai’alysis,  and  thus  permit  excessive  intestinal  tym- 
panites, either  diffuse  or  local. 

Milder  forms  of  general  peritonitis  with  sero-fibrinous,  or  chiefly  serous,  exuda- 
tion are  relatively  infrequent.  Under  this  head  would  come  certain  apparently 
primary  and  usually  chronic  cases  with  favorable  issue,  and  also  the  peritonitis  which 
sometimes  occurs  as  a sequel  of  an  ascites  which  has  existed  for  some  time  (see  next 
chapter).  Probably  also  in  those  rare  cases  where  a peritonitis  arising  in  the  course 
of ‘acute  rheumatism  has  ended  in  recovery,  the  exudation  has  been  sero-fibrinous. 

We  have  spoken  thus  far  of  diffuse  general  peritonitis,  but  cases  are  not 
rarely  seen  of  circumscribed  or  “encapsulated”  peritonitis.  Here,  also,  we  have 
mild  varieties  with  fibrinous  exudations  on  the  one  hand,  and  on  the  other  puru- 
lent inflammation.  The  milder  inflammation  is  a result  of  the  extension  of  the 
most  varied  forms  of  inflammation  in  neighboring  organs.  Thus,  deep  intestinal 
ulcers,  for  example,  give  rise  to  a mild  circumscribed  inflammation  of  the  corre- 
sponding portion  of  the  serous  layer.  A similar  condition  results  fron\  superficial 
splenic  infarctions;  from  various  hepatic  diseases,  when  they  reach  the  surface 
of  the  liver;  and  from  numerous  pathological  conditions  of  the  female  genitals. 
In  many  of  these  cases  the  peritonitis  takes  a chronic  course  and  leads  to  adhe- 
sions, and  hence  is  called  adhesive  jieritonitis. 

Circumscribed  purulent  peritonitis  has  precisely  the  same  mtiology  as  the 
general  form,  with  this  single  dilference,  that  firm  adhesions  are  quickly  formed 
around  the  spot  whence  the  inflammation  proceeds,  limiting  it  and  preventing  it 
from  involving  the  entire  peritoneum.  It  occurs  most  frequently  as  a jHirulent 
pei ityphlitis  {q.  v.)  consequent  upon  perforation  of  the  vermiform  appendix;  and 
a .so  as  pelvic  peritonitis,  which  is  a jiossible  sequel  of  most  of  the  forms  of  puer- 
peral inflammation  to  which  the  uterus  and  its  a])pendages  are  liable.  It  may 
a .so  follow  perforative  gastric  or  intestinal  ulcer,  hepatic  absce.ss  with  jierforation, 
am  analogous  affections.  So-called  sub-diaphragmatic  abscess  is  a form  of  encap- 
sulated purulent  peritonitis. 
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Histologically  considered,  acute  peritonitis  is  perfectly  analogous  to  the  in- 
flammatory processes  which  attack  other  serous  membranes.  The  endothelium 
becomes  degenerated,  and,  for  the  most  part,  is  cast  oflf.  There  is  an  exudation 
from  the  blood-vessels  of  a fibrinous  fluid,  which  is  partly  coagulable,  and  with 
this  exudation  round  cells  escape  in  greater  or  less  abundance.  In  the  further 
progress  of  the  disease  there  is  an  inflammatory  new  growth  of  vascular  connect- 
ive tissue,  which  probably  originates  chiefly  from  the  endothelium  and  the  perma- 
nent tissue-cells,  but,  according  to  some,  starts  in  part  also  from  the  wandering 
cells.  The  new  formation  of  blood-vessels  certainly  seems  to  be  chiefly  due  to 
budding  from  the  capillaries  of  the  serosa.  Thus  arise  the  adhesious  of  connective 
tissue  and  the  false  membranes  found  in  chronic  cases  between  the  different  coils 
of  intestine.  They  lead  in  process  of  time  to  marked  thickening  and  retraction 
of  the  omentum  and  mesentery  {peritonitis  deformans).  Most  cases  of  purulent 
peritonitis  prove  fatal  in  the  early  acute  stage.  If  a case  recovers,  the  exudation 
undergoes  fatty  degeneration,  and  its  cellular  constituents  are  thus  disintegrated 
and  then  are  absorbed. 

The  results  of  circumscribed  purulent  peritonitis  are  detailed  in  connection 
with  the  clinical  history. 

Clinical  History. — 1.  Acute  General  Peritonitis. — The  following  description 
applies  chiefly  to  the  severe  purulent  form,  the  one  by  far  most  frequently  met  with. 
It  occurs  in  most  instances  after  perforation,  in  puei’pei’al  cases,  and  after  external 
injuries,  such  as  surgical  operations.  In  most  of  these  cases  the  pei’itonitis  is  a 
secondary  disease,  so  that  it  must  obviously  be  greatly  modified  in  its  general 
characteristics  and  behavior  hy  the  original  trouble.  In  the  first  place,  the  on- 
set is  modified.  Many  cases  of  peritonitis  due  to  perforation  begin  abruptly,  the 
patient  having  been  previously  in  pei’fect  health.  Thus,  as  already  mentioned, 
the  first  indication  of  a gastric  or  duodenal  ulcer  may  be  given  by  perforation. 
Most  cases  of  perforation  of  the  vermiform  appendix  present  equally  sudden  and 
unexpected  symptoms. 

There  are  many  other  cases  -where  the  symptoms  of  peritonitis  supervene  upon 
those  of  some  grave  disease  already  existing.  For  example,  typhoid  fever, 
intestinal  tuberculosis  or  intestinal  stenosis,  may,  by  causing  perforation,  excite 
a peritonitis.  Here  the  symptoms  of  this  secondary  disease  may  be  more  or  less 
completely  veiled  by  the  other  grave  local  and  constitutional  disturbances. 

Again,  an  acute  general  peritonitis  may,  as  we  have  already  said,  he  the  sequel 
to  a local  and  circumscribed  inflammation  of  the  peritoneum.  Thus,  a purulent 
perityphlitis,  or  a purulent  puerperal  pelvic  peritonitis,  may  finally  become  uni- 
versal. In  such  unfortunate  cases  the  change  in  symptoms  is  often  gradual,  and 
is  not  clearly  pronounced. 

We  have  now  indicated  certain  variations  from  the  general  course  of  the  dis- 
ease; but,  with  these  exceptions,  almost  every  case  of  acute  general  peritonitis, 
whatever  its  aetiology^  presents  clinical  symptoms  which  are  so  characteristic  and 
typical  that  a general  description  of  the  disease  will  be  both  easy  and  advanta- 
geous. 

The  symptoms  of  acute  peritonitis  form  two  groups,  the  local  and  the  constitu- 
tional. The  lattei'  are  the  result  of  the  local  disturbance  acting  upon  the  general 
condition  of  the  patient. 

Of  the  local  symptoms,  pain  deserves  to  be  named  first.  It  is  usually  the 
earliest  symptom;  and,  as  the  disease  progresses,  it  is  generally  the  excruciating 
abdominal  pain  which  attracts  most  attention.  The  localization  of  the  pain  in 
the  beginning  of  the  illness  may  be  of  diagnostic  value  in  doubtful  cases,  if  such 
as  to  indicate  the  possible  starting-point  of  the  inflammation,  for  example,  the 
vermiform  appendix  or  a gastric  ulcer.  Later  the  pain  extends  over  the  whole 
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abdomen.  As  a rule,  there  are  brief  remissions  followed  by  fresh  exacerbations. 
The  pain  is  aggi'avated  by  voluntaa-y  movements,  by  deep  inspirations,  and  prob- 
ably by  intestinal  peristalsis.  The  abdominal  tenderness  is  often  extreme  in 
peritonitis,  and  is  very  characteristic.  The  gentlest  palliation  is  torture,  and  often 
the  slightest  pressure  of  the  bed-clothes  is  almost  unbearable.  Frequently  the 
greatest  tenderness  is  in  the  umbilical  region. 

Acute  peritonitis  seldom  exists  without  pain.  The  exceptions  to  this  rule  are 
chiefly  seen  in  patients  who  are  extremely  prostrated,  and  whose  sensibility  and 
intelligence  are  much  impaired.  Here  the  peritonitis  itself  may  escape  notice. 

Physical  examination  of  the  abdomen  greatly  aids  the  diagnosis  in  many  ways. 

As  a rule,  the  abdomen  is  distended.  This  is  an  early  symptom,  and  gradually 
becomes  more  and  more  pronounced.  It  is  due  mainly  to  the  intestinal  tympa- 
nites, which  we  have  already  mentioned,  and  which  sometimes  becomes  very 
great  if  the  muscular  fibers  of  the  intestine  are  paralyzed.  In  the  later  stages  the 
liquid  effusion  into  the  peritoneal  cavity  of  course  contributes  to  the  prominence 
of  the  abdomen,  but  even  then  the  distention  is  .seldom  so  uniform  or  so  bi’oad  as 
in  ascites.  In  peritonitis,  coils  of  distended  intestine  can  often  be  recognized  by 
their  characteristic  contour  through  the  abdominal  wall.  In  general,  if  the 
abdominal  wall  is  yielding  and  thin,  the  peritonitic  distention  will  be  greater,  so 
that  it  is  most  marked  in  puerperal  cases,  where  the  preceding  pregnancy  has  ren- 
dered the  walls  lax.  In  a person  with  powei’ful  muscles  and  tense  abdominal 
walls  the  convexity  of  the  abdomen  is  seldom  great.  In  some  cases  there  is  no 
convexity  whatever.  The  walls  may  be  as  hard  as  a board,  and  the  abdomen  flat 
or  slightly  concave.  In  such  cases  diagnosis  may  be  difficult.  Sometimes,  again, 
the  original  retraction  of  the  abdominal  walls  is  succeeded  by  more  or  less  disten- 
tion of  the  abdomen. 

Percussion  over  the  distended  intestinal  coils  yields  a resonant  and  usually 
tympanitic  sound.  It  is  not  till  a considerable  amount  of  liquid  effusion  has 
collected  that  there  is  dullness,  most  marked  in  the  dependent  portions  of  the 
abdomen.  If  there  is  much  tympanites,  however,  quite  a large  effusion  may  exist 
without  being  detected  on  percussion.  Usually  there  is  too  much  pain  to  permit 
a careful  examination  of  the  change  of  dullness  consequent  upon  change  of  decu- 
bitus. In  general,  the  numerous  adhesions  between  the  sepai’ate  coils  of  intestine 
not  infrequently  interfere  with  the  free  motion  of  the  peritonitic  exudations. 

Percussion  not  only  gives  information  about  the  existence  of  a liquid,  puru- 
lent effusion,  but  is  also  of  value  in  determining  the  level  of  the  diaphragm,  as 
affected  by  abnormal  abdominal  distention.  The  upper  limit  of  hepatic  dullness  is 
raised  to  the  fifth  or  even  the  foui’th  I’ib.  The  heart  is  also  pushed  up.  There  is 
a tympanitic  resonance  above  the  margin  of  the  ribs  on  the  right  side.  The  area 
of  hepatic  dullness  is  not  only  displaced  upward,  but  is  also  evidently  diminished. 
This  is  due  in  part  to  coils  of  distended  intestine  overlapping  the  anterior  edge  of 
the  liver,  and  in  part  to  the  organ  being  tilted  upward  in  such  a way  that  its 
area  of  contact  with  the  anterior  wall  of  the  body  is  less  than  normal.  Various 
authors  formerly  laid  great  stress  upon  the  total  di.sappeai’ance  of  hepatic  dull- 
ness, regarding  it  as  a sure  sign  that  gas  has  escaped  from  the  intestine  into  the 
abdominal  cavity.  The  inference  is  not  always  coiTect.  The  liver  may  be  dis- 
placed backward  by  coils  of  intestine,  and  hepatic  dullness  be  thus  abolished, 
although  there  is  no  air  free  in  the  peritoneal  cavity. 

If  there  is  a considerable  effusion,  it  is  po.ssible,  as  in  ascites  {q.  v.),  to  get  a 
sensation  of  fluctuation  by  gentle,  quick  palpation. 

As  a rule,  auscultatioTi  of  the  abdomen  does  not  throw  much  light  on  a case 
0 peritonitis.  In  the  distended  coils  of  intestine  we  not  infrequently  hear  all 
sorts  of  gurgling  and  spla.shing  sounds.  Sometimes  we  hear  a peritonitic  friction- 
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sound,  coincident  with  the  movements  of  respiration  and  due  to  the  rubbing 
against  each  other  of  two  rough  surfaces  under  the  impulse  of  the  diaphragm. 
In  particular  this  friction-sound  has  been  repeatedly  heai-d  over  the  liver. 

In  almost  every  severe  case  of  peritonitis  there  ai-e  gastro-intestinal  symp- 
toms. 

As  to  the  stomach,  vomiting  is  the  most  frequent  and  important  symptom. 
Vomiting  is  often  seen  early  in  the  disease,  and  recurs  frequently  as  the  illness 
progresses.  It  sometimes  is  spontaneous,  and  sometimes  follows  the  ingestion  of 
food.  If  spontaneous,  the  vomitus  consists  of  watery  mucus,  usually  of  a green- 
ish tinge.  Why  vomiting  is  so  prominent  in  peritonitis  we  do  not  know  abso- 
lutely. Apparently  it  is  in  part  a reflex  action,  excited  by  the  inflammation  of 
the  serous  membrane.  Possibly  the  external  pressm-e  of  the  exudation  also  affects 
the  stomach.  It  must  he  added  that  vomiting  may  be  absent  in  acute  peritonitis. 
This  is  seen  when  the  patient  is  comatose,  and  sometimes  also  when  the  perito- 
nitis has  developed  upon  perforation  of  a gastric  ulcer,  because  the  contents  of 
the  stomach  are  thus  emptied  out  through  the  hole  in  its  walls.  The  vomiting  usu- 
ally is  accompanied  by  frequent  eructations. 

Of  the  intestinal  symptoms,  the  reader  has  already  become  acquainted  with 
the  tympanites,  and  also  with  the  fact  that  it  is  due  mainly  to  a paresis  of  the 
muscular  fibers  of  the  intestine.  This  same  muscular  weakness  furnishes  an 
obvious  reason  for  the  persistent  constipation  usually  observed  in  peritonitis;  but 
we  may  have  diarrhoea  instead,  from  increased  peristalsis  and  secondary  intes- 
tinal catarrh. 

The  pushing  up  of  the  diaphragm  has  a noteworthy  effect  upon  the  thoracic 
organs.  The  lower  lobes  of  the  lungs  are  compressed,  so  that  considerable  dysp- 
noea results.  The  heart  is  likewise  crowded  upward,  so  that  the  apex-heat  is  usu- 
ally to  be  felt  in  the  fourth  intercostal  space. 

Every  case  of  acute  peritonitis  that  is  at  all  extensive  has  marked  constitutional 
effects.  These  are  in  part  the  result  of  the  wakefulness  due  to  pain,  and  the  rest- 
lessness and  fever.  But  in  all  probability  there  are  also  decided  reflex  inhibitory 
influences,  originating  in  the  irritation  of  the  peritoneal  nerves  and  affecting 
chiefly  the  heart,  just  as  Goltz  in  his  well-known  experiment  killed  a frog  by 
blows  upon  the  abdomen.  There  is  no  other  disease,  except  internal  strangulated 
hernia — and  the  effect  of  that  is  perfectly  analogous — which  produces  general  col- 
lapse so  quickly  as  does  peritonitis.  The  countenance  is  I’apidly  altered,  the  cheeks 
fall  in,  and  the  eyes  become  hollow.  The  nose  grows  sharp  and  cool,  the  lips  dry 
and  cyanotic.  The  sldn  of  the  extremities  is  also  cool  and  bluish,  as  a result  of 
impaired  circulation.  The  patient  is  extremely  feeble.  The  chief  cause  of  all 
these  symptoms  is  the  excessive  w'eakness  of  the  heart.  The  peritonitis  has  hardly 
begun  before  we  find  the  pulse  small  and  soft.  In  many  severe  cases  the  pulse 
finally  becomes  almost  imperceptible.  At  the  same  time  the  pulse-rate  increases, 
as  is  usual  in  collapse  from  any  cause,  so  that  120  to  140  beats  per  miuute  is  not 
an  exceptional  rapidity. 

The  temperature  varies  greatly  in  different  cases.  It  may  be  high  in  the 
rectum,  although  the  skin  feels  cool.  Still,  very  high  fever  is  not  usual ; and 
there  are  often  considerable  remissions.  We  even  frequently  observe  the  subnor- 
mal temperature  of  collapse.  The  number  of  respirations  per  minute  is  usually 
30  to  40.  This  increased  rate  is  due  not  only  to  the  compression  of  the  lower 
lobes  of  the  lungs,  but  also  to  the  pain  caused  by  full  inspirations  and  to  the  im- 
peded circulation. 

The  intellect  remains  in  most  cases  almost  unimpaired  to  the  end.  There  may 
exceptionally  be  mild  delirium,  or  an  approach  to  stupor,  toward  the  close. 

The  course  of  acute  general  peritonitis  in  the  great  majority  of  cases  is  unfa- 
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vorable.  With  the  appearance  of  the  grave  symptoms  just  depicted  the  prognosis 
hecomes  almost  hopeless.  The  course  of  the  disease  is  also  comparatively  rapid. 
Marked  variations  in  the  intensity  of  the  symptoms  are  infrequent.  The  grave 
local  and  constitutional  symptoms  persist,  and,  as  a rule,  the  patient  dies  at  the 
end  of  a few  (two  to  six)  days.  Still,  it  is  not  well  to  make  general  dogmatic 
statements  as  to  the  clinical  history,  for  the  aetiology  of  each  individual  case  im- 
presses upon  it  individual  characteristics.  A peritonitis  resulting  from  gastric 
or  intestinal  perforation  is  usually  quickly  fatal.  The  same  is  true  of  almost  all 
cases  of  puerperal  septic  peritonitis.  In  a few  cases,  however,  the  inflammation 
is  limited,  hy  the  encapsulation  of  the  exudation.  These  may  finally  end  in 
recovery  through  perforation  of  the  abdominal  walls  or  perforation  into  the  in- 
testinal canal.  Now  and  then  an  acute  genei'al  peritonitis  may  assume  a chronic 
form.  The  effusion  is  mostly  reabsorbed,  and  the  newly-formed  adhesions  and 
false  membranes  contract  into  firm  bands  of  connective  tissue.  The  liver,  spleen, 
and  other  abdominal  viscera  acquii’e  a tough  coating  of  connective  tissue.  The 
omentum  and  mesentery  are  shortened  and  thickened.  Indeed,  the  omentum 
may  roll  itself  almost  completely  up.  Although  the  clinical  symptoms  become 
less  severe,  weakness  usually  persists,  with  gradual  exhaustion  and  death.  Often 
the  intestine  is  so  bent  or  pinched  as  to  give  rise  to  grave  symptoms  from  ste- 
nosis. 

Recovery  from  acute  general  peritonitis  is  very  exceptioal.  If  seen,  it  is  usu- 
ally in  mild  cases,  such  as  sometimes  occur  after  menstruation,  abortion,  or  labor. 
Peritonitis  as  a complication  of  acute  articular  rheumatism  is  a very  rare  event. 
Its  termination  is  generally  favorable.  In  all  cases  of  this  kind  the  inflammation 
is  probably  not  purulent,  but  sero-flbrinous. 

2.  Acute  Circumscribed  Peritonitis. — The  local  symptoms  of  this  are  essen- 
tially the  same  as  we  have  just  ascribed  to  the  general  form ; except  that,  a smaller 
extent  of  tissue  being  involved,  they  are  correspondingly  limited.  The  pain  and 
tenderness  are  confined  mainly  to  one  region,  but  its  boundaries  are  never  sharply 
defined.  On  palpation  of  this  region,  we  find  an  increased  resistance  which  is 
sometimes  almost  like  that  produced  by  a tumor.  If  there  is  an  encapsulated 
effusion,  we  may  detect  fluctuation,  particularly  if  the  abscess  is  going  to  point 
outward.  On  percussion  over  the  affected  spot,  there  is  either  dullness  or  a muffled 
tympanitic  resonance. 

The  constitutional  symptoms  are  likewise  those  of  general  peritonitis,  only  usu- 
ally less  severe.  Reflex  vomiting  does  occur,  but  is  seldom  so  persistent  as  in  the 
diffuse  inflammation.  The  physical  weakness  and  symptoms  of  collapse  are 
decided,  but  do  not  usually  become  extreme.  There  is  generally  an  irregular  fever, 
which  may  now  and  then  assume  an  intermittent,  pyemic  character.  Most 
cases  run  a chronic  course.  If  the  illness  be  very  much  prolonged,  death  may 
finally  ensue  from  general  debility.  Recovery  is  possible  if  the  pus  can  be  let  out. 
This  may  be  accomplished  either  by  the  surgeon  or  by  Nature.  Spontaneous  dis- 
charge of  the  abscess  may  take  place  through  the  abdominal  walls,  into  the  in- 
testine, or  even,  in  rare  instances,  through  the  pleura  into  the  lungs.  But  if  the 
pus  finds  its  way  into  the  general  peritoneal  cavity,  the  peritonitis  becomes  diffuse 
and  causes  death. 

To  describe  in  detail  each  separate  variety  of  circumscribed  peritonitis  would 
occupy  too  much  space,  and  would  also  lead  to  useless  repetitions.  We  have 
already  spoken  at  some  length  of  one  especially  important  form — namely,  peri- 
typhlitis. Perimetritis  and  pelvic  peritonitis  are  chiefly  puerperal  affections,  and 
are  fully  discussed  by  writers  oil  gyntecology. 

Abscesses  which  are  very  deeply  situated — as,  for  instance,  behind  the  stomach 
or  in  front  of  the  spinal  column — may  prove  very  dilflcult  to  diagnosticate,  being 
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so  far  out  of  reach.  Sub-diaphragmatic  abscesses  containing  air  deserve  a brief 
mention  {pyo-pneumothorax  suhphrenicus).  They -are  sometimes  observed  as  a 
result  of  perforation  of  the  stomach  or  transverse  colon.  Lying  between  the  liver 
and  the  diajjhragm,  they  crowd  the  latter  upward,  and  are  liable  to  be  mistaken 
for  pyo-pneumothorax.  Sub-diapln’agmatic  abscesses  containing  no  air  also  occur, 
originating  in  the  liver  or  spleen.  Finally,  there  is  a rare  form  of  circum.scribed 
purulent  peritonitis  to  be  noted,  to  which  children  seem  especially  exposed.  It 
declares  its  ijresence  by  a painful  fluctuating  tumor  above  the  left  groin,  which 
usually  ijoiuts  into  the  rectum  and  ends  in  recovery. 

Diagnosis. — The  diagnosis  of  peritonitis  is  in  many  cases  an  easy  matter,  when 
we  have  the  characteristic  symptoms  of  tenderness  and  tympanites,  vomiting,  and 
collapse.  Often  the  starting-point  of  the  inflammation  is  equally  obvious,  in  cases 
of  secondary  peritonitis  supervening  upon  some  disease  which  we  have  already 
clearly  recognized,  such  as  typhoid  fever,  gastric  ulcer,  or  puerperal  diseases.  But 
where  the  peritonitis  is  appai’ently  primary,  we  must  inquire  carefully  into  the 
previous  history  and  the  earliest  symptoms  of  the  attack,  in  order  to  form  even  a 
surmise  as  to  aetiology. 

The  diagnosis  is  sometimes  gi-eatly  obscured  by  the  fact  that  under  certain  cir- 
cumstances very  similar  symptoms  may  be  excited  by  other  disorders  affecting 
the  intestines.  Thus,  in  typhoid  fever  there  may  be  great  tympanites  and  grave 
constitutional  symptoms,  with  abdominal  pain,  so  that  peritonitis  may  be  diagnos- 
ticated, while  the  autopsy,  if  there  be  one,  discloses  no  signs  of  it.  Deep  ulcers  of 
the  intestine,  however  produced,  may  give  rise  to  so  great  abdominal  tenderness 
as  likewise  to  simulate  peritonitis.  The  grave  symptoms  of  acute  intestinal 
obstruction  are  often  of  such  a character  that  it  is  impossible  to  determine  whether 
the  intestinal  disorder  has  already  induced  a peritonitis  or  not.  On  the  other 
hand,  we  have  mentioned  before  that  peritonitis  attended  by  stupor  and  general 
depression  may  hide  itself  from  the  keenest  eye,  because  the  abdominal  distention, 
tenderness,  and  other  chief  symptoms  are  absent. 

It  is  not  always  easy  to  diagnosticate  circumscribed  peritonitis,  even  where  the 
trouble  is  not  deep-seated  and  therefore  inaccessible.  It  is  not  infrequently  mis- 
taken for  a new  growth.  In  doubtful  cases,  a careful  use  of  the  aspirating  needle 
is  the  more  necessary,  because  the  presence  of  an  encapsulated  peritonitic  exuda- 
tion in  almost  all  cases  demands  operative  interference.  As  to  aetiology,  it  should 
be  added  that  localized  suppurative  peritonitis,  and  less  frequently  chronic  diffuse 
deforming  peritonitis,  may  be  due  to  actinomycosis  {vide  p.  274). 

It  is  well  to  remember  that  a pregnant  uterus  and  a distended  and  therefore 
painful  bladder  have  each  repeatedly  been  mistaken  for  peritonitis ! 

Treatment. — Although  severe  cases  are  generally  almost  hopeless,  yet  we  must 
try  to  meet  the  symptomatic  indications,  and  must  do  all  in  our  power  to  promote 
a limitation  of  the  process,  if  it  be  possible. 

External  counter-irritants  or  ‘‘  revulsants  ” are  seldom  of  much  use.  Painting 
with  tincture  of  iodine  and  mercurial  inunctions  seem  so  utterly  purposeless  that 
they  may  be  discarded.  The  local  abstraction  of  blood  can  not  be  employed  in  an 
extensive  f>eritonitis  with  constitutional  prostration.  It  is  only  in  a circumscribed 
peritonitis  which  is  very  painful,  and  where  the  genei’al  condition  of  the  patient 
remains  comparatively  favorable,  that  local  bleeding  is  to  be  considered.  Under 
these  circumstances,  tlie  application  of  eight  to  fifteen  leeches  sometimes  causes 
decided  abatement  of  the  pain.  The  local  application  of  ice  to  the  abdomen  is 
universally  in  vogue.  It  usually  moderates  the  pain,  and  it  may  also  have  a 
beneficial  influence  in  quieting  peristalsis.  Still,  some  patients  can  not  bear  ice, 
and  sometimes  hot  cloths  and  poultices  give  great  relief. 

Of  all  internal  remedies,  there  is  but  one  of  great  value,  namely,  opium.  This 
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in  large  doses  (a  grain— grra.  0’05— of  extract  of  opium  every  hour)  almost  always 
proves  beneficial.  It  moderates  both  the  pain  and  the  vomiting  or  eructations ; 
and  also,  by  diminishing  the  peristaltic  movements  of  the  intestine,  opium  contrib- 
utes in  another  way  to  assuage  the  suffering  and  possibly  to  limit  the  spread  of 
tbe  inflammation.  Experience  shows  that  almost  all  patients  bear  even  very 
large  doses  of  opium  remarkably  well  in  peritonitis.  Perhaps  this  is  because  the 
drug  is  only  slowly  absorbed.  To  substitute  injections  of  morphine  for  the  opium 
is  wise  only  in  cases  where  we  wish  to  produce  narcosis  as  rapidly  as  possible,  or 
where  tbe  vomiting  does  not  prove  amenable  to  tbe  ordinary  treatment. 

Sometimes  pai’ticular  symptoms  demand  special  attention.  For  vomiting  we 
may  employ,  besides  opium,  bits  of  ice,  or  small  quantities  of  “sherbet.”  If  tym- 
panites is  excessive,  we  may  try  to  remove  some  of  tbe  gas  through  a rectal  tube 
passed  as  high  up  as  possible.  Many  physicians  also  puncture  tbe  distended  intes- 
tinal coils  with  a fine  trocar.  Collapse  and  cardiac  failure  require  tbe  exhibition 
of  stimulants,  such  as  champagne  or  other  alcoholic  liquors,  or  doses  of  ether  or 
camphor  given  subcutaneously.  It  is  generally  very  difficult  to  nourish  tbe 
patient.  As  a rule,  small  quantities  of  ice-cold  milk  are  tbe  best  of  anything, 
as  food. 

Tbe  ti’eatment  of  circumscribed  peritonitis  should  confoi’m  in  general  to  the 
above  indications.  In  suitable  cases  opei-ative  interference  may  be  of  great  vahie; 
but  upon  this  point  we  refer  to  works  on  surgeiy. 


CHAPTER  II. 

CHRONIC  PERITONITIS.  TUBERCULAR  PERITONITIS. 

iEtiology. — Chronic  peritonitis,  not  tubercular,  is  a rather  rare  disease.  It  is 
found  most  frequently  in  post-mortem  examinations  of  patients  who  have  bad  for 
a long  while  ascites  due  to  venous  stasis — for  example,  in  chronic  cardiac  or 
hepatic  cases.  Tbe  chronic  peritonitis,  however,  is  not,  as  a rule,  tbe  direct  result 
of  tbe  passive  hyperaemia  in  such  cases,  but  is,  as  already  hinted,  due  to  tbe  punc- 
turing of  the  abdomen  during  life  for  tbe  removal  of  the  ascitic  fluid.  Exception- 
ally, a chronic  pei’itonitis  occurs  as  a sequel  to  some  severe  intestinal  di.sorder, 
such  as  ulceration.  Thus,  chronic  peritonitis  is  sometimes  observed  to  follow 
typhoid  fever. 

Chronic  peritonitis  may  furthermore  be  tbe  result  of  an  acute  peritonitis.  Tbe 
latter  seldom  terminates  in  this  way,  but  still  it  may,  when  rather  mild  and  not 
quickly  fatal.  The  encapsulated  exudations  of  peritonitis  usually  persist  a long 
while,  as  was  implied  in  the  preceding  chapter. 

In  a few  instances  we  can  find  no  satisfactory  cause  for  chronic  peritonitis.  It 
is  sometimes  ascribed  to  an  injury.  Alcoholic  excesses  are  also  said  to  predispose 
to  the  disease.  Many  of  the  apparently  spontaneous  cases,  however,  finally  tm-n 
out  to  be  tubercular. 

The  tubercular  is  the  most  frequent  form  of  chronic  peritonitis.  It  is  often 
merely  a part  of  the  tuberculosis  of  serous  mendjranes  in  general  {vide  pages  2(il 
and  327),  of  which  mention  has  been  already  repeatedly  made.  In  these  ca.ses  it  is 
usually  due  to  a conveyance  of  the  ]irocess  from  the  pleura  through  the  diaphragm. 
Another  way  in  which  tubercular  peritonitis  may  arise  is  by  infection  fi-om  neigh- 
boring tubercular  organs.  Tubercular  intestinal  ulcers  are  among  the  chief  causes 
of  this  kind,  the  ulcer  extending  to  the  peritoneum ; or  the  ])critonitis  may  be  ex- 
cited by  tubercular  retroperitoneal  or  mesenteric  lymph-glands.  In  women  a 
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tubercular  x^eiitonitis  may  be  developed  in  consequence  of  tuberculosis  of  the 
genital  organs.  A tuberculosis  of  the  uterus  sometimes  affects  the  Fallopian  tubes 
by  direct  extension,  and  thence  the  virus  enters  the  abdominal  cavity  and  excites 
its  specific  inflammation.  In  conclusion,  we  have  to  mention  that,  in  general 
miliary  tuberculosis,  the  peritoneum  also  may  be  the  seat  of  numerous  tubercles, 
although  these  do  not  as  a rule  give  rise  to  important  symptoms. 

Pathology. — After  well-mai’ked  cases  of  chronic  peritonitis,  the  peritoneum  is 
usually  found  to  be  considerably  thickened.  The  intestinal  coils  are  joined  to 
one  another  and  to  the  neighboring  organs  by  numerous  and  extensive  adhesions. 
It  is  often  a hard  matter  to  disentangle  the  confused  mass  into  which  the  intes- 
tines have  been  rolled.  Sometimes  the  liver  and  spleen  are  covered  by  firm, 
tough  capsules.  The  omentum  and  mesentery  are  much  shrunken;  hence  the 
name  peritonitis  deformans.  The  mesentery  may  indeed  be  transformed  into  a 
single  thick  cord.  As  a rule,  there  is  little  liquid  effusion,  and  perhaps  none.  In 
simple  chronic  peritonitis,  such  fluid  as  may  be  present  is  usually  a cloudy  serum, 
j3us  being  seldom  seen. 

Tbe  milder  forms  of  simple  chronic  peritonitis  occur  oftenest,  as  we  have  said, 
in  cases  of  ascites  due  to  venous  stasis,  after  repeated  tapi^ings.  It  is  frequently 
Ijossible  to  detect  the  points  w'here  the  trocar  has  pierced  the  inteimal  layer  of  the 
abdominal  wall,  by  adhesions,  minute  haemorrhages,  or  other  lesions.  The  false 
membranes  which  exist  in  these  cases  are  often  very  numerous,  but  they  are  usu- 
ally not  dense  and  are  easily  separable.  The  serous  liquid  found  in  the  abdominal 
cavity  is  partly  a transudation,  but  contains  clumps  of  fibrine  in  more  or  less 
abundance.  In  rare  instances  a iieculiar  form  of  chronic  peritonitis  has  been 
observed  as  a sequel  to  punctures  for  ascites,  called  by  Friedreich  “chronic  hEemor- 
rhagic  pei’itonitis  with  hmmatoma.”  In  it  almost  the  entire  jjeritoneum  is  covered 
by  a newly  foi’med  membrane  permeated  with  large  ecchymoses. 

Tubercular  disease  of  the  peritoneum  may  be  divided  into  two  forms:  tuber- 
culosis of  the  peritoneum,  which  may  be  acute  or  clu’onic;  and  tubercular  j)eri- 
tonitis,  which  is  usually  chronic.  In  tuberculosis  the  peritoneum  is  covered 
with  numerous  tubercular  nodules,  varying  in  size  from  a millet-seed  up  to  a pea; 
but  thei’e  is  not  much  coincident  inflammatory  change.  In  genuine  tubercular 
peritonitis,  on  the  other  hand,  the  inflammatory  changes  above  described  are  well 
marked,  while  sometimes  it  requires  a microscox^ic  examination  to  demonstrate  the 
tubercular  nature  of  the  inflammation,  by  the  detection  of  tubercles  and  cheesy 
degeneration  in  the  newly  formed  tissue.  Tubercular  pei’itonitis  is  usually  rather 
chronic,  so  that  the  adhesions  are  numerous  and  strong.  The  amount  of  liquid 
effusion  varies,  being  sometimes  considerable  and  sometimes  scanty.  Just  as  in 
tubercular  pleurisy,  it  is  not  rare  for  the  exudation  to  be  bloody.  Tubercular  peri- 
tonitis is  quite  often  accompanied  by  hepatic  cirrhosis  {q.  v.). 

Clinical  History. — Diagnosis. — If  an  acute  peritonitis  becomes  chronic,  the 
violent  symptoms  gradually  abate,  while  another  gi’oup  of  symptoms  takes  their 
place.  In  other  cases  the  chronic  disease  develops  gradually  and  insidiously. 

The  sensitiveness  of  the  abdomen  is  never  so  extreme  as  in  the  acute  inflamma- 
tion. Sometimes,  to  be  sure,  the  patient  complains  of  dull  x^ains  and  a sense  of 
abdominal  oppression,  but  quite  often  the  pain  is  either  constantly  or  at  times 
insignificant.  On  physical  examination,  we  usually  find  moderate  distention  of 
the  abdomen.  Frequently  this  is  not  perfectly  uniform,  certain  coils  of  intestine 
being  especially  prominent.  Occasionally  there  is  no  abdominal  distention  what- 
ever, the  bell.7  is  flat  or  concave,  and  the  walls  are  tense  and  unyielding. 

In  many  instances  palpation  furni.shes  vei’y  characteristic  signs ; for  sometimes 
the  thickening  of  the  omentum  and  the  numerous  fibrous  inter-intestinal  bands 
above  described  can  be  felt  through  the  abdominal  walls  as  peculiarly  resistant 
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masses  or  uneven  prominences.  Indeed,  if  the  omentum  is  rolled  up,  it  may 
closely  simulate  a new  gi-owth.  Not  infrequently,  particularly  in  tubercular  peri- 
tonitis, the  liver  is  enlarged  so  that  its  lower  edge  can  be  felt.  But  in  other  cases 
of  chronic  peritonitis  there  are  no  changes  discoverable  by  palpation ; or  they  may 
be  concealed  by  an  effusion  or  by  the  tenseness  of  the  abdominal  walls.  A large 
exudation  can  be  demonstrated  by  the  great  distention,  or  by  its  causing  fluctua- 
tion, or  by  the  signs  yielded  on  percussion.  In  general,  uncomplicated  cases  do 
not  give  rise  to  gi-eat  accumulations  of  fluid.  Such  accumulations  are  almost 
invariably  present  when  tubercular  peritonitis  and  cirrhosis  of  the  liver  are  com- 
bined ; and  here  there  are  usually  also  passive  congestion  and  enlargement  of  the 
spleen.  It  has  been  already  stated  that  the  distortions  and  flexions  which  the 
intestines  may  undergo  in  chronic  peritonitis  may  result  in  obstruction.  In  the 
same  way  the  duodenum  or  the  ductus  choledochus  may  be  so  occluded  as  to 
occasion  persistent  jaundice. 

The  objective  signs  of  both  the  simple  and  tubercular  forms  of  chronic  peri- 
tonitis have  been  embraced  in  one  descriijtion,  because  the  abdominal  signs  of  the 
two  are  identical.  To  differentiate  between  them,  other  factors  must  be  considered. 
We  regard  the  patient’s  constitution  and  general  appearance,  and  inquire  into  his 
family  history,  or  discover  if  there  are  other  setiological  factors,  such  as  previous 
tubercular  disease.  A careful  thoracic  examination  is  exti’emely  important.  If 
we  find  the  signs  of  coincident  pulmonary  tuberculosis,  and  particularly  of  pleu- 
risy, then  it  is  almost  indubitable  that  the  peritonitis  is  tubercular.  The  character 
of  the  exudation  is  also  of  some  importance,  for  if  haemorrhagic,  as  already  stated, 
the  peritonitis  is  probably  tubercular.  Tubercle  bacilli  are  not  usually  present  in 
the  exudation  of  tubercular  peritonitis. 

To  diagnosticate  simple  tuberculosis  of  the  peritoneum,  when  not  attended  by 
marked  inflammatory  changes,  is  generally  a difficult  matter.  Often  it  is  abso- 
lutely impossible.  Frequently  there  is  no  abdominal  pain  or  tenderness  whatever. 
The  abdomen  is  usually  but  moderately  distended,  as  a i-esult  of  the  effusion 
present. 

Particular  notice  should  be  given  to  the  chronic  peritonitis  of  children.  The 
occurrence  of  ascites  in  children  between  the  ages  of  two  and  ten  yeare  has 
been  observed  repeatedly,  both  by  other  authors  and  by  oui-selves.  The  ascites, 
which  may  be  quite  considerable,  can  not  be  traced  to  any  cause,  and  after  a 
few  months  completely  disappears.  The  child  dm’ing  this  time  is  usually  rather 
pale  and  languid,  but  not  much  emaciated,  nor  does  he  suffer  great  local  discom- 
fort. Since  the  cases  often  recover,  their  pathological  anatomy  remains  obscure. 
Probably  they  are  a mild  form  of  simple  chronic  peritonitis.  Still,  of  course, 
there  may  be  other  causes  for  the  ascites,  such  as  hereditary  syphilitic  disease  of 
the  liver. 

In  children,  tubercular  peritonitis  plays  an  important  part  in  general  tubercii- 
losis  of  the  abdominal  organs,  a condition  Imown  as  tabes  mesenterica.  In  these 
cases  the  tuberculosis  probably  originates,  as  we  have  already  said,  in  the  intes- 
tine, so  that  usually  we  find  the  intestine,  peritoneum,  liver,  and  abdominal  lymph- 
glands  all  simultaneously  involved.  The  clinical  symptoms  are  often  mainly  due 
to  the  peritonitis.  The  abdomen  is  distended  and  painful,  and  there  is  an  effusion. 
Often  there  is  also  obstinate  diarrhma,  as  a result  of  tubercular  intestinal  ulcers, 
with  persistent  fever  of  an  intermittent  character,  emaciation,  and  anmmia.  The 
tubercular  process  may  eventually  involve  the  lungs,  pleura,  meninges,  and  other 
organs,  or  it  may  never  extend  beyond  the  abdomen. 

As  to  the  course  of  chronic  i)oritonitis  we  have  little  to  .say.  The  simple 
chronic  peritonitis  may  terminate  in  recovery,  although  on  account  of-  other 
co-existing  lesions  this  event  is  rare,  except  in  the  special  form  which  children 
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present.  Many  cases  of  tubercular  peritonitis  prove  fatal  in  a few  months  oi 
weeks.  In  some  instances,  however,  clironic  tubercular  peritonitis  has  a favorable 
issue,  or  at  least  there  is  very  great  abatement  of  all  symptoms.  This  is  particu- 
larly  apt  to  be  the  case  in  what  is  called  primary  tuberculosis  of  the  serous  mem- 
bi’anes  in  general  {vide  supra).  If,  in  this  disease,  there  is  no  simultaneous 
tuberculosis  of  the  lungs,  intestines,  or  other  organs,  then  the  final  reabsorption 
of  the  exudation  is  possible,  just  as  in  tubercular  pleurisy.  It  must  be  confessed 
that  often  the  recovery  is  not  permanent,  for  the  tubercles  may  appeal’  later  in 
some  other  part  of  the  body. 

Treatment. — The  means  by  which  we  can  exercise  a favorable  influence  upon 
the  course  of  chronic  peritonitis  are  scanty.  Attention  to  nourishment  and 
hygienic  surroundings  is  very  important;  but,  beyond  this,  treatment  is  mainly 
symptomatic.  The  chief  local  applications  are  poultices  or  fomentations,  perse 
veringly  employed.  There  is  seldom  such  persistent  and  severe  pain  as  to  demand 
opiates,  but  they  may  be  required  for  the  diarrhoea  which  is  apt  to  occur.  Or, 
on  the  other  hand,  enemata  and  mild  laxatives  may  be  indicated.  Among  special 
remedies,  tbe  preparations  of  iodine  should  be  mentioned;  iodide  of  potassium 
and  syrup  of  the  iodide  of  iron  sometimes  are  of  apparent  benefit.  Arsenic  may 
also  be  tried.  Iron  and  syrup  of  the  iodide  of  iron  are  also  employed  in  the 
chronic  peritonitis  of  children. 

[Of  recent  years  laparotomy  has  been  repeatedly  practiced  in  tubercular  peri- 
tonitis, and  has  been  held  by  some  to  be  distinctly  curative.  In  the  opinion  of 
the  editor,  what  surgery  has  done  for  us  in  this  affection  is  rather  to  demonstrate 
the  curability  of  many  cases  than  to  work  their  cure.  Formerly,  if  the  diagnosis 
of  tubercular  peritonitis  was  made  and  the  patient  recovered,  the  very  fact  of 
recovery  was  held  to  invalidate  the  diagnosis.  But  the  surgeon’s  knife  has  laid 
bare  the  miliary  tubercles  to  the  eye,  given  an  exit  to  the  serous  exudation,  and 
recovery  has  ensued.  But  we  see  other  cases  get  well  after  simple  tapping,  and 
we  see  still  others  which  present  just  as  good  a clinical  picture  of  the  affection 
and  recover  without  interference  of  any  kind.  Such  recovery  may  be  temporary, 
tuberculosis  breaking  out  afresh  in  the  peritoneum  or  elsewhere,  or  it  may  be 
permanent.  If,  in  spite  of  rest  and  appropriate  general  treatment,  considerable 
effusion  pereists,  asphation  or  siphonage  should  be  practiced.  Laparotomy  should 
probably  be  reserved  for  those  rather  rare  cases  which  seem  to  be  rapidly  getting 
worse,  and  those  in  which  the  fluid  reaccumulates  after  one  or  more  tappings. 

In  expressing  tlie  belief  that  tubercular  peritonitis  recovers,  the  editor  does  not 
lose  sight  of  the  fact  that  multiple  fibrous  nodules  occur  disseminated  over  the 
peritoneum,  indistinguishable  by  the  unaided  eye  from  tubercles.] 


CHAPTER  HI. 

ASCITES. 

{Hydroperitoneum.) 

The  name  ascites  is  given  to  a collection  of  transuded  serum  in  the  abdominal 
cavity,  due  to  venous  stasis.  The  peritoneal  veins  belong  to  the  portal  system,  so 
that  among  the  diseases  which  lead  to  ascites  those  which  impede  the  portal  cir- 
culation are  chief.  As  we  shall  see  in  the  next  section,  ascites  is,  therefore,  of  fre- 
quent occurrence  in  cirrhosis  of  the  liver,  syphilitic  disease  of  the  liver,  compres- 
sion of  the  portal  vein  by  tumors,  thrombosis  of  tbe  portal  vein,  and  similar 
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disorders.  Ascites  is  also  frequently  present  as  one  of  the  dropsical  symptoms  in 
general  circulatory  disturbances,  such  as  cardiac  disease  or  pulmonary  emphysema, 
and  in  the  various  acute  and  chronic  renal  affections. 

The  clinical  significance  of  ascites  is  due  partly  to  the  local  discomfort  occa- 
sioned by  the  presence  of  any  considerable  amount  of  fluid  within  the  abdominal 
cavity.  Small  quantities  of  serum  are  often  unnoticed  by  the  patient;  but,  where 
many  quarts  (fifteen  to  twenty,  or  even  more)  of  transudation  exist,  the  abdomi- 
nal walls  become  greatly  distended,  and  the  patient  has  a very  troublesome  feeling 
of  pressure,  weight,  and  tension.  What  is  of  still  gi-eater  importance  is  the  crowd- 
ing upward  of  the  diaphragm.  Eespiration  is  thereby  not  a little  impeded.  If 
the  ascites  is  great,  the  lower  lobes  of  the  lungs  are  so  compressed  that  a consider- 
able degree  of  atelectasis  is  produced. 

To  demonstrate  ascites  by  physical  examination  is  possible  only  when  a con- 
siderable accumulation  exists.  Then  the  belly  is  prominent,  its  walls  are  tense 
and  shining,  and,  the  base  of  the  thorax  being  gradually  distended  by  the  pressure 
of  the  liquid,  the  lower  part  of  the  thorax  seems  much  broader  than  the  upper. 
Distended  veins  are  usually  visible  through  the  skin  of  the  abdomen,  like  blue 
lines,  here  and  there.  As  soon  as  the  abdominal  tension  has  attained  a certain 
degree,  fluctuation  can  be  perceived,  by  laying  both  hands  upon  the  abdomen  and 
imijarting  gentle  but  quick  impulses  to  the  fluid  through  the  walls.  Percussion 
gives  a dull  sound  everywhere  that  the  fluid  is  in  contact  with  the  abdomiiDal 
walls.  Gravity,  of  course,  leads  the  liquid  to  occupy  the  dependent  parts.  In  the 
doreal  decubitus,  and  when  the  transudation  is  of  medium  amount,  the  dullness  is 
bounded  in  the  central  and  upper  parts  of  the  abdomen  from  a region  of  tympa- 
nitic resonance  by  a Ime  concave  tow^ard  the  head  of  the  patient.  The  surface  of 
the  liquid  being  horizontal,  of  course  the  dullness  reaches  nearer  to  the  thorax 
along  the  sides  of  the  abdomen  than  in  the  central  line.  We  would  add,  that 
where  the  layer  of  ascitic  fluid  is  thin  we  can  obtain  dullness  only  by  light,  super- 
ficial percussion.  If  the  pleximeter  or  finger  is  pressed  deeply  in,  the  fluid  is 
crowded  to  one  side,  and  we  get  a tympanitic  sound  from  the  underlying  coils  of 
intestine.  A factor  of  great  diagnostic  value  is  the  change  of  dullness  on  change 
of  position  of  the  patient.  If  he  lies  upon  one  side,  the  fluid  seeks  the  dependent 
portions  of  the  cavity,  and  gives  rise  to  extensive  dullness  there,  while  the  oppo- 
site side  now  yields  a tympanitic  resonance.  Or,  if  he  changes  to  the  other  side, 
it  in  turn  becomes  dull,  and  the  side  previously  dull  becomes  tympanitic.  Similar 
differences  are  found  between  the  results  of  percussion  in  a horizontal  and  in  a 
sitting  posture.  It  is  only  when  the  accumulation  is  very  abundant  that  there  is 
dullness  over  the  entire  abdomen. 

The  signs  mentioned  enable  us  in  most  cases  to  make  a diagnosis  of  a.scites 
with  ease  and  certainty.  It  is,  indeed,  not  always  easy  to  distingui.sh  a transuda- 
tion of  serum  from  the  exudation  of  chronic  peritonitis,  for,  of  course,  either  sort 
of  fluid  would  yield  the  .same  physical  signs.  Only,  the  change  in  the  area  of 
dullness  consequent  upon  a change  of  position  is  less  pronounced  in  case  of  an 
exudation,  because  the  peritonitic  adhesions  impede  the  movements  of  the  fluid ; 
and  we  have,  besides,  all  the  other  symptoms  to  guide  us;  there  may  he  pain, 
or  thickenings  of  the  peritoneum  discoverable  on  palpation,  or  .signs  of  tuber- 
culosis; or,  on  the  other  hand,  there  niay  be  some  cardiac  or  hc])<atic  disea.se, 
which  would  render  ascites  probable.  If  the  Iluid  i drawn  off,  its  character  wilt 
■sometimes  aid  us  in  diagnosis.  Ascites  yields  i)uro  serum,  containing  almost  no 
oiorphological  constituents.  Its  s]iecific  gravity  is  usually  less  than  that  of  a 
peiitonilic  exudation,  because  it  (lontaius  le.ss  albumen.  We  may  .say  that  the 
specific  gravity  of  the  fluid  found  in  peritonitis  is  generally  above  1018,  and  that 
o ascites  about  1012,  or  even  lower.  Hiemorrhugic  ascites  sometimes  occurs  in 
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anaemic  patients  who  are  suffering  from  marked  portal  obstruction,  as  we  have 
ourselves  seen,  for  example,  in  hepatic  syphilis. 

There  may  be  equal  difficulty  in  the  exclusion  of  ovarian  cysts,  particularly 
since  the  cysts  are  sometimes  so  large  as  to  fill  the  whole  abdominal  cavity.  We 
must  first  map  out  accurately  the  dullness  on  percussion,  and  also  see  if  it  varies 
with  changes  of  position.  In  cases  of  ovarian  tumor,  change  of  position  does  not 
make  much  difference.  The  re.sonance  on  percussion  of  the  deepest  and  most 
dependent  portions  of  the  abdomen  may  be  misleading,  in  this  way,  that  even  in 
ascites  a narrow  zone  here  may  be  tympanitic.  This  should  be  remembered. 
Thus,  just  above  the  symphysis,  there  is  sometimes  a tympanitic  resonance  in 
ascites  which  might  readily  be  mistaken  for  a proof  of  the  existence  of  an  ovarian 
tumor.  The  explanation  is  that  in  the  places  indicated  a coil  of  intestine  with  a 
short  mesenteric  attachment  may  remain  in  contact  with  the  abdominal  wall  in 
spite  of  ascitic  accumulations.  Further  aid  in  the  differential  diagnosis  is  to 
be  obtained  from  the  history  of  the  case  (place  where  the  swelling  began),  from  a 
consideration  of  possible  causative  diseases,  and  from  a vaginal  examination.  In 
ascites  the  uterus  is  freely  movable,  while  in  case  of  ovarian  tumors  it  is  often 
bound  down  by  adhesions.  Further  particulai’S  may  be  sought  in  hooks  on 
gynaecology. 

The  treatment  of  ascites,  of  course,  depends  largely  upon  the  disease  of  which 
it  is  a symptom.  As  to  the  symptomatic  ti’eatment  of  ascites  itself,  we  will  con- 
fine ourselves  to  a few  words  about  tapping.  This  operation  is  indicated  when 
the  local  disturbances  caused  by  the  ascites  are  great;  that  is,  if  there  is  an  unbear- 
able sensation  of  pressure  and  tension,  and,  above  all,  if  the  crowding  up  of  the 
diaphragm  causes  much  dyspnoea.  The  instrument  to  be  used  is  a common  trocar 
of  medium  size.  Usually  the  patient  is  tapped  lying  on  his  side  in  bed,  at  the 
most  dependent  point  in  the  lateral  portion  of  the  abdominal  walls;  but  it  is  also 
a good  way  to  make  the  puncture  in  the  median  line,  about  half-way  between 
the  umbilicus  and  the  pubes,  with  the  patient  in  a chair.  The  operation  is 
easy,  and  almost  free  from  danger.  We  may  allow  large  amounts  of  liquid 
(five  or  ten  quarts,  or  more)  to  flow  slowly  away  at  one  tapping.  Over  the 
l^uncture  we  put  a piece  of  sticking  plaster,  or,  if  great  caution  is  to  be  exercised, 
an  antiseptic  bandage.  Often  the  fluid  trickles  out  through  the  opening,  be- 
cause the  abdominal  walls  have  lost  their  elasticity  on  account  of  the  per- 
sistent distention.  We  may  then  employ  a “ circumvoluted  suUu’e  ” to  close  it. 
After  tapping,  the  laxness  of  the  walls  is  favorable  to  palpation  of  the  abdominal 
organs. 

Inasmuch  as  tapping  does  not  remove  the  cause,  there  is  in  most  cases  a very 
rapid  reaccumulation  of  fluid.  Thus  the  system  is  deprived  of  much  albumen, 
and  nutrition  is  impaired,  so  that  not  infrequently  the  operation  is  follow'ed  by 
decided  loss  of  strength.  Therefore,  we  should  not  tap  in  ascites,  as  a rule,  unless 
the  indications  for  the  operation  are  urgent. 

[Before  puncture  the  precaution  should  always  be  observed  to  see  that  the 
bladder  is  empty. 

If,  as  is  very  frequently  the  case,  the  fluid  continues  to  drain  away  through  the 
puncture  after  the  trocar  is  withdrawn,  good  rather  thaji  harm  results,  provided 
the  danger  of  irritation  of  the  skin  and  of  bed-soi’es  is  kept  in  mind  and  guarded 
against,  and  an  instrument  of  moderate  size  is  used. 

Flint  advocates  early  and  repeated  tappings  if  the  fluid  causes  discomfort  and 
does  not  yield  to  diuretics  or  cathartics.  The  pressure  is  i-emoved  in  a measure 
from  the  abdominal  and  thoracic  organs,  and  nutrition  is  thus  promoted.  The 
fluid  is  likely  to  return,  but  does  not  always  do  so,  or  may  do  so  only  slowly.  He 
reports  cases  in  which,  after  repeated  removal,  the  fluid  ceased  to  return  and  the 
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patient  remained  apparently  well.  The  result  must  depend,  of  course,  chiefly  on 
tlie  underlying  cause,  which  is  sometimes  very  obscure. 

In  cases  of  cirrhosis  the  same  principles  govern  Flint’s  treatment.] 


CHAPTER  IV. 

OANCEa  OF  THE  PERITONEUM. 

Carcinoma'  is  the  only  new  growth  of  any  practical  importance  to  which  the 
peritoneum  is  liable.  Px'imary  endothelial  cancer,  analogous  to  the  growth  which 
attacks  the  pleui-a,  is  very  rare.  Cancerous  growths  here  are  usually  secondary 
to  cancer  of  the  stomach,  intestine,  pancreas,  liver,  or  some  other  organ.  Often 
the  secondary  nodules  are  numerous,  and  almost  as  small  as  peas,  presenting  what 
is  called  miliary  carcinosis  of  the  peritoneum.  Separate  nodules  of  larger  size  are 
less  frequent.  These  may  be  found  in  the  omentum,  in  Douglas’s  pouch,  around 
the  navel,  or  in  other  situations.  Colloid  cancer  attains  the  most  diffuse  and  exten- 
sive development  of  any  variety.  The  retroperitoneal  lymph-glands  may  also 
present  at  the  same  time  large  cancerous  growths.  Often  the  development  of 
cancer  in  the  peritoneum  is  attended  with  pronounced  inflammatory  distm'bances 
— that  is,  we  have  a cancerous  peritonitis. 

The  symptoms  of  peritoneal  cancer  resemble  in  many  points  those  of  chronic 
tubercular  peritonitis.  Simple  miliary  carcinosis  may  be  very  insidious  and  give 
rise  to  no  special  symptoms,  so  that  it  often  is  unsuspected.  In  many  cases  a 
moderate  amount  of  fluid  collects  in  the  abdomen,  and  this,  if  we  are  aware  of  the 
existence  of  a primary  cancerous  growth,  may^lead  us  to  surmise  a secondary  peri- 
toneal carcinosis.  The  symptoms  are  much  more  pronounced  if  there  is  cancer- 
ous peritonitis.  In  that  case  there  is  usually  very  severe  pain,  marked  abdominal 
distention,  and  constipation.  We  may  sometimes  feel  the  larger  nodules  in  the 
omentum  or  upon  the  inner  surface  of  the  anterior  wall  of  the  abdomen,  or  even 
those  in  the  lowest  part  of  the  abdomen,  by  palpation  through  the  vagina.  If  the 
exuded  fluid  he  drawn  off,  it  is  sometimes  merely  serous,  hut  it  may  he  haemor- 
rhagic. When  the  new  growth  has  been  diffuse,  and  paidicularly  in  case  of  colloid 
cancer,  the  exudation  has  repeatedly  been  found  to  present  a milky  opacity. 
Sometimes  this  fluid  also  has  been  tinged  with  blood.  The  opacity  is  due  to  fat, 
from  fatty-degenerated  and  disintegrated  cancer  cells.  Occasionally  the  micro- 
scope reveals  characteristic  cancerous  elements  in  the  fluid. 

The  diagnosis  can  not  be  made  with  any  positiveness  unless,  as  a sequel  to  a 
primary  cancerous  growth  already  demonstrated,  we  observe  the  evident  tokens 
of  peritoneal  disturbance,  such  as  free  fluid  and  pain.  Other  points  are  the 
patient’s  age,  cancei-ous  cachexia,  and  secondary  glandular  enlargements,  particu- 
larly in  the  groins. 

Treatment  must  he  confined  to  efforts  at  mitigation  of  the  suffering.  Warm 
applications,  moi-phine,  and  supporting  measures  are  chiefly  employed. 
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SECTION  YII. 

D rSEAiSEff  OF  THE  LlVEIi^  BtLE-DUCTS,  AND  PORTAL  V EIN. 

CHAPTER  I. 

CATARRHAL  JAUNDICE. 

{Icterw  catarrhalis.  G astro-duodenal  Catarrh  with  Jaundice.) 

^Etiology.— When  discussing  intestinal  catarrh,  we  mentioned  that  inflamma- 
tion of  the  duodenum  may  invade  the  secretory  ducts  of  the  liver,  and,  above  all, 
the  ductus  choledochus  communis.  This  complication  would  be  of  little  clinical 
importance  did  it  not  in  many  instances  prevent  the  flow  of  bile  into  the  intes- 
tine. Such  an  obstruction  at  once  gives  pathological  interest  to  a catarrh  of  the 
bile-ducts,  because  it  entails  a series  of  very  important  clinical  symptoms.  In  this 
case  the  cause  of  the  biliary  stasis  is  pm-ely  mechanical,  and  any  closure  of  the 
hepatic  ducts,  however  produced,  gives  rise  to  identical  symptoms,  which  vary,  if 
at  all,  only  in  their  duration  and  intensity.  Catarrhal  jaundice  is  therefore  only 
one  foi-m,  though  the  most  frequent  form,  of  what  is  called  hepatogenous  jaundice. 
Accordingly,  we  will  in  this  chapter  describe  in  detail  the  geuei-al  phenomena 
common  to  all  cases  of  hepatogenous  jaundice,  that  we  may  avoid  needless  repeti- 
tions hereafter. 

The  causes  which  lead  to  a gastro-duodenal  catarrh,  with  consequent  jaundice, 
may  be  the  same  which  produce  ordinary  gastric  catarrh — such  as  errors  in  diet. 
But  we  must  emphasize  the  fact  that  we  see  catarihal  jaundice  so  often  without 
any  striking  cause,  as  strongly  to  suggest  the  thought  of  some  specific  lesion, 
some  special  pathogenic  agent.  Th^  precise  facts  ai’e  indeed  yet  to  be  learned ; 
still  it  has  been  often  observed  that  at  many  times  (particularly  in  spring  and 
autumn)  it  assumes  epidemic  proportions.  The  infectious  nature  of  the  jaundice 
is  still  more  probable  in  those  cases  where  the  disease  is  decidedly  endemic.  In 
barracks,  prisons,  and  single  houses  quite  important  endemics  of  jaundice  have 
been  seen,  the  only  explanation  for  which  could  be  found  in  assuming  the  exist- 
ence of  some  local  source  of  infection.  In  a few  cases,  epidemics  of  catarrhal 
jaundice  have  followed  revaccination,  compelling  one  to  think  that  possibly  the 
pathogenic  agent  was  transferred  by  inoculation.  Patients  themselves  not  infre- 
quently refer  to  taking  cold,  or  to  mental  emotion  (particularly  anger),  as  circum- 
stances promoting  the  disease. 

Another  cause  is  the  rather  frequent  occurrence  of  duodenal  catarrh  as  a result 
of  passive  congestion.  This  is  seldom  very  intense.  It  is  especially  frequent  in 
heart  disease.  Again,  the  slight  jaundice  quite  often  seen  in  the  coume  of  many 
acute  diseases,  and  of  lobar  pneumonia  in  particular,  must  be  ascribed  to  catarrh. 

Pathology. — As  in  catarrhal  affections  of  most  other  mucous  membranes,  the 
post-mortem  signs  of  catarrh  of  the  bile-ducts  are  not  always  striking,  for  the 
swelling  and  injection  subside  cousiderably  after  death.  The  usual  method  of 
testing  the  patency  of  the  common  duct  is  by  pressing  upon  the  gall-bladder  to 
see  if  its  contents  can  be  squeezed  out  into  the  intestinal  canal.  If  a catarrh  has 
closed  the  commoii  duct,  the  bile  is  not  discharged  at  once.  A firmer  pressure 
drives  out  from  the  opening  of  the  duct  a plug  of  tough,  white  mucus,  upon  which 
the  bile  follows;  but  such  a plug  is  not  present  in  every  case,  by  any  means,  for 
even  a simple  swelling  of  the  catai’rhal  membrane  suffices  to  obstruct  the  flow 
of  bile. 

If  the  biliary  passages  are  slit  open,  the  common  duct  is  fomul  more  or  less 


CATAERHAL  JAUNDICE. 


405 


filled  with  tough,  white  mucus.  Usually  the  portion  which  lies  in  the  intestinal 
wall,  the  so-called  intestinal  portion,  is  most  affected.  Behind  the  occluded  part 
the  ducts  are  distended,  if-  the  biliary  retention  has  been  chronic.  This  distention 
may  involve  even  the  smallest  ducts,  which  lie  in  the  liver  itself.  As  a conse- 
quence, the  liver  is  somewhat  enlarged  and  has  a diffuse  bilious  tinge.  If  the 
obstruction  persists  for  a long  while,  which  is  very  exceptional  in  simple  catarrhal 
jaundice,  a portion  of  the  hepatic  cells  are  destroyed  by  the  pernicious  influence 
of  the  retained  secretion.  The  lost  pai-enchyma  is  replaced  by  new-formed  con- 
nective tissue.  For  further  particulars,  see  the  chapter  on  biliary  cirrhosis. 

Clinical  History.— Inasmuch  as  catarrh  of  the  ductus  communis  is  almost 
always  consequent  upon  a gastro-duodenal  catarrh,  the  flrst  symptoms  are  usually 
referable  to  the  latter  disease.  It  is  indeed  seldom  that  the  attack  begins  with 
marked  gastric  disturbances,  like  violent  vomiting  and  gasti’algia,  but  almost  inva- 
riably the  jaundice  is  preceded  for  a variable  period  by  indisposition,  as  shown  by 
malaise,  languor,  anorexia,  a bad  taste  in  the  mouth,  nausea,  gastric  oppression, 
eructations,  and  sometimes  temporary  vomiting.  Then  comes  the  flrst  evidence 
that  the  catarrh  has  invaded  the  common  duct,  in  a jaundiced  hue  of  the  skin  and 
of  the  visible  mucous  membranes.  In  many  cases,  however,  the  initiatory  gastric 
symptoms  are  almost  wholly  absent,  so  that  the  disease  begins  immediately  with 
the  appearance  of  the  jaundice. 

The  pressure  in  the  secretory  ducts  of  the  liver  is  extremely  low,  so  that  even 
the  catarrhal  swellmg  of  the  mucous  membrane  and  the  collection  of  viscid  mucus 
in  the  common  duct  suflice  to  impede  in  a marked  degree  the  further  outflow  of 
bile  into  the  intestinal  canal.  As  a rule,  however,  the  retention  of  bile  is  not  com- 
plete, or,  if  so,  only  for  a time.  Still  a considerable  amount  of  bile  collects,  and 
distends  even  the  intra-hepatic  ducts.  As  soon  as  this  stasis  has  reached  a certain 
point,  the  stagnant  bile  is  absorbed  by  the  hepatic  lymph-vessels.  Thus  the  bile 
and  all  its  constituents  are  poured  into  the  blood  by  way  of  the  thoracic  duct  and 
carried  to  all  parts  of  the  body. 

No  more  than  a few  days  need  elapse  before  the  bile-pigments  are  absoi’bed 
into  the  tissues,  and  give  rise  to  the  evident  yellow  color  of  the  skin  and  mucous 
passages  which  we  call  jaundice.  Usually  the  yellowness  of  the  conjunctiva  is  the 
fii'st  thing  to  attract  attention.  Later  the  entire  skin  becomes  yellow,  and  the  same 
color  is  plainly  visible  in  the  mucous  membrane  of  the  mouth  and  throat,  espe- 
cially after  we  have  produced  temporary  anaemia  by  pressure,  as  in  the  lips.  Of 
course,  the  internal  organs,  which  we  can  not  see,  are  likewise  stained.  Any 
abnormal  collection  of  liquid  will  also  have  a marked  yellow  color.  The  cornea, 
the  peripheral  nerves,  and  the  cartilages  alone  escape  unstained.  In  other  parts 
we  may  not  only  And  this  diffuse  impregnation  with  the  biliary  pigments,  but 
even  .solid  granxdes  of  the  latter. 

A jaundiced  patient  often  presents  other  indications  of  the  presence  of  biliary 
coloring  matter  than  the  color  of  his  skin.  If  the  jaundice  is  at  all  chronic,  there 
is  almost  invariably  an  itching  of  the  skin,  which  may  be  very  troublesome.  It 
may  be  so  bad  at  night  as  to  disturb  sleep.  The  scratching  thus  induced  often 
causes  numerous  excoriations  and  fissures,  which  may  even  occasion  quite  large 
furuncles.  Urticaria  is  also  .sometimes  observed.  A peculiar  disease  of  the  skin, 
which  has  been  chiefly  described  by  English  authors  in  connection  wilh  jaundice, 
is  called  xanthelasma.  It  presents  bright-yellow  spots,  usually  somewhat  elevated, 
which  are  found  mainly  on  the  eyelids,  though  also  on  other  parts  of  the  body. 

The  remaining  symptoms  of  hepatogenous  jaundice  may  be  divided  into  two 
groups.  The  first  group  coiTiprise  the  symptoms  excited  by  the  presence  of  the 
biliary  constituents,  and  particularly  of  the  biliary  acids,  in  the  blood,  while  tlie 
second  group  are  due  to  the  lack  of  bile  in  the  intestinal  canal. 
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We  have  seen  that,  when  the  biliary  outlets  are  occluded  or  narrowed,  the  con- 
stituents of  the  bile  are  absorbed  by  the  lymphatics.  We  have  already  learned  in 
part  what  becomes  of  the  bile-pigments  thus  conveyed  into  the  blood-vessels.  The 
presence  of  the  bile-acids  in  the  blood  is  also  of  considerable  clinical  importance. 
Physiology  has  shown  that  these  acids  possess  certain  poisonous  properties,  and, 
among  others,  the  power  to  destroy  red  blood-corpuscles.  But  in  reality  few  if  any 
blood-corpuscles  are  destroyed  by  the  bile-acids  in  the  blood,  because  they  are  too 
much  diluted,  and,  besides,  seem  in  large  part  to  be  quickly  decomposed  after 
absorption.  These  acids  do  really,  however,  excite  certain  nervous  centoes  in  a 
way  to  give  rise  to  decided  clinical  symptoms.  The  most  fi-equent  effect  is  that 
produced  by  the  cholate  of  sodium  upon  the  cardiac  ganglia,  or  possibly  also 
upon  the  center  for  the  vagus,  and  it  is  evinced  by  a slowing  of  the  pulse.  This 
is  an  almost  invariable  phenomenon,  provided  there  be  no  fever  or  other  complica- 
tion, and  is  seen  not  only  in  simple  catarrhal  jaundice  but  in  all  cases  of  hepatoge- 
nous ictei’us.  The  pulse-rate  is  from  64  to  50,  or  even  less.  Slight  irregularity 
in  the  heart’s  action  is  not  infrequent.  There  are  certain  other  nervous  disturb- 
ances often  seen  in  jaundice  and  referable  to  the  presence  in  the  blood  of  bil- 
iary constituents,  and  in  particular  of  biliary  acids.  Sometimes  there  is  a strik- 
ing languor  and  muscular  weakness,  or  headache,  or  the  patient  is  “out  of 
sorts.”  Grave  nervous  symptoms,  sometimes  seen  in  jaundice  and  grouped  under 
the  name  of  choloBinia,  are  discussed  in  another  chapter.  It  also  deserves  a 
brief  mention  here  that  many  cases  with  marked  jaundice  have  a noticeable 
tendency  to  bleeding — that  is,  a sort  of  “ haemorrhagic  diathesis.”  Haemorrhages 
into  the  sldn  and  in  the  viscera  ai-e  quite  often  seen,  aud  also  epistaxis  and 
analogous  occurrences. 

We  now  come  to  the  second  group  of  symptoms,  Avhich  result  from  lack  of 
bile  in  the  intestinal  canal.  It  will  be  easy  to  imderstand  these  if  we  briefly 
review  the  physiological  functions  assigned  to  the  bile  which  is  poured  into  the 
alimentary  canal.  Bile  plays  an  important  part  in  the  digestion  of  fat,  emulsify- 
ing it,  and  promoting  its  absorption  into  the  chyle-ducts.  Now,  in  hepatogenous 
icterus  this  work  remains  undone,  as  is  shown  by  the  fatty  stools.  From  time 
immemorial  the  white  clay-colored  stools  of  jaundice  have  been  well  knoum, 
and  are  employed  as  the  best  measure  of  the  completeness  of  biliary  retention. 
The  light  color  of  the  stools  is  partly  due  to  the  lack  of  biliary  pigment,  for  it 
is  that  chiefly  which  imparts  to  normal  faeces  their  dark-brown  color;  but  the 
characteristic  white  clay  color  is  due  exclusively  to  the  presence  of  undigested 
fat  in  large  amounts.  We  have  ourselves  performed  the  experiment  of  putting 
a patient  wnth  extreme  hejjatogenous  icterus  upon  a diet  containing  as  little  fat 
as  possible,  and  have  found  that  the  stools  then  became  light  brown,  and  not  at 
all  like  clay.  Upon  microscopic  examination  of  the  faeces  in  jaundice,  sheaf-like 
aggregations  of  crystals  are  not  infrequently  observed.  These  were  formerly 
supposed  to  be  tyrosine,  but  Oesterlein  has  shown  them  to  be  in  reality  magnesia- 
soap. 

The  retention  of  bile  has  some  further  effects  besides  retarding  the  digestion 
of  fat.  Bile  possesses  decided  antiseptic  properties,  and  thus,  to  a certain  extent, 
protects  the  contents  of  the  primas  vise  from  putrefaction.  In  hepatogenous 
jaundice,  therefore,  the  processes  of  decay  are  abnormally  active ; the  faeces  are 
unusually  offensive,  and  there  is  an  excessive  generation  of  gas,  often  leading 
to  flatulence  and  tympanites.  The  bile  also  undoubtedly  stimulates  peristalsis, 
and  so  in  jaundice  there  is  often  constipation. 

One  important  function  of  the  bile  remains  to  be  considered — namely,  that  by 
precipitating  pepsine  it  terminates  peptic  digestive  action.  Kiihn  has  shown 
how  necessary  this  is  to  the  normal  processes,  because  pepsine  will  destroy  pan- 
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creatine,  and  therefore  interferes  with  pancreatic  digestion.  Hence  we  are  justi- 
fied in  assuming  that  in  well-marked  jaundice  the  digestive  action  of  the  pan- 
creatic juice  on  fat  and  albumen  is  probably  disturbed,  even  though  the  pancreas 
itself  secretes  normally.  Often,  and  in  catarrhal  jaundice  probably  as  a rule,  the 
pancreatic  duct  is  obstructed  as  well  as  the  biliary,  so  that  not  only  the  bile,  but 
also  the  pancreatic  juice  is  retained.  Just  how  far  the  digestive  disturbances  are 
to  be  ascribed  to  the  lack  of  each  of  these  secretions  we  are  of  course  unable  to 
determine. 

We  must  now  inquire  what  becomes  of  the  absorbed  bile.  As  to  the  biliary 
acids,  we  have  already  said  that  they  probably  undergo  decomposition.  Of  the 
other  constituents,  including  the  taurine  and  cholesterine  and  the  pigmentary 
matters,  we  know  the  fate  of  the  last-named  only — that  is,  we  have  learned  how 
Nature  seeks  to  rid  herself  of  this  foreign  substance.  As  soon  as  the  amount  of 
bile-pigment  in  the  blood  and  tissues  becomes  considerable,  excretory  efforts  ai’e 
made,  in  which  the  kidneys  take  the  chief  share.  Certain  changes  take  place  in 
the  urine  almost  simultaneously  with  the  first  appearance  of  a jaundiced  hue  in 
the  skin ; and  these  changes  are  due  to  the  urine  containing  excreted  biliary  color- 
ing matter. 

The  urine  of  jaundice  is  generally  recognizable  from  its  color,  which  is  a dark 
brown,  like  beer.  The  foam  caused  by  shaking  it  is  not  white,  but  distinctly 
yellow.  A bit  of  white  filter-paper  dipped  in  the  urine  is  stained  yellow.  If  the 
mine  is  mixed  with  chloroform  in  a test-tube,  the  chloroform  dissolves  the  pigment, 
and,  on  being  allowed  to  collect  at  the  bottom  of  the  tube,  displays  a deep-yellow 
color.  This  is  known  as  the  “chloroform  test.”  Another  reaction  which  usually 
gives  a satisfactory  result,  but  not  always,  is  Gmelin’s.  If  urine  containing  bile- 
pigment  is  slowly  poured  down  the  sides  of  a test-tube  containing  some  fuming 
nitric  acid,  the  zone  between  these  two  liquids  exhibits  a fine  play  of  colors.  The 
effect  of  the  acid  upon  the  biliary  pigment  is  to  i^roduce  a number  of  colored  rings, 
the  highest  and  most  characteristic  of  which  is  green ; next  comes  blue,  then  violet 
and  red.  Gmelin’s  test  often  shows  very  prettily  if  one  filters  the  urine  and  then 
adds  a drop  of  nitric  acid  to  what  remains  upon  the  moist  filter-paper.  The  char- 
acteristic colored  rings  form  around  this  drop. 

The  biliary  acids  also  may  be  detected  in  the  urine  of  jaundice ; but  the  process 
is  somewhat  tedious,  and  the  knowledge  gained  is  of  no  practical  importance. 

The  urine  very  often  contains  morphological  elements  which  are  characteristic. 
Nothnagel  was  the  first  to  describe  minutely  the  icteric  casts — that  is,  hyaline  casts 
which  usually  have  a yellow  tinge  and  quite  often  are  completely  covered  with 
dark-yellow  granules.  The  urine  may  contain  a little  albumen  also,  but  this  is 
not  constant. 

[The  presence  or  absence  of  albumen  depends  largely  on  the  amount  of  the 
biliarv'  constituents  and  on  the  length  of  time  they  continue  in  action  on  the  kid- 
neys; their  effect  on  these  organs  is  more  or  less  that  of  an  irritant.] 

The  sweat-glands  also  take  ])art  in  the  excretion  of  bile-pigment.  The  latter 
can  be  demonstrated  in  the  pei’spiration  of  jaundiced  persons,  as  well  as  in  their 
urine.  Not  infrequently  the  patient’s  linen  is  colored  yellow  hy  the  sweat.  On 
the  other  hand,  no  bile-pigment  is  found  in  the  tears,  saliva,  gastric  juice,  or  soci’e- 
tions  other  than  those  mentioned. 

Having  now  considered  the  phenomena  common  to  all  cases  of  hepatogenous 
icterus  alike,  we  revert  to  the  subject  of  simple  catarrhal  jaundice.  The  prodro- 
lual  gastric  symptoms  usually  last  a few  days,  more  rarely  a week  or  two,  when 
t e skin  becomes  evidently  jaundiced  and  the  other  results  of  the  icterus  are  also 
seen.  The  urine  grows  dark  with  biliary  pigment,  the  stools  become  light-colored 
ail  more  or  less  clay-colored.  The  nervous  system  is  not  usually  seriously  de- 
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ranged,  but  still  most  patients  feel  veiy  languid,  and  have  anorexia  and  a tendency 
to  constipation.  The  pulse  becomes  somewhat  slower  than  normal,  and  some- 
times the  temperature  also  is  subnonnal,  say  97°  or  98°  (36°-36’5°  C.). 

In  most  cases  the  physical  examination  of  the.  liver  is  of  interest,  the  organ 
being,  as  already  mentioned,  enlarged  from  the  retained  bile.  Accordingly  the 
lower  boundary  of  hepatic  dullness  usually  extends  two  or  three  finger-breadths 
below  the  edge  of  the  ribs,  and  not  infrequently  the  lower  margin  of  the  organ 
can  be  plainly  felt.  Often  the  gall-bladder  is  so  distended,  both  by  bile  and  by  the 
mucus  which  it  itself  secretes,  that  it  projects  from  uuder  the  edge  of  the  fiver. 
In  such  cases,  as  Gerhardt  tells  us,  we  may  sometimes  make  out  by  percussion  a 
convexity  in  the  lower  fine  of  hej>atic  dullness,  which  corresponds  to  the  gall- 
bladder. If  the  abdominal  walls  are  lax,  we  may  even  feel  the  distended  viscus. 
As  a rule,  there  is  not  much  distress  in  the  hepatic  region,  although  now  and  then 
there  is  a certain  sensation  of  pressure  or  tension. 

The  symptoms  depicted  seldom  last  longer  than  a few  weeks.  Usually  a 
jiatient  who  takes  proper  care  of  himself  begins  to  feel  better  in  even  less  time. 
The  urine  grows  fighter  colored,  the  stools  darker,  and  the  pulse  more  i-apid.  The 
yellow  color  of  the  skin  often  remains  visible  for  quite  a while,  although  gradu- 
ally diminishing,  even  after  the  patient  feels  perfectly  Avell ; but  at  last  the  jaun- 
dice disappeai’s  also  and  recovery  is  complete.  Eelapses  are  indeed  possible,  par- 
ticularly after  errors  in  diet ; but  they  are  rare. 

The  termination  of  catarrhal  jaundice  is,  therefore,  almost  invariably  favor- 
able. The  entire  course  of  the  disease  occupies  about  three  to  six  Aveeks,  rarely  a 
longer  period.  It  is  a very  exceptional  occui’rence,  but  one  which  we  must  always 
think  of  as  possible,  for  this  apparently  mild  and  secure  condition  to  be  suddenly 
merged  into  the  gi’ave,  pernicious  variety  of  jaundice.  (See  the  chapter  on  acute 
yellow  atrophy  of  the  fiver  and  pernicious  jaundice.) 

Diagnosis.  — Catarrhal  jaundice  is  usually  easily  diagnosticated.  The  diagnosis 
is  made  chiefiy  from  the  course  of  the  disease — the  development  of  jaundice,  pre- 
ceded by  gastric  symptoms,  in  a previously  healthy  person,  and  generally  in  a 
youthful  individual.  It  is  very  important  to  exclude  other  conditions  which 
might  occasion  jaundice.  We  must  consider,  therefore,  whether  the  history  of 
the  case  suggests  the  presence  of  gall-stones  (hepatic  colic),  and  be  vigilant  in  our 
physical  examination  to  detect  a possible  cfirhosis  or  new  growth.  In  the  case  of 
elderly  patients,  particularly,  it  is  not  rare  for  Avhat  was  at  first  regarded  as  an 
attack  of  ordinary  catarrhal  jaundice  eventually  to  disclose  itself  as  a grave 
chronic  disease.  We  should  not  make  a diagnosis  of  catarrhal  jaundice  until  Ave 
have  carefully  weighed  all  the  rational  and  objective  signs. 

Treatment. — Most  cases  of  catarrhal  jaundice  terminate  favorably  and  require 
no  active  treatment.  Eest  and  prudence  are  indicated,  and  the  diet  should  be 
carefully  regulated,  that  the  gastro-duodenal  catarrh  may  not  be  aggravated.  Fat 
must  not  be  eaten,  for,  as  we  have  seen,  it  is  not  assimilated,  and  only  excites 
abnormal  processes  of  decomposition  in  the  intestinal  canal.  Lean  meat,  bread, 
soups,  if  not  too  rich,  vegetables,  preserves,  and  lemonade  or  tamarind-water  are 
allowable. 

We  should  also  employ  internal  remedies  to  mitigate  the  catarrh.  The  various 
stomachic  tonics  are  frequently  prescribed.  Ehubarb  is  a favorite  drug.  A very 
good  medicine  is  Carlsbad  water,  or  the  artificial  Carlsbad  salts,  of  which  latter 
the  dose  is  half  a teaspoonful  to  a teaspoonful,  in  a tumbler  of  warm  water,  before 
breakfast.  The  alkalies  not  only  exert  a dii’ect  beneficial  mfluence  upon  the  gas- 
tric mucous  membrane,  but  are  also  useful  as  laxatives.  More  obstinate  constipa- 
tion may  call  for  castor-oil,  calomel,  or  rhubarb. 

Lately  much  enthusiasm  has  been  displayed  about  the  treatment  of  catarrhal 
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jaundice  by  large  enemata  of  cold  water.  The  injections  are  said  to  overcome  the 
biliary  retention  by  exciting  peristalsis,  and  possibly  by  also  promoting  the  secre- 
tion of  bile.  Once  a day  a quart  or  two  of  water,  at  60°  to  70°  (12°-18°  R.),  is 
injected,  aud  is  retained  as  long  as  possible.  The  good  effect  is  said  to  he  observ- 
able in  a few  days,  both  in  the  general  condition  of  the  patient  and  in  the  dimin- 
ished amount  of  bile-pigment  in  the  urine,  as  well  as  the  darker  color  of  the 
stools. 

The  effort  has  also  been  made  to  empty  the  gall-bladder  by  manipulation. 
Gerhardt  states  that  sometimes  the  distended  viscus  can  not  only  be  felt  through 
the  abdominal  walls  {vide  supra),  but  it  can  be  so  fiinnly  compressed  as  to  squeeze 
its  contents  into  the  duodenum.  Sometimes  the  obstruction  is  said  to  yield  sud- 
denly, as  if  a plug  were  driven  out.  This  method  has  not  been  miiversally 
adopted.  It  seems  applicable  only  in  a limited  number  of  cases,  and  is  probably 
not  free  from  danger.  Several  authorities  have  recommended  external  faradiza- 
tion as  a means  to  stimulate  the  gall-bladder  to  contract  and  discharge  its  con- 
tents. We  believe  that  few  will  adopt  the  suggestion. 

APPENDIX. 

ACUTE  FEBRILE  JAUNDICE.  WEIL’S  DISEASE. 

Within  a few  years  an  acute  infectious  disease  has  become  known,  which 
invariably  causes  jaundice  and  may  therefore  be  properly  described  in  this  con- 
nection. It  was  first  described  by  Weil,  then  by  Fiedler  and  others. 

The  disease  is  most  frequent  in  the  months  of  summer.  It  attacks  by  prefer- 
ence young  and  middle-aged  men.  Fiedler  was  struck  by  the  frequency  with 
which  butchers  suffered  from  it.  The  symptoms  usually  begin  suddenly.  Ex- 
treme chilliness,  fever,  headache,  and  malaise  are  almost  always  present  at  the 
onset.  Jaundice  usually  appears  on  the  second  day,  and  it  may  become  severe. 
Its  immediate  cause  is  doubtless  obstruction  of  bile,  for  the  stools  are  colorless,  and 
the  urine  contains  an  abundance  of  bile-pigment.  The  constitutional  symptoms 
remain  for  several  days  quite,  severe.  The  patient  complains  of  violent  headache, 
wakefulness,  and  vertigo.  Sometimes  there  is  evident  stupor  or  mild  delirium. 
Upon  physical  examination  we  not  infrequently  notice  herpes  on  the  lips,  besides 
the  icterus.  The  tongue  is  coated.  Thei’e  is  nothing  unusual  about  the  lungs  or 
heart,  except  that  the  pulse  is  apt  to  be  quite  rapid.  Tlie  abdomen  is  not  particu- 
larly distended.  The  liver  is  often  enlai’ged,  but  not  always.  An  acute  splenic 
tumor  is  very  often,  but  not  invariably,  i)resent.  There  is  usually  diarrhoea.  Vom- 
iting may  occur.  There  is  generally  albuminuria;  and  not  infrequently  the  exist- 
ence of  a nephritis  is  shown  by  the  blood  and  casts  found  in  the  urine.  A very 
characteristic  symptom  is  the  violent  pain  in  the  muscles,  particularly  in  the 
calves,  of  which  most  patients  complain. 

With  these  symptoms  the  disease  persists  for  from  five  to  eight  days,  during 
which  i)criod  the  fever  is  often  very  considerable.  Temperatures  of  105°-106  ’8° 
(40°-41°  C.)  are  not  rare.  Then  the  fever  falls  by  lysis,  although  seldom  with  perfect 
regularity.  At  the  same  time  the  other  symptoms  abate  also,  and  convalescence 
emsues  after  an  illness  of  ten  to  fourteen  days  in  all.  Many  milder  cases  recover 
even  sooner.  An  unfavorable  termination  seems  to  be  quite  exceptional. 

It  is  highly  probable  that  this  perfectly  specilic  disease,  the  most  important 
symptoms  of  which  are,  as  wo  have  seen,  jaundice,  fever,  swelling  of  the  spleen, 
albuminuria,  aud  pain  in  the  muscles,  is  an  acute  infectious  process;  but  we  do 
iiot  yet  possess  any  precise  information  as  to  its  aetiology. 

The  treatment  must  be  purely  symptomatic.  In  the  beginjiing  calomel  is  use- 
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ful.  Later  on,  hydrochloric  acid,  rhubai-b,  and  the  like  are  prescribed.  The 
headache  is  relieved  by  an  ice-bag,  the  pain  in  the  muscles  by  rubbing  with  chloro- 
form liniment. 


CHAPTER  H. 

BILIARY  CALCULI. 

{Hepatic  Colic.  Cholelithiasis.) 

.Sltiolog^. — Although  gall-stones  are  of  very  frequent  occurrence,  we  do  not 
yet  possess  much  information  as  to  their  causation.  It  is  only  possible  to  state  a 
few  factors  which  very  probably  promote  their  formation. 

Biliary  retention  certainly  acts  in  this  way,  both  directly  and  by  leading  to  an 
increased  consistency  and  increased  concentration  of  the  bile.  As  a result,  certain 
constituents  which  were  before  held  in  solution  are  thrown  down.  And  yet  this 
cause,  however  potent,  can  not  be  regarded  as  the  only  one.  The  chemical  exami- 
nation of  gall-stones  leads  plainly  to  the  conclusion  that  their  formation  must  be 
preceded  by  certain  abnormal  chemical  processes  of  decomposition  and  of  trans- 
formation. We  can  not  otherwise  explain  why  the  constituents  of  gall-stones 
should  differ,  as  they  do  in  many  ways,  from  the  matters  which  normal  bile  holds 
in  solution.  For  example,  the  pigment  in  gall-stones  is  never  found  unchanged, 
but  invariably  exists  in  composition  with  lime.  Now,  normal  bile  contams  only 
a trace  of  lime,  so  that  long  ago  Frerichs  suggested  that  the  lime  comes  from  the 
mucous  membrane  of  the  gall-bladder.  It  is  an  important  fact  that  the  cholcs- 
terine,  and  probably  also  a portion  of  the  pigmentary  matters,  are  held  in  solution 
in  normal  bile  by  the  combination  of  sodium  with  the  biliai’y  acids  which  it  con- 
tains. If  this  sodium  salt  were  decomposed  from  any  cause,  the  matters  named 
would  naturally  be  precipitated.  The  decomposition  of  the  salts  formed  by  the 
bile-acids  is  greatly  promoted  if  the  bile  acquires  an  acid  reaction;  but  of  the  cir- 
cumstances in  which  this  last-mentioned  change  occurs  we  do  not  yet  have  any 
accurate  knowledge.  Possibly  fermentation  may  have  something  to  do  with  it. 
The  idea  that  often  a clump  of  mucus  forms  the  nucleus  of  a biliary  concretion 
lacks  chemical  confirmation,  for  mucus  is  never  found  in  the  stones. 

We  have  rather  more  knowledge  as  to  predisposing  causes  than  about  the 
chemical  processes  involved  in  the  formation  of  gall-stones. 

Age  seems  to  be  an  important  factor.  The  gi’eat  majority  of  patients  are  over 
forty.  Gall-stones  are  much  less  frequent  between  twenty  and  forty  years  of  age; 
and  in  children  they  are  very  rare,  although  they  have  been  obseiwed  in  the  new- 
born. One  reason  why  elderly  people  are  so  liable  to  this  trouble  is  said  be  the 
senile  weakness  of  the  muscular  fibers  of  the  gall-bladder.  Thus  stagnation  and 
retention  of  bile  are  promoted.  It  has  also  been  suggested  that  in  old  age  the 
bile  may  contain  an  excessive  amount  of  cholesterine  and  lime. 

Sex  also  has  a decided  influence.  All  authors  agree  that  gall-stones  are  more 
frequent  in  females  than  in  males,  the  proportion  being  about  three  to  two.  An 
explanation  of  this  fact  has  been  sought  in  the  sedentary  life  of  women,  and  par- 
ticularly in  the  mechanical  effect  of  tight  lacing,  impeding  the  outflow  of  bile. 

Much  has  been  said  about  certain  peculiarities  of  bodily  temperament  in  rela- 
tion to  cholelithiasis.  Obesity,  gout,  and  chronic  endarteritis  are  said  to  favor  the 
formation  of  gall-stones.  A like  influence  is  ascribed  to  excessive  indulgence  in 
meat  and  fat,  as  well  as  to  gluttony  in  general,  and  to  lack  of  exercise;  but  the 
real  impoi’tance  of  these  various  factors  is  not  at  all  deflnitely  determined. 
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Diseases  of  the  liver  and  bile-ducts  do  undeniably  promote  cholelithiasis,  for 
they  interfere  in  many  ways  with  the  discharge  of  bile  from  the  ducts  and  from 
the  gall-bladder.  Thus  they  may  cause  compression  or  obstruction  of  a duct,  or 
may  lead  to  degenerative  changes  in  the  tissues  of  the  gall-bladder.  The  view  is 
quite  generally  held,  but  is  apparently  incorrect,  that  even  a simple  chronic 
catarrh  of  the  bile-ducts  tends  to  cause  gall-stones.  Gall-stones  and  catarrh  of  the 
ducts  are  indeed  often  found  to  co-exist,  but  it  is  probable  that  the  catarrh  is  not 
the  cause,  but  the  result,  of  the  presence  of  gall-stones. 

Occurrence,  and  Chemical  and  Physical  Properties  of  GaU-stones. — The  place 
where  gall-stones  are  most  frequently  found  is  the  gall-bladder.  We  may  find  in 
it  any  number,  from  one  or  two  up  to  a hundred  and  more.  The  size  varies  from 
that  of  a grain  of  sand  up  to  that  of  a hen’s  egg.  The  large  stones  may  completely 
fill  the  gall-bladder ; and  sometimes  the  smaller  stones  are  numerous  enough  to 
fill  it  also.  The  stones  usually  lie  free  in  the  bladder,  although  exceptionally 
they  may  be  found  adherent  to  its  walls.  Rarely  the  bladder  presents  a diverticu- 
lum, in  which  a stone  has  been  formed.  The  lining  membrane  of  the  viscus  often 
suffers  such  mechanical  irritation  from  the  stones  as  to  present  quite  a severe 
catarrhal  inflammation.  Sometimes  there  is  even  a more  or  less  extensive  necrosis 
(utde  infra). 

Stones  which  are  found  in  the  larger  bile-ducts  were  not  formed  in  them,  but 
have  become  wedged  in  them  while  on  then’  way  to  the  intestine.  This  condition 
is  described  as  an  impaction  of  gall-stones.  Gall-stones  are  quite  often  found  in 
the  liver  itself,  and  frequently  in  large  numbers.  These  concretions  may  meas- 
ure half  a centimetre  to  a centimetre  in  diameter.  In  such  cases  the  small  intra- 
hepatic  bile-ducts  are  usually  a good  deal  wndened ; or  occasionally  they  present 
niches  in  which  the  stones  lie.  As  a rule,  the  hepatic  parenchyma  surrounding 
the  stone  is  in  a state  of  chronic  or  acute  purulent  inflammation  {vide  infra). 

In  form,  gall-stones  vary  infinitely.  The  smallest  are  irregular  masses,  well 
described  by  the  name  of  ‘‘  gall-sand.”  The  larger  stones  are  more  or  less  round, 
or  oval,  oi'  polyhedral.  The  polyhedra  are  usually  due  to  the  mutual  rubbing  and 
pressure  of  a number  of  stones  upon  oik;  another.  In  color,  the  stones  vary  ac- 
cording to  the  amount  of  pigment  they  contain,  from  almost  black  or  dark  biwvn 
to  a lighter  greenish  or  bright  yellow  shade.  A fresh  gall-stone  always  sinks  in 
water;  but  when  dry,  gall-stones  contain  air  and  generally  float.  On  cross-sec- 
tion, they  are  found  to  he  either  homogeneous  or  composed  of  layers.  As  a rule, 
there  is  a nucleus,  darkly  pigmented,  which  is  surrounded  by  a lighter-colored  en- 
velope, itself  either  made  up  of  concentric  layers  or  evidently  crystalline.  Often 
the  outermost  layers  are  still  distinguishable  as  peculiar  darker  and  harder  strata. 

As  to  chemical  composition,  gall-stones  are  usually  divided  into  several  groups. 
By  far  the  most  frequent  variety  is  made  up  of  cholesteriue  and  pigment  mixed 
h)gether  in  gi’eatly  varying  proportions.  The  pigment  is  part  of  it  in  its  natural 
state  and  part  of  it  combined  with  lime.  On  the  average,  atones  contain  about 
seventy  to  eighty  ))er  cent,  of  cholesteriue.  Besides  these  two  chief  ingredients, 
most  stones  also  contain  lime  and  magnesium.  In  color,  they  are  light  or  dark 
according  to  the  smaller  or  greater  proportion  of  coloring  matter  they  contain. 
Less  common  arc  stones  of  pui’e  cholesterine.  These  are  usually  found  singly,  are 
Soft,  and  often  are  almost  tran.sparcnt.  Most  cholesterine  atones  have  a nucleus 
of  pigment  and  lime  in  combination.  Pure  ])igmentary  concretions  are  rare,  and 
are  generally  small,  like  coarse  sand.  A still  gi'eater  rarity  is  a .stone  made  up 
entirely  of  lime.  Such  a stone  is  small  and  very  hard. 

It  should  also  be  added  that  just  as  is  the  case  with  renal  calculi,  an  organic 
cementing  substance  can  bo  detected  by  the  microscope  in  gall-stones.  This  is  in 
part  itself  calcified,  in  part  it  unites  the  separate  crystals  (Posner). 
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Pathological  and  Clinical  Consequences  of  Gall-Stones.— Gall-stones  may  remain 
for  a long  while  in  the  gall-hladder,  and  even  in  the  liver,  without  causing  the 
slightest  unpleasant  symptom.  It  is  not  at  all  unusual  to  find  gall-stones  unex- 
pectedly at  an  autopsy. 

In  other  cases,  however,  gall-stones  occasion  severe  suffering,  and  sometimes 
even  death.  These  grave  phenomena  may  he  due  either  to  certain  mechanical 
conditions,  like  impaction,  or  occlusion  of  the  bile-ducts ; or  to  secondary  inflam- 
mation resulting  from  their  presence.  These  two  kinds  of  disturbance  must  now 
be  discussed  in  detail. 

Gall-stones  not  infrequently  leave  the  place  where  they  were  formed.  Stones 
formed  in  the  liver  are  gradually  driven  onward  by  the  current  of  the  bile,  and 
pass  through  the  hepatic  duct  into  the  common  duct  and  the  intestine.  The  more 
numerous  concretions  formed  within  the  gall-bladder  also  often  change  their  loca- 
tion. What  should  make  them  move  is  not  perfectly  determined.  Probably  there 
are  various  factors;  in  the  first  place,  contraction  of  the  muscular  coat  of  the  gall- 
bladder; and  then  probably  the  weight  of  the  stone;  and  the  pressure  of  the  dia- 
phragm and  the  abdominal  walls,  as  in  breathing,  defecation,  and  vomiting. 
When  once  a stone  has  entered  the  biliary  passages,  we  must  regard  the  secretion 
behind  it  as  the  chief  propulsive  power;  for  neither  the  cy,stic  nor  the  common 
duct  possesses  muscular  fibers. 

Small  calculi  may  effect  their  escape  without  exciting  any  attention ; but  the 
passage  of  larger  ones  produces  a very  characteristic  set  of  symptoms,  known  un- 
der the  name  of  hepatic  colic.  Attacks  of  pain  are  frequently,  though  not  always, 
the  first  symptom  of  the  passage  of  gall-stones.  The  intensity  of  the  suffering 
varies  greatly  in  different  cases.  It  may  he  so  mild  and  ill-defined  as  not  to  sug- 
gest its  true  cause,  or  it  may  be  unbearable. 

A typical  attack  of  hepatic  colic  either  begins  suddenly,  or  it  has  for  prodro- 
mata  nausea,  chilliness,  and  mild  constitutional  disturbance.  The  most  frequent 
time  for  its  occurrence  is  a few  hours  after  dinner.  The  pain  maybe  violent  from 
the  start;  or,  if  at  first  less  severe,  it  quickly  reaches  an  extreme  degree.  It  is  usu- 
ally felt  chiefly  in  the  epigastrium  and  the  right  hypochonch’ium,  but  radiates 
thence  backward  and  toward  the  shoulders,  or  even  into  the  right  arm.  The  pain 
comes  in  paroxysms,  being  worse  each  time  till  it  becomes  extremely  severe. 
General  convulsions  have  been  repeatedly  observed  as  a result  of  the  pain,  par- 
ticularly in  nervous  individuals.  Quite  often  there  is  a severe  rigor.  Vomiting 
is  also  common.  Usually  there  is  constipation.  As  a rule,  there  is  great  consti- 
tutional disturbance;  there  are  extreme  languor  and  weakness,  with  an  appearance 
which  suggests  collapse.  The  pulse  is  small  and  somewhat  accelerated;  less  fre- 
qiiently,  it  is  slower  than  normal.  The  temperature  is  normal.  During  the 
rigor,  however,  it  may  be  elevated  to  104°  (40°  C.)  or  more.  On  physical  ex- 
amination, the  liver  is  more  or  less  enlarged;  and  sometimes  it  is  possible  to 
feel  a full  and  distended  gall-bladder,  or  at  least  to  find  a dullness  on  percussion 
corresponding  to  it.  Jaundice  often  appears  toward  the  end  of  the  attack,  hut 
not  invariably.  Of  course  it  can  be  caused  by  a calculus  only  when  it  blocks  up 
the  hepatic  or  common  ducts.  Occlusion  of  the  cystic  duct  would  :iot  produce  it. 

The  duration  of  an  attack  is,  in  mild  cases,  only  a few  hours,  and  in  severer 
ones  seldom  more  than  one  or  two  days.  Probably  the  pain  ceases  the  instant 
the  stone  has  successfully  passed  the  final  narrow  portion  of  the  common  duct, 
just  above  its  opening  into  the  intestine.  Perhaps  relief  is  sometimes  due  to  the 
stone’s  slipping  back  again  into  the  gall-bladder.  If  the  faeces  are  carefully  ex- 
amined after  an  attack  is  ended,  we  often  find  one  or  more  calculi.  The  best 
method  of  search  is  to  pour  the  faeces  upon  a sieve,  after  adding  water  to  them. 
In  one  or  two  instances,  gall-stones  have  passed  into  the  stomach  and  been 
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vomited  up.  The  interval  between  difFerent  attacks  varies.  Sometimes  months 
or  years  intervene,  sometimes  only  a little  while.  Not  infrequently  there  is  a 
quick  succession  of  attacks,  and  then  none  for  years  or  even  for  a lifetime.  In 
the  intervals  the  patient  may  feel  perfectly  well,  but  he  may  have  a slight  jaun- 
dice or  an  enlarged  liver  or  chronic  digestive  disturbance. 

Permanent  impaction  of  a stone  at  any  point  in  the  biliary  passages  gives  rise 
to  quite  differeiit  phenomena.  Usually  the  violent  symptoms  of  hepatic  colic  per- 
sist for  some  days,  but  then  abate,  leaving  behind  only  a dull  pain  subject  to  occa- 
sional exacerbations.  Sometimes  the  symptoms  almost  all  vanish,  in  case  the 
passage  is  not  entirely  occluded.  If,  however,  no  bile  whatever  can  pass,  further 
trouble  is  to  be  expected.  If  the  calculus  lies  in  the  cystic  duct,  mucus  collects  in 
the  gall-bladder  and  gradually  distends  it.  The  coloring  matter  of  the  retained 
bile  is  gradually  absorbed,  so  that  finally  the  contents  of  the  gall-bladder  is  an 
almost  colorless  mucous  fluid.  This  condition,  of  course,  arises  just  the  same 
from  occlusion  of  the  cystic  duct  due  to  any  other  cause.  It  is  termed  dropsy  of 
the  gall-bladder.  Sometimes  the  distended  viscus  can  be  felt  thi’ough  the  abdomi- 
nal walls.  If  a gall-stone  lodges  in  the  hepatic  duct,  or,  as  is  much  oftener  the 
case,  in  the  common  duct,  and  dams  up  the  bile,  chronic  jaundice  is  inevitable. 

Another  series  of  very  important  symptoms  is  due  to  the  secondary  inflamma- 
tion or  ulceration  resulting  from  the  impaction.  A gall-stone  may  excite  a sec- 
ondary inflammation,  no  matter  where  it  lodges,  whether  in  the  gall-bladder  or  the 
ducts,  or  in  the  liver  itself.  The  phenomena  are  quite  analogous  to  the  inflamma- 
tion which  a faecal  calculus  excites  in  the  vermiform  appendix  {vide  supra).  The 
first  effect  of  the  stone  is  purely  mechanical.  Its  pressure  causes  a simple  necrosis 
of  the  mucous  membrane.  The  inflammation  and  ulceration  are  developed  sec- 
ondarily around  the  necrosed  tissue;  but  once  started,  they  may  spread.  The 
germs  which  excite  the  inflammation  are  probably  in  all  cases  derived  from  the 
intestinal  canal.  As  long  as  the  ulcerative  process  is  confined  to  the  mucous 
membrane  there  are  no  special  symptoms ; but  quite  often  it  gradiially  involves 
the  deeper  tissues  or  invades  neighboring  organs.  In  such  cases  the  number  of 
possible  events  is  almost  infinite.  We  shall  mention  here  only  a few  of  the  most 
frequent  and  important. 

If  the  gall-bladder  or  one  of  the  large  ducts  is  perforated,  the  bile  flows  into 
the  abdominal  cavity.  Gall-stones  also  have  more  than  once  escaped  in  the  same 
way.  Such  a perforation  is  almost  invariably  followed  by  a purulent  and  usually 
quickly  fatal  peritonitis.  This  is  not  excited  by  the  bile  itself,  for  normal  bile 
does  not  provoke  inflammation,  biit  it  is  due  to  septic  matter  (or  decomposed  bile), 
which  also  gains  access  to  the  peritoneum.  Rarely  there  is  perforation  outward. 
The  inflamed  gall-bladder  forms  adhesions  to  the  abdominal  walls,  the  ulceration 
slowly  progresses,  and  finally  reaches  the  surface  of  the  body.  Thus  a genuine 
“external  fistula  of  the  gall-bladder  ” may  be  formed,  through  Avhich  bile  and  cal- 
culi are  discharged.  Moi-e  frequent  than  either  of  these  occurrences  is  perfora- 
tion into  neighboring  organs,  and  into  the  duodenum  iir  particular.  Virchow,  and 
uiore  lately  Fiedler,  have  pointed  out  that  we  can  not  explain  the  appearance  of 
large  gall-stones  in  the  fceces  on  any  other  su])position  than  that  of  duodenal  per- 
foration ; for  it  is  hardly  su])posable  that  calculi  the  size  of  a walnut  or  even 
larger  should  pass  through  the  bile-ducts  if  in  a normal  state.  Of  course,  the  bile 
can  also  escape  through  this  same  abnormal  opening,  whereupon  the  symptoms 
of  biliary  retention  and  those  due  to  lack  of  bile  in  the  intestines  cease.  There. 

ave  been  a few  cases  of  similar  perforation  into  the  stomach  ami  the  colon,  and 
even  into  the  portal  vein  and  the  urinary  passages. 

The  clinical  symptoms  of  all  these  secondary  inflammatory  and  ulcerative  pro- 
cesses may,  of  courae,  vary  greatly.  Sometimes  the  symptoms  are  for  a long  time 
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so  indefinite  that  no  diagnosis  can  be  made  with  any  degree  of  certainty.  There 
are  abdominal  pain,  occasional  febrile  attacks,  constitutional  derangement,  and 
anorexia — symptoms  which,  to  be  sure,  indicate  some  serious  trouble,  but  do  not 
reveal  its  nature.  The  case  is  different  if  there  be  a previous  history  of  colic, 
jaundice,  the  appearance  of  gall-stones  in  the  stools,  or  similar  more  definite  indi- 
cations. If  perforation  into  the  abdominal  cavity  takes  place,  acute  and  severe 
peritonitis  is,  as  we  have  said,  almost  inevitable.  If  a perforation  into  other 
organs  occurs,  the  only  sign  by  which  it  can  be  recognized  is  the  discharge  of 
gall-stones  through  some  unusual  channel — for  instance,  through  the  abdominal 
walls,  or  the  oesophagus,  or  the  urinary  organs.  The  “ biliary  abscesses  ” which 
may  be  produced  in  the  liver  by  gall-stones  will  be  considered  under  the  general 
head  of  hepatic  abscesses.  It  is  worth  while  to  mention,  that  in  rare  instances 
large  gall-stones  which  have  reached  the  intestinal  canal  cause  obstruction  of  the 
gut.  There  have  also  been  a few  cases  of  secondaiy  inflammation  and  ulceration 
of  the  intestine  due  to  gall-stones. 

Diagnosis. — It  is  evident  from  what  has  been  already  said  that  often  the  diag- 
nosis of  cholelithiasis  is  easy  and  indubitable,  while  in  other  cases  the  symptoms 
and  course  of  the  disease  are  obscure  and  ambiguous.  The  attacks  of  colic  are 
certainly  the  most  characteristic  symptom.  We  should  therefore  make  it  a rule, 
in  case  of  severe  paroxysmal  pain  in  the  region  of  the  stomacli  or  liver,  to  think 
of  the  possibility  of  gall-stones.  Any  mild  jaundice  accompanying  such  an  attack 
tnakes  the  diagnosis  more  probable.  For  absolute  certainty,  however,  we  need 
to  find  the  stones  in  the  dejecta;  but  even  without  this,  in  most  of  the  typical 
cases,  the  disease  may  be  correctly  diagnosticated.  It  is  most  easily  confounded 
with  cardialgia,  iute.stiual  colic,  renal  colic,  and  attacks  of  pure  “ neuralgia  in  the 
distribution  of  the  hepatic  plexus.”  Observation  of  the  patient  for  a considerable 
time  may  often  be  required  in  order  to  reach  a definite  conclusion. 

It  is  but  seldom  that  physical  examination  of  the  liver  in  this  disease  yields  de- 
cisive results.  Still  it  is  possible,  as  has  been  said,  that  a gall-bladder  distended 
with  calculi  may-be  felt  through  the  abdominal  walls.  Sometimes  we  can  even 
hear  with  a stethoscope  the  friction  of  the  stones  upon  each  other. 

Prognosis. — We  have  already  enumerated  the  manifold  dangers  which  are 
incident  to  cholelithiasis,  but  on  the  whole  these  untoward  results  seldom  occur. 
As  a rule,  the  termination  is  favorable.  Either  the  calculi  escape  in  some  way, 
and  there  is  complete  recovery ; or  at  least  the  symptoms  abate,  and  the  patient 
feels  as  well  as  ever,  although  the  possibility  of  a relapse  hangs  over  him. 

As  to  the  separate  symptoms,  the  colic  itself  is  very  seldom  dangerous.  In  a 
very  few  cases  of  exti’eme  severity  there  has  been  a fatal  collapse.  Permanent 
obstruction  of  the  common  duct  is  woi’se,  because  it  greatly  impairs  nutrition,  and 
also  leads  to  secondary  changes  in  the  liver  {vide  infra).  The  most  favorable 
direction  for  a perforation  to  take  is  into  the  small  intestine.  It  would  seem  that 
the  fistula  thus  originated  may  even  heal  up  perfectly.  The  ulcerative  process  may 
cause  an  unfavorable  result  by  entailing  a cicatricial  closure  of  the  common  duct. 

Treatment. — Our  first  efforts  must  be  directed  to  a relief  of  the  symptoms 
excited  by  the  gall-stones.  We  must  further  endeavor  to  promote  their  discharge 
from  the  body  and  to  prevent  the  formation  of  new  ones. 

It  is  the  hepatic  colic  which  most  often  demands  therapeutic  interference.  The 
most  important  and  indispensable  i-emedy  is  opium  or  morphine.  If  there  is 
violent  pain,  a grain  of  opium  (0‘05  gi’m.)  is  usually  required  every  hour  or  two. 
If  there  is  vomiting,  or  if  immediate  relief  is  called  for,  a sixth  to  a third  of  a 
grain  (0'01-0  02  grm.)  of  morphine  may  be  injected  subcutaneously.  Other  nar- 
cotics, like  chloral  and  belladonna,  are  seldom  needed.  In  the  way  of  external 
applications  to  the  hepatic  region,  warm  or  hot  poultices  serve  the  best  purpose. 
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Some  few  patients  get  more  comfort  from  an  ice-bag.  Usually  some  relief  can  be 
obtained  from  a mixture  of  equal  parts  of  chloroform  and  olive-oil  rubbed  gently 
in  over  the  liver.  Sometimes  relief  is  obtained  by  a prolonged  warm  bath.  For 
violent  emesis,  opium,  potassic  bromide,  or  bits  of  ice  may  be  administered.  In 
collapse,  we  must  exhibit  such  stimulants  as  wine,  strong  black  coffee,  or  even 
ether  or  camphor  subcutaneously.  After  the  colic  is  over,  some  mild  laxative, 
such  as  a mineral- water,  is  generally  given,  to  favor  the  evacuation  of  such  calculi 
as  may  have  entered  the  intestinal  canal. 

[When  giving  repeated  doses  of  opium  for  biliary  or  renal  colic,  it  should  be 
remembered  that  the  pain  will  cease  abruptly  as  soon  as  the  stone  ceases  to  obstruct 
the  passage,  and  that  severe  toxic  effects  of  the  drug  may  then  appear.  In  bilious 
colic  the  distance  to  be  traversed  by  the  stone  is  relatively  short,  and  in  that  affec- 
tion especially  the  inhalation  of  ether  or  chloroform  is  sometimes  the  best,  and, 
indeed,  the  imperative  treatment. 

The  operation  of  cholecystotoiny  has  now  won  for  itself  an  enviable  position 
in  surgery,  and  in  the  hands  of  a skilled  surgeon  gives  permanent  relief  at  rela 
tively  small  risk  to  cases  of  recui’rent  and  persistent  gall-stone  impaction  which 
are  quite  beyond  the  reach  of  internal  remedies.] 

The  second  indication,  namely,  to  prevent  the  formation  of  fresh  concretions, 
is  best  met  by  certain  alkaline  mineral  waters.  Just  how  they  act  is  uncertain, 
but  that  they  do  exert  a favorable  influence  has  heen  satisfactorily  established  by 
experience.  The  springs  of  Carlsbad  have  gained  the  highest  reputation  of  any. 
If  the  patient’s  circumstances  permit,  it  is  always  best  to  send  him  to  Carlsbad. 
During  the  “ cure  ” there  it  often  happens  that  a large  number  of  gall-stones  are 
passed  with  comparatively  little  discomfort,  and  the  patient  not  infrequently 
returns  home  to  enjoy  for  years,  or  even  for  life,  freedom  from  his  old  trouble. 
Vichy  is  good,  as  are  also  Kissingen,  Homburg,  Marienbad,  and  Ems.  If  the 
patient  can  not  travel,  he  must  drink  Carlsbad  water  at  home  for  a month  or  six 
weeks. 

All  the  other  remedies  are  of  dubious  efficacy.  “ Durande’s  remedy,”  which  is 
a mixture  of  three  parts  of  ether  and  two  parts  of  oil  of  turpentine,  is  much  in 
vogue:  twenty  or  thirty  drops  are  to  be  given  two  or  three  times  daily  for  a long 
while.  The  inteimal  use  of  chloroform  is  also  recommended.  Ten  or  fifteen 
drops  in  some  mucilaginous  vehicle  are  given  three  or  four  times  a day.  Of 
newly  suggested  remedies,  salicylate  of  sodium  deserves  especial  mention.  It 
certainly  promotes  the  secretion  of  hile.  It  is  given  in  long-continued  small 
doses  (30  grains  to  1 drachm — 2'0-4'0  grm. — per  diem).  Italian  physicians  highly 
praise  the  free  use  of  olive-oil,  say  six  or  seven  ounces  (200‘0  grm.)  daily  in  divided 
doses.  It  is  said  that  in  obstinate  and  severe  cases  of  hepatic  colic  the  oil  some- 
times causes  marked  improvement. 

[Most  of  the  oil  is  passed  in  lumps,  which  have  a superficial  resemhlauce  to 
gall-stones,  and  are  sometimes  called  such.] 

If  perforation,  peritonitis,  or  any  other  special  complications  arise,  they  are  to 
be  treated  on  general  principles. 
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CHAPTER  HI. 

SUPPURATIVE  HEPATITIS. 

{Hepatic  Abscess.) 

.Etiology.— Exclusive  of  traumatism  there  are  two  ways  by  which  bacteria 
may  penetrate  into  the  liver,  there  to  excite  a suppurative  inflammatioji — namely, 
by  the  blood  and  through  the  bile-ducts.  In  tlie  circtdatory  system  the  main  route 
is  by  way  of  the  portal  vein,  by  which  germs  from  the  intestines  reach  the  liver. 
This  explains  why  many  ulcerative  processes  in  the  intestine,  like  severe  dysen- 
tery,  ai’e  followed  by  hepatic  abscess;  and  why  purulent  pylephlebitis  (q.  v.)  and 
other  suppurative  processes  within  the  portal  system  may  have  a similar  sequel. 
In  general  pyaemia,  the  germs  must  take  a very  circuitous  route  in  order  to  reach 
the  liver.  They  must,  on  leaving  the  primary  abscesses,  first  enter  the  -veins  and 
the  lungs,  and  then  gain  the  liver  by  way  of  the  hepatic  ai’tery.  It  has  been  well 
known  for  a long  time  that  suppurating  wounds  of  the  head  are  followed  by 
hepatic  abscess  with  comparative  frequency.  Perhaps  it  may  exceptionally  happen 
that  infectious  matter  enters  the  hepatic  veins  by  ‘‘retrogressive  embolism”  from 
the  vena  cava. 

The  germs  which  make  their  way  into  the  liver  from  the  bile-ducts  invariably 
originate  in  the  intestine.  In  these  cases  the  hepatic  inflammation  is  almost 
invariably  preceded  by  disease  of  the  biliary  passages.  The  most  frequent  cause 
by  far  of  this  variety  of  hepatic  abscess  is  the  formation  of  gall-stones.  The  two 
most  essential  factors  arc  the  mechanical  injury  caused  by  the  concretion — that  is, 
necrosis  from  pressure — and  the  decomposition  of  the  retained  bile. 

Among  us,  hepatic  abscesses  are  rarely  occasioned  in  other  -ways  than  those 
indicated;  but  in  the  tropics  it  is  said  that  quite  a large  number  of  apparently 
primai’y  hepatic  abscesses  are  met  with.  Their  origin  is  not  yet  exj)lained, 
although  in  this  case  also  there  is  most  probably  an  invasion  of  pyogenic  bacteria 
from  the  intestine. 

Pathology. — The  smallest  and  as  yet  imperfectly  developed  abscesses  best  illus- 
trate the  mode  of  formation.  We  find  the  blood-vessels  choked  with  micrococci, 
and  the  cells  of  the  surrounding  parenchyma  void  of  nuclei  and  in  process  of  dis- 
integi’ation.  Along  the  course  of  the  blood-vessels  nuclei  are  very  abundant. 
These  are  due  to  white  corpuscles  which  have  escaped  through  the  vascular  walls. 
The  cells  and  the  liquid  exudation  rapidly  increase,  and  there  is  complete  destruc- 
tion of  the  hepatic  parenchyma,  and  the  formation  of  an  abscess  in  its  place.  This 
may  extend  indefinitely  in  all  directions.  Large  abscesses  may  at  last  involve 
an  entire  lobe.  In  other  cases  the  suppurative  process  is  limited  by  encapsula- 
tion. Sometimes  quite  large  portions  of  the  liver  become  necrotic  and  slough  off, 
under  the  influence  of  what  is  called  “sequestrating”  suppuration.  We  almost 
invariably  find  some  shreds  of  hepatic  tissue  in  the  pus  of  hepatic  abscesses. 
Where  the  abscess  is  due  to  gall-stones,  the  latter  are  found  in  the  pus. 

Small  abscesses  may  be  absorbed,  but  they  ai'e  often  merely  symptomatic  of 
pyaemia  or  some  such  disease,  which  is  itself  incurable.  Larger  abscesses  may 
point  into  neighboring  organs.  If  they  are  discharged  into  the  abdominal  cavity, 
diffuse  peritonitis  follovv's.  The  most  favorable  termination,  and  one  repeatedly 
observed,  is  perforation  through  the  abdominal  walls,  after  these  walls  and  the 
liver  have  been  joined  by  adhesions.  They  may  also  break  into  the  pleural  cavity, 
the  pericardium,  the  intestine,  and  the  pelvis  of  the  right  kidney. 

Clinical  History. — An  absolutely  complete  clinical  description  of  hepatic 
ab.scess  is  impossible,  because,  as  we  have  seen,  it  may  be  a symptom  of  such 
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diverse  pathological  processes.  Hepatic  abscesses  are  often  found  post  mortem 
which  had  given  no  previous  indication  of  their  presence  ; this  is  frequently 
true  in  pyiemia.  In  other  cases  there  are  symptoms,  in  part  directly  referable  to 
the  seat  of  inflammation,  and  in  part  due  to  its  influence  upon  neighboring 
organs. 

Enlargement  of  the  liver  can  often  be  made  out  by  percussion  or  even  by  pal- 
pation. It  is  the  result  of  swelling  and  hypersemia  involving  the  entire-  organ. 
Extensive  abscesses  may  give  much  more  definite  signs  of  their  presence,  however, 
if  situated  near  the  anterior  edge  of  the  organ.  They  are  sometimes  felt  through 
the  abdominal  walls  as  hemispherical  and  actually  fluctuating  tumors.  It  is  not 
so  very  I’ai’e  for  tropical  hepatic  abscess  to  attain  these  dimensions. 

Pain  in  the  right  hypochondrium,  although  it  may  be  entii-ely  absent  when 
the  abscesses  are  small,  even  if  they  are  numerous,  is  often  violent  and  persistent 
when  the  abscess  is  large.  It  is  excited  by  the  tension  of  the  peritoneal  covering 
of  the  liver,  or  by  a x^erihepatitis.  The  pain  often  radiates, — and  with  especial 
frequency,  it  is  said,  into  the  neighborhood  of  the  right  shoulder. 

The  course  of  the  fever  may  prove  a strong  diagnostic  point.  When  the  abscess 
is  chronic  and  encapsulated  there  may,  it  is  true,  be  no  fever  whatever ; but,  as  a 
rule,  fever  does  exist,  and  often  presents  a very  characteristic  intermittent  char- 
acter. There  ai’e  great  elevations,  usually  ushered  in  by  a chill,  and  succeeded 
by  deep  depressions  of  temperature  accompanied  by  perspiration.  If  the  hepatic 
trouble  is  merely  a symptom  of  general  pyaemia,  then  the  fever  is  to  be  ascribed 
to  the  latter;  but  if  there  are  signs  of  a severe  local  hepatic  disease,  such  as  pain, 
enlargement,  and  jaundice,  and  if  these  febrile  attacks  come  on  at  irregular  inter- 
vals, we  should  always  consider  the  x^ossibility  of  abscess  of  the  liver.  In  the 
cases  of  large  tropical  abscess  this  sort  of  fever  is  the  rule.  It  is  most  frequent 
with  us  in  cases  of  purulent  x^ylephlebitis  and  of  abscess  excited  by  gall-stones. 
The  "'fidvre  mtermittente  hepatique  ” of  the  French  is  in  most  instances  due  to 
the  presence  of  gall-stones  in  the  liver,  with  secondary  suppuration. 

Among  the  secondai’y  symptoms  of  hepatic  abscess  jaundice  is  prominent.  It 
is  not  invariably  x^’esent,  however,  occurring  only  when  the  abscess  has  com- 
pressed some  large  biliary  duct,  and  has  thus  given  occasion  to  the  absorption  of 
bile  by  the  lymphatics.  In  rare  instances  the  abscess  compresses  the  portal  vein 
and  thus  causes  ascites.  There  may  be  pulmonary  symxitoms  of  considerable 
importance,  even  when  there  are  no  actual  pulmonary  comphcations.  This  is 
because  the  right  half  of  the  diax>hragm  is  crowded  uxJ  by  abscesses  pi-ojecting 
from  the  convex  surface  of  the  liver.  Hiccough  is  sometimes  a source  of  distress, 
and  may  be  due  to  the  pressure  of  the  abscess  upon  the  stomach.  Vomiting  is 
also  a rather  common  and  often  very  troublesome  symptom. 

There  is  almost  always  gi-eat  constitutional  disturbance.  The  patient  has  no 
appetite,  and  loses  flesh,  particularly  if  tliei’e  ai-e  frequent  febrile  exacerbations. 
Often  there  are  severe  nervous  attacks.  Very  exceptionally,  the  disease  remains 
latent  for  a long  while,  and  does  not  disturb  the  general  health  to  any  great 
extent. 

The  course  of  the  disease  depends  mainly  upon  the  nature  of  the  oi’iginal  dis- 
turbance. Severe  pyacmic  cases,  in  the  course  of  which  hei)atic  abscesses  develox>, 
are  generally  brief,  and  are  almost  invariably  fatal.  Abscesses  due  to  gall-stones, 
and^  the  large  abscesses  which  are  apparently  idiopathic,  are  generally  chronic, 
lasting  for  weeks,  or  even  for  many  months.  Cases  exhibit  manifold  diversities, 
according  to  the  position,  size,  number,  and  sequela;  of  the  abscesses.  Among  the 
IKJssible  results,  wo  would  once  more  call  attention  to  perforation  into  neighboring 
organs.  If  the  x^us  is  discharged  externally,  recovery  may  ensue;  as  also  if  the 
pus  roaches  the  intestinal  canal  or  the  bronchi,  which  seldom  haxix^ens.  Perfor.a- 
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tion  into  the  abdominal  cavity  al\rays  excites  a fatal  acute  peritonitis.  As  a gen- 
eral rule,  hepatic  abscess  finally  proves  fatal,  recovery  being  exceptional.  Death 
is  due  either  to  the  gradual  loss  of  strength  or  to  some  complication. 

Treatment.  Local  bleeding,  counter-irritation,  i^urgatives,  and  emetics  are 
among  the  remedies  which  are  advocated,  but  we  can  hardly  expect  them  to  exert 
much  influence  upon  a hepatic  abscess.  The  best  way  is  to  treat  the  case  purely 
symptomatically,  seeking  to  keep  up  the  patient’s  strength  and  mitigate  his  suf- 
fering until,  if  we  are  very  fortunate,  "we  have  a chance  for  operative  interference. 
When  once  the  other  symptoms  are  re-enforced  by  the  discovery  on  palpation  of 
a fluctuating  tumor,  the  diagnosis  is  established,  and  the  pus  should  be  evacuated 
and  the  cavity  drained.  Particulars  about  the  operation  should  be  sought  in 
woi'ks  on  surgery.  More  than  one  case  of  the  large  tropical  abscess  has  been 
cured  in  this  way;  but  the  cases  which  are  most  common  among  us — namely, 
embolic  abscesses  and  those  excited  by  gall-stones— hardly  ever  aft'ord-  any  oppor- 
tunity for  surgical  interference. 


CHAPTER  IV. 

CIRRHOSIS  OF  THE  LIVER. 

{Chronic  Diffuse  Interstitial  Hepatitis.  Laennec's  Cirrhosis.  Gin-drinJcer's  Liver.) 

.Etiology  and  Pathology.— Cirrhosis  of  the  liver  is  usually  defined  as  a diffuse 
interstitial  inflammation,  chronic  in  duration,  and  resulting  in  a secondary  atro- 
phy of  the  true  hepatic  parenchyma.  This  conception  makes  the  disease  perfectly 
analogous  to  “chronic  interstitial  inflammation  ’’  of  the  kidney  and  many  other 
organs.  Weigert’s  careful  study  of  the  processes  of  “ chronic  interstitial  nephritis  ” 
has  shown  that  at  least  a large  part  of  the  changes  which  take  place  in  the  con- 
nective tissue  are  not  primaiy,  but  secondary,  and  the  consequence  of  a primary 
destruction  of  the  genuine  renal  parenchyma.  The  question  naturally  suggests 
itself,  whether  the  same  may  not  be  true  of  the  apparently  closely  allied  phenom- 
ena of  hepatic  cirrhosis.  We  feel  justified,  therefore,  in  seeking  the  origin  of  the 
disease  in  a primary  in jui’y  and  consequent  partial  destruction  of  the  hepatic  cells, 
whereupon  follow  a secondary  proliferation  and  final  contraction  of  the  interstitial 
tissue,  just  as  is  seen  in  lesions  of  the  parenchyma  of  the  kidneys,  spinal  cord,  and 
heart. 

Such  a conception  would  be  extremely  compatible  with  one  fact  about  the  feti- 
ology  of  the  disease,  namely,  that  chronic  alcoholism  is  universally  regarded  as  a 
potent  predisposing  cause.  Hence  the  English  name,  “ gin-drinker’s  liver.”  The 
harmful  influence  of  alcohol  can  be  appreciated,  if  we  remember  that  on  being 
absorbed  it  is  carried  directly  by  the  blood-vessels  to  the  liver.  The  stronger 
liquors  are  more  potent  for  evil  in  this  direction;  wine  and  beer  are  not  harmless, 
however.  According  to  the  usual  view  of  the  disease,  the  poison  excites  a chronic 
inflammation  of  the  connective  tissue ; while,  according  to  the  new  view,  the  alco- 
hol exerts  a specific  injurious  influence  upon  the  hepatic  cells  jjroper,  impairing 
their  nutrition,  and  finally  causing  their  destruction.  That  the  disease  attacks  the 
periphery  of  the  lobules  and  the  interlobular  connective  tissue  is  equally  conso- 
nant with  either  theoiy.  It  is  well  known  that  the  capillary  anastomoses  of  the 
portal  vein  are  situated  between  the  lobules. 

The  abuse  of  alcohol  is  by  no  means  the  only  cause  of  cirrhosis,  for  quite  often 
the  disease  attacks  persons  in  whose  case  no  such  aetiology  is  possible.  In  such 
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insttiiicGS  w6  £irG  sclclorn  nblc  to  dGmonstr^tG  tliG  i*g^1  CcItisg.  TIig  gxcgssivg  usg  of 
spicGS,  and  other  analogous  substances,  has  sometimes  been  regarded  as  causative. 
It  is  also  said  that  sometimes  malaria,  and  the  acute  infectious  diseases,  leave 
behind  them  a tendency  to  cirrhosis.  The  form  of  ciri’hosis  which  follows  dis- 
eases of  the  bile-ducts,  and  also  “ syphilitic  cirrhosis,”  will  receive  separate  consid- 
eration. 

Cirrhosis  of  the  liver  is  seen  much  oftener  in  men  than  in  women,  and  usually 
occurs  in  middle  life. 

The  anatomical  changes  are  generally  divided,  without  regard  to  the  way  in 
which  they  are  brought  about,  into  two  stages.  In  the  ‘first  stage  the  liver  is 
uniformly  enlarged,  resistant,  with  its  edge  blunt,  and  its  surface  at  first  per- 
fectly smooth,  but  later  presenting  little  dimples.  On  section,  the  increased  con- 
sistency, or  “ interstitial  induration  ” of  the  liver,  can  be  readily  perceived.  The 
acini  are  separated  from  one  another  by  a relatively  thick  band  of  grayish-red 
intei-stitial  tissue,  and  are  at  first  readily  distinguishable.  Later  on,  the  interstitial 
hyperplasia  invades  the  acini  themselves,  and  they  cease  to  be  discernible.  The 
microscope  shows  that  the  cause  of  this  increase  in  size  and  firmness  of  the  organ 
is  due  exclusively  to  the  abundant  cellular  infiltration  and  the  new  formation  of 
connective  tissue  between  the  individual  lobules.  The  neighboring  cells  of  the 
parenchyma  exhibit  signs  of  disintegration,  undergoing  either  simple  atrophy  or 
else  fatty  degeneration. 

The  second  stage  corresponds  with  the  process  of  contraction  of  the  newly 
formed  connective  tissue,  but  in  this  stage  the  destruction  of  the  proper  hepatic 
tissue  has  already  assumed  grave  proportions.  On  the  old  theory,  the  parenchyma 
perishes  because  of  the  great  disturbance  of  circulation  in  the  portal  capillaries, 
great  numbers  of  which  are  obliterated  by  the  shrinking  of  the  connective  tissue. 
Under  this  process  of  contraction  the  liver  undergoes  progressive  atrophy,  and  its 
surface  becomes  mammillated.  The  size  of  the  nodules  varies.  The  size  of  the 
whole  organ  may  be  reduced  one  half,  or  even  more.  Frequently  its  general  con- 
tour is  considerably  modified.  Upon  microscopic  examination,  we  now  find 
merely  vestiges  of  parenchyma,  embracing  which  are  wide,  firm  bands  of  connect- 
ive tissue.  Even  within  the  acini  there  is  decided  intei’stitial  hyperplasia  along 
the  blood-vessels.  Brown  masses  of  pigment  are  often  found  here  and  there, 
which  have  been  left  behind  by  the  hepatic  cells  now  destroyed.  Regenerative 
changes  can  also  be  detected  quite  frequently.  The  most  common  of  these  is 
the  formation  of  small  biliary  passages  in  the  broad  bands  of  interstitial  tissue. 

The  division  of  hepatic  cirrhosis  into  two  stages  is  somewhat  diagrammatic,  foi* 
there  is  really  no  sharp  dividing  line  between  them.  The  same  liver  may  in  dif- 
ferent places  illustrate  both  stages  simultaneously.  Thus,  the  surface  is  often  dis- 
tinctly granular,  while  the  liver  as  a whole  remains  hypei’trophic. 

Clinical  History. — The  onset  of  the  disease  is  usually  insidious.  At  autopsies, 
quite  an  advanced  stage  of  cirrhosis  is  sometimes  found,  to  which  not  a single 
clinical  symptom  had  pointed;  and  it  is  often  observed  that  the  duration  of 
unambiguous  symptoms  is  much  shorter  than  the  degree  of  anatomical  change 
discovered  post  mortem  would  have  led  us  to  expect. 

It  is,  however,  true  that  certain  prodromata  may  appear  long  before  the  genu- 
ine cirrhotic  symptoms;  but  there  is  generally  room  for  doubt  whether  these  pro- 
dromata are  excited  by  the  incipient  hepatic  disease  or  whether  they  are  not  due 
to  other  coincident  affections,  such  as  the  chronic  gastric  or  intestinal  catiirrh 
which  drunkards  so  often  have.  There  are  anorexia,  nausea,  epigastric  uneasiness, 
eructations,  constipation,  and  sometimes  vomiting.  There  is  evident  constitutional 
disturbance  in  many  cases,  but  in  others  the  strength  is  unimpaired.  The  severer 
symptoms  usually  date  from  the  time  when  disturbance  of  the  portal  circulation 
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arises.  We  have  already  stated  that  the  diseased  process  is  most  active  in  the 
interlobular  connective  tissue— that  is,  where  the  portal  capillaries  are  situated. 
When  the  contraction  of  the  connective  tissue  has  resulted  in  the  destruction  of  a 
large  number  of  these  portal  capillaries  and  the  minute  veins  from  which  they 
spring,  the  portal  chculation  is  inevitably  impeded,  and  there  arises  a passive  con- 
gestion of  the  whole  portal  system.  The  signs  of  this  are  soon  manifest. 

The  stasis  in  the  veins  of  the  peritoneum  is,  as  a rule,  the  fu-st  to  attract  atten- 
tion, from  the  ascites  which  it  occasions.  The  distention  of  the  abdomen  and  the 
sensation  of  weight  and  pressure  due  to  this  effusion,  are  often  the  fii-st  things 
which  excite  the  patient’s  attention  and  lead  him  to  seek  medical  advice.  Later 
on,  the  ascites  sometimes  becomes  enormous,  causing  immense  swelling  and 
extreme  tension  of  the  abdominal  walls,  and,  of  course,  proportionate  discomfort. 
Proper  nursing  and  internal  treatment  may  diminish  the  ascitic  effusion,  but  they 
will  seldom  wholly  remove  it.  It  quite  often  remains  nearly  uniform,  until  final- 
ly, for  some  reason,  there  is  a change  for  the  worse. 

Next  to  ascites,  the  most  important  symptom  of  portal  obstruction  is  enlarge- 
ment of  the  spleen,  which  is  due  both  to  the  increased  amount  of  blood  in  the 
organ  and  to  a diffuse  hyperplasia  of  its  tissues.  As  a rule,  the  increase  in  size  is 
considerable,  amounting  sometimes  to  two  or  three  times  the  normal  dimensions. 
The  demonstration  of  splenic  tumor  is  of  great  diagnostic  importance,  but  is  often 
a difficult  matter.  Percussion  and  even  palpation  are  greatly  interfered  with  by 
the  co-existing  ascites.  On  the  whole,  however,  palpation  is  the  more  reliable. 
Pain  or  other  subjective  symptoms  are  I'arely  obseiwed.  Exceptionally,  there  is 
no  enlargement  of  the  spleen.  This  may  be  due  to  the  firmness  and  thickness 
of  its  capsule,  or  to  the  general  marantic  condition  of  the  patient. 

The  venous  congestion  of  the  stomach  and  intestine  excites  catarrh,  which  is 
evinced  by  anorexia,  nausea,  and  irregularity  of  the  bowels.  Usually  there  is  quite 
obstinate  constipation,  but  there  may  be  persistent  diarrhoea.  None  of  these  symp- 
toms occupy  the  foreground  of  the  clinical  picture,  however,  both  because  they 
are  frequent  in  all  grave  chronic  diseases  and  because  many  patients  have  had 
digestive  derangements  long  before  these  severer  troubles  began.  A more  signifi- 
cant symptom,  if  it  occurs,  is  hmmorrhage.  This  is  now  and  then  occasioned  by 
the  extreme  gastro-intestinal  congestion.  The  bleeding  may  be  from  either  the 
stomach  or  the  intestine,  and  is  sometimes  a relatively  early  phenomenon.  Some- 
times there  is  a capillary  oozing  sufficient  to  tinge  the  stools  day  after  day  for 
some  time.  Very  rarely  there  is  hsemorrhage  from  the  oesophagus. 

The  patient  may  be  moderately  jaundiced  even  in  the  common  form  of  cirrho- 
sis. This  is  sometimes  due  to  duodenal  catarrh.  Often  there  is  no  jaundice  what- 
ever; or  there  may  be  a slight  j^ellowish  tinge  of  the  skin,  in  addition  to  the  dirty, 
gi-ayish,  earthen  color  which  not  infrequently  characterizes  the  cirrhotic.  Per- 
haps the  jaundice  is  due  in  many  cases  to  stenosis  of  the  intra-hepatic  bile-ducts, 
involving  biliary  retention. 

The  above  signs  of  portal  obstruction  will  often  render  the  diagnosis  of  hepatic 
disease  extremely  probable,  but  we  should  always  endeavor  to  confirm  our  opin- 
ion by  physical  examination  of  the  liver.  In  the  later  stages  of  the  disease,  and 
particularly  if  there  be  great  ascites,  our  efforts  may  be  fruitless;  but  at  first,  or 
after  paracentesis  has  been  performed,  percussion  and  palpation  may  yield  valua- 
ble information.  In  tbe  earliest  stages  the  liver  is  large.  Hepatic  dullness 
reaches  some  ways  below  the  edge  of  the  ribs,  and  we  can  often  feel  the  lower 
edge  and  anterior  surface  of  the  organ.  Later  on  we  find  the  surface  irregular 
and  rough.  If  we  can  feel  these  little  nodules  or  prominences  through  the  ab- 
dominal walls,  as  we  sometimes  can,  of  course  the  diagnosis  of  cirrhosis  of  the 
liver  is  nearly  certain.  As  already  mentioned,  it  often  happens  that  u’regularities 
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are  already  to  be  felt  upon  the  surface  of  the  organ  while  it  still  remains  hyper- 
trophic. The  demonsti’ation  of  atrophy  by  percussion  in  the  later  stages  of  the 
disease  is  less  reliable.  The  ascites  often  interferes  with  such  an  attempt.  We 
may  also  be  misled  by  coils  of  intestine  distended  with  gas  and  perhaps  lying  in 
front  of  the  liver.  If,  however,  after  guarding  against  error,  we  constantly  find 
the  area  of  hepatic  dullness  diminished,  the  sign  has  some  value. 

General  nutrition  is  usually  much  impaired  in  the  later  stages  of  the  disease. 
At  first  the  patient  may  retain  vestiges  of  his  former  corpulence,  but  finally  he 
gi’ows  emaciated.  Anasarca  may  exceptionally  occur  toward  the  close;  but  there 
is  frequently  considerable  oedema  of  the  lower  extremities,  and  even  of  the  scro- 
tum and  the  dependent  portions  of  the  abdominal  walls.  The  cause  of  this  is  a 
purely  local  one — the  pressm-e  of  the  ascites  impedes  the  return  of  blood  from  the 
lower  limbs  to  the  heart. 

Occasionally  there  are  ecchymoses  into  the  skin,  the  mucous  membranes,  the 
retina,  and  other  parts.  These  are  i^robably  due  to  malnutrition  of  the  vascular 
walls. 

Unless  there  are  complications,  there  is  no  fever.  Respiration  may  be  impeded 
and  accelerated  on  account  of  the  upward  displacement  of  the  diaphragm.  The 
pulse  is  usually  small,  and  often  somewhat  more  rapid  than  normal. 

At  firet  the  urine  presents  no  characteristic  changes.  When  the  ascites  has 
become  considerable  and  there  is  oedema,  the  urine  grows  scanty,  dark,  and  con- 
centrated, and  often  has  an  abundant  sediment  of  urates.  It  should  be  mentioned 
that  earlier  observers  found  a diminished  excretion  of  urea.  This  is  perhaps  due 
to  a disturbance  of  the  urea-generating  function  of  the  liver,  about  which  both 
earlier  and  more  recent  investigators  agree.  In  a few  instances  the  urine  has 
been  found  to  contain  a trace  of  sugar. 

It  remains  for  us  to  describe  briefly  the  collateral  circulation  which  may  bo 
developed  in  cirrhosis,  so  as  to  enable  the  blood  of  the  portal  system  to  reach  the 
systemic  veins.  The  clinical  history  of  the  disease  does  not  indicate  that  this 
attempt  at  compensation  is  very  successful.  We  may  have:  1.  Communications 
between  the  veins  of  the  mesentery  and  of  the  abdominal  walls.  2.  Communica- 
tions between  the  coronary  vein  of  the  stomach  and  the  veins  of  Glisson’s  capsule 
on  the  one  hand,  and  the  phrenic  veins  on  the  other.  3.  Anastomoses  between 
the  internal  haemorrhoidal  and  the  hyi^ogastric  veins.  4.  As  pointed  out  by 
Baumgarten,  enlargement  of  the  not  yet  completely  obliterated  umbilical  vein  in 
the  ligamentum  teres.  Through  all  these  the  blood  may  flow  from  the  portal 
system  into  the  veins  of  the  abdominal  walls — that  is,  in  the  revei-se  of  the  normal 
direction.  In  cases  of  portal  obstruction  the  veins  of  the  abdominal  walls  are 
often  much  enlarged,  and  this  may  be  partly  due  to  the  changes  just  enumerated. 
In  some  instances  the  veins  around  the  umbilicus  have  been  strikingly  tortuous 
and  swollen ; this  condition  has  been  termed  caput  Medusop.'" 

Tlie  complications  which  sometimes  occur  are  probably  in  part  due  to  tlie  same 
injurious  intluences  as  the  cirrhosis.  This  is  apparently  ti’ue,  for  example,  of  tbc 
cardiac  hypertrophy,  the  contracted  kidney,  and  the  clironic  pachymeningitis.  An 
interesting  combination  is  the  simultaneous  occurrence  of  cirrhosis  and  chronic 
tubercular  peritonitis.  Various  observers  as  well  as  ourselves  have  observed  this 
with  cornparative  frequency.  Tlie  explanation  is  unknown.  Probably  cirrhosis 
IS  the  primary  lesion,  and  it  promotes  the  development  of  ])oritoneal  tuberculosis 
• rough  the  pa.ssive  congestion  of  the  portal  system.  Sometimes,  however,  the 
order  of  development  seems  to  bo  reversed. 

As  tf)  the  general  coui’se  of  the  disease,  its  duration  can  not  easily  be  deter- 
mined becau.se  the  onset  is  usually  Insidious.  As  a rule,  the  disease  lasts  one  to 
iree  years,  or  rarely  longer.  In  many  cases  the  symptoms  arc  iu.signidcant  for 
31 
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tlie  first  SIX  to  cigliteen  montlis.  ifion  tlio  clisoi’clor  takes  on  a severer  form,  per- 
liaps  ratkcr  suddenly.  Ascites  appears,  for  example.  These  gi’aver  symptoms 
persist,  till  after  a few  months  the  patient  dies.  The  course  of  the  disease  reminds 
one  of  cardiac  cases,  where  for  a long  wliile  the  compensatory  changes  avert  any 
distress,  till  on  a sudden  the  circulatory  disturbances  become  pronounced  and 
persist  to  the  end. 

The  prognosis  is  always  unfavorable,  at  least  when  the  symptoms  have  once 
become  well  marked.  It  may  be  that  in  the  earlier  stages  the  disease  can  be 
checked  or  even  permanently  cured;  but  even  this  is  open  to  doubt.  No  case 
recovers  in  which  the  diagnosis  of  cirrhosis  is  certain. 

Death  is  due  either  to  intercurrent  disease,  or  more  often  to  gradually  increas- 
ing exhaustion.  In  some  few  cases  severe  cerebral  symptoms  suddenly  appear: 
there  are  coma,  general  convulsions,  and  delirium ; and  these  usually  are  soon 
fatal.  Just  how  these  nervous  phenomena  originate  we  do  not  certainly  know 
(see  the  chapter  on  acute  yellow  atrophy  of  the  liver). 

Diagnosis. — The  diagnosis  is  seldom  very  easily  made.  It  becomes  extremely 
probable  if  a patient  who  is  known  to  have  been  addicted  to  alcohol  gradually 
develops  ascites  and  splenic  tumor,  and  has  a liver  which  presents  distinct  evi- 
dences of  disease,  such  as  an  irregular  surface.  Often,  however,  we  are  left  in 
doubt,  because  one  or  another  of  these  more  characteristic  symptoms  can  not 
be  clearly  made  out.  Often  a patient  does  not  come  upder  observation  till  a con- 
siderable ascitic  effusion  has  ah’eady  taken  place,  so  that  physical  examination  of 
the  liver  and  spleen  is  rendered  very  difficult.  Then  Ave  must  first  exclude  any 
general  disturbance  of  circulation  as  a cause  of  the  ascites.  If  the  heart,  lungs, 
and  kidneys  are  found  to  be  normal,  and  if  there  is  no  oedema  in  the  upper  half  of 
the  body,  it  is  very  probable  that  there  is  a local  derangement  of  the  portal  circu- 
lation ; but  we  have  still  to  detennine  whether  the  cause  of  this  derangement  is 
cirrhosis  of  the  liver.  This  may  be  assumed  to  be  the  case  if  the  whole  course  of 
the  disease  AA^arrants  the  assumption,  and  if  the  history  furnishes  that  most  frequent 
of  all  aetiological  factors,  chronic  alcoholism.  Otherwise  we  must  be  cautious, 
for  portal  obstruction  Avith  precisely  similar  results  may  be  due  to  other  causes — 
like  the  external  pressure  of  tumors  or  portal  thrombosis.  Many  forms  of  hepatic 
syphilis  {q.  v.)  can  not  be  differentiated  from  cin’hosis  by  mere  clinical  observation 
of  the  hepatic  disox’der.  Hei’e  it  is  only  the  aetiology  and  the  demonstration  of 
other  signs  of  sjqxhilis  that  can  justify  the  assumption  that  the  disease  in  hand  is 
of  specific  origin. 

It  is  also  very  difficult  in  many  instances  to  exclude  chronic  peritonitis.  The 
aetiology  may  aid  us.  Other  points  are,  that  in  chronic  ixeritonitis  there  may  be 
tenderness  on  pressure,  the  abdominal  distention  is  less  uniform,  and  there  is  no 
enlargement  of  the  spleen.  The  combinatioji  of  cirrhosis  and  chronic  tubercular 
peritonitis  can  not  be  diagnosticated  Avith  any  approach  to  certainty  unless  we  find 
both  the  symptoms  of  cirrhosis  and  pronounced  indications  of  a tubercular  affec- 
tion. In  such  a case  coincident  pleurisy  is  significant  of  tuberculosis. 

Treatment. — As  we  knoAv  the  causes  which  sometime  excite  cirrhosis  of  the 
liver,  an  obvious  prophylaxis  consists  in  avoiding  them;  and,  even  after  the  early 
symptoms  of  the  disease  have  appeared,  alcohol  should  be  forbidden,  as  well  as 
spices  and  other  similar  articles,  in  the  hope  that  we  may  thus  do  something  to 
prevent  the  extension  of  the  abnormal  process. 

If  the  disease  has  already  made  considerable  progress,  treatment  becomes 
imrely  symptomatic.  Iodide  of  potassium  is  said  to  exert  a favorable  influence 
upon  cirrhosis  of  the  liver,  but  its  poAvers  are  doubtful.  Probably  it  does  good 
only  in  syphilitic  hepatitis.  Of  the  individual  symptoms  the  results  of  portal  con- 
gestion deserve  the  most  consideration.  It  is  important  that  the  patient  should 
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enjoy  complete  physical  rest,  and  that  his  bodily  vigor  should  he  promoted  in 
every  waj'  possible.  Even  by  tliese  means  we  are  sometimes  able  to  diminish,  on 
at  least  prevent  the  increase  of,  the  ascites  and  other  effects  of  portal  obstruction. 

Further  remedies  are  given  with  the  purpose  (1)  to  deplete  the  congested  por- 
tal system,  and  (2)  by  promoting  the  watery  excretions  to  cause  reabsorption  of 
the  ascitic  effusion.  Depletion  is  usually  attempted  with  purgatives,  the  action  of 
which  is  expected  to  diminish  the  high  tension  existing  in  the  portal  vein.  The 
custom  is  an  old  one.  In  the  milder  cases,  just  developing,  salines  are  recom- 
mended, usuaDy  in  the  form  of  mineral  waters.  The  continued  use  of  small  doses 
of  calomel  (say  2 or  3 powders  a day,  each  containing  one  half  to  one  grain — 0’03- 
0'05  grm.)  seems  to  be  sometimes  advantageous.  But  if  the  ascites  is  already 
great,  it  is  claimed  that  drastic  remedies  sometimes  prove  beneficial.  Gamboge  is 
reputed  to  be  particularly  appropriate  in  cirrhosis.  We  should  not  persist  m the 
use  of  such  drugs,  however,  if  they  disturb  digestion. 

The  second  indication  of  promoting  watery  discharges  is  fulfilled  by  diuretics. 
Besides  the  usual  remedies  of  this  class,  lilte  potassic  acetate  and  squills,  copaiba 
and  its  resin  have  been  especially  recommended  for  the  various  forms  of  ascites 
by  English  authors.  The  dose  [of  the  resin]  is  about  fifteen  grains  (grm.  1)  daily, 
best  given  in  capsules.  In  some  cases  this  remedy  has  caused  a rapid  increase  in 
the  amount  of  urine  and  an  accompanying  diminution  of  the  ascites.  The  im- 
provement is  not  permanent,  however.  Good  diuretic  effects  are  sometimes  ob- 
tained with  calomel  {vide  p.  306). 

If  the  ascites  is  so  excessive  as  to  occasion  much  local  discomfort  and  to  impede 
respiration,  the  removal  of  the  fluid  by  paracentesis  may  afford  relief.  The  details 
of  this  proceeding  were  given  in  the  last  section.  Many  physicians  recommended 
tapping  as  early  as  possible,  before  it  is  absolutely  necessary.  The  relief  is  said 
to  be  more  lasting  in  that  case ; but,  as  a rule,  the  abdomen  generally  is  quickly 
filled  again.  Possibly  the  application  of  an  elastic  bandage  after  the  fluid  is  re- 
moved may  retard  its  reaccumulation  by  the  pressm’e  thus  exerted  upon  the  ab- 
dominal cavity. 

Special  symptoms  may  sometimes  demand  attention.  They  are  to  be  treated 
according  to  general  principles. 


CHAPTER  V. 

BILIARY  AND  HYPERTROPHIC  CIRRHOSES  OF  THE  LIVER. 

There  are  two  forms  of  cirrhosis  which  differ  in  many  respects  from  the  chs- 
ea.se  just  described : they  are  called  biliary  cirrhosis  and  hypertrophic  cirrhosis  of 
the  liver.  Charcot  and  other  French  investigators  were  the  first  to  call  attention 
to  them.  Since  then  the  literature  of  the  subject  has  become  quite  considerable, 
but  all  doubts  and  differences  of  opinion  are  not  yet  settled.  Wo  shall  try  to  state 
the  most  important  points  in  what  follows. 

Whenever  there  is  retention  of  bile  in  the  liver  for  any  length  of  time,  no 
matter  what  causes  it,  certain  changes  result.  The  small  and  tlie  medium-sized 
1 o-ducts  become  distemhid,  and  granules  of  pigment  are  deposited,  both  in  the 
interlobular  connective  tissue  and  within  the  acini  themselves.  Besides  this,  how- 
|-ver,  and  undoubtedly  because  of  the  noxious  iulluence  of  the  retained  bile,  the 
lepa  ic  cells  undergo  destructive  changes.  In  accordance  wdth  the  general  rule, 
^onnecUve  tissue  gradually  fills  the  gaps  thus  loft  in  the  parenchyma,  and,  more 
nm  interstitial  hyperplasia  is  so  great  us  to  increase  the  size  of  the  organ. 
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If,  therefore,  there  is  persistent  obstruction  of  the  common  duct  by  a gall-stone,  or 
a cicatricial  stenosis,  or  a tumor  pressing  from  without  upon  the  duct,  the  liver 
will,  in  all  such  cases,  be  found  to  be  larger,  fli'mer,  and  richer  in  fibrous  tissue 
than  normal — in  a word,  “cirrhotic.”  Hence  this  condition  does  not  represent  an 
independent  disease,  but  is  a result  of  chronic  biliary  retention,  in  whatever  way 
occasioned.  It  is  appropriately  termed  “•  secondary  biliary  cirrhosis.”  That  reten- 
tion is  really  the  cause  of  this  change  has  been  proved  by  experiments,  for  it  has 
been  shown  that  ligature  of  the  common  duct  in  animals  causes  well-marked  bih- 
ary  cirrhosis. 

This  secondary  cirrhosis  is  due  to  occlusion  of  the  large  bile-ducts.  There  is 
also  a I’are  primary  form  of  the  biliary  cirrhosis,  usually  known  as  hypertrophic 
cirrhosis.  French  authors  have  given  it  the  name  of  "'cirrhose  hypertrophiqiie 
avec  icth'e,"  out  of  regard  to  its  most  important  clinical  symptom.  That  there  is 
an  essential  difference  between  this  form  and  the  ordinary  “atrophic”  cu'rhosis 
of  Laennec  is  manifested  by  the  clinical  behavior  of  the  disease. 

Often  this  disorder  attacks  hard  drinkers,  but  they  are  not  its  only  victims. 
While,  in  the  common  form  of  cirrhosis,  ascites  is  usually  the  earliest  grave  symp- 
tom of  disease,  in  hypertrophic  cirrhosis  a slight  jaundice  generally  appears  simul- 
taneously with  the  first  indefinite  symptoms  of  pressure  in  the  region  of  the  liver, 
languor,  and  anorexia.  This  jaundice  rapidly  increases,  and  persists  throughout 
the  illness.  In  ordinary  cirrhosis  there  may  be,  as  we  have  said,  hardly  any  jaun- 
dice, or,  at  any  rate,  it  is  a rather  late  symptom,  and  even  then  it  is  seldom  extreme. 
On  the  other  hand,  ascites  may  be  slight  or  absent  in  hypertrophic  cirrhosis.  It 
is  true  that  there  have  been  cases  with  great  ascitic  effusion,  but  it  never  comes 
till  the  disease  is  quite  far  advanced. 

On  physical  examination  the  liver  is  usually  found  to  be  considerably  enlarged, 
and  its  surface  is  smooth,  as  a rule,  or  rarely  rough.  In  general  thei’e  is  said  to 
be  this  important  difference  between  the  ordinary  and  the  hypertrophic  forms, 
that  in  the  latter  the  newly  formed  connective  tissue  evinces  little  tendency  to 
contraction,  so  that  the  liver  remains  large,  even  late  in  the  course  of  the  disease, 
and  does  not  shrink.  Somewhat  too  much  stress  has  been  laid  upon  this  point. 
If,  in  many  cases  of  hypertrophic  cirrhosis,  the  liver  has  remained  large  to  the 
end,  this  is  pi-obably  in  part  due  to  an  early  death,  before  there  was  opijortunity 
for  much  shrinkage.  Cases  that  lasted  longer  have  presented  a contracted  liver. 

It  must  be  said  that  the  pathological  appearance  of  the  livei’,  particularly  in 
the  later  stages  of  the  disease,  affords  no  certain  evidence  as  to  whether  the  cir- 
rhosis was  of  the  ordinai’y  or  of  the  “ primaiy  biliary  ” variety.  Clinically,  how- 
ever, the  two  forms  present  such  important  diversities  as  to  justify  the  distinction 
made.  Of  course,  the  clinical  jieculiarities  of  primaiy  biliary  cirrhosis  must  be 
due  to  some  anatomical  lesion.  The  most  noticeable  peculiarity  of  this  sort  is, 
that  the  development  of  connective  tissue  in  hypertrophic  cirrhosis  is  more  active 
within  the  lobules  than  is  the  case  in  ordinary  cirrhosis.  Pi’obably  the  hyper- 
jfiasia  in  hypertrophic  cirrhosis  is  most  vigorous  at  first  around  the  small  biliary 
ducts,  and  thus  leads  to  a retention  of  bile  within  the  minutest  biliary  passages, 
with  consequent  jaundice,  while  the  ramifications  of  the  portal  vein  are  not 
encroached  upon  till  the  process  is  far  advanced.  Whether  these  two  forms  of 
cirrhosis  are  merely  modifications  of  one  disease,  or  whether  they  are  two  inde- 
pendent disorders,  is  as  yet  unsettled.  Certainly  there  are  transitional  forms. 

As  to  the  other  clinical  symptoms  of  primary  biliary,  or  hypertrophic,  ciwliosis 
we  need  say  little.  The  most  noticeable  symptoms  besides  the  hepatic  enlai’ge- 
msnt  and  the  jaundice  are  the  effects  of  the  jaundice  itself — namely,  digestive  dis- 
tui’bances,  slowness  of  the  pulse,  and  nervous  disorders.  Of  the  occasional  dis- 
turbances in  the  portal  system,  we  have  mentioned  the  a.scites  already.  Still 


CUTE  YELLOW  ATEOPHY  OF  THE  LIVER. 


485 


more  frequent,  and  usually  eai-lier  in  the  time  of  its  appeai-ance,  is  chronic  passive 
congestion  of  the  spleen,  with  enlargement. 

The  entire  duration  of  the  disease  is  about  one  or  two  years;  but  it  may  last 
much  longer.  The  prognosis  is  almost  always  bad.  Occasionally  a case  will 
exhibit  marked  temporary  improvement  or  an  apparent  an'est  of  the  disease. 
Death  comes  as  a result  of  gradual  exhaustion,  or  is  suddenly  ushered  in  by  coma, 
convulsions,  and  other  grave  nervous  symptoms,  usually  ascribed  to  cholaemia 
{vide  infra). 

The  diagnosis  of  hypertrophic  cirrhosis  can  sometimes  be  made  with  consider- 
able positiveness,  and  sometimes  can  merely  be  regarded  as  probable.  The  gradual 
development  and  persistence  of  jaundice  and  the  presence  of  an  enlarged  liver 
and  spleen,  but  usually  without  ascites,  would  suggest  the  disease  strongly ; but 
in  some  cases  it  is  often  impossible  to  exclude  the  existence  of  some  mechanical 
obstruction  in  the  larger  biliary  passages,  such  as  gall-stones  or  new  gi’owths. 

The  treatment  should  confonn  to  the  principles  laid  down  in  the  chapters  on 
jaundice  and  ordinary  cirrhosis  of  the  liver.  Sacharjin  has  lately  recommended 
the  frequent  use  of  small  doses  of  calomel— one  grain  (0'06)  several  times  a day. 


CHAPTER  VI. 


ACUTE  YELLOW  ATROPHY  OF  THE  LIVER. 

iEtiology. — Acute  fatty  degeneration  of  the  liver  occurs  both  as  a primary  dis- 
ease and  as  secondary  to  other  hepatic  disorders,  or  as  a symptom  of  constitu- 
tional diseases.  Secondary  acute  fatty  degeneration  in  rare  instances  accompanies 
severe  acute  infectious  diseases,  like  typhoid  fever,  recurrent  fever,  septicaemia,  and 
puerperal  disease.  It  also  appears,  with  equal  rarity,  in  the  course  of  cirrhosis  of 
the  liver  or  of  jDersisteut  biliary  retention:  and  it  is  a constant  phenomenon  in 
acute  phosphorus  poisoning.  Indeed,  the  effects  of  phosphorus  resemble  the 
symptoms  of  primary  acute  yellow  atrophy  in  many  ways  so  closely,  even  post 
mortem,  that  formerly  the  two  were  often  confounded. 

Primary  acute  yellow  atrophy  of  the  liver  is  an  extremely  severe  disease  which 
almost  invariably  leads  to  speedy  death.  There  is  generally  no  determinable 
cause,  and  its  victims  are  struck  down  in  blooming  health.  It  is  so  rare  that  not 
much  over  two  hundred  cases  have  thus  far  been  reported.  It  is  most  common  in 
young  adult  life,  say  between  the  fifteenth  and  thirty-fifth  year.  Children  and 
elderly  people  have  been  occasionally  attacked.  Females  are  much  more  liable 
to  the  disease  than  males ; and  pregnancy  increases  the  predisposition  to  it. 

As  we  have  said,  we  can  not  as  a rule  find  any  exciting  cause.  It  is  stated  that 
sometimes  the  onset  has  been  pi-eceded  by  some  violent  emotional  excitement,  or 
excess  in  alcohol,  or  the  like;  but  how  important  these  factors  may  be  is  not  at 
all  clear. 

It  is  an  interesting  fact  that  sometimes  the  disease  becomes  rather  more  fre- 
quent than  usual,  and  endemic.  For  instance,  several  members  of  one  family 
will  be  attacked.  This  favors  a view  as  to  the  nature  of  acute  yellow  atrophy 
which  a majority  of  the  present  investigators  seem  inclined  to  a(loi>t.  The  view 
referred  to  is  suggested  not  only  by  the  whole  course  of  the  disease,  but  by  the 
pathological  appearances,  and  places  it  in  the  category  of  acute  infectious  diseases. 
It  niu.st  be  confessed  that  as  yet  we  know  nothing  about  the  intimate  nature  of 
he  infection.  Klebs  maintains  that  he  has  discovered  micrococci  in  the  hepatic 
blood-vessels;  but  thus  far  the  observation  lacks  confirmation. 
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Pathology. — The  chief  change  found  post  mortem  is  in  the  liver,  and  has 
determined  the  name  given  to  the  disease. 

The  liver  is  much  atrophied,  sometimes  being  only  one  half  or  one  third  its 
normal  size.  This  makes  its  capsule  often  seem  contracted  and  wrinkled.  The 
organ  is  usually  soft  and  flahhy,  so  that  in  some  places  it  seems  as  if  the  finger 
could  he  pressed  into  it.  The  color  of  the  surface,  and  for  the  most  part  of  the 
cross-section  also,  is  yellow,  like  ochi’e  or  saffron;  hut  the  cut  surface  may  he  parti- 
colored, having  red  and  yellow  spots  interspersed.  Hence  the  names  “ red  atro- 
phy” and  “yellow  atrophy.”  The  arrangement  and  relative  extent  of  these 
patches  may  vary  exceedingly.  The  red  places  look  as  if  they  had  collapsed,  and 
seem  tougher  than  the  yellow.  They  correspond,  as  we  shall  soon  see,  to  the 
more  advanced  stages  of  the  affection,  while  the  yellow  spots  have  undergone 
less  change.  The  lobules  are,  as  a rule,  no  longer  distinguishable  by  the  naked 
eye.  Such  lobules  as  can  still  be  made  out  seem  abnormally  small  and  have  a 
gray  periphery. 

On  microscopic  examination,  we  find  that  the  essential  change  is  an  intense 
and  uniform  fatty  degeneration  of  the  hepatic  cells,  affecting  the  entire  paren 
chyma.  But  few  cells  still  retain  their  normal  condition.  The  others  are  filled 
with  large  and  small  fat-glohules,  and  many  are  already  suffering  evident  disin- 
tegration and  absorption.  Where  the  degeneration  is  furthest  advanced,  fat. 
detritus,  and  pigment  alone  remain.  Inasmuch  as  the  lymphatics  x-apidly  absorb 
and  remove  the  fatty  and  albuminoid  granules,  there  is  finally  little  left  except  blood- 
vessels and  connective  tissue.  The  blood-vessels  are  frequently  quite  congested, 
and  thus  occasion  that  red  color  which  the  naked  eye  detects  in  the  more  ad- 
vanced, broken-down  portions.  Frerichs  made  an  interesting  discovery,  which 
deserves  mention,  of  the  existence  of  leucine  and  tyrosine  crystals  both  in  the 
parenchyma  and  in  the  blood-vessels.  Bilirubin  crystals  also  are  sometimes  found 
in  the  detritus,  and  more  rarely  in  the  interior  of  the  hepatic  cells. 

Not  only  the  liver,  hut  many  other  organs  present  fatty  degeneration;  the 
heart  in  particular,  the  kidneys,  and  rarely  the  muscles;  hut  the  process  is  always 
most  intense  in  the  liver.  The  skin  {vide  infra)  and  most  of  the  viscera  are  evi- 
dently tinged  with  jaundice. 

Acute  splenic  tumor  is  invariably  present.  This  suggests  that  the  disease  may 
be  infectious.  That  the  disease  is  a constitutional  one  is  also  to  he  inferred  from 
the  numerous  ecchymoses  in  the  skin  and  the  interior  of  the  body,  especially  in 
the  mucous  membi’ane  of  the  stomach  and  intestines,  in  the  serous  membranes, 
in  the  pelvis  of  the  kidneys,  and  the  kidneys  themselves,  and  more  rarely  in  the 
brain  and  heart.  This,  again,  is  like  the  grave  septic  diseases.  The  blood  itself  is 
dark,  with  few  clots.  Leucine  and  tyrosine  have  repeatedly  been  detected  in  it. 
The  peritoneum  and  other  serous  cavities  sometimes  contain  a considerable  amount 
of  serum. 

Clinical  History. — The  disease  is  usually  divided  into  two  stages,  the  fii’st  of 
which  corresponds  to  the  milder  prodromal  symptoms,  the  second  to  those  severe 
symptoms  which  are  alone  characteristic.  In  many  instances,  however,  the  first 
period  is  wanting,  or  is  so  brief  that  the  patient  is  plunged  almost  without  warn- 
ing into  the  gravest  condition. 

The  prodromata  in  most  cases  consist  of  constitutional  disturbances  and  mild 
gastro-intestinal  symptoms.  The  patient  is  languid,  without  appetite,  and  disin- 
clined to  exertion.  There  are  headache,  nausea,  vomiting,  and  sometimes  mod- 
erate fever.  In  a few  days  jaundice  usually  appears.  This  is  almost  invariably 
taken  for  an  ordinary  catarrhal  attack. 

After  some  days,  or  it  may  be  weeks,  the  second  stage  begins.  The  chief 
characteristic  of  this  is  the  occurrence  of  grave  nervous  symptoms.  First  there 
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is  violent  headache,  with  sleeplessness  and  marked  restlessness.  The  intell^pt  is 
usually  somewhat  dulled  even  now,  and  articulation  is  slow. and  clumsy.  The 
mental  confusion  usually  advances  very  I’apidly  to  a noisy  and  violent  delirium. 
The  excitement  becomes  at  time  maniacal.  The  patient  screams  and  storms,  and 
can  hardly  be  kept  in  bed.  Often  there  are  convulsive  twitchings  of  individual 
muscles;  and  there  maybe  typical  epileptiform  attacks,  but  this  is  not  common. 
After  one  or  two  days,  or  rarely  longer,  the  excitement  abates,  and  is  followed  by 
sopor,  which  soon  passes  into  deep  coma.  At  death  the  patient  is  usually  per- 
fectly unconscious.  It  is  exceptional  for  the  excited  stage  to  be  wanting;  in  such 
cases  the  first  nervous  symptom  is  sopor. 

The  cause  of  the  nervous  symptoms  has  not  yet  been  explained  in  a way  to 
silence  discussion.  The  same  theoi-ies  which  have  been  set  up  to  account  for  the 
grave  form  of  jaundice  in  general  (see  appendix  to  this  chaptei’)  have  also  been 
employed  to  elucidate  the  nervous  phenomena  of  acute  yellow  atrophy.  Thu.s, 
some  refer  them  to  cholsemia,  some  to  acholia,  and  still  others  to  acute  cerebral 
anaemia.  It  seems  to  us  worth  considering  whether  the  cerebral  distui’hance  in 
acute  yellow  atrophy  of  the  liver  may  not  be  due  to  the  constitutional  infection 
(or  intoxication)  which  we  have  seen  to  be  so  probable. 

The  jaundice,  which  is  present  even  in  the  fli’st  stage,  afterward  usually  deep- 
ens. The  urine  contains  bile-pigment,  and  many  investigators  have  also  found 
bile-acids  in  it.  If  these  latter  are  present,  it  suggests  that  the  jaundice  is  not 
haematogenous — that  is,  the  result  of  a destruction  of  red  blood-corpuscles  and  the 
transformation  of  their  pigment  into  biliary  coloring  matter — but  is  rather  due  to 
a retention  of  bile.  Just  how  this  retention  arises  we  do  not  yet  know  for  certain. 
The  obstruction  can  not  he  in  the  large  bile-ducts,  for  the  gall-bladder  is  usually 
found  empty.  Hence  the  cause  of  the  retention  of  bile  and  of  the  jaundice  is  prob- 
ably a derangement  of  the  smaller  biliary  passages  within  the  liver.  We  should 
add  that  in  a few  rai’e  cases  there  has  been  little  or  no  jaundice. 

On  physical  examination  of  the  liver  during  the  last  stage  of  the  disease,  there 
is  usually  a striking  diminution  of  hepatic  dullness,  corresponding  to  the  atrophy 
of  the  organ.  Generally  the  first  change  to  be  detected  is  a contraction  of  the 
left  lobe,  as  shown  by  the  development  of  tympanitic  resonance  in  the  epigastrium. 
At  the  commencement  of  the  illness,  the  hepatic  dullness  is  normal  or  slightly 
increased  in  area.  If  the  disease  proves  very  rapidly  fatal,  the  organ  may  never 
become  very  small.  In  most  cases,  though  by  no  means  in  all,  there  are  pain  and 
tendei’ness  in  the  hepatic  region,  but  these  are  seldom  so  great  as  in  phosphorus 
poisoning. 

The  enlargement  of  the  spleen  has  been  already  mentioned  as  an  almost  con- 
stant symptom  of  the  disease.  Even  during  life  some  increase  of  the  area  of 
splenic  dullness  can  usually  be  made  out,  and  sometimes  the  spleen  can  be  felt 
under  the  edge  of  the  ribs. 

Tlie  occurrence  of  the  htemorrhages,  which  have  already  been  referred  to 
under  the  pathological  lesions,  can  often  he  demonstrated  during  life.  The  cuta- 
neous ecchymoses  can,  of  course,  be  seen,  and  the  haemorrhages  in  the  mucous 
membranes  may  give  rise  to  hacmatemesis,  bloody  stools,  bleeding  from  the 
female  genitals,  or  epistaxis.  The  haemorrhages  are  probably  due  to  the  impaircKl 
nutrition  and  diminished  resisting  power  of  the  vascular  walls  occasioned  by  the 
grave  constitutional  disturbance. 

Tlie  condition  of  the  urine  in  acute  yellow  atrophy  is  very  intere.sting.  Tlie 
amount  is  either  normal  or  slightly  diTiiinished,  and  the  specific  gravity  is  some- 
what increased.  Often  there  is  a trace  of  albumen.  We  have  already  mentioned 
the  presence  of  bile-pigment.  The  point  of  chief  interest,  however,  is  one  that 
Prerichs  discovered  and  various  others  have  since  confirmed,  aud  is  the  great 
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diminution  of  urea  and  the  appearance  in  its  place  of  several  other  substances, 
which  are  likewise  the  products  of  the  decomposition  of  albuminoid  matter,  and 
represent,  in  all  probability,  the  first  steps  in  the  formation  of  urea.  Of  these  sub- 
stances, the  most  imj)ortant  are  leucine  and  tyrosine.  Their  characteristic  crys- 
tals can  often  be  detected  by  the  microscope  in  the 
urinary  sediment  (see  Fig.  52).  The  crystals  may  also 
be  obtained  by  allowing  a drop  of  the  fresh  urine  to 
evaporate  slowly  upon  an  object-glass.  There  is.  a 
chemical  test  for  them  which  w^e  can  not  here  de- 
scribe. There  are  some  other  abnormal  constituents 
to  be  found  in  the  urine  besides  leucine  and  tyrosine ; 
but  what  their  significance  is  we  ^ do  not  know. 
Among  these  are  sarcolactic  acid,  oxymandel  acid, 
peptonoid  substances,  and  large  amounts  of  kreatinc. 

It  at  once  suggests  itself  that  this  disappearance 
of  urea  and  appearance  of  leucine  and  tyrosine,  which 
ai’e  regarded  as  preparatory  stages  in  the  formation 
of  urea,  gives  valuable  support  to  Meissner’s  and  Von  Schi’oder’s  idea  that  this 
substance  is  manufactured  in  the  liver. 

As  to  the  other  organs  little  need  be  said.  Vomiting  is  very  frequent  in  the 
second  stage,  as  well  as  in  the  first.  It  usually  ushere  in  the  severe  cerebral  symp- 
toms. The  stools  are,  as  a rule,  clay -colored,  as  is  usual  in  jaundice.  There  is 
generally  constipation.  The  pulse  is  rapid,  often  reaching  140  to  160  beats  per 
minute,  and  is  also  small  and  compressible.  It  is  this  acceleration  of  the  pulse, 
contrasting  with  its  usual  slowness  during  the  first  stage,  which,  along  wdth  the 
vomiting,  announces  the  onset  of  dangerous  symptoms.  The  pulmonary  signs 
are  seldom  marked,  although  there  may  be  bronchitis  or  a pneumonia  due  to 
the  inhalation  of  foreign  substances.  During  the  coma  which  precedes  death 
respiration  is  usually  hurried,  and  often  deep  and  noisy.  Sometimes  it  is  irregu- 
lar. 

The  tempei’ature  is  generally  approximately  normal.  Toward  the  fatal  termi- 
nation there  may  be  a subnormal  temperature.  Still  more  frequently  the  tem- 
perature rises  before  death,  and  even  sometimes  grows  higher  after  death,  reaching 
107'5°  (42°  C.)  or  more. 

In  case  the  disease  attacks  a pregnant  woman,  abortion  or  premature  delivery 
is  almost  certain  to  occur. 

The  entire  duration  of  the  disease  depends  mainly  upon  the  length  of  the  first 
stage.  This  may  be  entnely  absent,  or  may  he  brief,  or  may  occupy  several 
weeks,  The  duration  of  the  second  stage,  reckoning  from  the  occurrence  of  grave 
cerebral  symptoms,  is  generally  onlj'  a few  days  (two  to  four),  rarely  a week. 
The  termination  is  invariably  fatal.  In  the  few  cases  of  recovery  reported  there 
is  doubt  about  the  correctness  of  the  diagnosis. 

The  diagnosis  can  not  be  made  till  the  second  stage.  The  symptoms  of  the 
first  stage  are  indistinguishable  from  those  of  simple  catarrhal  jaundice.  With 
the  development  of  the  grave  symptoms  all  doubt  usually  vanishes.  The  general 
course  of  the  disease,  the  deep  jaundice,  the  cerebral  disturbances,  the  cutaneous 
ecchymoses,  and  the  character  of  the  urine,  form  a clinical  ])icture  resembling  no 
other  disease.  The  only  cases  where  there  can  be  any  uncertainty  about  the  diag- 
nosis ai’e  the  exceptional  ones  in  which  there  is  no  jaundice.  Acute  phosphorus 
poisoning  (q.  v.)  is  in  many  respects  very  similar  in  its  phenomena,  but  can  gen- 
erally be  differentiated,  even  if  the  history  of  the  case  is  not  conclusive.  The 
chief  points  are  that  in  phosphorus  poisoning  the  liver  remains  of  large  size  for 
some  time,  and  is  very  painful;  that  the  nervous  symptoms  much  less  frequently 
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assume  the  form  of  maniacal  excitement ; and  that  in  but  few  cases  is  there  any 
large  amount  of  leucine  and  tyrosine  in  the  urine. 

After  what  has  been  said,  we  need  hardly  add  that  treatment  is  unavailing. 
Usually  laxatives  are  employed,  e.  g.,  calomel.  The  nervous  symptoms  are  com- 
bated by  an  ice-cap  and  baths  and  narcotics ; the  vomiting,  by  opium  and  bits  of 
ice;  and  the  cardiac  weakness,  by  stimulants. 


APPENDIX. 

PERNICIOUS  JAUNDICE.  CHOL^MIA  AND  ACHOLIA. 

Reference  has  been  repeatedly  made  in  the  preceding  chapters  to  the  possibil- 
ity of  the  sudden  supervention  of  grave  nervous  derangements  in  the  course  of 
various  hepatic  diseases.  These  nervous  symptoms  resemble  one  another  so  much 
in  the  different  instances  of  their  occurrence  that  we  are  forced  to  believe  them 
always  due  to  the  same  cause. 

Tlrese  symptoms  are  relatively  most  frequent  where  there  is  chronic  biliary 
retention.  Whether  this  retention  be  the  result  of  obstruction  of  the  common  or 
the  hepatic  duct,  or  of  stenosis  of  the  biliary  passages  from  a carcinoma  involving 
the  opening  of  the  common  duct  into  the  duodenum,  or  that  duct  itself,  the  patient 
may  quite  suddenly  fall  into  a condition  which  in  many  respects  corresponds  to 
the  second  stage  of  acute  yellow  atrophy  just  described.  Grave  cerebral  disturb- 
ances declare  themselves,  with  delirium,  convulsions,  and  coma.  There  are  haem- 
orrhages into  the  skin  and  into  the  mucous  membranes,  and  in  a few  days  the 
patient  dies.  Usually  the  end  is  attended  wath  high  fever.  We  have  ourselves 
seen  a temperature  of  107’4°  (41 '9°  C.)  in  a case  of  cancer  at  the  duodenal 
extremity  of  the  common  duct.  It  is  this  group  of  symptoms  which  is  usually 
termed  pernicious  jaundice ; but  almost  precisely  similar  phenomena  may  sudden- 
ly appear  in  hepatic  cirrhosis,  when  there  is  no  great  degree  of  jaundice,  if  any. 

Just  what  produces  these  grave  results  in  acute  yellow  atrophy  and  the  other 
disorders  just  enumerated,  we  are  not  certain.  Three  theories  have  been  pi'o- 
pounded  in  explanation.  The  first  theory,  the  latest  champion  of  which  is  Ley- 
den, attributes  pernicious  jaundice  to  cholaemia — that  is,  to  the  accumulation  in 
the  blood  of  the  constituents  of  bile,  and  in  particular  of  the  biliary  acids,  as  a 
result  of  absorption.  This  accumulation,  it  is  said,  is  promoted  by  the  pai’alyzing 
effect  of  the  jaundice  upon  the  activity  of  the  kidneys.  Opposed  to  this  theory  is 
the  fact  that  these  same  symptoms  may  occur  where  there  is  no  marked  hepa- 
togenous jaundice. 

Traube  has  suggested  that  as  a result  of  the  great  impairment  of  nutrition 
there  is  a cerebral  anaemia,  which  in  its  turn  brings  on  the  nervous  attacks. 
Cohnheim  also  advocated  this  view,  with  some  modifications. 

The  view  which  we  are  most  inclined  to  accept  is  that  of  Frerichs.  He  has 
given  to  the  group  of  symptoms  under  discussion  the  name  of  acholia.  These 
symptoms  he  ascribes  to  the  pernicious  influence  of  those  substances  which  under 
normal  conditions  are  manufactured  by  the  liver  into  bile,  but  which  in  sucli  cases 
accumulate  in  the  blood  and  the  tissues.  As  Frerichs  himself  has  said,  and  we 
believe  very  justly,  this  view  should  be  extended  to  include  all  other  transforming 
functions  of  the  liver,  and  especially  the  production  of  urea.  It  is  also  very  pos- 
sible that  in  addition  to  the  acholia,  cholueinic  poisoning  may  sometimes  exert  a 
simultaneous  influence. 

The  termination  of  choloemia  or  acholia  is  almo.st  always  as  unfavorable  as 
that  of  acute  yellow  atrophy.  In  cases  of  this  kind  there  is  usually  marked  fatty 
degeneration  of  the  hepatic  parenchyma  to  bo  found  post  mortem. 
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CHAPTER  VII. 

ICTERUS  NEONATORUM. 

{Jaundice  of  the  New-horn.) 

Frequently  the  noi’mal  red  color  of  the  skin  in  children  changes  on  the 
second,  third,  or  fourth  day  after  birth  to  a distinctly  yellow,  jaundiced  hue.  The 
yellow  tinge  is  deeper  on  the  face  and  trunk  than  on  the  extremities.  There  are 
no  special  digestive  or  constitutional  disturbances.  Still  it  may  be  taken  for  the 
rule  that  weaklings  more  often  present  this  jaundice  than  do  vigorous  babes. 
The  abnormal  hue  is  almost  certain  to  vanish  in  a week  or  two,  and  leave  no 
sequelae.  The  tei’mination  is  unfavorable  in  those  instances  alone  where  there  is 
some  special  complication,  not  directly  connected  with  the  jaundice  as  such. 

The  aetiology  is  a disputed  matter.  A large  number  of  all  sorts  of  theories  have 
been  set  up,  no  one  of  which  to  this  day  has  gained  universal  acceptance.  For- 
merly there  was  considerable  tendency  to  regard  the  jaundice  as  haeraatogenous — 
that  is,  due  to  the  transformation  of  the  pigment  of  broken-down  blood-corpuscles 
into  bile-pigment.  Points  which  seemed  to  supj)ort  this  view  are  the  light  (not 
jaundiced)  color  of  the  urine  and  the  yellow  color  of  the  stools  (fi’om  bile).  But 
more  accurate  examination  has  shown  that  the  urine  does  contain  biliary  pig- 
ment, as  do  also  the  kidneys  of  such  infants  as  happen  to  die  during  the  existence 
of  the  jaundice ; and  the  biliary  acids  have  been  clearly  shown  to  be  present  in 
the  serous  transudations.  It  may  therefore  be  considered  certain  that  icterus 
neonatorum  is  hepatogenous;  but  how  the  biliary  retention  and  consequent 
absoiqjtion  are  caused  we  do  not  know.  Pei’haps  at  first  the  bile  is  not  ejected 
properly,  from  weakness,  or  the  ducts  may  be  narrow,  or  temporarily  plugged  by 
desquamated  epithelium.  Birch-Hii’schfeld  has  called  attention  to  the  fact  that 
after  birth  there  is  a tendency  to  considerable  passive  congestion  of  the  liver,  with 
resultant  oedema  of  Glisson’s  capsule  and  pressure  upon  the  interlobular  bile- 
ducts.  We  should  also  consider,  as  Hofmeier  points  out,  that  probably  during 
the  first  few  days  of  extra-uterine  life  there  is  a comparatively  large  amount  of 
bile  secreted,  occasioned  by  the  destruction  in  considerable  numbers  of  tlie  red 
blood-globules. 

It  is  well  to  mention  in  conclusion  that  in  very  rare  instances  there  is  complete 
congenital  stenosis,  or  even  entire  absence,  of  the  larger  bile-ducts.  Then  deep 
jaundice  comes  on  soon  after  birth,  and  is  persistent.  The  children  become 
extremely  emaciated,  and,  after  a few  weeks,  inevitably  perish. 


CHAPTER  VIII. 

SYPHILIS  OP  THE  LIVER. 

iEtiology  and  Pathology. — Syphilitic  disease  of  the  liver  occurs  both  when  the 
syphilis  is  acquired  and  when  it  is  congenital.  Congenital  syphilitic  disease  of 
the  liver  may  be  diffuse  or  localized,  and  causes  a cellular  infiltration  in  either 
case.  If  the  changes  are  extensive,  the  organ  is  hard  and  considerably  enlarged; 
or,  if  the  newly  formed  connective  tissue  has  undergone  contraction,  the  liver  is 
smaller  than  normal,  and  its  surface  is  uneven.  In  some  cases  of  hereditary 
syphilis,  distinct  gummata  of  considerable  size  have  been  observed. 

In  acquired  syphilis,  hepatic  disease  is  one  of  the  so-called  tertiary  symptoms, 
and  does  not  usually  develop,  at  least  to  any  great  extent,  until  several  years  after 
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infection.  Indeed,  it  may  be  a very  late  result.  It  may  take  the  form  either  of 
a diffuse  syphilitic  hepatitis,  or  of  circumscribed  gummata  or  syphilomata.  The 
diffuse  hepatitis  does  not  present  essentially  different  anatomical  appearances  from 
those  of  ordinary  cirrhosis.  The  gummata  are  the  most  characteristic,  and  the 
most  important  clinically.  They  may  form  separate  tumors  the  size  of  an  apple 
or  even  larger.  The  convex  surface  of  the  organ,  particularly  that  portion  near 
the  suspensory  ligament,  seems  to  be  a favorite  location  for  the  new  growth.  The 
same  is  true  of  the  porta  hepatis,  where  Glisson’s  capsule  enters  the  liver.  At  the 
autopsy  the  gummata  have  in  most  cases  already  begun  to  undergo  contraction. 
If  so,  the  Ever  is  usually  smaller  than  normal,  and  traversed  in  various  directions 
by  deep  furrows,  which  divide  it  into  lobes.  These  furrows  are  due  to  firm  cica- 
tricial bands,  among  the  fibers  of  which  we  may  sometimes  find  necrotic  and 
cheesy  vestiges  of  the  gumma  proper.  Often  there  is  evident  syphilitic  endai’teri- 
tis  in  the  smaller  and  sometimes  also  in  the  larger  branches  of  the  hepatic  artery 
^nd  portal  vein. 

Clinical  History. — Circumscribed  syphilitic  changes  in  the  liver  often  give  rise 
to  no  symptoms  whatever.  It  is  only  when  the  disease  comes  to  disturb  the  portal 
circulation  that  a series  of  symptoms  result,  which,  for  evident  reasons,  may  be 
analogous  in  all  essential  points  to  the  effects  of  ordinaiy  cin-hosis.  Whenever 
the  syphilitic  growths  contract  so  as  to  obliterate  a lai'ge  number  of  branches  of 
the  portal  vein,  or  whenever  a gumma  happens  to  be  so  situated  as  to  compress 
the  trunk  of  the  portal  vein  itself,  then  the  well-known  results  of  portal  obstruc- 
tion are  inevitable,  the  chief  being  ascites  and  enlargement  of  the  spleen.  The 
disturbance  of  circulation  often  gives  rise  also  to  anorexia  and  digestive  disorders. 
Experience  shows  jaundice  to  be  rare  in  hepatic  syphilis,  but  it  may  appear  when 
the  lesions  involve  the  larger  bile-ducts  or  a considerable  number  of  the  smaller 
biliary  passages. 

On  i^hysical  examination,  the  results  vary  according  to  the  form  and  the  stage 
of  the  disorder.  Sometimes  the  lai’ger  gummata  may  be  plainly  felt  through  the 
abdominal  walls,  usually  as  fiattened  hemispheres.  Frequently,  also,  we  can  feel 
the  edge  of  the  enlarged  organ,  and  can  detect  that  the  edge  is  less  sharp  than  nor- 
mal. In  other  instances  the  separate  elevations  and  prominences  can  be  made  out. 
The  area  of  dullness  on  percussion  of  course  varies  in  different  cases. 

It  deserves  mention  that  hepatic  syphilis  quite  often  causes  severe  pain,  some- 
times over  the  entire  region  of  the  liver  and  sometimes  in  just  one  spot.  Pain  is 
by  no  means  felt  in  every  case.  With  the  pain  there  may  be  great  tenderness  on 
pressure. 

The  course  of  the  disease  is  usually  tedious,  and  may  occupy  many  yeai*s. 
Probably,  too,  lesions  exist  in  many  cases  long  before  there  are  any  symptoms, 
.lust  as  in  cirrhosis,  ascites  is  usually  the  first  thing  to  attract  the  patient’s  atten- 
tion. Improvement  and  temporary  arrest  of  the  disease  are  more  frequent  than 
in  ordinary  cirrhosis.  Still,  in  most  cases,  where  the  lesions  arc  at  all  extensive, 
the  termination  is  unfavorable. 

The  diagnosis  is  not  always  easy.  Usually  the  objective  changes  in  the  liver, 
the  ascites,  and  the  enlarged  spleen,  indicate  hepatic  trouble,  but  we  are  often 
unable  to  determine  just  what  the  trouble  is.  Naturally,  the  mtiological  factors 
are  of  gi’eat  importance.  In  a toper  we  would  think  rather  of  the  common 
form  of  cirrhosis.  If  there  is  a syphilitic  history,  or  if  we  find  scars  in  the 
throat,  iiregularities  in  the  surface  of  the  bones,  or  other  signs  of  a specific 
dyscrasia,  we  would  naturally  ascribe  the  hepatic  disorder  to  the  same  cause. 
As  to  special  signs,  if  the  prominences  on  the  liver  are  rather  large  in  contrast 
to  the  smaller  granulations  of  common  cirrhosis,  syphilis  is  somewhat  more 
probable.  Severe  pain  in  the  right  hypochoudrium  also  suggests  syphilis  rather 
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than  ciri'liosis.  It  should  also  be  considered  lhat  the  course  of  hepatic  syphilis 
is  usually  much  more  protracted  than  that  of  ordinary  hepatic  cirrhosis. 

Treatment. — Whether  we  feel  certain  that  syphilitic  hepatitis  exists,  or  merely 
suspect  it,  specific  treatment  should  he  tried.  Mercury  and  potassic  iodide  should 
both  be  given,  but  probably  the  iocUde  is  the  more  valuable  of  the  two.  But 
these  remecUes  can  be  successful  only  when  the  gummata  are  still  in  process 
of  formation.  Our  therapeutic  efforts  pi-oduce  no  impression  upon  the  cicatri- 
cial bands,  the  contraction  of  which  is  the  main  cause  of  derangement.  Hence 
we  see  why  the  results  of  treatment  in  advanced  cases  are  seldom  very  favor- 
able. 

For  symptomatic  treatment,  the  reader  is  referred  to  cirrhosis  of  the  liver. 


CHAPTER  IX. 

CANCER  OF  THE  LIVER  AND  BILE-DUCTS. 

iEtiology  and  Pathology. — Prhnary  cancer  of  the  liver  is  very  rare,  but  sec- 
ondary or  metastatic  cancer  of  this  organ  is  met  with  comparatively  often.  The 
chief  explanation  of  this  latter  fact  is  the  slowness  of  the  blood-current  in  the 
liver,  which  favoi’s  the  deposition  of  the  cancerous  germs  suspended  in  the  blood. 

Secondary  hepatic  cancer  may  be  a sequel  to  primary  cancer  of  any  organ.  It 
is  most  often  seen,  however,  when  the  primary  growth  lies  within  the  portal  sys 
tern,  in  the  stomach,  intestines,  rectum,  oesophagus,  or  pancreas.  In  some  in- 
stances the  projection  of  the  primary  growth  into  the  lumen  of  a branch  of  the 
portal  vein  has  been  directly  demonstrated,  thus  furnishing  an  obvious  source  for 
metastasis.  The  secondary  cancers  in  the  liver  may  be  very  numerous.  They  are 
found  both  within  the  organ  and  upon  its  surface.  If  superficial,  they  form  fiat- 
tened  protuberances,  which  are  often  dimpled  in  the  middle.  If  the  new  growth 
is  extensive,  the  liver  may  be  greatly  enlarged,  so  as  to  occupy  a great  part  of  the 
abdominal  cavity. 

As  we  have  said,  primary  cancer  of  the  liver  is  very  unusual.  It  may  occur 
cither  in  the  form  of  separate  large  nodules,  or  as  a more  diffuse  cancerous  infil- 
tration pervading  the  greater  part  of  the  organ.  Histologically  considered,  the 
primary  growths  are  of  cylindrical-cell  carcinoma,  apparently  originating  from 
the  epithelium  of  the  minute  bile-ducts,  but  also,  according  to  some  authors,  some- 
times starting  from  the  cells  of  the  parenchyma. 

Primary  cancer  of  the  larger  bile-ducts  is  of  more  frequent  occurrence- than 
genuine  primary  hepatic  cancer,  and  therefore  it  is  of  more  importance  clinically. 
The  gall-bladder  may  also  be  the  seat  of  primary  carcinoma.  From  these  sources 
may  proceed  abundant  metastatic  growths  in  the  liver  itself. 

As  to  the  mtiology  of  hepatic  cancer  we  can  be  brief.  The  disease  is  most  fre 
quent  in  advanced  life,  from  forty  to  sixty,  following  in  this  the  general  rule  for 
cancer.  Special  causes  are  not  known.  It  sometimes  seems  possible  to  trace  a 
hereditary  predisposition  to  it.  In  many  cases  gall-stones  seem  to  start  up  the 
development  of  carcinoma. 

Clinical  History— Diagnosis. — Many  small  nodules  of  cancer,  as  well  as  large 
masses  which  are  favorably  situated,  may  exist  in  the  liver  without  exciting  any 
symptoms.  If  there  is  an  undoubted  primary  cancer  in  another  organ,  such  as 
the  stomach,  we  must  always  remember  the  possibility  of  metastatic  growths  in 
the  liver;  but  they  can  not  be  proved  to  exist,  unless  they  alter  appreciably  the 
size  or  shape  of  the  organ.  Sometimes  they  may  be  inferred,  when  we  observe 
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eitlier  ascites  and  enlargement  of  the  spleen  from  pressure  on  the  portal  vein,  or 
jaundice  from  pressure  on  the  bile-ducts. 

On  palpation,  we  are  often  able  to  make  out  one  or  more  tumors  plainly  in 
hepatic  cancer.  These  tumors  are  in  the  region  of  the  liver,  and  they  are  du-ectly 
connected  with  it,  as  we  can  prove  by  marking  out  its  limits  by  percussion  and 
palpation.  Another  characteristic  sign  is  that  almost  all  hepatic  tumor’s  can  he 
felt  to  move  with  respiration,  on  account  of  the  inspiratory  depression  of  the  dia- 
phragm pushing  down  the  liver  and  all  that  is  joined  to  it.  Percussion  over  a 
hepatic  tumor  almost  invariably  gives  flatness,  in  contrast  to  the  mufi3.ed  tym- 
panitic resonance  of  many  gastric  tumors. 

The  most  characteristic  condition  is  not  a very  rare  one;  in  it  the  liver  is  the 
seat  of  a very  large  number  of  cancerous  nodules.  In  such  cases  the  organ  is 
usually  much  enlarged.  Often  we  can  detect  by  mere  inspection  a great,  irregular 
prominence  in  the  hepatic  region,  pressing  forward  the  flabby,  atrophied  walls  of 
the  abdomen,  and  reachmg  down  to  the  level  of  the  umbilicus,  or  even  lower. 
On  palpation,  we  can  feel  most  of  the  anterior  surface  of  the  liver,  and  the  sepa- 
rate cancerous  nodules  scattered  over  it.  These  usually  are  as  lai’ge  as  walnuts, 
or  even  apples.  The  lower  or  ahterior  margin  of  the  liver  can  often  he  made  out 
plainly,  and  it  also  is  often  the  seat  of  nodules;  and  we  can  sometimes  feel  nodules 
on  the  lower  surface  of  the  organ. 

The  other  clinical  phenomena  in  hepatic  cancer  have  several  causes : (1)  The 
primary  disease,  such  as  cancer  of  the  stomach ; (2)  the  general  cancerous  cachexia, 
as  shown  by  languor,  emaciation,  and  possibly  a shght  oedema  of  the  ankles;  and 
(3)  the  possible  compression  of  the  blood-vessels  or  bile-ducts.  This  compression  is 
not  infrequent,  and  produces  a moderate  or  even  a large  ascitic  effusion.  Even  in 
these  instances  the  spleen  is  seldom  much  enlarged  as  a result  of  the  passive  con- 
gestion, because  the  universal  emaciation  and  anaemia  counteract  the  tendency  to 
increase  in  size.  Jaundice  is  relatively  more  frequent  in  cancer  of  the  liver  than 
is  ascites.  It  is  caused  by  compression  either  of  the  hepatic  duct  or  of  the  minuter 
bile-ducts.  On  the  other  hand,  however,  we  can  easily  see  that  hepatic  cancer 
may  exist  without  prpduciug  either  icterus  or  ascites. 

The  differential  diagnosis  of  hepatic  cancer  from  cancel  in  other  organs  is 
sometimes  extremely  difficult.  This  is  particularly  true  of  pyloric  cancer,  and 
especially  so  when  the  pylorus  has  become  adherent  to  the  livei’,  which  often  is  the 
case.  Cancers  of  the  omentum  and  of  the  colon  sometimes  simulate  hepatic 
cancer,  but  they  seldom  move  so  decidedly  in  respiration  as  do  hepatic  tumors. 
Given  a new  growth  in  the  liver,  it  is  usually  comparatively  easy  to  distinguish 
between  carcinoma  and  other  tumoj-s.  The  benign  growths,  like  adenoma,  are 
so  rarely  found  in  the  liver  that  they  can  actually  be  almost  disregarded.  If 
there  are  syphilitic  growths,  we  may  be  aided  by  the  history  of  the  case  and 
other  signs  of  syphilis,  or  by  the  eventual  conti’action  and  atrophy  of  the  organ. 
Echinococci  have,  as  a rule,  a much  more  regular  shape,  like  a flattened  sphere, 
^rge  abscesses  are  rare  in  our  latitudes;  and  if  tliey  occur,  usually  the  mtiology 
i.s  significant.  They  also  frequently  cause  fever  and  rigors,  which  cancer  does 
not. 

When  we  have  decided  that  cancer  of  the  liver  is  present,  the  question  arises, 
I.s  it  primary  or  secondary?  In  the  first  place,  primary  cancer  here  is  so  rare  that 
the  probabilities  are  in  favor  of  a secondary  growth.  Not  infrequently  fho 
primary  tumor  can  not  be  detected  during  life.  Thus  a small  cancer  of  the 
stomach,  or  a flat  oesophageal  cancer,  or  carcinoma  of  the  pimcrcas,  are  all  easily 
overlooked.  If  we  find  many  nodules  in  the  liver  and  no  primary  ti’oublc  else- 
where, then  thei’c  comes  the  possibility  that  tliere  is  primary  cancer  in  tlie  gall- 
ladder  or  the  bile  ducts.  In  rare  instances  palpation  may  discover  the  gajl- 
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bladder  in  a state  of  cancerous  degeneration  close  underneath  the  liver;  but 
usually  the  viscus  will  be  small  and  contracted,  and  the  flat  and  ulcer'atino- 
growth  is  not  noticeable,  except  from  the  inside.  It  is  particularly  in  those  cases 
of  hepatic  cancer  where  there  is  great  and  persistent  icterus,  and  no  evidence  ©f 
caicinoma  in  any  other  organ,  that  we  should  be  most  apt  to  think  of  primary 
cancer  of  the  hile-ducts. 

The  dm  ation  of  hepatic  cancer  is  usually  not  prolonged.  The  first  decided 
evidences  of  its  existence  no  sooner  present  themselves  than  marasmus  and 
cachexia  rapidly  develop.  The  fatal  end  comes  in  a few  months,  or  at  latest 
within  a year. 

The  prognosis  is  hopeless.  Treatment  can  avail  only  to  alleviate  somewhat 
the  patient’s  sufferings. 


CHAPTER  X. 

ECHINOCOCCUS  OF  THE  LIVER. 

Natural  History  and  Pathology. — Inasmuch  as  it  is  the  liver  which  suffers 
most  frequently  from  invasions  of  the  echinococcus,  we  will  here  state  the  main 
general  points  relative  to  the  troubles  pi'oduced  by  this  parasite. 

The  tcenia  echinococcus  (see  Pig.  53)  is  a small  tape-worm 
about  four  millimetres  long,  and  composed  of  three  or  four 
joints.  It  inhabits  the  intestinal  canal  of  the  dog.  Man 
becomes  infected  by  the  ingestion  of  the  eggs  of  this  tape- 
worm into  the  stomach.  The  striking  prevalence  of  the  dis- 
ease in  Iceland  is  explained  by  the  fact  that  the  inhabitants 
live  in  constant  contact  with  their  numerous  canine  friends. 
Among  us  the  echinococcus  is  comparatively  rare. 

If  a human  being  has  become  infected,  the  blood-current 
carries  the  embryo  into  some  organ.  a great  majority  of 
cases  it  passes  through  a branch  of  the  portal  vein  into  the 
liver  and  there  fastens  itself ; but  the  echinococcus  may  be 
developed  in  other  organs — like  the  lungs  {vide  page  252), 
the  bones,  the  brain,  and  the  kidneys.  A hydatid  cyst  de- 
velops from  the  embryo,  and  is  filled  with  a non-albuminous 
fluid.  The  cyst  is  composed  of  an  external  cuticle  of  lamel- 
lated  sh'ucture,  and  an  innei’,  parenchymatous  layer,  which 
contains  muscular  flbers  and  blood-vessels.  Surrounding 
the  cyst,  as  it  lies  in  the  infested  organ,  there  is  gradually 
developed  a thick  capsule  of  connective  tissue. 

After  the  cyst  has  continued  its  growth  for  some  four  to 
six  months,  being  now  about  the  size  of  a walnut,  there  are 
generated  upon  the  inner  surface  of  the  capsule,  from  the 
parenchymatous  layer,  so-called  breeding  capsules,  contain- 
ing numbers  of  echinococcus-heads,  or  “scoZicss.”  Each 
scolex  has  four  suckers  and  a circlet  of  hooks.  It  can  draw 
enlarged.  Above,  at  itself  into  the  breeding  capsule  and  also  produce  a promin- 
cus,  of^naturTi  size°°'^  ence  upon  the  outer  surface  of  the  latter  (see  Pigs.  54,  55, 
and  56). 

Usually  the  primary  cyst  gives  rise  to  secondary  “daughter  vesicles,”  and  these 
to  “granddaughter  vesicles.”  Some  of  these  are  formed  in  the  cuticle,  others 
from  the  breeding  capsules.  In  man  they  generally  grow  inward — that  is,  ai‘e 
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endogenous  {echinococcus  hydatidosus) — and  finally  become  detached.  Hundreds 
of  them  may  sometimes  be  found  free  in  the  liquid  contents  of  the  cyst.  In 
animals  the  daughter  vesicles  are  more  often  exogenous  {echinococcus  veterino- 
rum  sen  granulosus).  A peculiar  kind  of  echinococcus,  which  was  formerly 
regarded  as  a kind  of  new  growth,  is  that  called  by  Vu'chow  echinococcus  midti- 


FiG.  64.  Fig.  55.  Fig.  56. 


Figs.  54  and  55.— (.From  Heller.)  Echinococcus  scolices,  free,  drawn  in  and  turned  outward. 

Fig.  56.— Echinococcus  booklets. 

locularis.  This  gives  rise  to  a hard  tumor,  which  is  composed  of  vesicles  the  size 
of  a pea,  and  which  seems  to  grow  along  the  lymph-vessels,  and  possibly  in  the 
blood-vessels  also. 

The  growth  of  a hydatid  cyst  is  slow,  and  may  continue  for  years.  It  may 
finally  attain  the  size  of  a child’s  head.  At  last,  however,  the  echinococcus  dies. 
The  cyst  then  undergoes  considerable  though  gradual  contraction,  and  both  walls 
and  contents  become  calcified. 

Clinical  Phenomena. — As  long  as  the  cyst  in  the  liver  retains  moderate  dimen- 
sions, there  is  usually  no  discomfort.  Frequently  the  cysts  perish  and  become 
calcified,  without  having  ever  attracted  attention,  and  are  found  post-mortem 
merely  by  accident. 

If  the  cyst  becomes  veiy  large,  it  causes  a sensation  of  pressure  and  pain  in  the 
hepatic  region.  In  rare  instances,  unusually  large  cysts,  if  situated  on  the  convex 
surface  of  the  liver  may  crowd  uj)  the  diaphragm  so  as  to  compress  the  lower 
portions  of  the  lung  and  induce  dyspnoea.  Again,  the  cyst  may  be  so  situated  as 
to  compress  the  portal  vein  or  a large  bile-duct.  Then  appear  ascites  and  enlarge- 
ment of  the  spleen,  or  jaundice,  as  the  case  may  be. 

It  is  an  important  fact  tbat  sometimes  the  cyst  ruptures  and  discharges  its 
contents  into  neighboring  parts.  Thus  in  repeated  instances  the  pleural  cavity 
has  been  invaded ; also  the  lungs,  as  evidenced  by  the  expectoration  of  vesicles ; 
the  intestinal  canal,  with  the  appearance  of  vesicles  in  the  stools;  the  bile-ducts, 
followed  by  jaundice  and  the  eventual  appearance  of  vesicles  in  the  intestine ; and 
the  vena  cava  inferior,  causing  sudden  death  from  pulmonary  embolism.  Some- 
times the  cyst  pushes  outward  through  the  abdominal  walls,  and  terminates  in  i-e- 
covery.  Exceptionally,  the  echinococcus  sac  undergoes  purulent  inflammation, 
with  all  the  symptoms  of  a hepatic  abscess. 

A mtdtilocular  echinococcus  usually  excites  grave  disturbance.  The  liver  is 
decidedly  enlarged,  and  generally  is  firm  and  smooth,  not  uneven,  to  the  touch. 
As  a rule,  there  are  jaundice,  swelling  of  the  spleen,  and  ascites,  and  accompany- 
ing these  a gradual  loss  of  flesh  and  sti-ength,  ending  fatally. 

. A diagnosis  is  sometimes  easily  reached  if  the  cysts  can  be  felt  upon  the  surface 
of  the  liver.  Usually  the  tumors  are  flat  or  globulai-,  and  of  firm  consistence, 
though  often  evidently  elastic.  A peculiarly  characteristic  sign,  though  one  which 
is  seldom  obtainable,  is  the  “hydatid  tlu’ill.”  It  is  felt  upon  giving  the  tumor  a 
quick,  short  blow  with  the  flat  of  the  hand.  The  diagnosis  is  certain  if,  in  any 
way,  echinococcus  vesicles  arc  dischai-ged.  Aspiration  for  purposes  of  diagnosis 
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has  been  repeatedly  perfoi-med.  The  fluid  thus  evacuated  is  light-yellow,  almo.st 
always  non-albumiuous,  and,  upon  microscopic  examination,  sometimes  presents 
fragments  of  the  lamellated  membrane,  or  some  of  the  booklets.  But  if  we  do 
not  find  these  morphological  elements,  we  are  by  no  means  warranted  in  exclud- 
ing echinococcus.  Chemically,  the  fluid  should  yield  sugar  and  succinic  acid. 
This  fact  may  perhai^s  aid  diagnosis. 

Frequently  it  is  difficult  to  distinguish  between  an  echinococcus  of  the  liver 
and  other  hepatic  disorders.  We  may  need  to  consider  all  the  circumstances — 
causation,  age,  fever,  shape  of  the  tumor,  or  perhaps  the  results  of  an  exploratory 
puncture.  Large  cysts,  which  crowd  themselves  upward  into  the  pleural  cavity 
may  simulate  a pleuritic  effusion. 

Treatment. — The  administi’ation  of  internal  remedies  is  extremely  unreliable. 
Iodide  of  potassium  and  mercury  are  especially  recommended.  It  is,  however, 
opei’ative  interference  alone  that  holds  out  any  promise  of  success ; but  this  has 
its  dangers,  and  should,  therefore,  be  held  in  reserve  till  the  symptoms  become 
grave  or  very  distressing.  For  details  of  the  numberless  methods  of  operation 
which  have  been  proposed,  we  would  refer  to  wmrks  on  surgery,  but  we  may 
mention  here  that  simple  aspiration  of  the  contents  of  the  cyst  sometimes  affords 
permanent  relief;  the  cyst  becomes  obliterated,  and  there  is  complete  I'ecovery. 
In  a few  cases,  after  the  sac  has  been  emptied,  tincture  of  iodine  has  been  injected. 
Most  of  the  other  methods  aim  (1)  to  bring  about  adhesion  of  the  sac  to  the  ab- 
dominal walls,  and  (2)  to  lay  it  open  and  evacuate  the  contents.  At  the  surgical 
clinique  in  Leipsic  the  favorite  and  a very  satisfactory  method  is  to  employ  a 
caustic  paste,  made  with  chloride  of  zinc,  which  slowly  effects  an  opening  of  the 
cyst,  and,  by  the  adhesive  inflammation  it  excites  previously,  fixes  the  cyst  to  the 
abdominal  waUs.  Simon's  method  is  to  thrust  in  several  trocars,  at  intervals  from 
one  another,  and  allow  them  to  remain  till  adhesions  are  formed.  Then  the 
points  of  puncture  are  united  by  an  incision,  the  sac  emptied,  syringed  out,  disin- 
fected, and  allowed  to  heal  gradually. 

[The  experience  of  Australian  surgeons  -with  hydatid  disease  is  very  large, 
and  Thomas  believes  that  the  cure,  after  tapping,  is  often  iUusoiy,  and  that  failure 
follows  in  at  least  forty  per  cent,  of  the  cases.  He  has  collected  sixty-eight  cases 
of  hydatid  diseases  treated  by  laparotomy,  with  only  seven  deaths.  In  twenty- 
one  cases  treated  as  in  Leipsic  (Volkmann’s  method),  the  mortality  has  been  nine- 
teen per  cent.] 


CHAPTER  XI. 

CIRCULATORY  DISTURBANCES  IN  THE  LIVER. 

1.  Hepatic  anaemia  is  seldom  extreme  except  in  cases  of  j)rofound  general 
anajmia,  and  has  no  clinical  importance,  so  far  as  we  are  aware. 

2.  Passive  congestion  of  the  liver  is  of  frequent  occuri’ence  and  is  of  impor- 
tance. It  may  arise  in  any  disorder  which  disturbs  the  systemic  circulation.  It 
is  oftenest  seen  in  connection  with  heart  disease,  particularly  mitral  disease.  It 
also  follows  pulmonary  emphy.sema  and  chronic  processes  which  result  in  con- 
traction of  the  lungs.  The  liver  is  enlarged  and  engorged.  The  hepatic  veins 
being  situated  in  the  center  of  the  lobules,  this  central  jjortion  becomes  darkly 
pigmented,  while  the  periphery  of  the  lobules  seems  lighter  colored.  The  perijfli- 
eral  cells  may  even  appear  distinctly  yellow,  fi’om  a fatty  infiltration  Avhich  is  not 
infrequent.  In  this  Avay  the  cut  surface  comes  to  present  that  variegated  appear- 
ance which  has  led  to  the  name  of  “ nutmeg  liver.”  If  the  venous  stasis  be  per- 
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sistent,  there  is  considerable  atrophy  of  the  hepatic  parenchyma,  involving  espe- 
. cially  the  cells  near  the  center  of  each  lobule.  Thus  the  liver  atrophies,  and  its 
surface  may  become  shghtly  granular.  This  is  the  “ atrophic  nutmeg  liver.” 

The  clinical  phenomena  are  chiefly  those  due  to  the  hepatic  enlargement.  If 
chi'ouic  cai'diac  disease,  emphysema,  or  some  analogous  trouble  has  occasioned 
congestion  of  the  liver,  the  area  of  hepatic  dullness  is  increased,  and  frequently 
we  can  feel  the  edge  or  even  a portion  of  the  anterior  surface.  In  pronounced 
cases  the  organ  may  extend  almost  a hand’s  breadth  below  the  ribs.  Often  there 
is  a slight  jaundice.  Sometimes  it  is  quite  mai’ked.  It  is  probably  due  to  the  dis- 
tended blood-vessels  compressing  the  smaller  bile-ducts.  We  have  already  men- 
tioned how  characteristic,  in  many  cardiac  cases,  is  a complexion  presenting  both 
cyanosis  and  jaundice. 

Quite  often  the  congestion,  if  great,  produces  subjective  disturbances.  There 
is  a feeling  of  pressure  and  weight  in  the  hepatic  region ; and  if  the  capsule  of  the 
organ  is  tightly  stretched,  there  may  be  actual  pain. 

The  prognosis  and  treatment  depend,  of  course,  upon  the.  primary  disorder. 

3.  About  active  hyperaemia  of  the  liver  we  have  little  definite  information. 
Formerly  there  was  a great  deal  said  about  it,  as  one  of  the  conditions  in  “ ab- 
dominal plethora.”  Active  hyperaemia  is  most  frequently  assumed  to  exist  in 
case  of  those  who  are  good  livers  and  of  sedentary  habit.  In  such,  we  are  told, 
the  temporai’y  physiological  hyperaemia  which  attends  digestion  passes  on  into  a 
permanent  congestion  of  the  liver.  Thereby  the  organ  is  enlarged,  there  ai’e  pain- 
ful sensations  in  the  right  hypochondriun,  digestive  disturbances,  and  occasional 
slight  jaundice.  The  abnormal  condition  just  described  is  certainly  often  met 
Avith  in  practice,  but  it  would  seem  hardly  ]Dossible  to  draw  a clear  dividing-line 
between  active  hyperaemia  of  the  liver  and  other  disturbances  which  give  rise  to 
similar  symptoms.  Such  are  chronic  gastric  and  intestinal  catarrhs;  cardiac 
hypertrophy  and  functional  cardiac  derangement,  with  passive  congestion  of  the 
liver ; fatty  liver ; and  incipient  cirrhosis. 

A prominent  factor  in  the  production  of  active  hyperaemia  of  the  liver  is  also 
ascribed  to  the  ingestion  of  such  matters  as  are  said  to  “ hritate  ” the  liver,  like 
the  various  spices,  coffee,  and,  above  all,  alcohol. 

It  should  also  be  noted  that  the  liver  may  be  much  engorged  in  many  acute 
infectious  diseases,  particularly  in  pernicious  malarial  diseases  and  in  typhus  or 
typhoid  fever. 

It  is  also  maintained  that  the  hyperaemia  may  result  from  the  cessation  of 
haemorrhages  elsewhere,  such  as  the  catamenia  or  bleeding  from  haemorrhoids. 
The  facts  that  have  been  brought  forward  to  sustain  this  view  are  none  of  them 
conclusive.  We  will  mention  that  the  “ menstrual  jaundice  ” which  occasionally 
appeal’s  when  the  menses  are  scanty  or  absent  has  been  referred  to  a vicarious 
hyperaemia  of  the  liver. 

It  is,  of  course,  impossible  to  make  general  statements  about  the  course  and 
duration  of  active  hyperaemia  of  the  liver.  Tbe  treatment  of  the  first  variety 
mentioned— namely,  that  arising  from  an  improper  mode  of  life— demands  careful 
regulation  of  the  diet,  abundant  exercise  in  the  open  air,  like  horseback-riding, 
and  laxatives.  We  may  give  rhubarb,  aloes,  or  a course  of  the  waters  at  Carls- 
bad, Marienbad,  Kissiugen,  or  Homburg. 
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CHAPTER  XII. 

ATROPHY,  HYPERTROPHY,  AND  DEGENERATIONS  OF  THE  LIVER. 

1.  Simple  Atrophy  of  the  Liver. — Simple  atrophy  is  not  of  rare  occurrence, 
being  seen  in  senile  marasmus,  and  in  malnutrition  from  almost  any  cause.  The 
degree  of  atrophy  varies.  The  hordem  of  the  organ  are  much  wrinkled.  The 
lobules  seem  decidedly  smaller  than  normal,  and  even  the  individual  cells  that 
still  remain  are  atrophied  and  also  usually  deeply  pigmented. 

The  condition  does  not  of  itself  give  rise  to  any  special  symptoms.  The  area 
of  hepatic  dullness  is  usually  lessened,  but  this  sign  is  too  ambiguous  ever  to  justify 
us  in  making  from  it  a diagnosis  of  hepatic  atrophy.  Perhaps  there  is  some  value 
in  the  alleged  lighter  color  of  the  stools,  as  indicating  a diminished  secretion  of 
bile. 

2.  Hypertrophy  of  the  Liver. — Even  under  normal  circumstances  the  liver 
undergoes  quite  marked  alterations  in  size.  The  exact  point,  therefore,  where  an 
abnormal  hypertrophy  begins  can  not  be  set.  Sometimes  the  autopsy  reveals  an 
unusually  large  liver,  of  which  there  had  been  no  indications  during  life,  and  for 
which  no  cause  can  be  made  out. 

There  are  certain  diseases  in  which  enlargement  of  the  liver  is  found  with 
comparative  frequency : diabetes  mellitus,  chronic  malarial  poisoning,  leukmmia, 
and  sometimes  rachitis.  Topers  quite  often  have  enlarged  livers,  which  as  a rule 
present  simple  hypertrophic  changes.  Occasionally  a liver  has  been  reported  as 
showing  spots  of  localized  hyperplasia,  which  may  form  flattened  prominences 
upon  the  surface  of  the  organ. 

Hyperti’ophy  is  to  be  diagnosticated  only  when  palpation  and  pei’cussion  give 
proof  of  an  enlargement,  and  yet  amyloid,  hypertrophic  cirrhosis,  and  other  dis- 
eases which  cause  an  increase  in  the  size  of  the  liver,  can  be  excluded.  The  aeti- 
ology of  the  case  should  also  be  considered. 

3.  Fatty  Liver. — This  name  is  applied  to  excessive,  diffuse,  fatty  infiltration  of 
the  hepatic  cells.  The  size  of  the  organ  is  increased.  It  is  firm,  anaemic,  and  of  a 
uniform  yellow  color,  both  externally  and  upon  section.  The  microscope  shows 
that  the  cells  of  the  parenchyma  are  filled  with  lai’ge  and  small  globules  of  fat. 
The  fat  is  most  abundant  toward  the  periphery  of  the  lobules. 

The  causes  of  fatty  hver  are  by  no  means  clear.  Sometimes  it  is  found  in 
cases  of  general  obesity,  where  we  may  assume  that  the  amount  of  fat  which  the 
liver  receives  as  noiu’ishment  is  abnormally  great;  but  often  we  find  a liver  that 
contains  comparatively  little  fat  in  those  who  have  a well-developed  panniculus 
adiposus  and  much  fat  in  other  organs.  Topers  may  have  a decidedly  fatty  liver. 
The  occm'rence  of  fatty  liver  in  the  cachectic,  and  particulaidy  in  the  consumptive, 
is  remarkable ; and  individuals  suffering  from  cancer,  or  marantic  children,  may 
also  exhibit  the  same  change.  We  have  no  intimate  knowledge  of  the  conditions 
that  prevent,  in  such  cases,  the  oxygenation  of  the  fat  which  comes  to  the  liver 
from  the  ingesta  oi’  from  other  organs. 

We  do  not  know  that  the  fatty  liver  is  in  any  way  functionally  impaired.  The 
only  clinical  indication,  therefore,  of  its  existence  is  the  increased  bulk  of  the 
organ.  In  phthisis  we  may  sometimes  feel  pretty  certain  that  the  liver  is  fatty,  if 
an  increase  in  bulk  can  be  demonstrated,  and  if  other  causes  for  this  enlargement, 
like  amyloid,  appear  improbable.  If  the  anterior  edge  of  a fatty  liver  can  be  felt, 
it  is  usually  found  to  be  noticeably  thick  and  blunt. 

The  treatment  of  fatty  liver  is  to  combat  the  original  disease. 

4.  Amyloid  Liver  {Waxy  Liver). — Amyloid  degeneration  of  the  liver  is  almost 
invariably  a part  of  extensive  amyloid  disease,  involving  also  the  spleen,  kidneys. 
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intestine,  and  other  organs.  The  disease  occurs  chiefly  in  certain  cachectic  condi- 
tions, such  as  chronic  suppuration,  as  in  caries  and  persistent  empyema,  and  also 
in  chronic  pulmonai’y  tuberculosis,  and  constitutional  syphilis. 

The  amyloid  liver  is  usually  increased  in  hulk.  The  organ  may  even  become 
almost  double  its  normal  size.  It  feels  very  flj’m  and  hard,  its  smflace  is  perfectly 
smooth,  and  its  edge  is  slightly  thickened.  The  cut  surface  presents  a charactei’- 
istic  grayish-brown  “ waxy  ” appearance. 

The  microscope  shows  that  the  degenerative  process  attacks  chiefly  the  walls  of 
the  hepatic  capillaries,  the  hepatic  cells  proper  showing  infrequent  and  slight 
amyloid  changes.  Very  often  the  cells  of  the  parenchyma  are  atrophied  and 
somewhat  infiltrated  with  fat. 

The  diagnosis  of  amyloid  liver  requires  (1)  the  demonstration  by  palpation  and 
percussion  of  hepatic  enlargement.  We  can  often  feel  a large  j>art  of  the  anterior 
siu’face  and  the  margin  of  the  hard  and  fii’m  organ.  The  liver  may  reach  as  low 
as  the  level  of  the  umbilicus.  The  diagnosis  further  demands  (2)  that  some  dis- 
ease which  predisposes  to  amyloid  be  present,  and  (3)  that  thej’e  be  evidence  of  the 
degenerative  process  in  other  oi’gans ; the  spleen  should  be  enlarged,  and  the  kid- 
neys secrete  albuminous  urine. 

The  other  symptoms,  as  well  as  both  prognosis  and  treatment,  are  determined 
mainly  by  the  nature  of  the  causative  affection.  About  amyloid  disease  in  general 
see  the  chapter  on  amyloid  kidney  (page  864). 


CHAPTER  XIII. 

ANOMALIES  IN  THE  SHAPE  AND  POSITION  OF  THE  LIVER. 

1.  Corset  Liver. — The  constant  pressure  of  the  lower  ribs  against  the  liver,  as  a 
result  of  tight  lacing,  often  produces  an  atrophy  of  the  hepatic  parenchyma  from 
pressure,  as  sho^vn  by  a deep  furrow  crossing  transversely  the  anterior  surface  of 
the  organ.  This  “ corset  furrow  ” lies  chiefly  in  the  right  lobe.  Its  usual  situation 
corresponds  to  the  margin  of  the  ribs,  and  the  atrophy  may  be  so  extreme  that  the 
liver  is  divided  into  a large  upper  part  and  a small,  usually  roundish,  lower  por- 
tion, connected  by  a narrow  isthmus  of  tissue.  At  the  atrophic  place,  the  con- 
nective-tissue capsule  of  the  liver  is  almost  always  much  thickened.  Often  the 
lower  section  can  he  bent  upward  as  if  attached  by  a hinge. 

This  deformity  of  the  liver  is  found  quite  often  in  elderly  females,  and  rai-ely 
in  men,  as  in  soldiers.  Unless  extreme,  it  can  not  be  detected  during  life,  and 
causes  no  discomfort.  Even  the  bad  cases  do  not,  as  a rule,  occasion  any  special 
symptoms;  but  they  can  be  clearly  made  out  if  the  abdominal  walls  are  lax.  The 
deep  transverse  furrow  can  be  felt,  and  also  the  lower  section,  with  its  usually 
blunt  edge.  Particularly  in  the  case  of  old  women  we  must  bear  this  condition 
m mind,  else  we  might  easily  confound  it  with  some  enlai-gcment  of  the  liver, 
like  amyloid  or  passive  congestion,  or  even  new  growths. 

In  not  rare  instances  there  are  clinical  symptoms.  A constant  sensation  of 
pressure  and  pulling  is  felt  in  the  hepatic  region ; and  sometimes,  as  .a  result  of 
venous  sta.sis,  there  is  a temporary  but  decided  swelling  of  the  isolated  portion, 
'inc  possibly  violent  pam  and  indications  of  irritation  of  the  peritoneum,  such  as 
vomiting  and  an  approach  to  collapse.  Usually  rest  in  bed  and  cold  applications 
(five  speedy  relief;  but  I’elapses  are  iiossible. 

2.  Movable  Liver. — A movable  or  “ wandering  ” liver  is  of  very  rare  occur- 
ence, and  has  thus  far  been  seen  only  in  women.  Its  cause  is  not  perfectly  deter- 
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mined.  Probably  the  suspensory  ligament  is  abnormally  long.  The  liver  does 
not  occupy  its  usual  position,  but  lies  deep  in  the  lower  part  of  tbe  abdomen. 
Here  it  can  be  plainly  felt,  and,  by  external  pressure,  it  can  generally  be  brought 
back  into  its  normal  place  with  considerable  ease.  It  is  always  abnormally  mov- 
able, and  can  be  shown  to  change  its  position  when  the  patient  changes  from  one 
side  to  the  other. 

In  most  cases  a movable  liver  causes  considerable  discomfort,  particularly  pain 
and  digestive  disturbances.  The  only  way  of  affording  relief  is  hy  applying  a 
bandage  which  may  maintain  the  organ  in  its  proper  position. 


CHAPTER  XIV. 

SUPPURATIVE  PYLEPHLEBITIS. 

{Purulent  Inflammation  of  tlie  Portal  Vein  and  its  Branches.) 

.etiology. — Purulent  pylephlebitis  is  seldom  a primary,  idiopathic  disease.  In 
most  instances  it  is  due  to  the  propagation  of  a suppurative  inflammation  of 
neighhoring  tissues  to  the  walls  of  the  vein.  The  main  trunk  of  the  portal  vein 
is  rarely  directly  attacked.  Usually  the  process  originates  in  the  hepatic  branches 
of  the  vein  or  in  the  veins  of  the  portal  system,  and  thence  extends  to  the  lai’ger 
vessel. 

Perityphlitic  abscess  is  the  most  frequent  source  of  suppurative  pylephlebitis. 
The  inflammation  involves  a mesenteric  vein,  and  thence  extends  upward.  Other 
causes  are  gastric  ulcer,  intestinal  ulcers,  as  in  dysentery,  splenic  abscess,  and 
purulent  inflammation  at  the  i^orta  he^jatis  or  within  the  liver  itself,  as  in  abscess 
due  to  gall-stones.  The  mode  of  production  in  these  cases  is  precisely  analogous 
to  that  in  perityphlitic  abscess ; but  they  are  rare. 

A special  form  of  pylephlebitis  is  observed  in  the  new-born.  Here  the  inflam- 
mation originates  in  the  umbilical  vein,  and  we  need  hardly  say  that  the  cause  is 
a septic  infection  through  the  navel. 

In  rare  instances  it  has  been  found  that  pylephlebitis  has  resulted  from  the 
penetration  into  a vein  of  some  foreign  body  that  had  been  swallowed,  such  as  a 
pin.  Here,  too,  the  true  factors  in  producing  the  inflammation  are,  of  course, 
the  bacteria  which  adhere  to  the  foreign  body. 

Pathology. — Where  the  inflammation  has  attacked  the  vascular  walls,  the  vein 
is  thickened,  and  often  the  surrounding  connective  tissue  is  infiltrated  with  pus- 
cells  and  mottled  with  minute  ecchymoses.  If  the  vein  is  cut  open,  the  intiraa 
is  seen  to  be  opaque  and  often  superficially  ulcerated.  The  lumen  of  the  vessel 
is  filled  with  a thrombus,  which  is  usually  to  a great  extent  in  a state  of  purulent 
softening,  so  that  offensive  purulent  or  sanious  fluid  flows  out.  The  course  of 
events  is  as  follows:  First,  the  wall  of  the  vein  becomes  inflamed.  As  a conse- 
quence of  this,  a thrombus  forms  at  the  same  place.  The  bacteria  penetrate  this 
thrombus  and  occasion  its  purulent  softening. 

The  extent  of  a pylephlebitis  naturally  varies  in  different  cases.  As  a rule, 
little  fragments  become  cUtached  from  the  thrombus  and  enter  the  liver,  produc- 
ing metastatic  abscesses.  Secondary  suppuration  may  also  occur  in  the  kings, 
kidneys,  brain,  and  joints,  so  that  we  have  all  the  anatomical  characteristics  of  a 
general  pymmia. 

Clinical  History. — Inasmuch  as  the  primary,  causative  disease  may  be  very 
different  in  different  cases,  it  is  impossible  to  delineate  the  disease  comprehen- 
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sively.  It  is,  however,  frequently  ushered  in  by  a number  of  symptoms,  which 
render  a diagnosis  possible,  at  least  in  some  cases,  if  the  original  disease  has 
been  recognized. 

The  symptoms  of  suppurative  pylephlebitis  are  in  part  due  directly  to  the  local 
disease  itself,  and  in  part  are  occasioned  by  the  general  pyaemia.  One  of  the  local 
symptoms  is  pain  in  the  epigastrium.  This  is  rare.  It  may  radiate  downward  or 
laterally,  according  to  the  starting-place  and  extent  of  the  inflammation.  An 
inevitable  result  of  the  portal  thrombosis  is  portal  obstruction.  The  spleen  be- 
comes considerably  swollen,  and,  if  the  disease  be  not  too  quickly  fatal,  there 
is  an  evident  effusion  into  the  peritoneal  cavity.  The  splenic  enlargement  can 
not  be  regarded  as  due  merely  to  venous  stasis,  but  is  in  part  the  “ acute  splenic 
tumor  ” of  constitutional  septic  conditions.  If  the  inflammation  spreads  from  the 
branches  of  the  portal  vein  to  the  neighboring  bile-ducts,  jaundice  results.  This 
is  seen  quite  often.  Sometimes  it  is  also  due  to  the  hepatic  abscesses,  or  to  a gall- 
stone which  happens  to  cause  trouble  simultaneously.  Now  and  then  there  is  no 
jaundice  whatever. 

Of  the  pyaemic  symptoms,  hepatic  abscesses  come  first.  They  are  due,  as  we 
have  said,  to  the  conveyance  of  septic  matter  directly  into  the  liver  by  emboli. 
The  one  almost  constant  sign  of  their  occurrence  is  a decided  enlargement  of  the 
liver.  Where  there  are  no  hepatic  abscesses,  the  organ  usually  retains  its  normal 
bulk. 

The  course  of  the  fever  is  very  characteristic.  As  in  other  pysemic  conditions, 
there  are  almost  invariably  great  elevations,  to  106°  (41°  C.),  or  higher,  accom- 
panied by  rigors,  and  followed  by  marked  remissions,  with  profuse  perspiration. 
These  onsets  of  fever  occur  at  irregular  intervals,  either  daily,  or  every  two  or 
three  days. 

There  are  at  the  same  time  indications  of  constitutional  septic  infection,  which 
keep  increasing  in  severity.  The  pulse  grows  rapid  and  small.  Intelligence  is 
impaired.  Somnolence  and  delirium  come  on,  and  the  strength  rapidly  fails. 

There  are  other  symptoms.  Vomiting  is  frequently  seen.  The  bowels  are  sel- 
dom constipated,  but  usually  relaxed.  The  dejections  may  contain  blood,  because 
of  the  venous  stasis.  In  some  cases  the  inflammation  extends  so  as  to  produce  a 
fatal  general  peritonitis.  It  is  noticeable  that  the  urine  is  generally  scanty,  and 
the  amount  of  m’ea  is  strikingly  diminished. 

The  disease  usually  runs  a rather  acute  coiu-se.  On  the  average,  it  lasts  about 
two  weeks,  but  may  occupy  three  or  four  weeks,  or  even  a longer  period.  It  is 
invariably  fatal.  At  least,  no  cases  of  recovei-y  are  known. 

The  diagnosis  can  sometimes  be  made  with  considerable  positiveness.  In  other 
instances  it  is  impossible  to  exclude  other  pyaemic  conditions,  or  abscess  due  to 
gall-stones,  etc.  Important  factors  are  the  origin  of  the  trouble— if  it  can  be  made 
ouL-the  pyaemic  rigors,  the  enlargement  of  the  spleen  and  liver,  jaundice,  epi- 
gastric pain,  and  the  evidences  of  general  sepsis. 

Treatment  is  unfortunately  almost  entirely  useless.  The  fever  is  not  affected 
even  by  large  doses  of  quinine.  All  we  can  aim  at  is  to  support  and  relieve  the 
sufferer  as  far  as  possible. 
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CHAPTER  XV. 

THROMBOSIS  OF  THE  PORTAL  VEIN. 

( Chronic  Adhesive  Pylephlehitis.  rylethromhosis.) 

.ffitiology  and  Pathology. — Like  suppui’ative  pylephlebitis,  chronic  portal  throm- 
bosis is  not  an  independent  disease,  but  is  the  sequel  of  a great  variety  of  pathologi- 
cal conditions.  Marantic  thrombosis  is  of  rare  occurrence,  and  is  usually  formed 
toward  the  close  of  life,  so  as  not  to  be  of  practical  interest.  Apart  from  this, 
almost  all  cases  of  thrombosis  of  the  portal  vein  ai’e  due  to  a compression  of  the 
tnink  of  that  vessel  or  one  of  its  main  branches.  This  most  often  occurs  in  cer- 
tain chronic  hepatic  diseases  which  involve  a mechanical  stenosis,  either  of  the 
smaller  branches  of  the  portal  vein  within  the  liver,  or  of  the  vein  itself,  with 
resulting  coagulation  of  the  blood  within  it.  Chief  among  these  diseases  are  cirrho- 
sis and  syphilis  of  the  liver,  which  have  repeatedly  been  observed  to  entail  portal 
thrombosis;  but  other  diseases  in  the  neighborhood  of  the  vein  may  produce  a 
similar  effect.  New  growths  of  various  kinds  may  press  upon  the  vessel,  or  chronic 
inflammatory  hyperplasia  of  the  connective  tissue  at  the  porta  hepatis  may  act  in 
the  same  way.  This  is  illustrated  in  chronic  peritonitis,  whether  circumscribed  or 
diffuse,  an  example  of  the  former  being  sometimes  seen  as  an  effect  of  duodenal 
ulcer. 

It  was  formerly  held  that  many  forms  of  so-called  “lobulated  liver”  were  due 
to  a primary  adhesive  pylephlebitis.  This  is  erroneous.  These  cases  are  probably 
all  due  to  some  primary  hepatic  disease,  usually  syphilitic.  The  size  of  the  liver 
is  little  influenced  by  obstruction  of  the  portal  vein,  even  if  long  continued,  for 
the  hepatic  artery  suffices  to  supply  all  the  blood  required  by  the  organ. 

The  anatomical  changes  in  pylethrombosis  do  not  differ  essentially  from  those 
seen  in  thrombosis  of  any  other  vein.  If  fresh,  the  thrombus  is  still  red;  later 
it  grows  harder,  paler,  and  more  friable.  If  the  thrombosis  has  existed  a long 
while,  the  clot  becomes  completely  organized.  We  have  observed  this  even  in  the 
main  trunk  of  the  portal  vein. 

Clinical  History. — The  symptoms  of  portal  thrombosis  are  those  occasioned  by 
the  obstruction,  and  therefore  such  as  we  have  already  repeatedly  met  with,  in 
connection  with  various  hepatic  diseases.  The  intensity  and  extent  of  these  results, 
as  well  as  the  time  occupied  in  their  development,  depend,  of  course,  upon  the 
place  and  size  of  the  clot.  If  it  is  the  portal  vein  itself  which  is  attacked,  and  if 
the  thrombus  is  extensive  enough  to  obstruct  the  flow  of  blood,  then  the  signs 
of  venous  stasis  are  evident  throughout  the  portal  system.  The  spleen  becomes 
much  enlarged,  as  can  be  easily  demonstrated  by  percussion  and  palpation.  Soon 
ascites  appears,  as  a result  of  the  passive  congestion  of  the  peritoneal  veins ; and 
from  a similar  condition  of  the  gastro-intestinal  veins  arise  catarrhal  disorders, 
like  diarrhoea ; or,  not  so  very  exceptionally,  there  is  repeated  gastric  and  intesti- 
nal haemorrhage. 

As  we  have  seen,  a collateral  circulation  may  be  developed  {vide  page  481),  by 
which  the  venous  blood  of  the  portal  system  is  enabled  to  reach  the  systemic 
veins.  This  explains  why  some  of  the  symptoms  of  venous  stasis  may  tempora- 
rily (perhaps  permanently)  vanish.  We  saw  one  case  of  portal  thrombosis,  the 
sequel  to  what  was  apparently  a syphilitic  disease  of  the  liver,  where  a quite  large 
ascitic  effusion  appeared  some  six  or  seven  times  at  intervals  of  three  to  six  months, 
and  under  proper  treatment  as  often  abated.  The  patient  did  not  die  till  the  ill- 
ness had  lasted  six  years,  and  tapping  had  been  demanded  some  fifteen  times.  At 
the  autopsy  the  trunk  of  the  portal  vein  was  found  to  be  converted  into  a fibrous 
cord,  with  a lumen  which  barely  admitted  a knitting-needle.  It  is  the  develop- 
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ment  of  a collateral  circulation  which  causes  the  frequent  distention  of  the  veins 
in  the  abdominal  walls.  Sometimes  these  enlarged  veins  take  the  form  of  the 
'•  caput  Medusae.  ” mentioned  above. 

In  simple  pylethrombosis  there  are  no  local  symptoms  such  as  pain.  The  con- 
dition of  the  liver  depends  upon  the  primary  disease.  It  is  possible  tliat  a moder- 
ate ati'ophy  of  the  entire  organ  might  at  length  ensue  if  the  portal  blood  were 
permanently  cut  ofiE  from  it.  But,  as  we  have  said,  any  cirrhotic  changes,  or  any 
“lobulatiou,"  are  not  to  be  regarded  as  the  result,  but  as  the  cause  of  the  throm- 
bosis, or  at  least  related  to  the  cause. 

The  course  and  duration  of  the  trouble  are  according  to  the  nature  of  the 
original,  causative  trouble.  No  general  statements  can  be  made. 

The  diagnosis  of  thrombosis  of  the  portal  vein  is  usually  extremely  difficult, 
and  can  really  hardly  ever  be  made  with  absolute  certainty.  We  may,  indeed, 
recognize  readily  that  there  is  some  decided  obstruction  to  the  portal  circulation; 
but  whether  this  be  due  to  a thrombus,  or  to  compression  of  the  portal  vein,  or  to 
the  obliteration  of  a large  number  of  the  smaller  branches  of  that  vein  within  the 
liver,  we  can  very  seldom  determine.  Pylethrombosis  may  be  regarded  as  prob- 
able, if  no  other  possible  cause  of  the  portal  obstruction  seems  likely,  and  if 
we  are  able  to  discover  a cause  for  thrombosis,  like  a former  attack  of  circum- 
scribed peritonitis. 

The  prognosis  is  always  unfavorable,  although  there  may  be,  as  we  have  said, 
great  temporary  improvement.  Treatment  must  be  symptomatic,  and  follows  in 
the  main  the  principles  set  forth  under  cirrhosis  of  the  liver. 


APPENDIX. 

DISEASES  OF  THE  PANCREAS. 

The  few  facts  of  clinical  importance  that  are  known  about  the  pathology  of 
the  pancreas  are  given  below. 

1.  Heemorrhages  into  the  Pancreas  of  small  size  occur  as  one  symptom  of  a 
general  haemorrhagic  diathesis,  or  as  the  result  of  excessive  passive  congestion. 
They  are  of  no  special  importance.  Klebs  and  Zenker  have  described  a few  cases, 
however,  where  there  was  extensive  hasmorrhage  into  this  organ,  and  where  this 
was  the  only  discoverable  cause  of  death.  The  patients  had  been  previously  well 
and  vigorous,  although  decidedly  obese,  and  had  died  suddenly.  Perhaps  the 
speedy  termination  was  caused  by  the  influence  of  the  hasmorrhage  upon  the 
semilunar  ganglion  or  solar  plexus.  The  cause  of  the  haemorrhage  could  not  be 
determined. 

2.  Atrophy  of  the  Pancreas. — The  organ  may  shai-e  in  a general  marasmus. 
There  is  also  extreme  atrophy  of  the  pancreas  in  those  who  have  died  of  diabetes 
mellitus  (q.  v.).  What  relation  this  change  bears  to  the  diabetes  is  not  known. 

3.  Pancreatitis. — A few  cases  have  been  reported  of  what  would  seem  to  be  a 
primary  acute  pancreatitis.  The  disease  is  certainly  very  rare.  It  begins  with 
violent  colicky  pains  in  the  epiga.strium.  Vomiting  and  collapse  soon  follow. 
The  pulse  grows  small,  tlie  extremities  become  cool,  and  death  is  speedy.  At  the 
autoi)sy  the  pancreas  is  found  to  be  much  enlarged,  and  mottled  with  ecchy- 
moses,  or  it  even  presents  scattered  foci  of  suppuration.  Tlie  mtiology  is  unknown. 
Secondary  abscesses  of  the  pancreas  are  not  infrequent  in  pymmia.  ' 

[Fitz,  in  the  Middleton-Goldsmith  lecture  for  1889,  threw  much  light  on  the 

lo  ogy  and  diagnosis  of  acute  pancreatitis,  which  he  subdivides  into  three  anatom- 
ica  forms  the  luemorrhagic,  the  suppurative,  and  the  gangrenous.  He  shows 
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that  the  affection  is  not  so  rare  as  has  been  supposed ; that  its  victims  are  usually 
in  middle  life,  fat,  and  good  livers ; that  it  commonly  originates  by  the  extension 
of  a gastro-duodenal  inflammation  along  the  pancreatic  duct. 

“ If  the  case  does  not  end  fatally  in  the  course  of  a few  days,  recovery  is  pos- 
sible, or  a recurrence  of  the  symptoms  in  a milder  form  takes  place,  and  the  char- 
acteristics of  a subacute  peritonitis  are  developed.” 

In  the  differential  diagnosis  irritant  poisoning,  perforation  of  the  digestive  or 
biliary  tracts,  and  acute  intestinal  obstruction  are  to  he  considered.  The  location 
of  peritonitic  symptoms,  their  suddenness  of  onset,  the  absence  of  apparently 
sufiicient  cause,  and  the  age  and  habit  of  the  individual  are  important  points.] 

Chronic  interstitial  pancreatitis  sometimes  results  from  the  extension  of  chronic 
inflammatory  processes  affecting  neighboring  parts.  Friedreich  states  that  it 
sometimes  is  a primary  disease  in  topers.  Syphilitic  lesions  of  the  pancreas  have 
been  observed,  occasioning  contraction  and  induration.  None  of  these  changes 
give  rise  to  special  clinical  symptoms;  or,  if  there  were  a single  distinctive 
symptom,  it  would  be  one  common  to  all  sorts  of  grave  pancreatic  disorder — 
namely,  the  appearance  of  a large  amount  of  fat  in  the  stools.  As  we  know,  the 
pancreatic  juice  is  an  important  factor  in  the  digestion  of  fat,  so  that  it  is  very 
natural  for  any  great  derangement  of  the  organ  to  have  this  result ; and  yet  the 
bile  alone  may  render  the  ingested  fat  capable  of  absorption,  so  that  in  repeated 
instances  there  have  been  no  fatty  stools  when  the  pancreas  has  been  completely 
atrophied  or  degenerated.  — s. 

4.  Cysts  of  the  Pancreas. — After  closure  of  Wirsung’s  duct  fey  sfears,  concre- 
tions, or  the  like,  cysts  of  the  pancreas  may  form,  as  a result  of  th^dammiug  up  of 
the  secretion.  These  may  become  so  large  as  to  be  felt  as  great  tumors  through 
the  abdominal  walls.  In  some  instances  they  have  been  operated  upon  with 
success. 

5.  Cancer  of  the  Pancreas.— Primary  cancer  is  the  most  frequent,  and  there- 
fore clinically  the  most  important  disease  of  this  organ.  As  a rule,  the  new 
growth  is  situated  in  the  head  of  the  pancreas.  It  is  usually  of  the  medullary 
variety,  though  occasionally  colloid.  It  may  involve  neighboring  parts  by  direct 
extension,  and  a great  many  organs  by  metastasis;  for  example,  tbe  liver,  peri- 
toneum, and  lymph -glands. 

The  clinical  symptoms  of  cancer  of  the  pancreas  are  very  seldom  so  decided  as 
to  justify  a positive  diagnosis.  Sometimes  the  secondary  nodules  can  be  detected 
in  the  liver,  peritoneum,  and  elsewhere.  Then  we  are  left  in  doubt  about  the  seat 
of  the  primary  growth.  Or  the  primary  tumor  may  be  plainly  felt  through  the 
abdominal  walls;  but  then  we  can  hardly  ever  exclude  cancer  of  the  stomach  or 
of  the  omentum,  and  neighboring  parts. 

The  symptoms  of  pancreatic  cancer,  as  a whole,  resemble  closely  those  occa- 
sioned by  most  cancers  of  abdominal  organs.  Usually  the  patient  is  elderly.  The 
first  symptoms  are  loss  of  flesh  and  strength,  or  are  the  result  of  compression. 
Often  there  is  complaint  of  a persistent  dull  pain  in  the  epigastrium.  If  the  portal 
vein  is  pressed  upon  by  the  tumor,  ascites  appears.  If  the  common  duct  is  com- 
pressed, there  is  jaundice.  Mara.smus  increases,  and  usually  at  the  end  of  six 
months  or  a year  the  patient  dies. 

The  diagnosis  can  be  said  to  be  somewhat  probable  in  those  cases  only  where 
there  are  fatty  stools,  where  a tumor  can  be  felt  in  a position  corresponding  to  t e 
pancreas,  and  where  primary  cancer  of  any  other  organ  is  unlikely ; but  usual  y, 
as  we  have  said,  the  symptoms  are  very  ambiguous.  There  have  been  no  fatty 
stools  in  a number  of  cases,  even  where  the  cancer  was  extensive. 

The  prognosis  is  absolutely  bad.  The  treatment  is  merely  symptomatic,  with 
the  aim  of  lessening  the  patient’s  suffering. 
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I.— The  Diseases  of  the  Peripheral  Nerves. 

SECTION  I. 

Diseases  of  the  Sensory  Nerves. 

CHAPTER  I. 

GSNIiRAL  REMARKS  UPON  THE  DISTURBANCES  OF  SENSIBILITY. 

The  disturbances  of  sensibility,  like  all  other  functions  of  the  nerves,  are  mani- 
fested in  two  directions.  Under  pathological  conditions  we  observe  either  an 
abnormal  diminution  or  a complete  absence  of  sensibility  anaesthesia  or  a morbid 
increase — hvperjBsthesia.  W^hile,  in  anaesthesia,  the  ordinary  oi’  even  the  strongest 
irritations  which  excite  the  sensory  nerves  produce  only  a weak  and  insignifi- 
cant sensation,  or  even  no  corresponding  sensation  at  all,  in  hyperaesthesia  very 
severe  and  painful  sensations  are  caused  by  weak  irritations.  The  “ symptoms  of 
sensoi’y  irritation  ” are  to  be  distinguished  fi’om  hypermsthesia,  although  they  are 
often  present  along  with  it.  By  this  term  we  mean  sensations  which  cause  inter- 
nal indtation,  not  from  without,  but  from  certain  abnormal  morbid  conditions  in 
the  nerve  itself.  In  the  region  of  cutaneous  sensibility,  with  which  we  shall 
chiefiy  concern  ourselves  in  what  follows,  these  symptoms  of  sensory  irritation 
show  tliemselves  partly  as  actual  pain  and  partly  as  the  so-called  paraesthesiae— 
that  is,  abnormal  sensations  in  the  skin,  which  are  termed  “ formication  ” (the 
crawling  of  ants),  “ prickling,”  “ numbness,”  “ a furry  feeling,”  etc. 

The  Different  Varieties  of  Cutaneous  Sensibility  and  the  Methods  of  testing 
them. — As  is  known  from  physiology,  the  irritation  of  the  sensory  cutaneous 
nerves  produces  in  us  a number  of  sensations,  differing  in  quality  according  to 
the  manner  of  action  of  the  irritation.  If,  therefore,  we  would  obtain  au  accurate 
estimate  of  the  condition  of  the  patient’s  cutaneous  sensibility,  we  must  make  a 
special  test  of  all  the  different  forms  of  sensation,  for  we  often  see  that  the  disturb- 
ances of  sensibility  do  not  involve  all  the  forms  mentioned  alike,  but  that  one 
kind  of  irritation  is  followed  by  perfectly  normal  sensations,  while  there  is  more 
or  less  complete  anaesthesia  for  another  kind.  We  term  such  partial  anaesthesias 
of  the  skin,  which  are  manifest  toward  only  one  form  of  irritation,  “ partial  paraly- 
ses of  sensation.”  Such  partial  paralyses  will  be  much  more  easily  underetood  if 
the  remarkable  statements  of  Blix,  Goldscheider,  and  others  are  confirmed. 
According  to  these  statements,  the  different  qualities  of  cutaneous  sensation  ai’e 
transmitted  to  the  consciousness  by  special  neiwe-fibers,  so  that  there  are  in  the 
skin  special  nerves  for  the  tactile  sense,  for  the  sense  of  cold,  for  the  sense  of  heat, 
Gte.  Such  a condition  is  analogous  to  the  well-known  specific  energy  of  the 
different  fibers  of  the  optic  nerve  to  colora,  assumed  by  many  physiologists.  The 
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separate  varieties  of  cutaneous  sensibility,  and  tlie  methods  of  testing  them,  are 
as  follows : 

1.  Tactile  Sensibility. — The  examination  of  the  tactile  sensibility — ^that  is,  of 
the  sensibility  of  the  skin  to  simple  contact— is  usually  performed  by  repeatedly 
touching  or  stroking  the  part  of  the  skin  to  be  tested  with  the  finger,  a fine  brush, 
or  some  other  blunt  object  (not  of  metal,  in  order  to  exclude  sensations  of  cold) 
while  the  patient’s  eyes  are  shut,  and  making  the  patient  say  whether  he  has  felt 
the  touch  or  not.  When  it  is  necessary  to  call  the  patient’s  attention  to  the  inves- 
tigation, it  is  always  best  to  do  so  afresh  by  asking  “ Now  ? ” and  then  either  really 
touching  the  skin  or  else  asking  the  question  when  only  pretending  to  do  so.  In 
this  way  we  are  safest  from  error,  which  is  otherwise  easily  produced  by  a lack  of 
attention  or  of  practice  on  the  part  of  the  patient.  All  accurate  tests  of  sensibility 
must  be  repeatedly  performed  and  controlled  in  order  to  obtain  accurate  objective 
results. 

If,  as  in  most  cases,  we  have  to  do  with  disturbances  of  sensibuity  which  affect 
only  a part  of  the  skin,  we  must  make  comparative  tests  of  sensibility  on  the 
healthy  and,  if  possible,  symmetrical  portions  of  the  skin.  Slight  distm-bances  of 
sensibility  are  then  often  shown  in  this  way,  that  the  jiatient  feels  almost  every 
touch  on  the  affected  part ; but  the  sensation  always  seems  to  him  more  indefinite, 
blunter — in  short,  “ diffei’ent  ” from  that  on  the  corresponding  normal  portion  of 
the  body. 

Besides  simply  touching  the  skin,  w^e  also  try  how  far  the  patient  is  able  to  dis- 
tinguish the  form  and  certain  external  peculiarities  of  objects  by  the  aid  of  his 
tactile  sense.  We  touch  the  skin  with  smooth  and  rough  (woolly)  or  I’ound  and 
angular  objects,  and  see  whether  the  patient  can  distinguish  them  respectively 
with  his  eyes  shut,  and  also  whether  he  can  distinguish  between  the  head  and  the 
point  of  a pin,  etc.  If  we  are  testing  the  sensibility  of  the  fingers,  we  may  put 
different  well-known  objects — like  coins,  rings,  or  keys — into  his  hands,  and  let 
him  name  them  with  his  eyes  shut.  We  may  also  try  the  last  method  of  testing 
by  the  aid  of  a number  of  wooden  geometrical  objects,  cubes,  octahedi’a,  or  cones. 

2.  Sense  of  Locality.— Under  normal  conditions,  as  we  know,  not  only  do  we 
feel  the  touch  of  an  object,  but  we  can  tell  with  a good  deal  of  accuracy  the  place 
on  our  skin  which  was  touched.  This  power  we  term  the  ability  to  localize  our 
sensation.  In  nervous  patients  we  often  see  that,  while  cutaneous  sensibility  is 
still  present  (we  refer  not  only  to  tactile  sensibility  but  also  to  the  other  forms),  it 
is  localized  more  poorly  and  with  less  accuracy  than  is  the  case  under  normal 
conditions. 

In  the  simple  test  of  the  tactile  sense  we  may  also  examine,  at  least  roughly, 
the  power  of  localization  if  we  make  the  patient  also  state  where  the  touch  is  felt, 
or  if  we  ask  Irim  to  designate  with  his  hand  as  accurately  as  possible  the  part  of  the 
sldn  touched.  A more  accimate  method,  much  used  in  nervous  pathology,  was 
proposed  by  E.  H.  Weber.  It  consists  in  determining  the  smallest  distance  which 
must  separate  two  simultaneous  cutaneous  irritants  from  each  other,  in  order  that 
they  may  be  perceived  as  two  locally  distinct  sensations.  Weber  has  found  that 
this  distance  differs  very  much  in  different  parts  of  the  body,  and  from  this  he  has 
divided  the  whole  surface  of  the  skin  into  so-called  tactile  circles.  As  data  for  the 
examination  of  patients,  some  of  the  figures  obtained  by  Weber  in  healthy  indi- 
viduals may  here  be  given:  The  smallest  distance  at  which  the  two  points  of  a 
pair  of  compasses*  applied  at  the  same  time  to  the  skin  may  plainly  be  distin- 
guished from  each  other  is  11  to  15  millimetres  on  the  cheeks,  6 mm.  at  the  tip  of 
the  nose,  22  mm.  on  the  forehead,  1'2  mm.  at  the  tip  of  the  tongue,  4 to  5 mm.  at 

* There  arc  special  “tactile  compasses”  with  blunt  ivory  points  and  graduated  quadrants. 
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the  back  of  the  tongue  and  on  the  lips,  34  mm.  on  the  neck,  77  mm.  on  the  upper 
Irm  7o  mm  o.  theVoa™.  31  mm.  on  the  bocks  of  the  hands  11  to  16  mm.  on 
the  hacks  of  the  fingers,  2 to  3 mm.  at  the  tips  of  the  fingers,  55  to  77  mm.  on  the 
hack  45  mm.  on  the  chest,  77  mm.  on  the  thigh,  40  mm.  on  the  leg,  40  mm.  on  the 
instep;  hut  these  figures  show  certain  variations  in  different  individuals,  so  that 

they  are  to  he  regarded  as  only  average  value^  , i 

Testing-  the  sense  of  locality  according  to  Weher  s method  takes  a great  deal  of 
time,  and'demands  much  patience  and  good  will  on  the  part  of  the  patient.  T e 
influence  of  practice  is  manifested  in  a very  remarkable  way,  since  the  perceptible 
difference  becomes  considerably  less  if  the  examinations  are  often  repeated.  On 
the  other  hand,  a single  examination,  as  in  testing  any  form  of  sensibility  must 
not  be  too  long  protracted,  for  otherwise  the  patient  may  easily  become  fatigued, 
and  the  data  obtained  will  be  entirely  conti-adictory.  If  we  test  the  sense  ot 
locality  by  bringing  down  the  two  points  not  at  the  same  time  but  one  after  the 
other,  and  vary  it  by  touching  the  same  place  twice,  or  a different  place  each  time, 
we  obtain  from  the  outset,  as  we  have  repeatedly  proved,  smaller  numbers  than 
if  we  touch  the  skin  with  the  two  points  of  the  compasses  at  the  same  time.  Y e 
also  obtain  some  cUfferent  values  for  the  fineness  of  the  sense  of  locality  if  we  test 
the  so-called  sensations  of  motion  (Leube) — that  is,  the  distinction  between  a simple 
circumscribed  touch  of  the  skin,  and  a very  short  line  drawn  with  a stick  on  the 
skin.  In  this  way  we  can  also  determine  whether  the  patient  can  distinguish 
accurately  the  direction  of  transverse  and  longitudinal  lines. 

We  may  also  mention  here  the  peculiar  symptom  termed  by  Fischer  poly- 
lesthesia,  which  is  that  certain  patients,  especially  ataxies,  when  the  skin  is  touched 
with  only  one  point  of  the  compasses,  have  a sensation  as  if  they  felt  two  or  even 

more  points.  The  cause  of  this  remarkable  anomaly  of  sensation  is  not  yet 

adequately  explained. 

3.  Sense  op  Pressure.— Since  E.  H.  Weber’s  investigations  we  know  that  we 
estimate  the  difference  in  the  intensity  of  our  sensations  of  pressure,  not  according 
to  the  absolute,  but  according  to  the  relative  increase  in  the  pressure.  If,  for 

instance,  a place  in  the  skin  has  a weight  of  nineteen  grammes  on  it,  and  we 

perceive  the  first  manifest  increase  in  our  sensation  of  pressure  when  a weight  of 
one  gramme  is  added  to  it ; when  the  skin  has  a weight  of  one  hundred  and  ninety 
grammes  on  it,  we  first  perceive  the  increase  of  pressure  not  when  one  gi’amme  is 
added,  but  when  we  add  ten  grammes.  If  this  law,  on  more  accurate  testing,  is 
not  as  simply  proved  as  it  seems  according  to  the  results  of  Weber’s  first  investi- 
gations, still  it  is  generally  a fact  that  under  normal  conditions  an  increase  of 
pressure  of  about  one  twentieth  to  one  thirtieth  of  the  original  pressure  may  be 
plainly  perceived  in  the  different  parts  of  the  body. 

Different  methods  and  instruments,  like  Eulenburg’s  “ barmsthesiometer,”  have 
been  devised  for  testing  accurately  the  sense  of  pressure  in  patients,  but  they  have 
entered  but  little  into  practice  on  account  of  their  elaborate  character.  We 
usually  content  ourselves  with  testing  the  sense  of  pressure  by  ap])lying  different 
weights,  or  coins.  We  must  mention  here  that  the  part  of  the  body  to  be  tested 
must  bo  fully  supported,  that  we  must  also  exclude  sensations  of  teni])crature  at  the 
same  time  by  putting  something  beneath  the  weights,  and  that  we  must  apply  the 
separate  weights  to  the  same  place  on  the  skin  at  equal  intervals  of  time,  which 
must  not  be  too  long  after  one  another.  There  are  cases  where  the  patient  does  not 
feel  even  the  doubling  or  tripling  of  the  weights.  We  can  ca.sily  confirm  a con- 
siderable loss  of  the  sense  of  pressure  by  means  of  sinqily  varying  pressure  with 
the  hand  or  any  object,  such  as  a pencil  applied  to  the  skin. 

Partial  paralyses  of  the  sense  of  pressure  are  by  no  means  rare.  We  find  quite 
often,  especially  in  spinal  diseases,  like  locomotor  ataxia,  that  the  patient  feels  a 
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light  touch  on  the  skin,  hut  that  he  can  not  distinguish  a marked  pressure  at  all, 
or  only  obscurely. 

4.  Sense  of  Temperature.— As  we  have  already  said  (p.  505),  we  have  lately 
been  led  hy  physiological  investigations  (Goldscheider,  etc.)  to  believe  more  and 
more  strongly  that  sensations  of  heat  and  cold  are  to  he  regarded  as  due  to  two 
wholly  distinct  functions  of  the  cutaneous  neiwes.  These  functions  are  probably 
performed  by  distinct  nerve  terminations  and  nerve-fibers.  From  repeated  per- 
sonal observation  we  can  state  that  pathological  symptoms  agree  completely  with 
tliis  theory,  for  we  see  that  changes  in  the  temperature  sense  in  the  skin  by  no 
means  affect  the  heat  sense  and  the  cold  sense  equally.  It  is  therefore  always 
necessary  to  test  both  forms  of  the  temperature  sense  separately.  We  often  find 
that  while  one  form  of  temperature  sense  is  in  normal  activity,  the  other  is  much 
altered — a pronounced  partial  anaesthesia  to  heat  or  cold.  The  affected  sense  may 
be  wholly  lost  or  merely  blunted,  so  that  hot  water  is  felt  merely  as  tepid,  or  ice 
as  cool.  If  the  temperature  sense  be  lost,  the  application  of  a hot  or  cold  object 
will  cause  only  a sensation  of  touch,  and  not  of  temperature. 

If  anaesthesia  to  cold  be  present,  patients  often  speak  of  having  a distinct 
sensation  of  warmth  when  the  skin  is  touched  with  a bit  of  ice.  This  symptom, 
which  we  discovered  and  called  “ perverted  temperature  sense,”  may  be  explained 
most  readily  by  supposing  that  the  heat  nerves  are  excited  by  the  severe  irritation 
from  cold.  The  contrary  symptom,  that  heat  excites  a distinct  sensation  of  cold, 
is  very  much  less  common. 

Besides  the  sensations  of  temperature  we  usually  test  also  the  patient’s  capacity 
to  distinguish  differences  of  temperature.  Within  the  moderate  degrees  of  tem- 
perature, 80°  to  100°  (25°-35°  C.),  differences  of  a degi-ee  Fahrenheit  (0'5  C.)  are 
easily  distinguishable  under  normal  conditions,  and  even  half  a degree  (0‘2  C.) 
can  be  distinguished  on  the  face  and  fingei-s,  hut  only  about  two  degrees  (1°  0.)  on 
the  back. 

Variations  in  the  temperature  sense  are  very  common,  especially  in  spinal  dis- 
eases. The  test  of  the  sensibility  to  heat  and  cold  should  therefore  never  be 
omitted  in  testing  the  sensibility.  It  can  be  done  with  sufficient  accuracy  for  all 
ordinary  purposes  simply  by  touching  the  skin  with  test-tubes  filled  with  ice  or 
hot  water.  The  various  thermaesthesiometers  that  have  been  devised  are  too  com- 
plicated for  practical  purposes.  For  a hasty  test  it  is  sometimes  quite  serviceable 
to  try  whether  the  patient  can  distinguish  warm  breathing  upon  a given  portion 
of  the  skin  from  cool  blowing  upon  it. 

5 Sensation  of  Pain.— The  fact  is  of  great  theoretical  interest  that  the  cuta- 
neous sensibility  for  touch  and  pain  do  not  always,  under  pathological  conditions, 
run  parallel  Vith  each  other.  We  sometimes  see  that  a patient  does  not  feel  a 
simple  touch  on  the  skin,  when  sticking  a needle  into  it  is  immediately  painful; 
while,  on  the  other  hand,  we  often  find  that  a patient  feels  quite  a light  touch  on 
the  skin,  but  that  the  most  marked  irritation,  like  pinching  or  pricking  it,  does  not 
excite  the  slightest  pain,  but  is  felt  only  as  a simple  touch,  or  at  most  as  a slight 
pressure  on  it.  This  latter  condition  of  sensibility,  the  loss  of  cutaneous  sensibility 
to  pain  with  retained  tactile  sensibility,  is  termed  analgesia.  Both  m peripheral 
and  in  central  nervous  diseases  analgesia  is  a symptom  that  may  be  quite  Ire- 

quently  observed.  _ n n xi  • <. 

The  test  of  sensibility  to  pain  may  be  made  most  simply  by  the  point  of  a pm, 
and  also  by  pinching  or  severe  pressure  on  the  skin,  by  painful  thermal  irritants, 

by  strong  electrical  currents,  etc.  -i-tx  w 

6.  Electro-cutaneous  Sensibility. -The  test  of  cutaneous  sensibility  by 
means  of  the  electric  current  has  been  proposed  from  various  quarters.  The 
advantage  of  it  is  that  in  this  way  the  intensity  of  the  irritation  can  be  very 
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easily  and  accurately  graded  and  expressed  in  numbers,  by  the  poshion  of  the 
cylinder  in  using  the  faradic  current,  or  by  the  galvanometer  in  using  t e con- 
stant current  The  faradic  current  is  usually  sufficient  m testing  the  sensibility 
and  we  designate  it  by  the  position  of  the  cylinder  when  the  ffi’st  sensation  is  felt 
and  the  position  when  the  first  pain  is  felt.  In  general  the  differences  of  the 
farado  cutaneous  sensibility  are  not  very  marked.  Pathological  deviations  are 
o-iven  by  compaa-ison  with  normal  portions  of  the  skin  (testmg,  if  possible,  sym- 
metrical parts)  or  with  healthy  people.  For  practical  purposes,  the  test  of  electro- 
cutaneous  sensibility  is  unnecessary,  since  its  results  are  the  same  as  in  testing  the 

sensibility  to  touch  and  to  pain.  t t -e 

7.  Delayed  Conduction  of  Sensation  and  After-sensations.  In  diseases  o 

the  spinal  cord,  especially  in  locomotor  ataxia  (g.  v.)  we  quite  frequently  see  a 
marked  delay  in  sensation  after  the  action  of  an  irritant;  this  is  also  seen,  but 
more  rarely,  in  peripheral  lesions.  This  delay  of  conduction  affects  chiefly  the 
sensibility  to  pain.  If  in  such  a case  we  stick  a pin  into  the  sole  of  a patient  s foot, 
several  seconds  elapse,  even  ten  or  twenty,  it  is  said,  before  the  pain  is  felt.  s 
was  flrst  observed  by  Naunyn  and  E.  Remak  in  ataxies,  and  as  has  often  been  con- 
firmed since,  after  sticking  a pin  into  the  foot  there  is  first  a sensation  of  touch, 
and  some  seconds  later  the  peculiar  sensation  of  pain,  so  that  the  patient  at  once 
responds  to  the  prick  with  “ Now,”  and  a little  later  with  “ Ow!  ” as  an  expression 
of  pain. 

This  latter  phenomenon  has  a certain  relation  to  the  abnormal  after-sensations 
which  are  often  observed  under  pathological  conditions.  After  a simple  pin-prick 
a feeling  of  burning  lasts  for  an  extraordinarily  long  time,  or  else  the  fii’st  pain  dis- 
appears quite  soon,  and  then  a new  sudden  sense  of  pain  appeal’s  several  times  in 
the  same  part  of  the  skin,  just  as  if  the  patient  were  pricked  again.  There  is  also 
a delayed  conduction  of  the  sensations  of  touch  and  temperature,  but  it  is  rarer, 
and  can  be  made  out  only  by  the  aid  of  more  accurate  methods  of  measuring 
time. 

The  Sensibility  of  the  Muscles  and  Joints. — A number  of  sensations  are  classed 
together  under  the  names  of  “ muscular  sense  ” or  “ musculai’  sensibility.”  They 
are  not  all  wholly  of  the  same  value,  and,  under  pathological  conditions,  they 
must  be  tested  separately. 

Ordinarily  we  call  our  power  to  be  informed  of  the  position  of  any  of  our  limbs 
without  the  help  of  our  eyes,  and  of  the  extent  of  any  motion  made  by  them,  the 
“ muscular  sense.”  If  we  put  a healthy  person’s  arm  into  a given  position  when  his 
eyes  are  closed,  and  tell  him  to  put  the  other  arm  into  the  same  j)osition,  he  can  do 
it  with  considerable  accuracy.  If  we  make  passive  movements  in  any  of  the  joints 
of  the  extremities,  a healthy  person  whose  eyes  are  closed  can  easily  and  correctly 
state  the  form  and  dhection  of  these  movements,  even  if  they  be  very  slight.  In 
nervous  patients,  however,  this  power  may  be  diminished  or  lost,  and  wo  often 
speak  of  “ disturbances  of  the  muscular  sense  ” ; but  we  must  note  that  the  judg- 
ment as  to  the  position  of  the  limbs  and  the  passive  movements  executed  with 
them  is  not  chiefly,  much  less  exclusively,  due  to  the  sensibility  of  the  muscles. 
In  all  probability  it  depends  much  more  upon  the  sensibility  of  the  articular  sur- 
faces, the  ligaments  and  tendons,  and  in  part  even  of  the  skin,  all  which  tissues 
are  relaxed  or  made  tense  in  the  different  movements.  It  would  thei’eforo  be 
more  correct  to  speak  simply  of  the  sense  of  position  of  the  limbs  and  the  sense  of 
pa&sive  movements  instead  of  the  muscular  sense.  The  sense  of  passive  move- 
ments can  also  be  conveniently  tested  by  describing  in  the  air  different  letters  or 
figures  with  the  affected  extremities  of  tlie  patient,  and  requiring  him  to  recognize 
them  with  his  eyes  closed.  Another  convenient  way  to  test  the  muscular  sense  is 
to  have  the  patient  make  a definite  movement — pointing  to  or  taking  hold  of  some 
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object— -with  the  eyes  open,  and  then  to  make  him  repeat  the  act  with  the  eves 
shut. 

We  also  include  in  the  muscular  sense  the  power  of  estimating  the  amount  of 
work  done  by  muscular  contraction.  This  is  the  so-called  “ sense  of  power.”  In 
raising  weights  we  can  distinguish  wuth  considerable  accuracy  the  lighter  from  the 
heavier,  when  the  pressure  on  the  skin  is  excluded  as  far  as  possible.  In  such 
cases,  also,  we  do  not  deal  with  the  absolute,  but  with  the  relative  differences  in 
weight;  we  can  usuaUy  teU  quite  plainly  when  one  fortieth  of  the  original  weight 
has  been  added  or  taken  away.  The  sense  of  power,  then,  is  somewhat  finer  than 
the  sense  of  pressure.  In  order  to  exclude  the  latter  in  the  test  we  have  the  pa- 
tient lift  the  weight,  suspended  in  a towel,  with  bis  hand  or  foot,  but  in  the  lower 
extremities  it  is  scarcely  possible  to  exclude  entirely  the  co-existing  sensations  of 
pressure. 

We  must  mention,  in  conclusion,  that  muscular  contraction  is  in  itself  ac- 
companied by  a sensation,  as  may  be  proved,  for  example,  in  irritating  the  muscles 
by  faradism— electro-muscular  sensibility  ; but  we  have  not  yet  found  any  real 
practical  value  in  testing  the  feeling  of  contraction  in  muscles.  We  must  state, 
however,  that  in  certain  forms  of  spasm  the  muscular  contraction  becomes  so 
strong  that  it  causes  a decided  pain,  which  is  probably  due  to  irritation  of  the  sen- 
sory muscular  nerves  discovered  by  O.  Sachs. 

Disturbances  of  the  muscular  sense,  or,  to  speak  more  correctly,  disturbances 
in  the  sensibility  of  the  deeper  parts,  are  seen  chiefly  in  locomotor  ataxia,  some- 
times in  paralysis  of  cerebral  origin,  and  quite  frequently  in  severe  hystei’ical 
affections. 


CHAPTER  II. 

AN.ESTHESIA  OF  THE  SKIN. 

.ffitiology  and  Pathogenesis. — In  every  tract  of  the  conducting  jjath,  which 
runs  from  the  terminal  apparatus  of  the  sensory  cutaneous  nerves  to  the  centers 
for  the  perception  of  sensation  in  the  cerebral  cortex,  we  may  have,  rmder  patho- 
logical conditions,  a bi’eak  in  the  conduction,  and,  as  a result  of  it,  a complete 
or  partial  ansesthesia  of  the  corresponding  part  of  the  skin.  We  speak  of  a 
pei-ipheral,  spinal,  or  cei’ebral  anaesthesia,  according  to  the  place  where  this 
break  in  the  conduction  occui’s.  The  precise  anatomical  course  of  the  sensory 
fibers  is,  however,  very  imperfectly  known,  so  that  W’e  can  only  approximately 
determine  the  location  of  the  sensory  fibers  in  the  different  portions  of  the 
nervous  system. 

We  know  this,  however,  of  the  mixed  peripheral  nerves  before  their  entrance 
into  the  spinal  cord,  that  all  tlieir  sensory  fibers  enter  the  cord  through  the 
posterior  roots.  A part  of  the  posterior  root-fibers  pass  directly  into  the  sub- 
stance of  the  posterior  gray  cornua,  w'hile  another  part  enter  toward  the  median 
line  into  the  extei’nal  (in  the  lumbar  cord,  more  correctly  the  median)  portion 
of  the  posterior  columns — that  is,  into  the  regioji  of  the  “ root-zones,”  or  the  so- 
called  “elementai’y  bundles  of  the  posterior  columns.”  Since  new'  fibers  from 
the  posterior  roots  constantly  enter  the  posterior  columns  of  the  cord,  going 
upward  from  the  lumbar  region,  the  fibers  which  have  entered  in  the  lower 
portions  must  gradually  be  more  and  more  crowded  inward  toward  the  median 
line.  Hence  it  follows  that  the  fibers  entering  the  lumbar  region,  belonging 
to  the  sciatic,  the  crural,  etc.,  must  iu  the  upper  dorsal  and  cervical  region  occupy 
that  internal  portion  of  the  posterior  columns  which  is  called  the  “ columns  of 
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Goll  ” (Fio-.  88  G).  We  can  not,  however,  state  definitely  at  pi’esent  which  of 
the  different  prolongations  of  the  posterior  roots  is  the  specia,!  sensory 

conduction.  We  are  oui-selves  very  much  inclined  to  the  opinion  that  the  spccia) 
sensory  fibei-s  of  the  posterior  roots  for  the  most  part  enter  directly  mto  the 
gray  matter  of  the  posterior  cornua,  and  that  the  elementary  bundles  of  the 
posterior  columns— the  continuation  of  the  fibers  which  enter  directly  into  t e 
posterior  columns— accordingly  serve  chiefiy  for  other  functions.  We  are  ed 
to  this  opinion  especially  by  observations  of  quite  severe  disease  of  the  columns 
of  Goll,  which  occasioned  no  perceptible  disturbance  of  sensation  in  the  lower 
exti-emities  during  the  patients’  life.  Disease  of  the  posterior  cornua  of  the  gray 
matter,  however,  is  always  associated  with  disturbances  of  sensibility.  It  is  not 
probable,  according  to  our  present  experience,  that  there  is  a sensory  tract  m the 
lateral  columns  also  in  man.  The  fact  is  certainly  proved,  and  is  of  importance, 
that  all,  or  at  least  the  greater  part,  of  the  sensory  fibers  undergo  a decussation 
after  their  entrance  into  the  spinal  cord,  so  that  the  fibers  from  the  right  half 
of  the  body  pass  upward  in  the  left  half  of  the  cord,  and  vice  versa.  We  know 
absolutely  nothing  definite  as  to  the  further  course  of  the  sensory  fibers  through 
the  medulla  oblongata  and  the  pons,  or  as  to  their  relations  to  the  gray  matter 
there,  but  it  seems  to  be  certain  that  the  sensory  tract  continues  on  to  the  cerebral 
hemispheres,  not  through  the  crusta,  but  through  the  tegmentum.  From  this 
point  the  sensory  fibers  pass  to  the  internal  caxisule,  and  a number  of  experiments 
show  that  they  iie  in  the  posterior  third  of  the  posterior  limb  of  the  internal  cap- 
sule behind  the  pyramidal  tracts  (see  Fig.  64),  a place  where  the  cutaneous  and 
muscular  sensory  fibers  are  probably  near  the  fibers  for  the  impressions  for  the 
special  senses  of  vision,  hearing,  etc.  Nothing  certain  is  known  as  to  the  central 
termination  of  the  sensory  fibers.  Perhaps  the  posterior  central  convolution  and 
the  portions  of  the  parietal  lobe  behind  it  may  be  regarded  as  the  special  places 
of  termination  for  the  sensory  tract.  We  do  not  know  whether  tracts  of  conduc- 
tion go  to  the  brain  which  are  distinguished  from  one  another  according  to  the 
different  forms  of  cutaneous  sensibility. 

Regarding  the  separate  causes  of  angesthesia,  we  see,  in  the  first  place,  periph- 
eral anaesthesia  under  conditions  where  the  terminal  organs  of  the  sensory  cutane- 
ous nerves  have  lost  their  direct  irritability.  After  chilling  the  skin,  after  the  local 
action  of  ether  and  similar  substances,  after  the  coi’ro.sive  action  of  acids  and  alka- 
lies, carbolic  acid,  etc.,  as  well  as  after  the  use  of  certain  narcotics,  such  as  cocaine, 
morphine,  or  atropine,  we  see  an  anaesthesia  of  the  skin,  which  is  due  to  injury 
of  the  terminal  sensory  organs.  We  may  probably  put  the  frequent  anmsthesia 
of  wa.sherwomen  in  this  class,  for  their  hands  and  forearms  are  exposed  all  day 
to  the  action  of  cold,  lye,  etc.  The  anaesthesias  which  develop  in  circulatoiy  dis- 
turbances of  the  skin  also  have  the  same  peripheral  origin,  especially  the  “ spastic 
anaemia”  which  sometimes  comes  in  the  hands  and  is  due  to  a spasm  of  the  small 
arteries. 

We  distinguish  the  peripheral  anaesthesia  of  conduction,  which  maybe  pro- 
duced by  all  forms  of  lesion  of  the  nerve-trunks,  from  the  peripheral  anaesthesia 
in  the  strict  sense  of  the  term.  Traumatic  influences,  compression  from  new 
growths,  and  iTiflammation  and  degeneration  of  the  peripheral  nerves,  as  in  neuri- 
tis, arc  the  most  frequent  causes  of  this  form  of  anaesthesia,  which  is  often  limited 
to  the  region  of  distribution  of  one  or  moi-e  definite  nerves. 

Spinal  anaesthesia  is  very  often  seen  in  the  different  diseases  of  the  spinal  cord, 
niost  frequently  in  locomotor  ataxia,  because  this,  as  we  shall  ace  later,  athicks 
chiefly  the  posterior  roots,  the  ])osterior  columns,  and  the  ijosterior  cornua  of  the 
cord;  hut  spinal  anaesthesia  is  not  iaifrequent  in  diffuse  acute  and  chronic  inflam- 
mation of  the  cord  and  in  compression  and  new  growths.  As  a rule,  it  is  bilateral, 
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para-anaesthesia.  The  hypothesis  advanced  by  SchifP  is  quite  wdespread,  but  is 
by  no  means  certainly  proven,  that  the  gray  matter  of  the  cord  conducts  chiefly 
the  impressions  of  pain,  and  the  white  matter  of  the  posterior  columns  the  sensa- 
tions of  touch.  According  to  this,  in  spinal  analgesia  we  must  assume  chiefly  an 
impairment  of  the  gray  matter. 

Cerebral  anesthesia  is  seen  especially  in  hemorrhages,  foci  of  softening,  and 
tumors,  which  affect  the  posterior  portion  of  the  internal  capsule ; but  of  course 
the  break  may  occur  in  any  other  part  of  the  tract  of  sensory  conduction  in  the 
bram.  If  the  cerebral  anesthesia,  as  is  often  the  case,  affects  the  half  of  the  body 
opposite  the  lesion  in  the  brain,  we  term  it  hemianesthesia.  Very  extensive 
cerebral  anesthesia  of  a marked  degree  is  quite  frequently  found  in  severe  cases 
of  hysteria.  We  also  know  that  the  anesthetic  action  of  the  remedies  termed 
anesthetics  and  narcotics,  such  as  chloroform,  morphine,  ether,  alcohol,  bromide  of 
potassium,  etc.,  must  be  explained  by  their  influence  on  the  central  nervous 
system. 

Among  other  etiological  factors  we  must  also  mention  that  we  sometimes  see 
more  or  less  extensive  anesthesia  as  a result  of  acute  diseases,  sudi  as  typhoid,  diph- 
theiia,  and  other  acute  infectious  diseases,  the  origin  of  the  anesthesia,  whether 
peripheral  or  spinal,  being  as  yet  uncertain.  Peculiar  insular  and,  rarely,  diffuse 
anesthesia,  showing  itself  chiefly  on  the  backs  of  the  hands  and  the  chest,  is  found 
in  the  secondary  stages  of  syphilis,  according  to  Fournier;  but  there  has  been  no 
further  confirmation  of  this  statement  so  far  as  we  know. 

Symptoms.— In  many  cases  the  patient  himself  notices  the  existence  of  anies- 
thesia.  He  finds  that  in  certain  parts  of  the  body  he  no  longer  feels  the  pressure 
of  his  clothing  or  the  bedclothes  in  the  usual  way.  Anaesthesia  of  the  hands  is 
soonest  noticed,  because  this  can  affect  the  patient’s  occupation  in  diverse  ways,  so 
that,  for  example,  he  readily  lets  fine  objects,  such  as  needles,  drop  from  his  hands. 
In  other  cases,  of  course,  the  anaesthesia  is  first  found  on  a physical  examination, 
which  alone  can  give  definite  disclosures  as  to  the  extent  and  intensity  of  the 
affection.  For  this  imrpose  the  skin  must  be  carefully  examined  by  the  methods 
given  in  the  preceding  chapter.  It  is  worthy  of  note  that  hysterical  anaesthesia 
especially,  even  if  it  be  very  marked  and  extensive,  may  often  be  wholly  over- 
looked by  the  patients  themselves. 

Anaesthesia  is  very  often  combined  with  abnormal  subjective  sensations,  i)ar*s- 
thesias,  in  the  affected  portions  of  the  skin.  The  patient  has  a feeling  there  of 
“ numbness,”  or  a “ furry  feeling,”  or  complains  of  prickling  or  formication.  The 
anaesthetic  parts  may  even  be  the  seat  of  very  decided  pain  {anaesthesia  dolorosa), 
if  there  is  abnormal  irritation  of  the  sensory  nerves  from  the  break  in  the  con- 
duction toward  the  center.  The  most  diverse  forms  of  anomalies  of  motility  and 
of  the  reflexes,  and  vaso-motor  disturbances,  may  of  course  be  present  in  addition 
to  the  anaesthesia.  Special  mention  must  be  made  of  troifiiic  disturbances  which 
are  often  seen  in  anaesthetic  regions.  We  shall  return  to  the  peculiar  characteris- 
tics of  these  repeatedly  in  subsequent  chapters;  therefore  we  need  state  here  only 
that  the  trophic  disturbances  have  nothing  to  do  with  the  anaesthesia  itself.  They 
depend  either  upon  a co-existing  lesion  of  special  trophic  or  vaso-motor  nerves,  or 
upon  the  fact  that  external  irritants,  wdiich  act  upon  any  anaesthetic  portion  of 
the  skin,  ai’e  not  felt  normally  by  the  patient,  and  hence  are  often  not  avoided.  In 
anaesthetic  regions  we  often  find  large  external  wounds,  burns,  bed-sores,  inflam- 
mations, etc.,  which  were  not  noticed  by  the  patient  in  time  to  prevent  them,  and 
hence  they  often  attain  an  unusual  extent. 

Voluntary  motion  is  not  disturbed  by  anaesthesia  in  itself,  of  however  great  a 
degree,  as  long  as  the  motions  can  be  controlled  by  the  eyes,  but  finer  movements 
are  often  considerably  impaired  by  cutaneous  anaesthesia;  thus  patients  with 
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diminished  sensibility  in  the  fingers  can  usually  no  longer  sew,  because  they  lose 
tlie  needle  every  minute.  With  the  eyes  shut,  however,  the  motions  of  the  anaes- 
tlietic  parts  become  very  uncertain,  both  in  anaesthesia  of  the  skin  and  of  the 
deeper  pai-ts,  the  muscles  and  joints,  since  then  the  patient  loses,  to  a great  degree, 
his  power  of  judging  of  the  extent  and  of  the  precise  direction  of  his  movements. 
Very  extensive  anaesthesia  of  the  skin,  associated  at  the  same  time  with  anmsthesia 
of  the  organs  of  special  sense,  is  sometimes  not  without  influence  upon  conscious- 
ness. We  have  for  several  yeai's  had  under  observation  a very  remarkable  case 
of  total  anaesthesia  of  the  whole  body  associated  with  unilateral  blindness  and 
deafness.  If  we  entirely  exclude  this  patient  from  all  external  impressions  of 
sense  by  closing  his  stUl  serviceable  eye  and  ear,  we  can  at  once  in  this  way  put 
him  into  a deep  sleep ! 

We  can  not  here  go  into  details  of  the  different  forms  and  distributions  of 
anaesthesia,  since  they  will  be  spoken  of  under  the  different  diseases  which  lie  at 
the  basis  of  the  anaesthesia.  The  course,  the  duration,  and  the  prognosis  of  the 
affection  depend,  in  the  first  place,  of  coui'se,  upon  the  form  of  the  primary  disease. 
We  will  add  here  merely  a few  remarks  upon  anaesthesia  of  one  nerve,  namely, 
anaesthesia  in  the  distribution  of  the  trigeminus. 

•Anaesthesia  of  the  trigeminus  is  observed  in  tumors,  syphilitic  new  growths, 
chi’onic  inflammations,  and  analogous  processes  at  the  base  of  the  skull,  which 
compress  the  trunk,  the  Gasserian  ganglion,  or  one  of  the  three  branches  of  the 
trigeminus,  or  directly  involve  the  nerves.  Traumatic  lesions  of  the  trigeminus 
ai’e  also  not  very  uncommon.  The  distribution  of  the  anaesthesia,  according  as 
the  affection  involves  the  whole  trigeminus,  or  only  one  branch  of  it,  may  be  seen 
in  Figs.  57  and  58.  In  total  anaesthesia  of  the  trigeminus,  the  conjunctiva  and 


Fig.  67.  Fio  68 

Ooclpltnll. 

m.  Mental.  Jj.  Posterior  brMches  of  the  third’cervS  «'•  Auriculo-tempornl.  b.  Buccinator. 


^rnea,  the  mucous  membrane  of  the  nose,  the  cavity  of  the  mouth,  and  the 
tongue  are  anaesthetic  on  the  affected  side.  Hence  we  often  find  ulcers  on  the 

membrane,  which  come  from  being  bitten.  The  “neuro- 
?peci-fn^  ^Plithalmia  not  infrequently  seen  in  anaesthe.sia  of  the  trigeminus  is  of 
interest,  and  has  been  much  studied  by  physicians  and  physiologists.  This 
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is  an  ulcerative  keratitis,  almost  always  beginning  in  tbe  lower  segment  of  tlie 
cornea,  and  sometimes  passing  over  into  a purulent  inflammation  of  tbe  whole 
eyeball.  This  affection  is  regarded  in  many  quarters  as  an  immediate  result  of 
the  disturbance  of  special  “ trophic  ” functions,  but,  after  careful  experiments 
(Senftleben),  it  seems  most  probable  that  external  traumatic  influences  always 
occasion  the  first  trouble,  and  render  the  intrusion  of  inflammatory  agents  pos- 
sible. It  is  still  uncertain  whether  we  must  also  assume  a specially  diminished 
power  of  resistance  on  the  pai’t  of  the  tissues  as  a result  of  the  nervous  lesion. 

The  skin  of  the  face  is  often  somewhat  bloated  in  anajsthesia  of  the  trigeminus, 
and  it  is  cyanotic  and  feels  cool.  The  reflexes  are  lost  in  peripheral  anaesthesia, 
and  the  lachrymal  secretion  is  diminished.  The  taste  is  almost  always  decidedly 
diminished  on  the  anterior  two  thirds  of  the  tongue  on  the  affected  side,  the  terri- 
tory supplied  by  the  lingual  neiwe. 


Treatment.— Since  anaesthesia  in  most  cases  is  only  a symptom,  tre^ment,  of 
course,  must  always  first  be  directed  against  the  underlying  disease.  Therefore 
we  will  mention  here  only  those  measures  which  are  to  be  used  symptomatically 


* Henlc’f!  nomenclature  of  the  peripheral  nerves  has  been  adopted.— Trans. 
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be  tried  when  the  special  cause  can  not  be 
treatment. 


against  anaesthesia,  and  which  must 
discovered,  or  when  it  is  inaccessible  to 

The  chief  remedy  is,  without  doubt,  the 
electric  current.  We  treat  the  anaesthetic 
part  of  the  skin  with  the  faradic  current, 
using  ordinary  electrodes,  or,  better  still, 
the  wire  brush,  or  with  the  galvanic  cur- 
rent, stroking  the  skin  slowly  back  and 
forth  with  the  cathode  for  three  or  four 
minutes.  Sometimes  we  can  see  a result 
immediately  after  the  sitting.  Hysterical 
anaesthesia  may  often  be  removed  in  this 
way  in  .a  very  short  time. 

Besides  electricity  we  usually  prescribe 
embrocations  to  ii-ritate  the  skin,  such  as 
spirits  of  camphor,  spirits  of  mustard,  for- 
mic acid,  spirits  of  thyme,  etc.,  and  also 
baths,  and  cold  or  hot  local  douches,  com- 
bined with  rubbing  the  skin.  The  action 
of  internal  remedies  is  extremely  doubtful. 
Nux  vomica  or  strychnine,  tincture  of 
valerian,  etc.,  have  been  recommended. 

It  is  very  important  to  protect  the  an- 
aesthetic part  against  external  injuries. 
In  anaesthesia  of  the  trigeminus,  particu- 
larly, we  guard  the  eye  as  far  as  possible 
from  the  development  of  a neuro-paralytic 
keratitis,  by  a carefully  applied  occlusive 
bandage. 


As  an  appendix,  we  will  add  here  some 
illustrations  (Figs.  59  to  63)  to  represent, 
in  a diagrammatic  fashion,  the  distribution 
of  the  sensoiy  cutaneous  nerves.  These 
diagrams  will  be  of  service,  both  in  the 
consideration  of  anassthesia  and  in  the 
diagnosis  of  the  neuralgias  to  be  described 
in  the  following  chapters. 


Figs.  62  and  68. — Distribution  of  the  sensory  cuta- 
neous nerves  to  the  lower  extremities.  Fig. 
62.  Posterior  aspect.  Fio.  63.  Anterior  aspect. 
(From  Henle.)  it.  Ileo-inguinal  nerve,  li. 
Lumbo-inguinal  nerve,  se.  External  spermat- 
ic. cp.  Posterior  cutaneous,  cl.  Lateral  cu- 
taneous. cr.  Crural,  obt.  Obturator,  sa. 
Saphenous,  cpe.  Peroneal  communicating 
nerve,  cti.  Tibial  communicating  nerve. 

per'.  Superficial  branch  of  the  peroneal 
nerve,  per".  Deep  peroneal  nerve,  cpm. 

Posterioi-  median  cutaneous  nerve,  cpp.  Cu- 
taneous plantar  nerve. 


CHAPTER  III. 

NEURALGIA  IN  GENERAL. 

ALTTiouan  every  pain  is.  of  cour.se,  excited  by  abnormal  irritation  of  the  nerves, 
still  we  are  justified  in  giving  a certain  special  variety  of  pain  the  name  of  ueu- 
ralgia.  The  characteristics  of  this  particular  “ nervous  pain  ” are  as  follows:  1,  it 
18  felt  exactly  in  the  course  or  in  the  distribution  of  one  or  moi’e  special  nervous 
trunks  or  neiwous  branches;  2,  it  is  usually  of  very  considerable  intensity ; and, 
• , as  a rule,  it  is  not  present  continuou.sly,  but  it  shows  manifest  remissions  .and 
intermissious.  It  often  comes  on  in  single  pronounced  paroxysms  of  pain,  which 
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are  due  to  definite  causes,  or  which  can  not  be  referred  to  any  evident  external 
irritation. 

Pathogenesis  and  .Etiology. — In  many  cases  the  cause  of  neuralgia  is  entirely 
unknown,  but  in  other  cases  we  can  discov^er  factors  which  may  be  regarded  either 
as  more  or  less  direct  exciting  causes,  or  at  least  as  predisposing  causes,  for  the  ap- 
pearance of  neuralgia;  hut  in  all  these  cases  the  precise  form  of  action,  and  the  pe- 
culiar nature  of  the  disturbance  produced  in  the  nerves,  are  almost  wholly  unknown 
to  us.  At  best  we  may  suspect  that  perhaps  sometimes  we  have  to  do  with  slight 
inflammatory  changes  in  the  nerve-trunks,  with  hypersemia,  exudation,  oedema,  etc. 

W e may  mention  the  following  as  predisposing  factors,  which  clinical  observa- 
tion has  taught  us;  1.  Age.  Neuralgia  comes  on  most  frequently  in  middle  life, 
but  it  is  also  found  in  older  people,  and  more  rarely  in  children.  2.  Sex  exerts  an 
influence  so  far  that  certain  forms,  such  as  trigeminal  neuralgia,  are  seen  more  fre- 
quently in  women,  and  other  forms,  such  as  sciatica  and  brachial  neuralgia,  are  more 
common  in  men.  Certain  phases  of  sexual  life,  too,  such  as  puberty,  pregnancy, 
childbed,  and  the  climacteric,  favor  the  disposition  to  neuralgia.  3.  The  general 
neuropathic  predisposition,  which  is  hereditary  in  the  majority  of  cases,  is  of  great 
significance.  Neuralgia  often  appears  in  people  who  suffer  from  other  neuroses, 
or  in  whose  families  other  nervous  diseases,  such  as  the  psychoses,  epilepsy,  hys- 
teria, or  neurasthenia  have  repeatedly  occurred.  4.  The  physical  constitution  also 
seems  to  be  of  influence.  We  often  see  nem’algia  in  anaemic  people,  or  in  those 
whose  constitution  has  been  impaired  by  physical  and  mental  strain,  by  imprudent 
living,  or  by  mental  excitement. 

We  may  mention,  as  exciting  causes  of  neuralgia:  1.  Cold,  the  action  of 
draughts,  wind,  or  wet — the  so-called  “rheumatic  neuralgias.”  It  is  not  per- 
fectly clear  how  the  cold  acts  in  such  cases.  We  usually  assume  that  by  its  action 
slight  anatomical  (inflammatory  ?)  changes  arise  directly  or  in  a reflex  manner  in 
the  perves  themselves.  2.  Mechanical  and  traumatic  action.  Among  these  are, 
first,  wounds  and  contusions  which  directly  involve  the  nerves.  Thus,  for  exam- 
ple, extremely  severe  neuralgia  sometimes  arises  from  the  pressure  of  foreign 
bodies,  such  as  splinters  of  wmod  or  of  bones  in  wounds,  on  the  branch  of  a nerve. 
We  may  also  mention  here  the  very  severe  neuralgia  sometimes  met  with  after 
amputations,  which  develops  as  a result  of  the  so-called  amputation  neuromata. 
To  this  class,  too,  belong  diseases  in  the  neighborhood  of  nerves  which  act  as 
mechanical  irritants.  Diseases  of  the  bones  or  periosteum  often  lead  to  neuralgia 
in  those  nerves  w'^hich  run  through  bony  canals  or  grooves.  Lastly,  tumors, 
aneurisms,  hemice,  or  the  gravid  uterus,  may  lead  to  neuralgia  by  pressure  on  the 
neighboring  nerves;  but  we  must  call  to  mind  that  every  pressure  on  a nerve 
does  not  lead  to  neuralgia  in  the  .same  way,  so  that  we  must  assume  a special  con- 
sequent change  in  the  nerve  in  “neuralgia  from  compression.” 

The  relation  which  certain  infections  and  poisojis  have  to  the  development  of 
neuralgia  is  very  important.  In  the  fii’st  place,  it  is  not  impossible  that  many  of 
the  apjDarently  “ idiopathic  ” neuralgias  are  to  be  referred  to  infectious  causes  an 
assumption  which  may  be  made,  for  instance,  in  intercostal  neuralgia  associated- 
with  an  eruption  of  zoster  (q.  v.),  or  in  many  acute  trigeminal  neuralgias.  Many 
neuralgias,  however,  also  have  a definite  relation  to  other  infectious  diseases.  Y'  o 
may  mention  in  particular  the  malarial  neuralgias,  which  are  directly  dependent 
upon  the  malarial  infection,  often  come  on  at  regular  intervals,  and  are  cured  by 
specific  treatment,  namely,  quinine.  Neuralgia  is  often  seen  during  the  course, 
or  as  a result,  of  typhoid,  small-pox,  and  similar  acute  infectious  diseases,  and  in 
the  secondary  stage  of  syphilis.  Among  toxic  substances  we  may  mention  espe- 
cially lead,  copper,  mercui’y,  and  also  alcohol  and  nicotine,  as  those  which  have  a 
special  relation  to  the  development  of  neuralgia. 
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Neuralgia  is  also  found  in  many  constitutional  diseases,  in  gout,  and  quite  often 
in  diabetes  mellitus,  and  seems  to  bear  a dii-ect  relation  to  the  general  disease; 
and  hence,  like  many  of  the  other  neuralgias  mentioned  as  symptomatic,  it  may 
he  contrasted  with  the  idiopathic  neuralgia  due  to  some  direct  affection  of  the 
nerves  themselves.  Finally,  neuralgia  is  met  with  sometimes  in  distant  nerves  in 
diseases  of  other  than  nervous  organs,  like  the  sexual  organs,  and  is  termed  “ reflex 
neuralgia  ” ; but  we  must  he  very  cautious  in  accepting  the  theory  of  reflex  neu- 
ralgias, since  in  most  of  these  cases  we  have  to  do  with  other  affections,  such  as 
hysteria,  etc. 

General  Symptomatology  of  Neuralgia.— The  neuralgic  paroxysm  begins  either 
quite  suddenly,  or,  more  frequently,  after  certain  prodromata,  such  as  cold  feelings, 
prickling,  slight  painful  sensations,  etc.,  have  preceded  it  for  some  time.  The 
pain  during  the  attack  is  usually  of  the  gi-eatest  severity,  and  is  described  as  either 
burning  and  boring,  or  as  shooting  and  tearing  like  lightning.  There  are  fre- 
quently short  temporary  remissions  of  the  pain.  The  location  of  the  pain  usually 
corresponds  pi*ecisely  to  the  distribution  of  the  affected  nerve,  so  that  the  patient 
can  often  point  out  quite  definitely  the  anatomical  course  of  the  nerve.  At  the 
height  of  the  attack  there  is  often  an  “ irradiation  ” or  shooting  of  the  pain  into 
the  territory  of  neighboring  nerves.  External  irritants,  such  as  cold  air,  mental 
excitement,  and  especially  movements  of  the  affected  part,  often  produce  an 
increase  of  the  pain. 

On  physical  examination,  we  notice,  fii'st,  certain  disturbances  of  sensibility. 
The  skin  in  the  neuralgic  part  often  shows  more  or  less  antesthesia,  which  is  most 
apparent  in  the  intervals  between  the  separate  attacks  and  immediately  after 
them.  Much  more  frequently,  however,  both  during  the  attack  and  during  the 
time  when  the  patient  is  free  from  pain,  there  is  hyperaesthesia  of  the  skin  and 
the  parts  beneath.  There  are  certain  definite  points  which  are  often  very  sensi- 
tive and  tender  even  to  light  pressure.  These  are  called  painful  points  (points 
douloureux).  They  were  fii'st  fully  described  by  Valleix,  in  1841,  for  the  different 
forms  of  neuralgia,  and  they  have  considerable  diagnostic  importance,  since  they 
may  often  be  found,  not  only  during  the  attack  itself,  but  also  during  the  free 
intervals,  although  in  a lesser  degree.  The  painful  points  always  correspond  to 
certain  places  in  the  course  of  the  trunk  or  the  larger  branches  of  the  affected 
nerve,  and  are  found  especially  where,  in  marked  and  deep  pressure  on  the  nerve, 
we  can  press  on  some  firm  part  beneath.  They  are  probably  always  due  to  an 
abnormal  sensitiveness  to  pressure  in  the  affected  nerve  itself.  In  many  cases  of 
neuralgia  they  may  of  course  be  wholly  wanting. 

Motor  symptoms  as  well  as  sensory  are  not  infrequent  in  neuralgia.  Co-exist- 
ing  symptoms  of  paralysis  must  always  be  regarded  as  a complication  caused  by 
some  coarse  lesion  of  the  motor  nerves;  hence  in  ordinary  idiopathic  neuralgia 
they  are  entirely  absent.  The  co-existing  symptoms  of  motor  irritation,  which 
are  often  seen,  ai-e  usually  directly  dependent  upon  the  neuralgia,  however,  and 
hence  are  to  be  regarded  as  reflex  contractions,  set  up  in  the  muscles  by  the  great 
irritation  of  the  sensory  nerves. 

Va.so-motor  symptoms  are  often  seen  in  nem-algia.  In  the  face  especially,  in 
trigeminal  neuralgia,  we  often  see  a marked  pallor  or  a decided  reddening  of  the 
skin  and  conjunctiva.  Abnormal  secretions,  of  tears  or  sweat,  may  also  be  seen 
during  the  attack  or  at  the  end  of  it.  We  do  not  know  whether  all  these  symp- 
toms arise  from  direct  or  reflex  nervous  irritation.  Trophic  disturbances  are 
noticed  in  various  ways.  During  the  attack  we  .see  eru])tions  of  urticaria,  or  still 
inore  fretiuently  of  herpes  vesicles,  along  the  course  of  the  affected  nerves,  as  in 
herpes  zoster.  In  severe  and  protracted  neuralgias  permanent  ebangos  in  the 
ttssues  have  been  repeatedly  seen  in  the  parts  supplied  by  the  affected  nerves. 
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Among  these  are  a falling  out  or  a whitening  of  the  hair,  or  more  rarely  an 
abnormally  gi’eat  growth  of  hair,  thickening  or  atrojjhy  of  the  skin,  staining  or 
pigmentation  of  the  skin,  etc.  Lastly  we  may  mention  that  during  the  neuralgic 
attack  we  sometimes  find  a diminished  frequency  of  the  i5ulse. 

The  general  nutrition  of  the  body  often  does  not  suffer  at  all  in  neui-algia,  but 
in  many  cases,  especially  when  sleeping  and  eating  are  constantly  disturbed  by 
the  attacks  of  i^ain,  the  disease  gradually  has  a noticeable  action  on  the  whole 
constitution.  The  patient  becomes  pale  and  emaciated,  and  often  the  persistent 
and  distressing  pain  is  not  without  influence  on  his  mental  condition.  He  becomes 
irritable  and  inclined  to  melancholy.  Patients  have,  in  repeated  instances,  even 
committed  suicide  as  a result  of  severe  and  incurable  neuralgia. 

The  whole  course  of  neuralgia  shows  the  greatest  diversity.  As  has  been  said 
repeatedly,  the  onset  of  the  disease  in  separate  attacks  is  the  chief  characteristic 
feature.  The  precise  pathogenesis  of  these  attacks  is,  of  course,  entirely  unknown 
to  us.  These  attacks  usually  come  on  every  day  or  several  times  a day,  or  some- 
times at  greater  regular  or  irregular  intervals.  They  may  last  only  a few  minutes 
or  several  hours.  During  the  period  between  the  attacks  many  patients  feel  quite 
well,  but  some  have  still  a certain  sensitiveness  of  the  skin.  The  disease  as  a 
whole  sometimes  lasts  only  a few  days  or  weeks,  but  sometimes  it  persists  with 
manifold  variations  for  years  and  years,  and,  in  a word,  is  not  capable  of  im- 
provement; although,  on  the  other  hand,  there  are  recoveries  after  the  disease 
has  lasted  for  years.  In  many  cases,  of  course,  the  disease  depends  upon  the  pres- 
ence of  some  definite  anatomical  cause,  such  as  a tumor,  a disease  of  the  bone,  or 
an  aneurism. 

Many  details  as  to  prognosis  and  also  as  to  the  diagnosis  of  neuralgia  wiU  be 
spoken  of  in  the  following  chapter. 

General  Treatment  of  Neuralgia. — Prophylaxis  of  neuralgia  is  possible  in  this 
way,  that  certain  constitutional  anomalies,  such  as  anaemia  or  a general  nervous 
predisposition,  favor  its  appearance,  as  we  have  seen ; and  in  attacking  these  condi- 
tions, we  may  recognize  a factor  which  can  prevent  to  a certain  degree  any  subse- 
quent development  of  neuralgia.  It  is  still  more  important,  in  people  who  have 
already  suffered  from  neuralgia,  to  prevent  the  return  of  the  affection  if  we  can. 
For  this  object  we  must  first  consider  the  strengthening  of  the  whole  body,  in 
order  to  make  it  better  resist  the  action  of  any  causes  of  disease.  The  measures 
to  be  chiefly  employed  for  this  purpose  are  proper  food,  good  air,  baths,  sea-bath- 
ing, cold  bathing,  gymnastics,  etc.  Of  course,  we  must  also  particularly  guard 
the  part  of  the  body  that  has  once  been  attacked  from  any  irritation,  such  as  cold, 
mechanical  irritants,  or  over-exertion. 

In  treating  neuralgia  itself  we  must  always  look  first  with  great  care  for  some 
causal  factor,  which  may  be  accessible  to  treatment.  This  fulfillment  of  the 
causal  indication  is  often  possible  in  neuralgias  which  are  due  to  mechanical 
causes.  The  extirpation  of  tumors,  the  excision  of  cicatrices,  the  removal  of  for- 
eign bodies,  the  treatment  of  inflammatory  new  growths,  of  syphilitic  affections, 
of  aneurisms,  etc.,  is  in  many  cases  attended  by  brilliant  success,  but,  of  course,  in 
many  other  cases  the  underlying  disease  is  unfoi'tunately  not  amenable  to  success- 
ful treatment.  We  should  also  carry  out  a causal  treatment  in  the  neuialgias 
which  are  to  be  referred  to  general  anaemia,  to  a general  neuropathic  constitution, 
to  hysteria,  etc.  In  such  cases  we  must  always  ascribe  great  value  to  the  general 
treatment,  such  as  diet,  manner  of  life,  baths,  iron,  and  nervines,  as  well  as  to  the 
special  treatment  directed  against  the  neuralgia;  and  the  same  holds  tme,  of 
coui’se,  in  the  neuralgias  occurring  in  diabetes,  gout,  and  syphilis.  Lastly,  we  may 
fulfill  the  causal  indication  in  the  malarial  neuralgias.  If  neuralgia  comes  on  at 
approximately  regular  intervals  in  persons  who  come  from  a malarial  district,  and 
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wlio  perhaps  have  already  suffered  from  other  malarial  affections  the  exhibitiou 
Tf  auinine^n  large  doses,  twenty  to  forty-five  grains  (grin.  r5-3-0l  at  once, 
usually  speedily  cut  short  the  attack.  In  obstinate  cases  in  which  quinine  does 
Tgood  L shLld  try  arsenic,  as  Fowler’s  solution.  In  many  toxic  neura  gias, 
tooffrom  lead,  mercury,  or  alcohol,  our  fii-st  endeavor  m treatment  should  be  to 

rpmoVG  th-G  C£II1S6  of  tllG  diSGSSG.  ^ i,  „ ’j- 

In  all  cases  where  the  causal  treatment  can  not  he  carried  out,  or  where  i 
alone  is  not  sufficient,  we  must  consider  those  numerous  remedies  and  methods  of 
treatment  which  correspond  to  the  indicaUo  morbi  and  to  the  symptomatic  indica- 
Lnf  Starting  with  the  hypothesis  of  an  inflammatory  condition  of  he  nerve,  we 
have  often  tried  to  exert  a favorable  influence  on  the  disease  by  local  derivatives, 
mustard  plasters  irritating  embrocations,  such  as  spirits  of  mustard,  veratrine  oint- 
(twfaShalf  per  cent.),  or  tincture  of  iodine,  or  by  blisters,  or  even  by  the 
cautery.  The  remedies  first  mentioned  are  used  only  in  mild  cases.  Vesicatories, 
plaeed  along  the  course  of  the  affected  nerve,  or  behind  the  ^ 
ralgia,  sometimes  act  very  weU  in  fresh  cases,  especially  those  of  a iheuma 
character.  We  resort  to  the  hot  iron  chiefly  in  old  and  very  severe  cases  in 
which,  indeed,  espeeially  in  sciatica,  some  very  favorable  results  have  been  thus 

obtained.  . , , i • <. 

The  local  electrical  treatment  of  neuralgia  is  more  important  and  more  efficient 
than  the  remedies  mentioned.  Although  we  do  not  know  certainly  how  electricity 
acts,  stiU  it  is  unquestionably  often  attended  with  great  success  m the  treatment  of 
neuralgia.  W^e  many  times  secure  an  improvement  in  the  symptoms,  which  is  of 
course  temporary,  even  in  those  cases  where  the  special  cause  of  the  disease  is  not 
influenced  by  the  electricity,  although  in  idiopathic  neuralgias  in  fresh,  and  some- 
times even  in  old  cases,  we  can  often  obtain  a complete  cure.  There  are  no  gen- 
eral rides  with  regard  to  the  methods  to  be  employed,  since  different  specialists 
have  their  own  favorite  methods.  The  following  forms  of  application  are  most  in 
use  and  are  most  to  be  recommended:  1.  Stabile  action  of  the  anode  of  a constant 
current  on  the  affected  nerve-trunk  over  as  great  an  extent  as  possible,  especially 
on  any  paiuful  points.  We  must  entirely  avoid  any  great  variations  in  the  current 
or  interruptions  of  it.  We  gradually  increase  the  intensity  of  the  current  up  to 
medium  strength.  The  sittings  should  last  three  to  six  minutes,  and  sometimes 
even  longer,  and  must  be  repeated  daily.  2.  In  neuralgia  of  the  larger  nerves  we 
should  use  a stabile  descending  (sometimes  ascending)  constant  current,  in  which 
the  anode  is  xilaced  on  the  most  central  point  of  the  nerve-trunk  available,  or  on 
the  vertebral  column,  and  the  cathode  on  different  peripheral  points.  3.  The 
faradic  current  also  frequently  acts  very  well.  We  faradize  the  nerve  either  with 
a moderately  strong  “ increasing  ” current,  or  we  apply  the  wire  brush  to  the  skin 
over  the  affected  nerves.  The  latter  method  is  very  painful,  but  it  is  often  attended 
with  excellent  results.  4.  Some  electro-therapeutists,  like  Moritz  Meyer,  lay  stress 
upon  the  stabile  ai)plication  of  the  anode  of  the  constant  current  to  any  painful 
points  on  the  vertebral  column,  such  as  have  been  described  in  many  neuralgias 
by  Trousseau. 

As  a general  rule,  it  is  always  well  to  begin  with  a mild  and  very  cautious  use 
of  electricity,  and  not  to  go  on  to  the  stronger  currents  until  later.  Electricity 
often  acts  brilliantly  at  once,  during  the  attack  of  pain,  but  sometimes  no  im]irove- 
ment  is  seen  until  after  several  sittings.  If,  after  two  or*  three  weeks,  we  obtaiii 
no  result  at  all,  after  employing  different  methods  of  ap]fiying  electricity,  it  is  the 
best  plan  to  give  u])  electrical  treatment  entirely  as  not  suited  to  the  case. 

In  the  treatment  of  neuralgia  we  must  consider  a number  of  intern.al  remedies, 
as  well  as  electricity;  some  of  those  act  sym])tomatically,  like  the  narcotics,  while 
others  have  obtained  the  reputation  of  having  a specilio  action.  Among  the 
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latter,  quinine  has  decidedly  the  greatest  value.  In  severe  cases  quinine  may 
do  excellent  service,-  not  only  in  malai’ial  neuralgias,  although  most  surely  m 
these,  but  also  in  “ idiopathic  ” neuralgias.  It  is  in  these  cases  that  the  remedy  is 
given  in  large  doses.  We  begin  with  fifteen  to  thirty  grains  (grm.  1-2)  a day 
Dest  given  in  one  dose,  and  in  severe  cases  we  may  increase  to  sixty  or  seventy-five 
grains  (grm.  4-5)  or  more.  We  see  the  best  results  from  quinine  in  trigeminal 
neuralgia,  while  in  other  forms,  like  sciatica,  it  is  much  less  efficient.  Some  cures 
have  been  obtained  by  salicylate  of  sodium.  Antipyrine,  in  fifteen  to  thirty  grain 
(grm.  1-2)  doses,  antifebrine,  in  three  to  seven  grain  (grm.  0-25-0-5)  doses  and  phe- 
nacetine,  in  seven  to  fifteen  grain  (grm.  O'5-l)  doses,  have  lately  been  very  often 
used.  N ext  in  rank  come  arsenic  and  bromide  of  potassium.  The  former  is  o-iven 
in  pin  form  or  as  Fowler’s  solution,  five  drops  three  times  a day,  increasing  gradu- 
ally. Bromide  of  potassium  acts  only  in  large  doses,  forty-five  to  seventy-five  to 
a hundred  and  fifty  grains  a day  (grm.  3-5-10).  Among  the  many  other  remedies 
which  have  been  recommended,  we  may  mention  here  ergotine,  internally  and 
subcutaneously,  oil  of  turpentine,  oxide  of  zinc,  valerianate  of  zinc,  tinctm’e  of 
gelsemium,  aconitine,  phosphorus,  iodide  of  potassium,  subcutaneous  injections  of 
osmic  acid,  ten  to  fifteen  minims  (grm.  O'5-l)  of  a one-per-cent,  solution,  etc. 

In  all  severe  neuralgias  the  use  of  narcotics,  especially  of  morphine,  is  unavoid- 
able. Morphine  is  used  almost  exclusively  dm'ing  the  attack,  and  is  best  given  as 
a subcutaneous  injection  of  one- twelfth  to  one-sixth  of  a grain  (grm.  0 "005-0  01)  in 
the  vicinity  of  the  painful  part.  The  anodyne  effect  almost  invariably  follows? 
hut  in  obstinate  and  protracted  cases  the  patient  gTadually  becomes  accustomed  to 
the  remedy.  We  must  then  resort  to  still  larger  doses,  and  these,  too,  finally  fail 
in  their  effect.  Among  the  victims  of  the  morphine  habit  we  find  many  patients 
who  have  suffered  or  who  still  suffer  from  severe  neuralgia,  so  that  we  must 
always  be  very  cautious  and  conservative  in  the  protracted  use  of  morphine. 
W’’e  should  be  especially  cautious  before  deciding  to  put  the  hypodermic  syringe 
into  the  patient’s  own  hand.  Many  physicians  ascribe  not  only  a palliative  hut  a 
permanent  benefit  to  injections  of  morphine  in  neuralgia.  We  sometimes  see,  in 
fact,  that  mild  neuralgias  recover  under  the  exclusive  use  of  morphine  injections; 
but  these  are  probably  cases  of  spontaneous  recovery.  The  inteimal  use  of  mor- 
phine and  opium  preparations  is  decidedly  inferior  to  the  subcutaneous  adminis- 
tration in  certainty  and  rapidity  of  action.  The  external  application  of  narcotic 
ointments,  or  embrocations,  is  much  employed  in  practice,  hut  it  appears  to  be  of 
advantage  only  in  milder  cases.  W^e  prescribe  ointments  with  extract  of  opium 
(one  to  ten),  extract  of  belladonna  (two  to  ten),  extract  of  opium  and  veratrine 
(one  part  of  each  to  twenty  of  simple  ointment),  etc.  We  may  also  use  chloroform 
(equal  parts  of  chloroform  and  oil  of  hyoscyamus)  and  ether.  Chloral  and  also 
paraldehyde  are  often  prescribed  in  chronic  neuralgias  for  their  hypnotic  effect. 
Croton  chloral  has  been  especially  recommended  in  neuralgia.  Finally,  we  must 
add  that  some  physicians  have  praised  the  anodyne  effect  of  subcutaneous  injec- 
tions of  atropine,  gr.  */,g„  to  to  ^Izo  - 0 "0005-0 "001-0  003 !)  at  a dose, 

sometimes  even  in  cases  where  morphine  does  not  act. 

In  severe  cases  the  surgical  treatpient  of  neuralgia  is  often  of  great  imj3ortance 
— the  section  of  nerves,  neurotomy,  or  the  excision  of  a portion  of  the  nejwe,  neu- 
rectomy— in  order  to  prevent  the  union  of  the  divided  nerve.  Without  doubt  this 
operation  is  often  attended  with  success;  but  in  some  cases,  of  course,  it  has  no 
effect  at  all  on  the  disease,  or  else  the  neuralgia  returns  with  its  old  severity  after 
a temporary  improvement.  We  can  undei’stand  the  success  of  neurotomy  in  cases 
where  we  can  assunre  that  the  cause  of  the  abnormal  sensoiy  irritation  is  peripheral 
to  the  point  of  section ; but  observations  are  reported  in  literature  where  the  opera- 
tion has  had  a favorable  influence  even  on  central  neuralgias.  The  operation  is 
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to  be  proposed  only  in  severe  cases,  where  all  other  remedies  have  been  tried  in 
vain,  and  the  patient  can  always  be  promised  the  possibility,  or  even  the  proba- 
bility, of  success,  but  never  the  certainty  of  it.  Besides  section  of  the  nerves, 
nerve  stretching  has  lately  been  frequently  tried  in  neuralgia — sometimes,  but  not 
always,  with  distinctly  good  results. 

The  chief  question  as  to  the  use  of  baths  arises  only  in  the  treatment  of  neural- 
gias in  the  domain  of  the  nerves  of  the  extremities,  especially  in  sciatica,  and 
therefore  these  and  massage  will  be  spoken  of  more  in  detail  in  connection  with 
the  separate  forms  of  neuralgia. 

We  see,  then,  that  a large  number  of  remedies  are  at  our  command  in  the  treat- 
ment of  neuralgia,  and  that  the  choice  among  them  is  not  always  easy.  In  any 
given  case  we  look  for  the  causal  indication,  and  try  to  fulfill  it  if  possible.  In 
the  many  cases,  however,  where  we  fail  to  find  this.  We  must  first  of  all  try  to 
alleviate  the  pain,  for  which  purpose,  if  external  derivatives  do  not  suffice,  our 
most  effective  remedy  is  morphine.  We  must  then  lay  out  a special  plan  of  treat- 
ment. We  try  electricity,  or,  if  this  be  not  practicable,  one  of  the  other  remedies 
mentioned  above.  We  put  most  trust  in  quinine,  especially  in  fresh  cases ; among 
other  remedies,  in  anaemic  persons,  arsenic,  and,  in  more  robust  persons,  bromide 
of  potassium  are  of  service.  If  all  these  and  similar  remedies  give  no  aid,  in 
proper  cases  we  may  still  hope  for  success  from  operative  interference,  or  else  we 
must  confine  ourselves  simply  to  a purely  symptomatic  treatment  with  narcotics. 


CHAPTER  rV. 

THE  INDIVIDUAL  FORMS  OF  NEURALGIA. 

1.  Neuralgia  op  the  Trigeshnus. 

{Prosopalgia.  Tic  douloureux,.  FothergilVs  1' ace-ache.) 

.ffitiology.— Trigeminal  neuralgia  is  one  of  the  commonest  and  most  impor- 
tant neuralgias.  In  its  origin  many  causes  and  predisposing  factors  of  all  sorts 
play  a part,  as  we  have  learned  in  the  preceding  chapter.  Many  cases,  especially 
the  milder  ones,  come  from  taking  cold.  Sometimes  we  can  not  find  any  definite 
cause.  Malarial  neuralgias  are  very  often  localized  in  the  region  of  the  trigemi- 
nus. The  other  especial  causes  which  may  give  rise  to  trigeminal  neuralgia  are 
diseases  of  the  cranial  bones  and  periosteum,  vei-y  often  diseases  of  the  teeth,  ca- 
ries, exostoses,  and  anomalies  in  development  and  position ; and  also  diseases  of 
the  nasal  and  frontal  cavities  as  well  as  of  the  middle  ear.  Romherg  found  an 
aneurism  of  the  intei’nal  carotid,  pressing  on  the  Gasserian  gang’lion,  as  a cause 
of  a severe  and  incurable  case.  We  have  since  seen  a precisely  analogous  case, 
l^^tly,  excessive  use  of  the  eyes  is  not  infrequently  related  to  the  development  of 
trigeminal  neuralgia. 

Symptoms  and  Course.— The  attacks  of  pain  in  neuralgia  of  the  fifth  pair  are 
usually  quite  intense,  and  in  severe  cases  they  may  attain  a most  distressing  and 
ernble  severity.  They  arise  either  entirely  without  cause,  or  from  some  slight 
influence,  like  washing,  taking  physical  exercise,  or  mental  irritation.  The  pain  is 
usua  ly  limited  to  the  distribution  of  the  different  branches  of  the  trig*eminns,  but 
It  sometimes  shoots  into  the  occi])ut,  the  back  of  the  neck,  the  shoulder.s,  etc.  ’ Wo 
can  ffiten  perceive  refie.x  twitchings  in  the  face,  especially  ble))harospasm,  and 
wi  c mg  of  the  corners  of  the  mouth.  The  vaso-motor  disturbances  are  noticed 
a first  as  abnormal  pallor,  but  later  usually  as  quite  an  abnormal  redness  of  the 
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face  and  conjunctiva.  In  neuralgia  of  the  upper  two  branches  we  often  see,  dur- 
ing the  attack,  an  unusually  great  secretion  of  tears.  An  excessive  flow  of  sahva 
and  an  increased  secretion  from  the  nasal  raucous  membrane  are  moi’e  rare. 
Sometimes,  but  still  quite  rarely,  we  see  herpetic  eruptions  in  the  com-se  of  the 
affected  nerve,  zoster  frontalis,  herpes  of  the  conjunctiva,  etc.  In  some  cases, 
too,  more  severe  diseases  of  the  eyes,  belonging  to  the  category  of  neuroparalytic 
ophthalmia,  have  been  observed.  In  neuralgias  that  have  lasted  longer,  we  often 
see  still  further  trophic  disturbances : clianges  in  the  skin  and  subcutaneous  cellu- 
lar tissue,  the  hair  turning  gray  or  falling  out  in  the  frontal  region,  etc. 

Most  trigeminal  nem-algias  are  situated,  not  in  the  whole  distribution  of  the 
nerve,  but  only  in  one  or  more  of  its  branches  (see  Fig.  57,  page  513).  We  accord- 
ingly distinguish  : 1.  Neuralgia  of  the  first  branch  {ophthalmic  neuralgia) 
which  is  especially  frequent  as  supra-orbital  or  frontal  neuralgia.  In  this  we  find 
as  a rule,  that  pressure  on  the  point  of  exit  of  the  nerve  at  the  supi’a-orbital  fora- 
men is  more  or  less  painful.  More  rarely  we  find  painful  points  also  on  the  nose, 
at  the  inner  angle  of  the  eye,  or  the  parietal  eminence,  etc.  2.  Neuralgia  of  the 
second  branch  (supra- maxillary  neuralgia)  is  most  frequent  in  the  distribution  of 
the  infra-orbital  nerve,  infra-orbital  neuralgia,  with  the  chief  painful  point  at  the 
infra-orbital  foramen,  and  others  on  the  zygoma,  on  the  upper  lip,  etc.  3. 
Neuralgia  of  the  third  branch  (infra-maxillary  neuralgia  ),  whose  most  frequent 
seat  is  in  the  territory  of  the  inferior  alveolar  nerve  ; but  neuralgia  also  occurs  in 
the  temporal  region,  in  the  am’iculo-temporal  nerve,  and  in  the  tongue,  in  the  lin- 
gual nerve.  The  chief  painful  point  is  at  the  mental  foramen. 

The  general  course  of  neuralgia  of  the  fifth  pair  differs  very  much  m different 
cases.  We  see  all  forms,  from  the  mildest,  which  rapidly  passes  off,  to  the  sever- 
est and  incurable  types,  which  may  drive  the  patient  to  despair  and  even  to  sui- 
cide. In  general,  neuralgia  of  the  first  branch  usually  belongs  to  the  relatively 
milder  forms  ; neuralgia  of  the  second,  and  especially  of  the  third  branch  to  the 
severer  forms.  Trousseau  has  termed  a particularly  severe  form  epileptiform 
neuralgia,”  although  we  can  find  no  definite  relation  between  this  disease  and  gen- 
uine epilepsy.  We  can  find  no  cause  for  epileptiform  neuralgia;  the  attacks  of  it 
come  on  with  the  greatest  intensity  either  after  brief  pauses  or  after  intervals  of 
weeks  and  months,  and  they  defy  all  attempts  at  cure  with  the  greatest  obstinacy. 
It  is  worthy  of  note  that  this  form  appears  in  individuals  with  the  neuropathic 

taint.  . . , 1 • • 

Diagnosis. — In  all  pronounced  cases  the  diagnosis  of  trigeminal  neuralgia  is 

easy.  W^e  must  regard  accurately  the  distribution  of  the  pain,  its  paroxysmal  on- 
set, and  the  points  of  pressure.  Otherwise  in  a superficial  examination  we  may 
of  course  confuse  it  with  inflammatory  affections  of  the  bones  and  periosteum, 
with  genuine  tooth-ache,  with  migraine,  and  with  other  forms  of  headache  and 

face-ache.  , • . • 

Prognosis. — The  prognosis  is  never  to  be  made  with  complete  certainty,  it  is 
most  favorable  in  fresh  cases  which  have  a manifest  cause,  which  may  be  removed, 
as  a basis  ; but  if  the  affection  is  due  to  a coarse  anatomical  cause  which  can  not 
be  removed,  or  if  we  are  dealing  with  old  cases  “ which  have  become  habitua  , 
the  prognosis,  unfortunately,  is  often  utterly  unfavorable. 

Treatment.— The  treatment  of  trigeminal  neuralgia  rests  entirely  upon  the 
nrinciples  given  in  the  preceding  chapter.  In  searching  for  the  causal  indications 
we  must  look  chiefly,  in  neuralgia  of  the  second  and  third  branches,  for  diseased 
teeth,  and  also  in  all  cases  for  any  affections  of  the  nose,  of  the  frontal  sinuses,  or 
of  the  middle  ear.  Carious  teeth,  which  are  painful  and  which  seem  to  have  any 
relation  to  the  neuralgia,  should  always  be  removed,  and  any  of  the  other  attec- 
tions  mentioned  are  to  be  treated  on  special  principles. 
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Of  other  remedies  we  use  first  of  all  electricity,  the  anode  to  the  painful  points, 
with  the  cathode  on  the  hack  of  the  neck,  or  the  wire  brush,  etc. ; we  also  use 
quinine  Fowler’s  solution,  and  in  severe  cases  narcotics.  In  cases  where  the  neu- 
ral"ic  attacks  come  on  with  approximate  regularity,  quinine  especially  often  does 
excellent  service  ; we  give  fifteen  to  twenty  grains  (grm.  l-l'S)  at  first,  two  or 
three  hours  before  the  expected  attack.  If  quinine  does  no  good,  we  try  arsenic 
in  not  too  small  doses,  and  if  these  remedies  are  unsuccessful  we  may  try  one  of 
the  other  drugs  recommended:  butyl  chloral  (croton  chloral)  in  two-  to  five-gram 
capsules  (grm.  0'l-0-3),  or,  according  to  Liebreich’s  formula  : 


R Croton  chloral gi’-  lxxv-3ijss.  (grm.  5-10); 

Glycerine 3 vj.  (grm.  20)  ; 

Aquse  destill ! iv.  (grm.  120).  M. 


S.  One  or  more  tablespoonfuls  every  five  or  ten  minutes. 

We  may  also  give  tincture  of  gelsemium  sempervirens,  five  to  twenty  drops  several 
times  a day  ; aconitine  in  pills  of  Vsoo  to  Vi  ao  of  agrain  (grm.  0-0003-0‘0005),  three 
to  five  times  a day  ; nitrite  of  amyl,  ammoniated  copper,  in  powders  of  one  or  two 
thirds  of  a grain  (gi'm.  0'02-0-04),  oil  of  turpentine,  [cannabis  indica],  etc.  Special 
indications  for  all  these  remedies  can  not  be  given,  so  that  we  are  recommended 
simply  to  try  different  ones.  In  desperate  cases  Trousseau  has  tried  very  large 
doses  of  opium,  which  he  gradually  increased  until  he  gave  two  to  three 
di’achms  (!)  (grm.  8-12)  a day.  Sometimes  an  attack  may  be  diminished  or  short- 
ened by  compression  of  the  carotid. 

If  a severe  neuralgia  persists  in  spite  of  rational  treatment  by  electricity  or 
drugs,  we  should  not  delay  too  long  in  pi'oposing  to  the  patient  operative  treat- 
ment if  possible.  In  frontal  and  infra-orbital  neuralgia  especially  the  section  of 
the  nerve  is  a comparatively  slight  operation,  which — of  course  with  many  failm’es 
— has  many  excellent  results  to  show.  The  full  description  of  the  technicalities  of 
the  operation,  as  well  as  the  description  of  nerve-stretching,  and  of  the  ligature  of 
one  carotid,  which  has  been  done  in  some  desperate  cases,  must  he  left  to  the  text- 
books on  surgery.  [Unfortunately  the  only  operations  that  promise  permanent 
benefit  are  the  more  serious  ones  of  resection  of  the  nerve  at  the  foramina,  at  the 
base  of  the  skull,  or  excision  of  the  Gasserian  ganglion. — K.] 

2.  Occipital  Neuralgia. 

Of  the  neuralgias  involving  the  sensory  region  of  the  upper  four  cervical 
nerves,  neuralgia  of  the  occipitalis  major  is  the  most  frequent  and  practically  the 
most  important.  Besides  the  factors  to  be  considered  in  all  neuralgias,  we  must 
pay  particular  attention,  in  regard  to  aetiology,  to  diseases  of  the  upper  cervical 
vertebrae — caries  and  new  growths.  Tlie  painful  paroxysms  may  attain  the  great- 
est severity.  They  are  usually  located  in  the  two  occipital  nerves  at  once,  being 
accordingly  bilateral,  although  often  more  severe  on  one  side  than  on  the  other. 
Painful  points  are  most  frequently  found  midway  between  the  mastoid  process 
and  the  upper  cervical  vertebrae.  Vaso-motor  disturbances,  falling  out  of  the  hair, 
etc.,  have  been  often  observed. 

The  prognosis  is  comparatively  favorable  in  cases  which  have  no  severe  anatom- 
ical disease,  such  as  spondylitis,  as  a basis.  The  most  efficient  remedies  arc  strong 
cutaneous  irritants  to  the  back  of  the  neck,  vesicatories  in  fresh  cases,  the  con.stant 
current,  and  injections  of  morphine. 

Other  neuralgias  in  the  distribution  of  the  cervical  plexus  are  rare.  They 
occur  in  the  distrib>ition  of  the  occipitalis  minor,  which,  according  to  Seeligmiil- 
cr,  is  (luite  frequently  due  to  syphilis,  and  then  is  easily  cured  by  iodide  of  potas- 
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sium,  and  in  the  distribution  of  the  great  auricular  and  the  supra-clavicular 
nerves.  A phrenic  neuralgia  even  has  been  described,  in  which  the  pain  extends 
along  the  course  of  the  i>hrenic  nerve  to  the  insertion  of  the  diaphragm ; but  this 
is  at  all  events  very  rare. 

3.  Neuralgia  in  the  Region  op  the  Brachial  Plexus. 

( Cervico-brachial  Neuralgia.) 

Brachial  neuralgia  is,  on  the  whole,  rare,  and  it  is  hardly  ever  strictly  limited 
to  the  distribution  of  a single  nerve.  In  general,  the  radial  and  ulnar  nerves  are 
rather  more  frequently  affected  than  the  median.  We  also  see  at  times  neuralgia 
of  the  internal  cutaneous  nerve.  In  regard  to  aetiology,  we  have  to  mention  first 
wounds  and  contusions  of  the  nerves,  and  also  cicatrices  and  foreign  bodies.  The 
amputation  neuralgias  also  belong  to  this  class.  Severe  nem’algia  in  which  the 
pain  may  extend  over  a greater  part  of  the  whole  arm  is  sometimes  seen  after  in- 
jury of  the  fingers  (crushing,  cuts,  etc.).  In  some  of  these  cases  we  may  have  to  do 
with  an  ascending  neuritis,  starting  from  injury  of  a small  nerve  branch;  in  other 
cases  there  are  probably  cicatricial  contractions,  thickenings  of  the  neurilemma, 
or  small  neru’omata  developing  after  the  injury,  which  excite  the  pains.  The  “ am- 
putation neuralgias,”  which  are  often  very  severe  in  amputation  stumps,  are  due  to 
neuromata  which  form  on  the  cut  ends  of  nerves.  Severe  neuralgia  often  arises 
from  pressure  on  the  brachial  nerves,  as  in  cases  of  tumors  in  the  axilla  (cancer, 
etc.),  aneurisms  of  the  aorta,  etc.  Rheumatic  neuralgia  may  also  occur.  Double 
brachial  neuralgia  should  always  excite  suspicion  of  disease  in  the  neighborhood  of 
the  upper  posterior  nerve  roots,  especially  of  cervical  pachymeningitis,  spondylitis 
of  the  lower  cervical  vertebras,  etc. 

We  have  little  to  add  concerning  the  special  symptomatology  of  brachial  neu- 
ralgia. The  pain  is  usually  ascribed  to  the  whole  course  of  the  nerves  without 
being  very  exactly  localized,  as  we  have  stated.  Painful  points  are  sometimes 
found  over  the  brachial  plexus,  over  the  radial  on  the  external  surface  of  the 
upper  arm,  over  the  ulnar  in  the  sulcus  at  the  internal  condyle,  over  the  median 
at  the  inner  border  of  the  biceps,  and  where  the  cutaneous  nerves  emerge  from 
the  fascise.  Vaso-motor  and  trophic  disturbances  have  sometimes  been  seen,  as 
“ glossy  fingers,”  a peculiar,  shiny,  atrophic  condition  of  the  skin  of  the  fingers. 
In  severe  neuralgia  a pronounced  atrophy  of  the  whole  arm  has  also  been  observed. 
The  diagnosis  is  usually  easy ; we  must  bear  in  mind  only  the  risk  of  confusion 
with  articular  affections. 

The  treatment  of  brachial  neuralgia  is  often  no  easy  task,  since  we  frequently 
have  to  do  with  protracted  and  obstinate  diseases.  The  causal  indications  should 
be  met  if  possible;  besides  these  we  should  make  use  chiefly  of  electricity  (the  de- 
scending galvanic  current  along  the  affected  nerves).  We  may  also  use  narcotics, 
morphine,  cocaine,  sodic  salicylate  to  alleviate  pain,  antipyrine,  phenacetine,  etc. ; 
and  lastly  local  warm  peat  baths.  In  severe  cases  we  must  consider  the  pos- 
sibility of  surgical  interference,  such  as  nerve-stretching,  the  extirpation  of  cica- 
trices, etc. 

4.  Intercostal  Neuralgia. 

( Dorso-intercostal  Neuralgia.) 

The  neuralgias  of  this  class  are  almost  always  pure  intercostal  neuralgias,  since 
the  posterior  dorsal  branches  of  the  thoracic  nerves  are  only  exceptionally  in- 
volved. The  middle  intei’costal  nerves,  from  the  fifth  to  the  ninth,  are  usually 
affected,  one  or  more  of  them  being  attacked  at  the  same  time.  The  affection 
is  much  more  frequent  on  the  left  side  than  on  the  right. 
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lu  reo-aa’cl  to  Eetiology,  it  is  important  to  remember  that  obstinate  intercostal 
neuralo-ks  are  often  a symptom,  and  for  a long  time  the  only  symptom,  of  severe 
oro-anic  disease,  especially  affections  of  the  ribs;  diseases  of  the  vertehrm,  such  as 
carieg  and  carcinoma;  diseases  of  the  cord,  such  as  tahes  dorsalis,  spinal  men- 
iuo-itis,  and  tumors ; and  anemnsm  of  the  aorta.  Genuine  idiopathic  intercostal 
neuralgia,  however,  is  often  met  with,  as  well  as  these  symptomatic  forms,  espe- 
cially in  anaemic  and  nervous  women  and  guds  in  youth  and  njiddle  life.  Trau- 
matic lesions  of  the  intercostal  nerves  and  taking  cold  also  play  a part  in  the 

aetiology.  ... 

The  pain  in  intercostal  neuralgia  may  attain  a remarkable  severity,  and  is 
usually  increased  by  any  considerable  movement  of  the  thorax.  Hence  the  patient 
avoids  deep  inspirations,  coughing,  loud  talking,  etc.,  as  much  as  possible.  We 
usually  find  three  painful  points— one  near  the  vertebral  column,  one  somewhere 
in  the  middle  of  the  nerve,  and  a third  near  the  sternum  or  over  the  rectus  abdomi- 
nis. We  may  mention,  among  the  trophic  disturhances,  the  comparatively  fre- 
quent occurrence  of  herpes  zoster.  In  such  cases  we  probably  always  have  an 
actual  neuritis  of  one  or  more  nerves.  The  pain  precedes  the  eruption  of  zoster, 
or  comes  on  at  the  same  time  with  it.  It  often  lasts  for  a long  time  after  the 
cutaneous  affection  has  healed.  The  formation  of  zoster  has  usually  been  con- 
sidered until  the  present  time  a “ trophic  disturbance,”  but  recent  careful  anatom- 
ical investigations  (A.  Dubler)  favor  the  hypothesis  that  the  formation  of  vesicles 
arises  simply  from  a direct  extension  of  the  inflammatory  process  from  the  ter- 
minal branches  of  the  nerves  to  the  skin.  It  is  worthy  of  note  that  the  attacks  of 
zoster  often  exhibit  a certain  epidemic  and  sometimes  even  an  endemic  distribu- 
tion, so  as  to  suggest  an  infectious  agency.  The  almost  constant  swelling  of  the 
neighboring  lymph-glands,  in  the  axillm,  at  the  lower  border  of  the  pectoi’al  mus- 
cle, etc.,  perhaps  supports  this  view. 

The  com’se  of  intercostal  neuralgia  depends  chiefly  upon  the  fetiology  of  the 
affection.  Primary  neuralgias  are  often  quite  obstinate,  but  on  the  whole  they 
usually  give  a favorable  pi'ognosis.  The  differential  diagnosis  between  genuine 
intercostal  nem’algia  and  rheumatic  affections  of  the  muscles,  incipient  pleurisy, 
etc.,  is  not  always  easy.  In  these  cases  a careful  physical  examination,  a con- 
sideration of  the  locahzation  of  the  pain,  of  the  presence  of  painful  points,  and  of 
the  w’hole  course  of  the  disease,  are  needed  to  protect  us  from  errors. 

The  treatment  is  governed  by  tbe  general  rules  given  in  the  previous  chapter. 
Blistei’s  often  act  very  well  in  fresh  cases.  Electricity  is  given  by  the  faradic 
brush  or  the  constant  current;  with  the  latter,  the  cathode  is  placed  on  the  verte- 
bral column,  and  the  anode  on  the  lateral  and  anterior  painful  points,  using  quite 
a strong  stabile  current.  In  severe  cases  we  can  not  avoid  injections  of  morphine. 
Herpes  zoster  heals  by  simple  treatment  with  salves  or  by  dusting  on  powders,  like 
one  part  of  zinc  oxide  to  two  of  starch. 

Mastodynia  {Neuralgia  of  the  Mammary  GZnnc?).— Mastodynia  (“irritable 
breast”  of  Astley  Cooper)  is  to  be  considei-ed  as  a special  neuralgia  in  the  distribu- 
tion of  the  intercostal  nerves.  It  occurs  almost  solely  in  women,  after  the  age  of 
puberty,  and  is  a very  painful,  distressing,  and  obstinate  affection.  The  pain  is 
either  continuous,  or  it  comes  on  in  separate  paroxysms,  sometimes  accompanied 
by  vomiting.  The  whole  breast  is  extremely  sensitive  to  the  touch.  We  know 
little  that  is  definite  as  to  its  mtiology.  Anaemia,  hystei-ia.,  and  traumatic  action 
seem  to  have  some  influence  on  it.  We  .sometimes  feel  little  nodules  in  the  breast, 
which  are  very  jiainful  {tithercula  dolorosa,  neuromata?),  and  which  may  some- 
times give  rise  to  the  suspicion  of  the  development  of  carcinoma. 

The  disease  may  last  for  years.  Treatment  is  difficult.  Warm  packs  to  the 

feast,  bandaging  the  breast,  and  especially  narcotics,  may  afford  relief.  Elec- 
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ti’icity  may  be  of  distinct  service.  In  the  worst  cases  operative  interference  has 
been  attempted— amputation  of  the  breast,  or  extirpation  of  the  painful  nodules— 
but  its  results  are  uncertain. 

5.  Neuralgia  in  the  Region  of  the  Lumbar  Plexus. 

As  the  neuralgias  of  this  class  are  rare,  and  show  few  peculiarities,  we  will 
content  ourselves  with  a brief  account  of  the  most  impoi-tant  forms. 

Lumbo-abdominal  neuralgia  causes  pain  in  the  lumbar  region,  which  shoots 
into  the  buttocks,  the  hypogastrium,  and  the  genitals.  Crural  neuralgia  is  seated, 
in  part,  in  the  region  of  the  external  anterior  cutaneous  nerve  of  the  thigh,  and  in 
part  in  the  region  of  the  cutaneous  branches  of  the  crural  nerve,  the  internal  and 
middle  cutaneous.  Its  distribution  over  the  cutaneous  distribution  of  the  great 
saphenous  nerve,  the  inner  portion  of  the  calves,  and  the  inner  border  of  the  foot, 
is  especially  characteristic.  In  obturator  neuralgia  the  pain  extends  along  the 
inside  of  the  thigh,  down  to  the  vicinity  of  the  knee-joint  (see  Figs.  62  and  63, 
page  515). 

In  their  individual  characteristics,  all  these  neuralgias  agree  with  what  has 
been  said  in  the  previous  chapter.  The  diagnosis  is  not  always  easy,  and  we  must 
pay  special  attention  to  avoid  confusing  them  with  affections  of  the  bones  and 
joints,  with  lumbago,  renal  colic,  etc. 

6.  Sciatica. 

{IscMatic  Neuralgia,  Malum  Cotunnii.) 

iEtiology. — Next  to  trigeminal  neuralgia,  neuralgia  of  the  sciatic  nerve  is  by 
far  the  most  frequent,  and  practically  the  most  important  form  of  neuralgia.  In 
contrast  to  most  of  the  other  neuralgias,  it  is  more  frequent  in  men  than  in 
women.  Cold,  wet,  and  over-exertion  of  the  leg  are  found  to  be  the  most  frequent 
mtiological  factors.  More  rarely  venous  stasis  in  the  pelvic  veins  (hmmorrhoids) 
and  habitual  constipation  give  rise  to  the  development  of  sciatica.  We  see  symp- 
tomatic neuralgia  in  the  region  of  the  sciatic  neiwe  in  pelvic  tumors,  caries  of  the 
sacrum,  and  analogous  affections.  Other  traumatic  influences,  and  compression 
of  the  nerve,  as  in  constant,  uncomfortable  sitting,  are  sometimes  evident  causes 
of  the  disease.  Pressure  of  the  gravid  uterus  on  the  sciatic  plexus  may  sometimes 
excite  sciatica,  and  in  women  it  has  been  seen  as  a result  of  delivery  by  forceps. 

Symptoms  and  Course. — The  pain,  coming  on  usuallj’^  with  mild  prodromata 
and  gradually  increasing  to  severe  paroxysms,  generally  begins  at  the  posterior 
surface  of  the  thigh,  in  the  vicinity  of  the  sciatic  notch.  Prom  this  point  the 
lightning-like  pains  shoot  down,  usually  into  the  peroneal  region,  the  outer  part 
of  the  leg,  and  the  outer  border  and  top  of  the  foot,  or  more  rarely  into  the  tibial 
region,  the  sole  of  the  foot.  They  either  come  on  in  characteristic  neuralgic 
paroxysms,  or  they  are  more  continuous,  and  are  then  described  by  the  patient  as 
“ burning,”  “ boring,”  and  the  like.  They  are  often  worse  at  night.  In  severe 
cases  the  leg  can  scarcely  be  moved,  owing  to  the  pain,  so  that  walking  becomes 
veiy  difficult  or  almost  impossible,  and  the  affected  leg  is  kept  quiet  in  a slightly 
flexed  position.  Very  often  the  pain  comes  on  after  long  standing  or  sitting. 
Painful  points  are  often  found  along  the  course  of  the  sciatic,  over  the  gluteus 
maximus,  or  at  its  lower  border,  in  the  popliteal  space  (tibial  nerve),  at  the  head 
of  the  fibula  (peroneal  nerve),  at  the  malleoli,  on  tlie  top  of  the  foot,  etc. 

Besides  the  pain,  we  often  find  other  disturbances  of  sensibility  in  the  affected 
leg,  such  as  parcesthesia,  hyperaesthesia,  or  slight  anaesthesia.  Reflex  muscular  ten- 
sion, tremors,  and  even  complete  clonic  spasms  have  been  repeatedly  observed  in 
severe  cases.  A slight  stiffness  and  weakness  of  the  leg  are  very  often  found.  A 
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slight  atrophy  of  the  muscles  often  develops,  but  the  higher  degrees  of  atrophy 
indicate  that  there  are  serious  anatomical  changes  in  the  nerve.  Eruptions  of 
zoster  have  been  repeatedly  observed,  but,  on  the  whole,  it  is  rare. 

The  disease  lasts  several  weeks,  although  sometimes,  in  many  obstinate  cases,  it 
continues  for  months  and  even  years;  but,  except  in  cases  which  have  an  incurable 
anatomical  lesion  as  an  underlying  cause,  the  termination  is  at  last  usually  favor- 
able. Relapses  are,  of  course,  quite  frequent. 

Diagnosis. — The  diagnosis  of  sciatica  is  easy  in  the  majority  of  typical  cases,  but 
it  may  sometimes  be  quite  difficult.  It  is  chiefly  confused  with  lumbago,  an  acute 
coxitis,  nervous  coxalgia  {vide  infra),  and  psoas  abscess.  We  must  also  bear 
in  mind  the  occurrence  of  sciatic  pain  in  the  beginning  of  tabes  dorsalis.  In 
doubtful  cases  we  can  decide  only  after  the  most  careful  physical  examination, 
embracing  every  part  and  function,  and  by  considering  the  localization  of  the  pain 
and  of  the  painful  points. 

Treatment. — Sometimes  we  can  obtain  favorable  results  by  fulfilling  the  causal 
indication.  In  regard  to  this  we  may  mention  especially  the  improvement  of 
many  cases  of  obstinate  sciatica,  associated  with  habitual  constipation,  by  method- 
ical treatment  with  laxatives,  especially  by  the  springs  at  Marienbad,  or  Kissingen, 
and  also  improvement  after  the  removal  of  tumors,  foreign  bodies,  etc.,  when  they 
exist. 

In  regard  to  the  treatment  of  ordinary  sciatica,  we  must  first  take  care,  in  all 
seTOre  cases,  to  keep  the  leg  perfectly  quiet  and  in  a good  position  during  the 
painful  paroxysm.  Usually  the  local  application  of  warmth,  warm  poultices,  or 
bandages,  is  grateful  to  the  patient.  Sometimes  a vapor  bath  gives  real  relief. 
More  energetic  local  derivatives,  blisters,  or  even  local  blood-letting,  are  of  especial 
use  in  cases  of  “ rheumatic  origin.  ” If  the  pain  be  very  severe,  a subcutaneous 
injection  of  morphine  is  the  only  certain  remedy,  and  is  sometimes  indispensable. 
Embrocations  of  narcotics  are  also  frequently  prescribed  in  practice. 

Of  the  other  remedies  to  be  considered  we  may  mention,  in  the  first  place,  elec- 
tricity and  massage.  In  electrical  treatment  we  usually  employ  quite  strong 
descending  currents  with  large  electrodes,  which  we  let  act  on  the  nerve  for  five 
or  ten  minutes  a day,  while  we  include  one  portion  of  the  nerve  after  another  in 
the  current.  Whore  there  is  much  stiffness  in  the  leg,  we  open  and  close  the  cur- 
rent a few  times,  in  order  to  excite  muscular  contraction.  Many  cases  are  suitable 
for  the  use  of  the  faradic  current,  especially  for  the  wire  brush.  Besides  elec- 
tricity, massage  has  often  given  excellent  results  in  sciatica.  Details  of  the  tech- 
nique to  be  employed  may  be  found  in  the  special  treatises  on  this  important 
method  of  treatment.* 

Besides  electricity  and  massage,  baths  deserve  special  consideration  in  tedious 
cases.  Good  results  are  often  obtained  from  the  indifferent  thermal  baths,  such  as 
Teplitz,  Wildbad,  and  Wiesbaden.  We  would  also  recommend  warm  local  douches 
and  hot  sand  baths,  like  Kdstritz,  as  particularly  efficient. 

In  general,  we  can  promise  but  slight  results  from  the  vei*y  many  internal 
remedies  recommended  against  sciatica,  but,  if  there  be  a suspicion  of  syphilis,  we 
must  try  iodide  of  potassium.  Quinine  has  usually  no  effect  in  .sciatica.  We  some- 
times see  somewhat  better  results  from  the  exhibition  of  sodic  salicylate,  anti- 
pyrine,  phenacetine,  etc.  We  have  also  very  rarely  seen  any  definite  action  from 
oil  of  turpentine,  which  is  much  used,  especially  in  England.  Some  good  results 
have  lately  been  obtained  by  injections  of  osmic  acid  (see  page  520). 


* Hiwc'h,  “ Allgemcino  OrtliopiUlic,  (iyniniistilc  u.  MnsMnnfc,”  Lyipsic,  VoRol,  1882;  8clm>ibor, 
‘ I’raktiHclie  AnleitmiK  Buhandluiig  diirc'h  MiisHufre,”  ViuniiH,  1883  [translated  by  Mendidson, 
biliidclphin,  1887];  Ryibmayr,  “ Dio  Ma-ssaKu  und  ihro  Vorwertliung  in  dor  prakt.  MeJicin,”  Vienna, 
883,  etc.  [Graliam,  “ A Treatise  on  Massage,”  New  York,  1890]. 
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In  very  severe  and  obstinate  cases,  in  which  all  other  remedies  have  been  tried 
in  vain,  we  are  justified  in  proposing  to  the  patient  to  try  nerve-stretching.  This 
operation  has  been  attended  with  very  good  results  in  some  cases — but  unfortu- 
nately, of  course,  not  in  all.  Some  favorable  action  in  old  cases  has  been  ascribed 
to  the  use  of  the  hot  iron,  and  finally  it  may  be  mentioned  as  a curiosity  that  dif- 
ferent observers  claim  to  have  obtained  a recovery  fi*om  sciatica  by  cauterization 
of  the  lobe  of  the  ear ! 

[Mention  should  be  made  here  of  a method  of  treatment  advocated  by  Weir 
Mitchell,  which  is  occasionally  useful  in  other  forms  of  neuralgia  as  well  as  in 
sciatica.  It  consists  in  absolute  rest  of  the  leg  by  application  of  a splint.  With 
this  he  combines  the  application  of  cold,  by  an  ice-bag  over  the  length  of  the 
nerve,  which  may  be  continued  for  a number  of  hours. — K.] 

7.  Neuralgia  of  the  Genitals  and  the  Rectal  Region. 

Neuralgic  afi’ections  of  the  parts  named  are  not  frequent,  but  still  a number  of 
cases  have  been  described  by  different  observers.  The  pain  has  its  seat  either  in 
the  external  genitals,  or  in  the  urethra,  or  in  the  anal  and  perineal  region,  The 
most  frequent  form  is  spermatic  neuralgia  (“  irritable  testis  ” of  Astiey  Cooper), 
in  which  there  is  the  most  intense  pain  in  the  spermatic  cord  and  the  testicles, 
which  is  almost  always  associated  with  an  extreme  hyperaesthesia  of  the  affected 
parts.  The  treatment  of  this  form  of  neuralgia  by  narcotics  and  electricity  is  often 
unsuccessful,  so  that  in  severe  cases  resort  has  sometimes  been  had  even  to  cas- 
tration. In  women,  genuine  uterine  and  ovarian  neuralgia  seem  to  occur  espe- 
cially as  one  symptom  of  hysteria. 

Coccyodynia  is  the  name  of  a form  of  severe  pain  in  the  coccygeal  region,  seen 
usually  in  women,  which  is  much  increased  by  walking,  defecation,  etc.  The 
affection  is  so  distressing  that  operations  have  been  repeatedly  performed  on 
account  of  it  to  remove  or  to  cut  around  the  coccyx.  We  have  twice  seen  this 
same  symptom  as  a complication  of  tabes. 


CHAPTER  V. 

NEURALGIA  OF  THE  JOINTS. 

{Articular  Neuroses.) 

Neuralgia  of  the  joints,  first  described  by  the  English  physician  Brodie,  was 
fii-st  generally  known  in  Germany  after  Esmarch  proved,  by  publishing  many 
observations,  that  apparently  severe  and  very  painful  diseases  of  the  joints  are 
often  found,  at  the  basis  of  which  there  is  no  discoverable  anatomical  disease  of 
the  joint,  and  which  we  are  therefore  justified  in  regarding  as  nervous  affections. 
Since  the  localized  pain  in  the  joint  is  the  chief  symptom  in  most  of  the  cases  of 
this  class,  the  term  “neuralgia  of  the  joints”  has  been  quite  fitly  chosen,  al- 
though we  do  not  find  here  such  typical  and  paroxysmal  attacks  of  pain  as  m 
genuine  neuralgia,  and  although,  too,  a number  of  other  symptoms  are  usually 
present,  which  are  not  seen  in  genuine  neuralgia. 

We  see  neuralgia  of  the  joints  chieflj'  in  nervous  hysterical  persons,  and  there- 
fore more  frequently  in  women  and  girls  than  in  men. 

We  can  very  often  make  out  a psychical  cause  for  the  origin  of  the  disease. 
The  affection  is  often  caused  by  injuries  which  affect  the  joint,  and  which  would 
be  in  themselves  without  significance,  if  they  were  not  associated  with  a decided 
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frigixt,  and  did  not  direct  the  patient’s  thoughts  to  the  affected  limb.  Articular 
neuralgias  do  not,  therefore,  belong  to  the  pure  neuralgias,  hut  are  symptoms  of 
hysteria  (traumatic  hysteria).  At  auy  rate,  the  name  of  articular  neurosis  is  more 
suitable  than  that  of  articular  neuralgia. 

Either  immediately  after  such  an  occurrence,  or  often  only  some  weeks  later, 
the  patient  begins  to  complain  of  pain.  The  knee-  or  hip- joint  is  almost  always 
affected,  only  rarely  the  joints  of  the  upper  extremity.  The  pain  is  continuous, 
but  it  is  more  severe  at  times,  especially  on  motion,  or  mental  excitement.  At 
other  times,  especially  if  the  patient’s  atterrtion  be  diverted  from  the  trouble,  it 
seems  to  diminish  to  a considerable  extent.  It  is  mainly  localized  in  the  joint,  but 
the  whole  leg  is  often  painful.  Patients  are  usually  very  sensitive  to  pressure,  or 
jarring,  and  sometimes  we  may  even  discover  some  painful  points  on  pressure  over 
the  joints.  The  palients  can  not  walk  at  all,  or  at  least  walking  is  very  painful, 
and  they  limp  badly.  In  severe  cases,  especially  if  the  excessive  sympathy  of  those 
about  them  reduces  the  patients’  power  to  resist  their  suffering,  they  become  com- 
pletely bedridden  for  weeks  or  months.  There  is  usually  a decided  weakness  in 
the  affected  leg,  which  is  almost  always  associated  with  great  muscular  rigidity 
and  tension.  The  leg  is  extended,  or  flexed  and  rotated  inward,  in  just  the  same 
way  as  in  genuine  coxitis. 

The  diagnosis  of  articular  neurosis  is  often  quite  difficult,  but  it  is  almost 
always  possible,  with  long  observation  of  the  case.  At  flrst,  of  course,  the  disease 
often  seems  to  be  a severe  affection  of  the  joint,  on  account  of  the  great  pain,  the 
rigid  position,  and  the  complete  inability  to  use  the  leg.  The  experienced  physi- 
cian, however,  is  usually  struck  by  the  absence  of  any  deflnite  physical  changes  in 
the  joint,  especially  of  swelling,  and  also  by  the  changes  in  the  intensity  of  the 
complaint,  by  the  influence  of  mental  emotion  on  the  suffering,  and  finally  by  the 
general  impression  he  gets  from  the  patients,  the  way  they  behave,  and  the  con- 
trast between  their  great  complaint  and  their  usual  (though,  of  com’se,  not  invari- 
able) good  appearance,  appetite,  and  undisturbed  sleep.  In  doubtful  cases  an 
examination  under  chloroform  is  very  advisable.  With  this,  contractures  appar- 
ently the  most  severe  vanish,  and  the  normal  character  and  mobility  of  the  joint 
become  plainly  manifest. 

As  soon  as  the  diagnosis  of  an  articular  neurosis  is  made  the  treatment  has 
quite  definite  inchcations.  All  embrocations,  poultices,  bandages,  etc.,  are  to  be 
laid  aside.  The  patient  is  to  he  brought  to  the  conviction  that  she  can  walk,  if  she 
will  only  first  learn  to  will  to  walk  again.  We  make  the  patient  practice  walk- 
ing methodically  ; these  attempts  at  first  prove  very  poor  and  apparently  distress- 
ing to  the  patient,  but  they  often  lead  to  better  results  very  speedily.  These  exer- 
cises are  very  much  aided  by  electrical  treatment  of  the  joint,  passing  a strong 
cuiTent  through  it  or  using  the  faradic  brush,  and  also  by  local  cold  douches  and 
massage.  Under  some  circumstances  the  use  of  internal  remedies  may  be  indi- 
cated, in  many  cases  with  regard  only  to  the  mental  condition.  We  give  iron  to 
anaemic  patients,  and  also  the  nervines.  (See  the  chapters  on  hysteria  and  trau- 
matic neuroses.) 
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CHAPTER  VI. 

HABITUAL  HEADACHE. 

( Ceplialcea.  Cephalalgia.) 

In  addition  to  the  neuralgias,  we  must  speak  here  of  habitual  or  “ nervous  ” 
headache,  an  affection  which  is  very  often  met  with  in  practice,  but  in  regard  to 
whose  precise  causes  or  whose  special  nature  our  knowledge  is  still  in  many  re- 
spects very  unsatisfactory. 

We  do  not  term  the  symptomatic  headaches,  so  often  observed,  “ nervous  head- 
aches.” The  former  come  on  in  acute  febrile  infectious  diseases,  in  pronounced 
general  anaemia,  in  the  different  anatomical  diseases  of  the  brain  and  its  mem- 
branes, of  the  skull,  the  frontal  sinuses,  etc.  Just  as  little  ought  we  to  confuse 
habitual  headache  with  other  painful  and  well-characterized  affections,  especially 
typical  neuralgia  in  the  frontal  branch  of  the  trigeminus,  or  in  the  occipital  nerves, 
or  with  genuine  migraine  or  hemicrania  {vide  infra).  Those  cases,  rather,  belong 
to  this  class  in  which  the  headache  forms  to  a certain  degree  a disease  in  itself, 
and  is  the  sole,  or  at  least  the  chief,  symptom  of  which  the  patient  complains,  and 
for  which  he  seeks  aid.  We  know  no  definite  anatomical  basis  for  these  cases. 
We  usually  assume  disturbances  of  circulation  and  of  the  fine  nutrition  as  the  spe- 
cial causes  of  headache  ; but  it  is  only  in  a very  few  cases  that  anything  definite 
as  to  the  form  of  these  changes  can  be  stated.  We  can  also  state  little  that  is 
definite  as  to  the  special  place  where  these  pains  arise.  We  do  not  know  whether 
painful  irritations  may  arise  in  the  hrain-suhstance  itself.  The  cerebral  meninges, 
however,  especially  the  dura  matei’,  are  decidedly  sensitive,  and  hence  they  may 
usually  be  regarded  as  the  special  seat  of  headache. 

The  manifold  character  of  the  ch’cumstances  under  which  headaches  arise 
renders  it  probable  that  the  causes  of  headache  are  very  different  in  different 
cases.  We  have  to  do  either  with  persons  who  seem  perfectly  healthy  in  other  re- 
spects, or  with  weak  and  anaemic  people,  or  again  with  robust,  very  well  nour- 
ished, “ full-blooded  ” persons  with  red  faces.  Hence  we  look  for  the  cause  of  the 
pain,  according  to  the  general  constitution  of  the  patient,  either  in  an  abnormal 
hyperajmia  or  anaemia  of  the  brain  and  its  membranes— a hypera3mic  or  anaemic 
cephalalgia.  We  very  often  find  headache,  too,  as  the  chief  symptom  in 
nervous,  neurasthenic  people — neurasthenic  cephalalgia.  To  this  class  belong 
especially  people  who  are  overworked  physically  and  mentally — scholars,  offi- 
cials, students  before  an  examination,  etc.  If  we  believe  that  we  can  make  out 
“rheumatic”  influences,  such  as  taking  cold,  or  toxic  influences,  such  as  alcohol, 
nicotine,  or  chronic  lead  poisoning,  we  speak  of  a rheumatic  or  a toxic  cephalal- 
gia. Patients  with  habitual  headache  often  suffer  at  the  same  time  from  chronic 
gastric  disturbances  or  habitual  constipation,  so  that  the  latter  disorders,  in  many 
cases,  stand  perhaps  in  a causal  relation  to  the  headaches.  Finally,  it  is  a very 
important  point  that  headache  is  sometimes  associated  with  chronic  diseases  of 
neighboring  organs,  especially  of  the  nose,  the  naso-pharynx,  and  the  ear.  In  very 
many  cases,  however,  we  can  find  no  definite  cause  at  all  for  the  affection,  so  that 
we  have  to  do  with  a genuine  idiopathic  disease.  It  is  worthy  of  rnention,  merely , 
that  in  not  very  rare  cases  a pronounced  hereditarj''  predisposition  to  habitual 
headache  seems  to  exist.  [One  of  the  frequent  causes  of  peisisteut  headache  is  eye- 
strain  due  to  the  persistent  unconscious  effort  of  the  muscles  of  accommodation 
to  overcome  some  error  of  refraction,  such  as  astigmatism  or  hypermetropia.  In 
some  cases  this  eye-strain  may  be  associated  with  insufficiency  of  some  of  the  ex- 
ternal muscles  of  the  eye.  This  condition  may  be  associated  with  normal  visual 
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power,  so  that  the  patient  often  maintains  that  there  can  be  no  trouble  with  the 
eyes  ; this  is  especially  true  where  the  refractive  error  is  slight,  less  than  one 
dioptric.  It  is  therefore  essential  in  every  case  of  persistent  headache,  to 
have  a thorough  examination  of  the  eyes,  in  order  td  determine  whether  there 
is  astigmatism  or  hypermetropia.  The  adjustment  of  proper  glasses,  or,  in  rare 
cases,  tenotomy  of  some  of  the  external  muscles,  will  often  give  marked  relief, 
although  even  in  these  cases  attention  must  also  be  paid  to  the  general  condi- 
tion.— K.] 

Habitual  headache  is  a chronic  disease.  It  may  last  for  months  or  years,  or 
even  through  the  whole  life,  either  being  present  continually,  or,  what  is  more 
frequent,  coming  on  in  separate  attacks  and  lasting  several  hours  or  days.  These 
attacks  sometimes  come  vrithout  any  evident  cause,  but  they  may  often  be  referred 
to  definite  infiuences,  to  mental  excitement,  physical  exertion,  errors  of  diet,  etc. 
The  pain  is  felt  either  in  the  forehead  or  in  the  occiput,  or  sometimes  over  the 
whole  head.  It  is  sometimes  limited  to  a definite  and  quite  sharply  defined  part 
of  the  head.  The  precise  form  of  the  pain  is  described  in  different  ways,  either 
as  boring,  or  tearing,  or  as  if  the  head  were  pressed  together  from  without,  or  as 
if  it  would  split  open.  In  many  cases  the  intensity  of  the  pain  is  not  great ; there 
is  merely  a dizziness  and  a feeling  of  ‘‘pressure”  in  the  head,  but  in  other  cases 
the  pain  is  very  severe.  In  such  cases  there  is  also  at  times  a pronounced  hyper- 
sesthesia  of  the  skui  of  the  head,  so  that  it  may  cause  pain  even  to  touch  the  hair. 

The  general  health  is  almost  always  disturbed  in  headache.  The  patient  can 
not  work,  he  is  often  ill-tempered  and  irritable,  and  he  loses  his  appetite.  We 
sometimes  see  more  marked  gastric  symptoms,  especially  nausea  and  vomiting, 
and  sometimes  copious  perspiration.  Severe  cases  of  the  disease  are  of  great  im- 
portance, since  by  an  attack  the  patient  is  rendered  almost  wholly  unable  to 
attend  to  his  business. 

The  treatment  of  headache  is  always  a difficult  task.  In  the  first  place,  of 
course,  -we  should  try  to  adapt  our  treatment  to  the  aetiology  of  the  disease  if  it  is 
evident.  We  should  therefore  never  neglect  to  make  a thorough  examination  of 
all  the  organs  which  are  to  be  considered  (nose,  ear,  stomach,  heai’t,  kidneys  [eyes], 
etc.).  In  such  a case  the  existing  primary  disease  requii-es  special  treatment.  If 
there  is  any  suspicion  of  syphilis,  which  must  especially  be  considered  if  the  pain 
is  woi-se  at  night,  we  must  fii\st  of  all  try  iodide  of  potassium.  For  anaemic  pa- 
tients we  ])rescribe  iron,  arsenic,  a country  residence,  strengthening  diet,  etc. 
We  order  full-blooded  persons,  especially  if  they  also  suffer  from  indigestion,  to 
drink  bitter  waters,  or  we  send  them  to  health  resoids  like  Marienbad  or  Carlsbad. 
Nervous  headaches  in  hysterical  and  neurasthenic  patients  require  a rational  gen- 
eral treatment:  electricity,  general  faradization,  galvanism  to  the  head,  or  to  the 
sympathetic,  cold-water  cures,  etc.  For  persons  who  have  overworked,  we  most 
urgently  advise  complete  physical  and  mental  rest.  We  send  them  to  the  countrv 
or  to  try  sea-bathing. 


The  number  of  symptomatic  remedies  recommended  to  relieve  headache  is 
very  considerable.  In  most  of  the  tedious  cases  the  patient  himself  has  learned 
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remedies,  so  that  we  must  try  to  see  which  one  is  the  most  efficacious.  Antiijyrine 
is  most  used  of  late  in  doses  of  seven  to  twenty  grains  (grm.  0'5-l'5).  Its  efficacy 
in  migraine  is  undoubted,  but  it  sometimes  gives  distinct  relief  in  other  forms  of 
headache.  We  may  also  use  antifebrine,  in  doses  of  three  to  seven  grains  (grm. 
0'25-0'5),  phenacetine,  seven  to  fifteen  grains  (grm.  O'5-l),  and  quinine,  six  to  ten 
grains  (grm.  0'3-0’75).  In  headaches  which  come  on  after  exposure  to  cold, 
draughts,  etc.,  we  may  try  sodic  salicylate,  half  a di’achm  to  a drachm  (grm.  2-4). 
Of  other  remedies  we  may  mention  paullinia  serbilis  (guarana,  which  contains  caf- 
feine), in  seven  to  thirty  grain  powders  (grm.  0’5-2),  three  to  six  one-grain 
ergo  tine  pills  (grm.  O’Oo)  a day  in  hyperaemic  headache,  potassic  bromide  half  a 
drachm  to  a drachm  (grm.  2-4),  arsenic,  [cannabis  indica],  etc. 

Electrical  treatment  {vide  supra)  has  given  decidedly  good  residts  in  many 
cases,  but  we  must  always  begin  it  with  great  caution,  and  try  fii’st  what  method 
is  best  borne.  Cold-water  cures,  too,  are  sometimes  beneficial,  or  residence  in  the 
country,  at  the  seashore,  or  in  the  mountains. 

We  can  sometimes  do  the  patient  good  service  with  the  i-emedies  mentioned, 
but  in  other  cases  the  evil  obstinately  defies  all  attempts  at  cure.  Then,  however, 
the  patient  has  still  the  encouragement  left  that  the  disease  often  ceases  at  last 
spontaneously  in  advanced  age,  after  lasting  years  and  years. 


CHAPTER  VII. 

ANOMALIES  OF  THE  SENSE  OF  SMELL. 

Anomalies  of  smell,  which  depend  upon  a disease  of  the  olfactory  nerve  itself, 
or  of  its  terminal  apparatus,  or  of  its  central  termination,  are  not  infrequently 
observed,  but  they  have  no  great  practical  interest.  It  is  well  known  that  only 
the  upper  two  turbinated  bones  and  the  upper  part  of  the  septum  of  the  nares,  the 
olfactory  region,  are  supplied  by  fibers  of  the  olfactory  nerve.  The  branches  of  the 
olfactory  nerve  pass  into  the  cranial  cavity  through  the  openings  of  the  lamina 
cribrosa  and  form  the  trunk  of  the  nerve.  Nothing  certain  is  known  as  to  their 
further  central  course.  The  hemianosmia,  in  affections  of  the  posterior  poi'tion 
of  the  internal  capsule,  is  worthy  of  notice,  and  also  the  anosmia  of  the  left  nasal 
cavity  which  has  sometimes  been  claimed  to  be  observed  in  cases  where  there  was 
also  right  hemiplegia  and  aphasia. 

In  testing  the  sense  of  smell,  we  use  substances  which  do  not  at  the  same  time 
irritate  the  sensory  fibers  of  the  trigeminus  in  the  nasal  cavity.  The  best  sub- 
stances to  use  are  cologne-water,  ethereal  oils,  such  as  oil  of  cloves  or  oil  of  berga- 
mot, oil  of  turpentine,  camphor,  musk,  valerian,  asafoetida,  etc. 

Hypersesthesia  of  the  sense  of  smell  (hyperosmia)  makes  itself  manifest  either 
by  a remarkably  fine  perception  of  odors,  or  by  an  abnormal  sensitiveness  to  them. 
The  latter  symptom  is  often  noticed,  especially  in  the  hysterical.  Patients  have 
headaches,  or  attacks  of  fainting,  from  slight  odors,  which  healthy  persons  notice 
but  little.  Subjective  sensations  of  smell  (hallucinations  of  smell)  are  quite  fre- 
quent among  the  insane,  and  sometimes  during  the  aura  of  an  epileptic  attack. 

A diminution  of  the  power  of  smell  (olfactory  anaesthesia,  anosmia)  is  also  not 
infrequent.  We  see  it  in  the  different  diseases  of  the  nose— coryza,  etc.  ; also  in 
affections  of  the  base  of  tbe  skull,  such  as  tumors,  and  acute  and  chronic  menin- 
gitis, which  involve  the  trunk  of  the  olfactory  sympathetically,  and  also  in  cere- 
bral disease,  tumors,  etc.,  and  most  frequently  in  severe  hysteria.  In  far-advanced 
tabes  dorsalis  we  have  sometiities  found  pronounced  anosmia,  dependent,  perhaps. 
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upon  an  atrophy  of  the  olfactory  nerve.  It  is  important  to  state  that  in  every 
marked  enfeeblement  of  the  smell  the  “taste”  for  many  forms  of  food  suffers, 
since  it  is  well  known  that  their  “ aroma,”  as  in  roast  meats,  wines,  and  the  differ- 
ent sorts  of  cheese,  is  due  chiefly  to  the  co-existing  sensations  of  smell. 

The  treatment  of  anomalies  of  smell  almost  always  coincides  with  the  treatment 
of  the  primary  disease.  In  case  the  disturbance  of  smell  makes  special  interfer- 
ence desirable,  we  can  try  electrization  of  the  nasal  mucous  membrane,  or  painting 
it  with  a one-per-cent,  solution  of  nitrate  of  strychnine  in  olive-oil. 


CHAPTER  VIII. 

ANOMALIES  OF  THE  SENSE  OF  TASTE. 

Sensations  of  taste  are  obtained  from  two  nerves— -the  glosso-pharyngeal,  and 
the  lingual  neiwe  from  the  third  branch  of  the  trigeminus.  The  glosso-pharyn- 
geal is  the  neiwe  of  taste  for  the  posterior  third  of  the  tongue  and  the  palate,  the 
lingual  for  the  anterior  two  thirds  of  the  tongue.  The  gustatory  fibers  of  the  lin- 
gual, all,  or  at  least  a great  part  of  them,  pass  over  to  the  chorda  tympani,  and 
reach  with  this  the  trunk  of  the  facial;  they  do  not  remain  in  the  facial,  how- 
ever, as  many  pathological  experiences  have  most  plainly  shown,  but  they  finally 
come  back  to  the  trigeminus,  and,  probably  chiefiy  by  the  great  superficial  petrosal 
nerve  and  the  Vidian  nerve  to  the  spheno-palatine  ganglia,  in  this  way  they  pass 
to  the  second  branch  of  the  trigeminus.  There  may  be  some  other  channels,  how- 
ever, by  which  the  gustatory  fibers  finally  unite  again  with  the  trigeminus,  and 
enter  the  brain  with  its  trunk.  We  know  nothing  definite  as  to  their  further 
course  and  their  central  termination. 

Hyperaesthesia  of  taste  is  rare,  and  it  has  been  seen  almost  exclusively  in  the 
hysterical.  Parsesthesia  of  taste  is  sometimes  found  in  patients  with  facial  paraly- 
sis, who  complain  of  an  abnormal  taste  in  their  mouths.  In  the  insane,  too,  sub- 
jective sensations  of  taste  (hallucinations  of  taste)  may  occur.  Anaesthesia  of  the 
gustatory  nerves  (gustatory  anaesthesia,  ageusia)  is,  howevei’,  quite  frequent.  As 
follows  from  what  has  gone  before,  this  may  be  seen : (1)  In  affections  of  the 
peripheral  terminal  organs  of  the  gustatory  nerves,  as  in  disease  of  the  mucous 
membrane  of  the  tongue;  (2)  in  affections  of  the  glosso-phai’yngeal,  such  as  com- 
pression; (3)  in  affections  of  the  lingual  nerve,  and  of  the  trigeminus  within  the 
cranial  cavity ; (4)  in  affections  of  the  chorda  tympani,  from  diseases  of  the  mid- 
dle ear;  (5)  in  affections  of  the  facial  nerve  between  the  entrance  of  the  chorda 
tympani  and  the  geniculate  ganglion;  but  we  know  from  experience  that  any 
obstacle  to  conduction  in  this  nerve,  above  or  below  the  points  named,  causes 
no  di.sturbance  of  the  sense  of  taste.  Central  disturbances  of  taste  have  been 
observed  in  affections  of  the  posterior  portion  of  the  internal  capsule.  Disturb- 
ances of  taste  are  very  common  in  hysteria  and  allied  conditions  (traumatic  neu- 
rose.s,  etc.). 

The  test  of  the  sense  of  taste  must  be  performed  separately  for  all  the  different 
vaiieties  of  the  sensation  of  taste,  since  partial  paralyses  of  taste  are  not  infre- 
quent. The  test  is  performed  by  i)utting  small  amounts  of  the  substance  to  be 
•sted  in  solution  on  the  totjgue  with  a glass  rod  or  a brush.  The  anterior  and  pos- 
■Uor  parts  are  to  be  tested  separately.  A solution  of  quinine  or  tincture  of  nux 
vomica  serves  as  a test  for  bitter,  a solution  of  sugar  for  sweet,  vinegar  or  dilute 
muriatic  acid  for  sour,  and  a solution  of  common  salt  for  .salt.  We  may  also  use 

a test  for  taste  the  well-known  galvanic  taste,  which  is  strongest  at  the  anode. 
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but  is  also  detected  at  the  cathode  in  even  very  weak  currents,  and  hence  is  so 
often  noticed  from  by -currents  in  galvanizing  the  head,  neck,  etc. 

An  accurate  diagnosis  as  to  the  seat  and  cause  of  distm-bances  of  taste  can  be 
made  only  by  considering  the  other  symptoms  which  are  also  present.  Direct 
treatment  may  best  be  employed  by  the  aid  of  electricity 


SECTION  II. 

Diseases  of  the  Motor  Nerves. 

CHAPTER  I. 

GENERAL  REMARKS  UPON  THE  DISTURBANCES  OF  MOTILITY. 

1.  Paralysis. 

General  Classification  of  Paralyses. — By  “ paralysis  ” we  mean  the  loss  of  vol- 
untary motion  in  the  muscles  of  the  body  controlled  by  the  will.  We  usually  dis- 
tinguish between  the  complete  loss  of  the  power 
of  active  motion  (paralysis)  and  the  mere  weak- 
ening of  it  (paresis).  In  complete  paralysis  of 
any  part  of  the  body,  or  of  a single  muscle,  the 
slightest  voluntary  motion  can  not  be  produced 
in  it;  while  in  paresis  in  a diseased  part  certain 
movements  are  still  possible,  but  they  are  more 
or  less  below  the  normal  in  strength,  extent,  and 
duration. 

In  every  portion  of  the  tract  that  leads  from  the 
motor  portions  of  the  cortical  gray  matter  of  the 
brain  to  the  muscles— that  is,  in  every  part  of  the 
so-called  gi-eat  “cortico-muscular  conduction-path” 
or  ‘‘  pyramidal  tract  ” — disease  may  lead  to  paraly- 
sis if  it  takes  away  from  the  part  affected  its  power 
to  conduct  voluntary  motor  iri’itations.  Every  de- 
struction or  inhibition  of  function  of  the  motor  cen- 
ters in  the  cerebral  cortex,  with  whose  integrity  the 
initiation  of  voluntary  innervation  is  associated, 
must  also  lead  to  a paralysis  in  the  corresponding 
muscular  region.  Finally,  it  is  conceivable,  at  least 
a x>riovi,  that  diseases  of  the  muscles  may  also  lead 
to  a paralysis,  since  the  muscles  may  either  have 
their  contractile  substance  injured,  or  lose  their 
power  to  respond  by  a contraction  to  any  nervous 
irritation  that  reaches  them ; but  an  absolute  con- 
firmation of  such  “ myopathic  paralyses  is  associ- 
ated with  great  difficulties,  because  diseases  of  the 
special  muscular  substance  can  scarcely  be  sepa- 
rated from  diseases  of  the  terminal  branches  and 
terminal  apparatus  of  the  motor  nerves. 

If  we  represent  to  ourselves  briefly  the  precise  course  of  the  chief  tract  for 
exciting  voluntary  movements,  as  far  as  it  is  now  known,  \\e  must  put  the  begin- 


Fig.  64. — Horizontal  section  through 
the  right  cerebral  hemisphere. 
JVC.  Caudate  nucleus.  Th.  Optic 
thaiamus.  LK.  Lenticular  nu- 
cleus (first,  second,  and  third  di- 
visions). vS.  Anterior  limb  ot  the 
internal  capsule.  hS.  Posterior 
limb  of  the  internal  capsule.  Fa. 
Fibers  belonging  to  the  facial 
nerve.  P//.  Pyramidal  tract  (mo- 
tor). S.  Sensory  tract  (probably 
cutaneous  nerves  and  those  of 
special  sense).  0.  Occipital  lobes. 
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uino'  of  this  tract,  according  to  all  recent  experiments,  in  the  region  of  the  central 
convolutions  of  the  cerebrum  and  of  the  paracentral  lobule.  Here  we  find  the  so- 
called  psycho-motor  centers  (see  the  details  in  the  chapter  on  cerebral  localization), 
from  which  the  motor  fibers  in  the  corona  radiata  converge  and  pass  downward. 
The  latter,  after  they  have  united  into  quite  a compact  bundle,  enter  the  internal 
capsule  which  they  traverse  obliquely.  As  we  see  in  a horizontal  section  through 
the  cerebral  hemispheres  (see  Fig.  64),  the  internal  capsule  consists  of  two  limbs 
—an  anterior,  between  the  lenticular  and  the  caudate  nuclei,  and  a posterior, 
between  the  lenticular  nucleus  and  the  optic 
thalamus.  The  two  limbs  form  an  obtuse 
angle,  opening  outward,  whose  top— that  is, 
the  junction  of  the  anterior  and  posterior 
limbs  of  the  internal  capsule — is  termed  the 
“ knee  of  the  capsule.”  The  motor  ti-act  {Py) 
lies  in  the  posterior  limb  of  the  internal  cap- 
sule about  the  posterior  end  of  its  middle 
third.  In  this  it  runs  downward  rather 
obliquely,  so  that  in  the  upper  part  of  the 
internal  capsule  it  lies  somewhat  farther  for- 
ward than  in  the  lower.  From  the  internal 
capsule  the  pyramidal  tract  enters  the  crusta. 

It  lies  first  in  the  third  quarter,  counting  from 
the  inside,  then  farther  down  in  the  middle 
thu'd  of  the  crusta  (see  Fig.  65),  and  from  this 
point  it  passes  into  the  anterior  half  of  the 
pons.  In  the  pons  the  fibers  of  the  pyram- 
idal tract  are  somewhat  separated,  but  they 
come  together  below  it  into  the  comiiact  bundle  of  the  pyramids  on  the  anterior 
surface  of  the  medulla.  At  the  lower  end  of  the  pyi’amids  the  decussation  of 
the  (lower)  motor  pyramids  takes  place — that  is,  the  motor  fibers  of  each  pyramid 
pass  over,  for  the  most  part,  into  the  lateral  column  of  the  opposite  half  of  the 
spinal  cord,  and  here  form  the  distinct  bundle  of  the  lateral  pyramidal  tract  (PyS, 
see  Figs.  66  and  67).  A small  part  of  the  pyramids,  which  sometimes  seems  to  be 
entirely  wanting,  remains  uncrossed,  and  passes  downward  in  the  anterior  column 


Fio.  6.5.— Transverse  section  through  the 
crura  cerebri  in  secondary  degeneration 
of  the  right  pyramidal  tract.  (From 
Charcot.)  S7i.  Substantia  nigra,  p.  The 
degenerated  and  therefore  tran^ueent 
pyramidal  tract.  III.  Ocuio  - motor 
nerves.  aIS.  Aqueduct  of  Sylvius. 


of  the  cord  on  the  same  side  as  the  so-called  anterior  pyramidal  tract  (PyV,  Fig. 
66).  From  the  lateral  column,  or  tlie  anterior  column  of  the  cord,  (he  motor  fibers 
Pa.s.s  into  the  anterior  gray  columns  of  the  cord,  and  arc  here  directly  connected 
Wit  i the  large  motor  ganglion-cells  of  the  anterior  cornua.  The  anterior  root- 
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fibers  pass  out  from  these  gangliou-cells,  as  is  well  known,  and  become  the  ante- 
rior spinal  roots  of  the  peripheral  nerves.  Through  the  latter  the  motor  impulses 

conung  from  the  cerebrum,  finally  reach  the  special  motor  apparatus,  the  volun- 
tary muscles. 

The  long  motor  tract,  just  described,  the  cortico-muscular  path  or  the  pyram- 
idal tract,  has  been  quite  accurately  determined  in  its  details  by  the  results  of 
pathological  observations  (Tfirck,  Charcot},  and  investigations  into  the  history  of 
its  development  (Flechsig).  It  forms,  at  all  events,  the  chief  path  for  the  conduc- 
tion of  voluntary  innervation.  It  is  possible  that  there  are  other  motor  paths  of 
conduction  besides  this  tract,  but  we  know  nothing  definite  concerning  them. 

If  we  pay  attention  to  the  course  of  the  motor  tracts  described,  we  shall  easily 
understand  certain  peculiarities  in  the  distribution  of  motor  paralyses,  which  are 
of  great  importance  in  diagnosis.  Since  the  motor  centers  for  separate  parts  of  the 
body , such  as  the  face,  the  arm,  or  the  leg,  are  separated  from  one  another  in  the 
cerebral  cortex,  and  are  distributed  over  a comparatively  large  surface,  as  we  shall 
see  more  fully  later  on,  it  is  easily  explained  why  affections  of  the  cortex,  if  they 
are  not  very  extensive,  may  lead  to  pai-alysis  of  only  a single  part  of  the  body. 
We  call  such  an  isolated  paralysis  of  one  part  of  the  body  monoplegia,  and  thus 
we  speak  of  a cortical  facial  or  brachial  monoplegia.  Farther  downward  in  the 
brain,  in  the  internal  capsule  and  the  crus  cerebri,  however,  as  we  have  seen,  all 
the  motor  fibers  are  collected  into  one  bundle,  whose  diameter  takes  up  compara- 
tively little  space.  Hence  we  comprehend  that  any  disease  of  the  brain,  which  is 
situated  in  this  part  of  the  motor  tract,  may  easily  make  this  tract  incapable  of 
conduction  throughout  its  whole  extent,  or  at  least  throughout  the  greatest  part 
of  it.  The  result  must  be,  then,  a more  or  less  complete  paralysis  of  the  facial 
muscles,  the  ai-m,  and  the  leg  at  the  same  time — that  is,  of  the  entire  half  of  the 
body — a form  of  ])aralysis  which  is  termed  hemiplegia  or  unilateral  paralysis.  We 
may  note  here  that,  as  a result  of  the  passage  of  the  motor  fibers  to  the  other  half 
of  the  cord  in  the  decussation  of  the  pyramids,  the  paralysis  must  develop  on  the 
side  of  the  body  opposite  to  the  focus  of  disease  in  the  brain.  Farther  down  in 
the  medulla  and  the  cord  the  fibers  coming  from  both  hemispheres,  and  belonging 
to  the  two  sides  of  the  body,  lie  quite  near  each  other.  Since  many  diseases  of  the 
cord  have  a tendency  to  affect  the  two  halves  of  the  coi’d  at  once,  or  gradually  to 
extend  over  the  whole  transverse  section  of  the  cord,  a simultaneous  paralysis  of 
the  corresponding  portion  of  the  two  sides  of  the  body  will  readily  arise  as  a result 
of  this.  This  form  of  paralysis  we  call  paraplegia.  Diseases  in  the  cervical  cord 
may  have  as  a result  a ])aralysis  of  all  four  extremities  or  of  the  two  arms — cervi- 
cal, brachial,  or  superior  paraplegia;  diseases  in  the  dorsal  and  lumbar  cord  a 
paraplegia  of  the  two  legs — inferior  paraplegia,  often  called  simply  “ paraplegia,” 
without  further  prefix.  In  affections  of  the  periphei’al  nerves  we  have,  of  course, 
agam  a limitation  of  the  paralysis  to  the  region  of  the  affected  nerve.  The  paraly- 
sis may  be  quite  extensive  in  diseases  of  a nervous  plexus — paralysis  of  a periph- 
eral plexus;  or  it  may  confine  itself  wholly  to  the  region  of  a single  nerve,  or  even 
of  a single  bi’anch  of  the  nerve — paralysis  of  a peripheral  nerve. 

We  will  have  to  add  many  moi'e  details  to  what  has  just  been  said,  but  as  a 
fundamental  principle  we  may  now  note  that  hemiplegia  is  the  chief  form  of 
cerebral  paralysis,  while  pai’aplegia  is  the  chief  form  of  spinal  paralysis.  Mono- 
plegias are  usually  either  cortical  cerebral  paralyses,  or  peripheral  pai-alyses. 

General  iEtioiogy  of  Paralysis. — The  kind  of  lesion  which  leads  to  paralysis 
may,  in  the  different  cases,  be  very  diverse.  From  easily  undei’stood  reasons  we 
can  very  rarely  decide  as  to  the  kind  of  lesion  from  the  intensity  and  extent  of 
the  paralysis,  but  only  from  the  manifest  astiological  factors,  from  the  develop- 
ment and  course  of  the  paralysis,  from  other  morbid  symi^toms  that  are  also 
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present,  etc.  In  general,  we  may  divide  the  paralyses  into  two  groups,  according 
to  the  nature  of  their  cause:  into  paralyses  from  causes  that  can  be  discovered 
anatomically,  aud  into  the  so-called  functional  paralyses,  in  which  no  anatomical 
cause  for  the  paralysis  can  be  found ; but  since  our  anatomical,  and  especially  our 
histological,  methods  of  investigation  have  become  better  developed  and  are  more 
employed,  the  domain  of  functional  paralyses  has  become  gradually  moi*e  and 
more  restricted,  and  a definite  anatomical  cause  has  now  been  found  for  many 
pai’alyses  which  were  once  regarded  as  functional. 

All  the  diseases  of  the  nervous  system  may  be  anatomical  causes  of  paralysis, 
if  they  lie  in  a spot  where  they  damage  or  destroy  the  paths  of  motor  conduction. 
Inflammation,  degeneration,  new  growths,  haemorrhages,  and  severe  disturbances 
of  circulation,  with  their  results,  especially  embolic  and  thrombotic  softening,  are 
found  in  the  brain,  the  cord,  and  the  peripheral  nerves,  and  under  some  circum- 
stances give  rise  to  the  appearance  of  paralysis.  Mechanical  lesions  of  the  neiwous 
system  also  play  a great  part  in  the  pathogenesis  of  paralysis,  especially  traumatic 
injuries,  and  compression  of  the  brain,  the  cord,  and  the  peripheral  nerves  by 
swellings,  new  growths,  and  other  diseases  in  their  vicinity. 

We  also  know  certain  toxic  substances  which  produce  paralysis  from  their  per- 
sistent action  on  the  organism.  Of  these  toxic  paralyses,  lead  paralysis  is  the  most 
important  in  its  clinical  relations;  but  other  poisonous  substances,  such  as  copper, 
arsenic,  and  certain  vegetable  alkaloids,  may  cause  paralysis.  In  regard  to  lead 
paralysis  {vide  infra),  which  was  once  considered  a purely  functional  paralysis, 
we  now  know  that  anatomical  changes  form  its  basis.  These  can  be  plainly  made 
out,  especially  in  the  peripheral  nerves. 

We  may  group  a large  number  of  paralyses  together  under  the  term  of  “ paraly- 
sis after  acute  diseases.”  Since  in  these  cases  we  always  have  to  do  with  acute 
infectious  diseases,  we  may  assume,  as  their  most  probable  cause,  certain  changes 
in  the  nervous  system,  sometimes  in  the  brain,  but  more  frequently  in  the  cord  or 
the  pex’ipheral  nerves,  which  stand  in  direct  relation  to  the  specific  infectious 
material.  There  seem  to  be  chemical  poisons  (“  ptomaines  ”)  which  form  in  the 
body  in  infectious  diseases,  and  cause  degeneration  of  certain  nerve  fibers,  in  the 
same  way,  for  example,  as  lead.  We  most  frequently  see  paralysis  appear  after 
diphtheria,  diphtheritic  paralysis  {vide  infra),  or  more  rarely  after  typhoid,  small- 
pox, dysentery,  the  acute  exanthemata,  etc.  The  paralyses  which  may  arise  in 
certain  chronic  infectious  diseases,  especially  in  syphilis  and  tuberculosis,  usually 
have  another  origin.  Here  we  usually  have  to  do  with  the  specific  morbid  product 
itself  (gumma,  tubercle),  which  may  invade  various  parts  of  the  nervous  system. 

Those  paralyses  which  come  on  most  manifestly  because  of  exposure  to  cold 
are  termed  paralyses  from  exposure  to  cold,  or  “refrigeratory,”  or  frequently 
rheumatic”  paralyses.  Although  many  spinal  diseases,  like  myelitis,  may  per- 
haps be  referred  to  exposure  to  wet  or  cold,  we  usually  reckon  among  rheumatic 
paralyses  only  certain  peri})heral  paralyses,  like  that  in  the  region  of  the  facial 
nerve.  The  functional  disturbance  of  the  nerves  in  these  cases  probably  depends 
upon  mild  inflammatory  changes  in  them  iirodiiced  by  cold,  and  is  accordingly  of 
an  anatomical  and  not  merely  of  a functional  nature. 

luiwever,  quite  a comprehensive  group  of  paralyses  which  we  must 
^Uay  still  term  functional  paralyses.  To  this  class  belong  the  hvsterical  paralyses, 
im.r  ™es,  like  paralysis  from  fright,  tlie  “ paralyses  from 

shall  learn  to  recognize  these  more  fully  in  the  ciiapter  on 


^ust  boar  in  mind  the  “i*e(lox  jiaralyses,”  whose  rctiologi'  is 
of  oL  is,  iiaralyses  which  come  on  in  the  course  of  diseases 

certain  internal  organs,  especially  of  the  intestine,  and  of  the  urinary  and 
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sexual  organs.  An  attempt  has  been  made  to  explain  their  oi’igin,  from  analogy 
with  well-known  physiological  experiments,  by  the  idea  that  a “ reflex  inhibition  ” 
is  excited  in  certain  motor  regions  by  a sensory  irritation  arising  in  the  diseased 
organs,  a theory  which  has  not  yet  been  fully  confirmed.  Leyden’s  hypothesis  is 
somewhat  more  probable,  but  it  is  by  no  means  proved  beyond  a doubt.  Accord- 
ing to  it  the  paralyses  of  this  class  are  explained  by  an  ascending  neui'itis,  arising 
from  the  organs  originally  affected  (see  the  chapter  on  neuritis).  Generally 
speaking,  the  whole  conception  of  “ reflex  paralyses  ” is  still  far  from  clear,  and 
we  will  do  well  to  be  extremely  guarded  in  their  diagnosis.  Lepine  has  also 
regarded  the  i)aralysis  of  the  arm  of  the  affected  side,  seen  in  some  cases  of  empy- 
ema, especially  after  operative  interference,  as  a “ reflex  paralysis,”  an  explanation 
which  may  be  proper  in  some  cases,  but  in  regard  to  which  we  should  be  the  more 
cautious,  as  metastatic  abscesses  of  the  brain  are  not  very  infrequently  found  in 
empyema  (see  the  chapters  on  purulent  meningitis  and  cerebral  absce.ss). 

General  Symptomatology  of  Paralyses.— We  can  recognize  the  existence  of  a 
paralysis,  except  from  the  patient’s  statements  as  to  the  impossibility  of  perform- 
ing certain  motions  and  functions,  only  by  a careful  and  thorough  physical  exam- 
ination of  the  power  of  voluntary  motion.  This  examination  in  patients  with 
nervous  disease  must  extend  to  all  parts  of  the  body,  and  demands  an  accurate 
Imowledge  of  all  the  movements  that  can  normally  be  executed  by  the  different 
joints,  and  of  the  muscles  and  nerves  requisite  to  produce  them.  In  the  descrip- 
tion of  the  different  single  forms  of  paralysis  we  will  go  more  into  detail  in  regard 
to  the  anomalies  of  motion  to  be  observed. 

In  each  individual  case  of  paralysis  some  other  symptoms  must  be  considered 
besides  immobility — first  the  condition  of  the  paralyzed  muscles,  and  then  certain 
accompanying  symptoms  that  are  often  present  with  the  paralysis. 

In  regard  to  the  first  point,  the  trophic  condition  of  the  paralyzed  muscle  is  of 
the  greatest  diagnostic  and  practical  importance.  In  comparing  a large  number 
of  paralyses,  a very  evident  difference  in  this  respect  slrikes  us  at  once.  We  see 
on  the  one  hand  paralyses  where  the  paralyzed  muscles  retain  their  normal  vol- 
ume and  their  normal  state  of  nutrition  entirely,  or  almost  entirely,  for  years,  and 
on  the  other  hand  we  see  cases  in  which  there  is  a considerable  atrophy  in  the 
paralvzed  muscles  in  a few  weeks  or  months.  This  difference  is  so  effectual  that 
all  the  last-named  paralyses  have  been  classed  together  under  the  name  of  “ atro- 
phic paralyses.”  Since  muscular  atrophy  does  not  occur  in  every  case  of  paralysis, 
it  can  not  be  simply  the  result  of  the  rest  and  inactivity  of  the  muscles,  but  it  must 
have  its  siiecial  cause. 

If  we  ouce  more  represent  to  oureelves  the  whole  coui’se  of  the  motor  tracts, 
from  the  cerebral  cortex  to  the  voluntary  muscles,  we  shall  remember  that  the 
nerve-fibers  through  this  long  route  undergo  a single  interruption  namely,  by 
the  interposition  of  tlie  large  ganglion-cells  of  the  anterior  cornua  of  the  giay 
matter  of  the  spinal  cord.  Clinical  and  anatomical  experience  teaches  us  that,  in 
all  those  paralyses  where  the  cause,  that  is,  tiie  break  in  conduction  of  the  motor 
fibers,  lies  in  the  first  portion,  that  is,  between  the  cortex  and  the  cells  in  the  ante- 
rior cornua,  there  is,  as  a rule,  no  atrophy,  or  only  a slight  amount  of  atrophy,  in 
the  paralyzed  muscles,  while  in  those  paralyses  where  the  cause  is  situated  in  these 
ganglion-cells  themselves,  or  in  the  portion  of  the  motor  tract  peripheral  to  them, 
a pronounced  muscular  atrophy  rapidly  develops.  The  only  possible  interpretation 
of  this  factls,  that  the  large  motor  ganglion-cells  of  the  anterior  cornua  have  as 
we  express  it,  a trophic  influence  on  the  muscles.  If  these  cells  are  intact,  and  e 
conduction  from  them  to  the  muscles  is  not  interrupted,  the  muscles  keep  ap]iroxi- 
mately  their  normal  condition  of  nutrition,  even  if  they  are  paralyzed,  while  an 
affection  of  the  ganglion-cells  themselve.s,  or  au  interruption  of  conduction  in  the 
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peripheral  nerves,  rendering  the  transmission  of  the  trophic  influences  from  the 
cells  to  the  muscle  impossible,  necessai’ily  results  in  an  atrophy  of  the  muscles. 
This  atrophy  is  not  confined  merely  to  the  muscles  separated  from  their  “ trophic 
center,”  tiia't  is,  from  the  ganglion-cells  in  the  anterior  cornua  of  the  cord,  as  we 
must  note  here,  but  the  nerves  proceeding  downward  from  the  point  of  the  lesion 
also  take  part  in  the  atrophy.  Since  this  atrophy,  both  of  nerve  and  muscle,  is 
associated  with  a desti-uctioii  of  tissue  to  be  more  fully  described  later— a genuine 
“ degeneration  ” of  the  fibers — we  speak  of  a “ degenerative  atrophy  ” of  the  nerves 
and  muscles,  in  contrast  to  the  simple  muscular  atrophy  which  occm-s  in  almost 
all  severe  diseases,  in  starvation,  etc.  The  degeneration  of  the  nerves  is,  of  course, 
not  evident  to  our  sight  and  touch  during  life,  hut  it  is  proved,  as  we  shall  soon 
see,  by  certain  changes  in  their  electi’ical  excitability. 

From  the  above  statements  the  following  extremely  important  points  in  the 
anatomical  diagnosis  of  paralysis  are  at  once  evident : that  in  cerebral  pamlyses 
there  is  never  a degenerative  atrophy  in  the  paralyzed  muscles  ; that  atrophy  is 
present  in  spinal  paralyses  only  when  the  large  ganglion-cells  in  the  anterior 
cornua  of  the  cord,  belonging  to  the  muscles,  are  destroyed  or  injured  in  their 
functions  by  the  cause  of  the  paralysis  ; but  that  in  all  long-continued  peripheral 
paralyses  a degenerative  atrophy  of  the  jDaralyzed  muscles  and  nerves  must  inev- 
itably develop.  These  fundamental  principles  may  suffice  for  the  present  ; fur- 
ther deductions  from  them  must  be  postponed  until  the  special  chapters  on  the 
various  forms  of  paralysis. 

We  observe  a further  distinction  in  the  condition  of  the  paralyzed  muscles  if 
we  perform  passive  motion  in  the  paralyzed  parts.  There  are  paralyses  where  we 
can  perform  passive  motion  in  the  paralyzed  parts  at  any  joint  with  perfect  ease 
and  freedom,  and  without  perceiving  the  slightest  resistance.  We  term  such 
paralyses  “flaccid  paralyses,”  but  there  are  also  paralyses  where  passive  motion 
meets  with  considerable  muscular  resistance,  so  that  it  can  be  performed  only  with 
a certain  greater  or  less  amount  of  exertion,  or  only  within  certain  limits,  or  not 
at  all.  This  difficulty  in  performing  passive  motion  may  have  different  causes. 
It  is  most  frequently  caused  by  the  develojjment  of  persistent  shortening  in  the 
paralyzed  muscles  themselves,  or  in  their  antagonists  (the  so-called  contractures), 
which  prevent  the  free  performance  of  passive  motion.  In  other  cases  there  is  no 
special  contracture,  but  the  paralyzed  muscles  exhibit  a peculiar  rigidity.  There 
are  all  sorts  of  muscular  contractions,  which  either  are  to  be  regarded  as  symptoms 
of  direct  motor  irritation  {vide  infra),  or  have  a reflex  origin.  Paralyses  in  which 
the  performance  of  passive  motion  is  hindered  by  such  muscular  contractions  are 
termed  “spa.stic  paralyses.”  The  details  of  all  these  symptoms  wiU  be  spoken  of 
in  the  special  chapters. 

Finally,  in  every  case  of  paralysis,  we  must  consider  the  other  nervous  symp- 
toms which  accompany  it,  since  these  may  also  be  of  great  importance  in  judging 
of  the  cause  of  the  paralysis.  We  must  first  of  all  investigate  the  condition  of 
the  reflexes  {vide  infra)  in  the  paralyzed  parts,  from  which  many  conclusions  can 
be  drawTi  as  to  the  seat  of  the  lesion  which  causes  the  paralysis.  We  must  also 
test  the  state  of  the  sensibility,  both  in  the  skin  and  in  the  muscles  themselves. 
Certain  attendant  tro])hic  and  vaso-motor  symptoms  are  also  to  bo  regarded.  The 
skin  over  the  paralyzed  parts  sometimes  appears  cyanotic,  or  marble-like;  it  feels 
cool,  is  oedematous,  and  sometimes  is  peculiarly  dry,  hard,  and  scaly. 


2.  Symptoms  of  Motor  Irritation. 

As  we  have  termed  the  symptoms  of  motor  deficiency  “ jiaralysis,”  wo  group 
to  symptoms  of  motor  ii’ritation  in  general  together  under  the  name  of  “spasm.” 
e mean  by  this  all  the  morbid  movements  occurring  in  the  muscles  involunta- 
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rily  and  even  against  tlie  will.  Althougli  we  may  find  spasm  in  the  smooth  musr 
cles,  which  generally  are  not  conti-olled  by  the  will,  as  in  spasm  of  the  bronchial 
muscles,  spasm  of  the  vessels,  etc.,  we  will  concern  ourselves  here  only  with  the 
spasmodic  movements  in  the  voluntary  muscles.  We  must  look  for  the  cause  of 
these  in  abnormal  irritation  exerted  in  some  way  on  the  motor  tracts,  but  we 
knoAv  vei-y  little  of  the  precise  nature  and  character  of  this  irritation  in  most 
cases.  The  abnormal  irritation  often  acts  directly  on  the  motor  nervous  region, 
as  in  the  frequent  spasms  in  affections  in  the  neighborhood  of  the  cortical  motor 
centers ; but  the  motor  irritations’  often  seem  to  be  excited  secondarily  tlu'ough 
some  reflex  channel — reflex  spasms. 

For  a long  time  two  kinds  of  spasm  have  been  distinguished  symptomaticall3^ 
We  term  those  spasms  clonic  where  the  abnormal  muscular  contraction  lasts 
only  a short  time,  and  then  is  interrupted  by  a short  period  of  relaxation,  to  come 
on  again  afresh.  The  affected  parts  of  the  body  are  thus  put  in  a constant  con- 
vulsive motion.  In  distinction  from  this  we  term  those  abnormal  muscular  con- 
tractions tonic  spasms  where  the  muscle  remains  spasmodically  contracted  for  a 
longer  time — minutes,  hours,  or  days.  The  affected  part  of  the  body  is  thus  kept 
motionless  in  some  abnormal  position.  Both  forms  of  spasm,  however,  show 
many  transitions  and  combinations,  so  that  we  must  often  speak  of  “ tonic-clonic  ” 
spasms. 

A more  careful  examination  of  the  symptoms  of  motor  irritation,  however, 
gives  a still  greater  number  of  different  forms.  We  will  here  group  together  the 
most  important  varieties  of  morbid  involuntary  movements  without  giving  a com- 
pletely exhaustive  review  of  the  manifold  forms  of  spasm. 

1.  Epileptiform  convulsions  are  severe,  and  usually  clonic  spasms,  at  times 
tonic-clonic,  spread  over  the  whole  body  or  limited  to  one  half  or  one  portion  of 
the  body.  By  them  the  whole  body  or  the  part  affected  is  put  into  violent 
motion,  usually  thrashing  and  shaking  movements.  The  pure  epileptic  spasm  in 
epilepsy  is  the  type  of  this  form  of  spasm,  but  precisely  analogous  spasms,  ‘‘  epi- 
leptiform ” spasms,  are  seen  in  organic  diseases  of  the  brain,  in  hysteria,  etc. 

2.  Rhythmical  contractions  in  single  groups  of  muscles  are  sometimes  seen  in 
certain  cerebral  diseases,  such  as  apoplexy  and  sclerosis,  and  also,  as  we  have  lately 
observed,  after  acute  myelitis.  In  these  the  part  of  the  body  affected  is  put  in 
motion  by  continuous,  separate,  weaker  or  stronger  thrusts,  which  follow  one 
another  in  a regular  rhythm.  Rhythmical  contractions  are  also  seen  as  inecur- 
sors  or  at  the  end  of  epileptiform  spasms. 

3.  Trembling  motions,  or  tremor,  as  we  say  in  ordinary  parlance,  are  moderate 
motions,  I’apidly  following  one  another,  with  a not  very  marked  excursion.  If  the 
tremor  is  more  pronounced,  we  term  it  “ shaking.”  Tremor  is  an  important  symp- 
tom, almost  pathognomonic  in  many  nervous  diseases,  such  as  paralysis  agitaus, 
but  we  know  almost  nothing  in  regal’d  to  the  more  intimate  manner  of  its  origin. 
We  often  see  pronounced  tremor,  especially  in  the  hands  in  exophthalmic  goitre. 
We  know  that  tremor  is  often  present  in  old  jieople — senile  tremor;  and  in  alco- 
holic subjects — alcoholic  tremor.  Tremor  sometimes  appears  in  muscles  at  rest, 
that  is,  not  innervated  by  the  will,  and  sometimes  only  in  those  which  are  moved 
voluntarily.  This  latter  form  of  tremor,  which  is  seen  most  frequently  in  multiple 
sclerosis  {vide  infra),  is  termed  ‘‘intention  tremor.”  Vei’y  marked  intention 
tremor,  which  is  increased  by  any  mental  excitement,  is  seen  as  a symptom  in 
chronic  mercurial  poisoning  (mercurial  tremor),  particularly  in  mirror-makers, 
etc. 

We  may  mention  here  the  so-called  essential  tremor,  that  is,  a condition  where 
the  tremor,  which  is  most  marked  in  the  hands,  is  the  only  morbid  symptom  and 
can  be  referred  to  no  known  cause.  This  form  of  tremor  is  sometimes  seen  in 
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comparatively  young  people,  and  even  in  children.  A distinct  hereditary  pre- 
disposition is  often  present,  so  that  several  “ tremblers  ” are  found  in  the  same 
family. 

We  very  often  find  trembling  in  “ nervous  ’’  persons,  which  is  at  once  increased 
by  any  emotion.  There  is  also  a pure  hysterical  tremor. 

4.  Single  contractions,  either  sudden  twitchings,  or  in  the  form  of  a slow  con- 
ti’action  of  the  muscle,  are  seen  with  especial  frequency  in  diseases  of  the  cord. 
They  are  either  single,  or  frequent  and  persistent.  Their  mode  of  origin  is  not 
always  plain.  They  may  depend  on  direct  motor  irritation  or  they  may  have  a 
reflex  oi’igin. 

5.  Fibrillary  muscular  contractions  are  little  contractions  in  the  sepai’ate 
muscular  bundles,  which  may  be  seen  on  a close  examination  of  the  muscles,  but 
which  do  not  have  any  special  influence  on  motion.  If  the  fibrillary  contractions 
in  a muscle  are  very  pronounced,  there  may  develop  an  actual  “ wave  ” in  the 
muscular  substance.  We  see  this  symptom  especially  in  atrophied  muscles,  par- 
ticularly in  spinal  progressive  muscular  atrophy  {vide  infra). 

6.  Choreic  movements  are  either  slight  contractions  or  quite  complicated  and 
extensive  movements,  which  usually  appear  in  the  face,  in  one  limb,  or  some- 
times over  the  whole  body,  without  regard  to  rule.  In  severe  cases  they  are 
almost  continuous,  but  in  milder  cases  they  are  interrupted  by  shorter  or  longer 
pauses.  They  form  the  chief  symptom  of  chorea  proper,  but  they  ai’e  also  pres- 
ent in  other  cerebi'al  affections,  such  as  symptomatic  chorea,  post-hemiijlegic 
chorea,  etc. 

7.  Movements  of  athetosis  is  the  name  we  give  to  peculiar  involuntary  and 
u.sually  quite  slow  movements,  which  are  seen  especially  in  the  arm  and  hands, 
but  also  in  the  head,  the  trunk,  etc.  The  fingers  make  slow  but  often  very  exten- 
sive movements,  are  extended,  spread  apart,  flexed,  and  moved  over  and  around 
one  another  in  the  most  remarkable  way.  This  form  of  motor  irritation  occurs  as 
a special  disease,  athetosisf  or  as  a symptom  in  certain  central  nervous  diseases, 
especially  the  cerebral  paralysis  of  children  {vide  infra). 

8.  Constant  or  co-ordinated  spasms  are  symptoms  of  motor  irritation  in  which 

the  patient  performs  complicated  movements  by  compulsion— forced  movements. 
Among  these  are  classed  the  compulsory  going  forward  or  moving  in  a circle  the 
turning  about  the  axis  of  the  body  (forced  attitudes),  and  also  certain  peculiar  com- 
plwated  forms  of  spasm,  such  as  spasms  of  jumping,  laughing,  screaming,  with  all 
sortsof  spasms  of  the  respiratory,  pharyngeal,  and  laryngeal  muscles,  associated 
with  hiccoughing  and  belching  sounds,  etc.  They  are  seen  most  frequentlv 
in  severe  cases  of  hysteria,  but  epilepsy  may  also  occur  exceptionally  in  the  form 
o co-ordinated  spasms.  The  forced  movements  and  attitudes  mentioned  above 
are  seen  chiefly  in  affections  of  the  cerebellum  and  the  cerebellar  peduncles, 
linn^  8pa.sm,  as  has  been  said,  is  the  name  for  all  morbid  muscular  contrac- 

ions  that  continue  for  a long  time.  Tonic  spasm  in  the  muscles  of  mastication, 

neck  bTir;  rf  Tonic  spasm  in  the  muscles  of  the  back  and 

backward,  and  the  vertebral  column  is 
rionditvnfT  arch  with  the  convexity  in  front,  is  called  opisthotonos.  Tonic 
ngiclity  of  the  whole  body  is  termed  tetanus.  Tonic 
tetany,  hysteria,  etc. 


spasms  are  seen  in  tetanus, 


which  the  S condition  of  the  muscles  i 

by  he  muiw  bot  are  held  in  position 

ta^n  oirs  «iem  passively.  It  is  seen  chiefly  in  cer- 


m 


eases^  bystena,  but  cataleptic  states  are  also  jiresent  in  other  cerebral  dis- 

eases, such  a.s  meningitis  (see  the  chapter  on  catalep.sy) 

1.  Associated  movements  are  abnormal  movements  which  appear,  while  mak- 
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iug  voluntary  movements,  in  muscles  which  have  no  connection  with  the  move- 
nient  willed.  Thus  in  hemiplegia  associated  movements  sometimes  take  place 
m the  arm  when  the  patient  wills  to  move  the  leg  alone.  In  spinal  cases  as  we 
have  seen,  the  movement  of  one  leg  is  accompanied  also  by  an  unintentional 
movement  of  the  other  leg.  Associated  movements  are  commonest  in  the  muscles 
of  the  same  limb.  Thus  we  often  see  in  hemiplegia  or  in  spastic  spinal  paralysis 
that  patients  can  not  di-aw  the  leg  up  on  the  body  without  at  the  same  time 
producing  a marked  doreal  extension  of  the  foot  as  an  associated  movement.  In 
old  peripheral  facial  paralysis  (g.  v.)  we  very  often  see  associated  movements  in 
the  facial  muscles. 

Besides  the  conditions  of  motor  irritation,  other  attendant  nervous  symptoms 
often  occur  at  the  same  time.  Symptoms  of  motor  paralysis  and  irritation  are 
very  often  combined  with  each  other,  since  the  different  forms  of  spasm  may 
appear  not  only  in  groups  of  muscles  whose  motion  is  otherwise  normal,  but  also 
in  paretic  or  paralyzed  muscles.  In  general  convulsions  tbe  state  of  the  con- 
sciousness deserves  special  attention.  Genuine  epileptic  attacks  are  usuallv 
associated  with  complete  loss  of  consciousness,  but  in  most  of  the  other  forms  of 
spasm  the  consciousness  is  unaffected.  Finally,  it  is  worthy  of  mention  that  tonic 
spasms  especially  are  attended  by  a feeling  of  decided  pain,  which  is  probably  due 
to  an  irritation  of  the  intra-muscular  sensory  nerves.  Such  painful  tonic  muscu- 
lar contractions  are  termed  cramps.  Amoug  them  are  the  well-known  painful 
spasms  in  the  calves  after  physical  exertion. 

3.  Ataxia. 

In  executing  all  normal  complicated  movements  we  need  the  simultaneous 
action  of  several  muscles.  Consider  the  numerous  muscles  which  must  be  put  in 
activity  in  walking,  in  grasping,  and  in  all  the  manifold  employments  of  the 
hands.  Hence,  in  order  to  perform  such  movements  correctly,  it  is  not  only 
necessary  that  all  the  muscles  concerned  should  be  innervated  by  the  will — that 
is,  that  they  be  not  paralyzed— but  that  we  should  also  be  able  so  to  modify  the  in- 
neiwation  of  each  individual  muscle  that  its  conti’actiou  corresponds  precisely  to 
the  special  part  of  the  work  belonging  to  it.  A prescribed  voluntary  motion  can 
take  place  only  when,  first,  all  the  muscles  requisite  for  it  come  into  no  less  but 
also  no  greater  action ; second,  when  each  individual  muscle  contracts  only  so  far 
and  so  much  as  its  special  task  requires;  and,  third,  when  the  conditions  in  the 
time  of  innervation  take  their  normal  course— that  is,  when  all  the  muscles  in- 
volved contract  at  the  same  time  or  in  the  proper  order  after  one  another.  A 
movement  which  is  executed  in  such  a prescribed  manner  we  call  a co-ordinated 
movement,  and  the  process  of  modifying  properly  the  innervation  of  the  different 
muscles  necessary  for  a complicated  movement  we  call  the  co-ordination  of  motion. 
We  must  especially  bear  in  mind  that  the  simultaneous  action  of  several  muscles 
is  so  far  necessary,  even  for  what  seem  to  be  the  simplest  movements,  that  muscles 
antagonistic  to  those  moved  must  also  come  into  activity.  Only  by  the  aid  of  the 
ever-ready  antagonistic  muscles  can  we  grade  our  movements  as  finely,  or  check 
or  hasten  them  as  rapidly,  as  is  demanded  for  the  execution  of  almost  all  compli- 
cated movements. 

Nervous  pathology  in  rich  in  facts  which  can  make  the  idea  and  the  necessity 
of  the  co-ordination  of  motion  clear  to  us.  We  often  see  disturbances  of  motility 
which  make  the  ]iatient  incapable  of  any  fine  motor  acts,  and  yet  which  do  not 
depend  at  all  upon  any  motor  weakness  or  paralysis,  but  only  upon  a disturbance 
in  the  co-ordination  of  motion.  Such  a disturbance  we  call  ataxia,  and  Ave  speak 
of  an  ataxia  of  the  arms,  of  tlie  legs,  etc.,  Avhen  the  pai’ts  named  can  perform  all 
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the  motions  and  retain  their  fuU  strength,  but  these  movements  show,  usually  at 

once  a sU-iking,  disordered,  uncertain  “ataxic”  character. 

Many  theories  have  been  advanced  as  to  the  precise  cause  of  ataxia,  upon 
which  we  must  enter  in  the  special  chapters.  We  can  remark  here  only  that 
ataxia  is  seen  both  in  cerebral  diseases,  especially  m affections  of  the  ceiebel 
(cerebellar  ataxia),  and  in  diseases  of  the  spinal  cord  (spinal  ataxia).  A“OBg  the 
atter  de^-eneration  of  the  posterior  columns  especially  (locomotor  ataxia,  tabes  do 
^hs)  hS’ataxia  as  one  of  ite  chief  symptoms.  Therefore  we  will  discuss  the  chamc- 
ter  of  the  symptoms  and  the  cause  of  ataxia  more  fully  m descrihmg  this  disease. 


4.  GENERjj.  Remarks  upon  testing  the  Reflexes  and  upon  the  Condition 

OF  THEM. 

In  testing  the  reflexes,  which  should  never  be  omitted  in  any  case  of  Dervous 
disease  on  account  of  its  frequent  great  diagnostic  importance,  we  must  distin- 
guish the  two  chief  groups  of  reflexes  from  each  other:  the  cutaneous  reflexes,  and 

the  “tendon  reflexes.”  . i n 

Cutaneous  Reflexes. — We  term  the  muscular  contractions,  excited  reflex  y y 

irritation  of  the  sensory  centripetal  cutaneous  nerves,  cutaneous  reflexes.  These 
are  usually  present  only  to  a slight  degree  in  the  upper  extremities;  but  we  can 
sometimes  excite  reflexes  even  here  by  pricking  or  pinching  the  skin,  especially 
that  of  the  fingers.  The  very  marked  reflex  in  many  people  caused  by  tickling  the 
axilla  is  well  known.  The  test  of  the  cutaneous  reflexes  in  the  lower  extremities  is 
much  more  important.  The  soles  of  the  feet  are  the  most  sensitive  parte  for  excit- 
ing a reflex.  Simply  tickling  the  soles  with  the  finger  is  a sufficient  irritation  (the 
tickling  reflex),  and  so  is  the  prick  of  a pin  (the  prick  reflex),  or  striking  the  skin 
hard  with  a blunt  object,  usually  the  handle  of  a percussion-hammer  (the  blow 
reflex).  Thermal  irritants  are  also  very  suitable  for  exciting  a reflex,  especially 
bite  of  ice  held  to  the  skin  (cold  reflex).  It  is  often  advisable  to  ti’y  all  these 
methods,  since  with  diminished  reflex  irritability  a reflex  contraction  in  the  leg 
can  often  be  excited  only  by  some  one  of  them.  We  should  also  examine  the 
reflex  irritability  of  the  rest  of  the  skin,  as  well  as  the  soles  of  the  feet,  by  a pin- 
prick, by  pinching  a fold  of  the  skin,  etc.  We  should  especially  remember  that 
in  nervous  diseases  there  is  often  a delay  in  the  reflex,  so  that  the  reflex  contrac- 
tion appears  only  when  the  irritation  has  lasted  for  a certain  time.  Thus  in  many 
diseases  of  the  cord,  as  we  have  repeatedly  seen,  the  reflex  follows  only  after  we 
have  pinched  a fold  of  skin  continuously  for  several  (ten  or  fifteen)  seconds,  a 
delay  which  has  a connection  with  the  fact  of  the  “ summation  of  reflex  iri'ita- 
tiou”  known  from  physiology.  The  fact  also  deserves  mention  that  in  many 
patients  the  reflexes  are  easily  excited  in  certain  parts  of  the  skin,  but  in  other 
parts  with  difficulty  or  not  at  all — the  “ place  of  easiest  reflect  irritability.” 

In  general,  the  reflex  contractions  are  confined  to  the  limb  irritated.  On 
pricking  the  sole  of  the  foot,  a dorsal  extension  of  the  toes  or  of  the  foot  follows, 
or  a greater  or  less  flexion  of  the  leg.  The  reflex  rarely  involves  the  rest  of  the 
body,  but  under  pathological  conditions  there  is  such  an  increased  reflex  irrita- 
bility that,  on  irritating  the  soles  of  the  feet,  both  legs,  or  even  (he  whole  body, 
fall  into  contraction.  Such  a condition  is  sometimes  seen  in  hysteria,  in  tetanus, 
in  hydrophobia,  in  strychnine  poisoning,  etc. 

We  must  also  mention  two  s])ecial  forms  of  cutaneous  I’cflex  which  are  often 
examined:  the  abdominal  reflex,  consisting  of  a contraction  of  the  abdominal 
muscles  on  the  .same  side,  when  we  stroke  the  skin  of  the  abdomen  Avith  (he  finger 
or  the  handle  of  the  percussion-hammer  ; and  the  cremaster  reflex — (hat  is,  (ho 
reflex  retraction  of  the  testicle,  when  we  stroke  the  internal  surface  of  the  thigh. 
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or  exert  a marked  pressure  a hand’s  breadth  above  the  intei-nal  condyle.  The 
cremaster  reflex  appears  fu’st  on  the  side  iri-itated,  but  not  very  infrequently  on 
both  sides  at  once.  Other  cutaneous  reflexes,  such  as  the  gluteal  reflex,  the  mam- 
millary reflex,  etc.,  have  less  significance  and  are  often  absent. 

Judgment  in  regard  to  any  pathological  condition  of  the  cutaneous  reflexes  is 
rendered  difflcult  by  the  fact  that  their  intensity  varies  considerably  even  under 
normal  conditions.  Many  healthy  people  have  much  livelier  reflexes  than  others. 
Hence  we  may  judge  most  accurately  of  a patient  if,  in  unilateral  affections,  we  can 
compare  the  reflex  symptoms  in  the  two  halves  of  the  body  with  each  other.  The 
precise  condition  of  the  reflexes  in  the  different  forms  of  disease  will  be  spoken  of 
in  the  special  chapters.  We  can  state  here  only  that  a diminution  or  a complete 
absence  of  the  cutaneous  reflexes  must,  of  course,  be  seen  where  the  reflex  conduc- 
tion-through the  centripetal  nerve,  the  gray  matter,  the  special  anterior  cornu, 
and  the  motor  nerve— is  inteiTupted  at  any  point,  as  may  be  the  case  both  in  dis- 
eases of  the  peripheral  nerves  and  of  the  spinal  cord.  On  the  other  hand,  how- 
ever, the  cutaneous  reflexes  may  lose  their  intensity,  or  even  disappear  entirely,  if 
the  reflex  centers  lose  their  u’ritability  from  an  irritation  of  the  reflex-inhibitoi’y 
centers  or  fibers.  We  see  an  abnormal  increase  of  the  cutaneous  reflexes  when 
either  the  irritability  of  the  parts  that  aid  in  producing  the  reflex  is  increased,  as 
in  many  cases  of  cutaneous  hypersesthesia,  in  sh-ychnine  poisoning, 'and  in  many 
general  neuroses;  or  when  the  inhibitory  processes  which  normally  act  upon  the 
reflex  centers  are  abolished,  as  in  certain  diseases  of  the  brain  and  spinal  cord. 
The  increase  of  the  cutaneous  reflexes  is  shown  partly  by  the  fact  that  the  reflex 
movements  are  particularly  lively,  and  appear  with  a comparatively  slight  irrita- 
tion of  the  skin,  and  partly  by  their  extension  to  more  distant  groups  of  muscles 
than  usual. 

Tendon  Reflexes. — Of  almost  greater  practical  importance  than  the  investiga- 
tion of  the  cutaneous  reflexes  is  the  test  of  the  phenomena  classed  under  the  name 
of  the  “ tendon  reflexes,”  and  first  carefully  investigated  and  described  by  Erb  and 
Westphal  in  the  year  1875.  We  understand  by  these  those  muscular  contractions 
which  arise  from  the  mechanical  irritation  of  the  tendons  and  analogous  parts, 
such  as  the  periosteum  and  fasciae.  By  this  the  sensory  nerves  of  the  tendon  are 
ii’ritated,  and  excite  a reflex  muscular  contraction  by  means  of  the  spinal  cord.  If 
we  give  a quick  blow  to  the  ligamentum  patellae  (the  tendon  of  the  quadriceps 
extensor’)  with  the  ulrrar*  side  of  the  hand,  or,  better,  with  a percussion-hammer, 
while  the  leg  hangs  down  laxly,  oi’,  if  the  person  examined  be  hr  bed,  while  the 
leg  is  in  a passive  positiorr  of  slight  flexion,  it  is  followed  almost  invariably  in 
healthy  persons  by  a more  or  less  vigorous  conti'action  of  the  quadriceps,  by  which 
the  leg  is  extended.  This  is  termed  “ patellar  reflex,”  “ knee  phenomenon  ” (West- 
phal) [or  “Imee-jerk”].  In  or-der  to  produce  it,  it  is  especially  rrecessary  for  the 
pei’son  examined  to  avoid  all  active  muscular  tension  in  the  leg,  especially  in  the 
extensor.  If  we  examirre  patients  who  are  not  in  bed,  we  can  test  the  patellar  re- 
flex by  making  the  patient  cross  the  leg  to  be  tested  over  the  other,  and  by  shr  v- 
ing  the  patellar  tendon  as  the  leg  hangs  loose  ; but  it  seems  to  us  more  corr- 
venient  to  direct  the  patient  to  extend  the  leg  until  it  forms  an  obtuse  aiigle  wrth 
the  thigh  with  the  opening  of  the  angle  below.  If  the  sole  be  set  fully  on  the 
floor  the  extensor  cruris  is  made  tense  in  this  position,  and  we  can  very  easily  and 
plainly  excite  the  contraction  of  the  quadriceps  by  striking  the  patellar  tendon. 
If  the  patellar  reflex  he  weak  and  hard  to  detect,  we  should  try  tlie  proceeding  a 
vised  by  Jendraissik,  which  consists  in  testing  the  reflex  while  the  patient 
the  two  hands  together,  and  tries  with  all  his  strength  to  pull  them  apart.  By  this 
ingenious  tension  of  the  muscles  of  the  upper  extremities  the  muscles  of  the  legs 
are  probably  greatly  relaxed,  while  any  voluntary  innervation  is  avoided,  and 
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thus  is  explained  the  increase  of  the  reflex,  which  is  often  pronounced.  If  by 
the  help  of  this  “ Jendrassik’s  test  ” no  reflex  is  to  be  elicited,  we  may  regard  it 
as  absent. 

The  second  important  tendon  reflex  to  be  provoked  in  the  lower  extremity  is 
the  Achilles’  tendon  reflex.  If  we  give  to  the  foot  of  the  person  examined  a pas- 
sive position  of  slight  dorsal  extension,  so  that  the  tendo  Achillis  is  a little  tense, 
and  then  strike  the  tendon  a quick  blow,  a marked  contraction  of  the  gastrocne- 
mius follows.  Under  normal  conditions  this  reflex  is  often  absent.  Where  the 
tendon  reflexes  are  abnormally  increased,  however,  it  is  very  vigorous,  and  then 
we  can  very  often  produce  it  in  the  following  especially  characteristic  manner. 
If  we  make  a sudden,  short,  vigorous,  passive,  dorsal  extension  of  the  fool,  the  tendo 
Achillis  is  suddenly  made  tense,  and  thus  is  irritated  mechanically.  As  a result 
of  this,  there  is  a reflex  plantar  flexion  of  the  foot.  If  now,  by  persistent  passive 
dorsal  extension  of  the  foot,  the  tendo  Achillis  is  again  made  tense,  there  follow 
by  turns  new  plantar  and  dorsal  movements  of  the  foot,  so  that  the  foot  is  thus 
put  into  a vigorous  tremor.  This  symptom,  which  can  only  exceptionally  be  pro- 
voked in  healthy  persons,  is  termed  ankle  clonus  (foot  clonus),  or  “ foot  phenom- 
enon” (Westphal).  W’^here  there  is  a very  great  inci’ease  of  the  tendon  reflexes 
the  tremor  is  sometimes  not  confined  to  the  foot,  but  the  whole  leg  falls  into  a 
vigorous  clonus,  a symptom  which  was  once  given  the  unsuitable  name  of  spinal 
epilepsy.  We  can  also  obtain  the  patellar  reflex  in  the  form  of  a clonus  if  we 
pull  the  patella  firmly  down  with  the  finger  and  force  it  downward  by  a sudden 
blow  on  the  finger. 

The  two  symptoms  described— the  patellar  reflex,  and  the  Achilles’  tendon  reflex 
or  foot  phenomenon — are  practically  the  most  important,  and  ai’e  the  most  often 
tested,  but  they  are  by  no  means  the  only  reflexes  in  the  lower  extremity.  Besides 
the  reflexes  from  the  special  tendons,  we  also  frequently  obtain  muscular  contrac- 
tions by  striking  the  periosteum  and  the  fasciae,  which  have  been  termed  the  peri- 
o.steal  and  fascia  reflexes.  Thus  a contraction  in  the  quadriceps  often  follows  a 
blow  on  the  anterior  surface  of  the  tibia.  We  also  see  contractions  frequently  in 
the  adductors  of  the  thigh  on  striking  the  internal  condyle  of  the  femur,  contrac- 
tions in  the  muscles  of  the  posterioi*  aspect  of  the  thigh  in  striking  the  calves,  etc. 

Under  normal  conditions  the  tendon  reflexes  in  the  upper  extremities  are  often 
insignificant  or  entirely  absent,  but  where  the  irritability  is  abnormally  increased 
we  see  even  here  the  most  various  and  vigorous  reflexes.  The  most  important 
and  most  constant  are  the  periosteal  rellexes  in  the  supinator  longus,  biceps,  and 
deltoid,  from  a blow  on  the  lower  end  of  the  radius  and  ulnar,  and  also  the  tendon 
reflex  in  the  biceps  from  a blow  on  the  biceps  tendon  at  the  elbow- joint,  or  in  the 
triceps  from  a blow  on  the  triceps  tendon  above  the  olecranon.  A peraistent  clonus 
m the  hand  upon  passive  volar  flexion  sometimes  occurs,  but  it  is  rare. 

In  many  places  in  the  special  chapters  we  shall  go  more  fully  into  the  exact 
conditions  and  diagnostic  significance  of  the  tendon  reflexes.  We  shall  see  that 
the  absence  of  tendon  reflex  is  characteristic  of  certain  s])inal  diseases,  such  as 
poliomyelitis  and  tabes  dorsalis,  and  also  of  most  peripheral  paralyses  (traumatic 
paralyses  and  neuritis).  We  see  an  abnormal  increase  of  tendon  reflex  in  manv 
tees  of  tbe  cord  especially  in  that  form  of  spinal  paralysis  which  is  termed 
• pastic  spinal  paralysis,  and  vei-y  often,  too,  in  cerebral  paralyses.  The  increase 

infl.r  probably  always  due  to  a disapiiearance  of  certain 

niliiences  which  normally  inhibit  the  reflex. 

assumed  the  reflex  nature  of  the  symptom 
shared  bv^"'  T'  a.s  certain-a  theory  first  iiropounded  by  Erb,  and  now 

mciiM  / ? ""  ‘I'c  f?'-'^nnd  of  many  clinical  and  experi- 

cntal  facLs-we  can  not  conceal  the  fiuit  that  the  reflex  nature  of  the  phenomena 
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in  question  is  not  recognized  by  another  party,  headed  by  Westphal.  West- 
phal  holds  the  “tendon  phenomena”  to  be  the  result  of  a direct  mechanical  irrita- 
tion of  the  muscle  provoked  by  the  jai’ring  or  stretching  of  the  muscle.  Since, 
however,  careful  experimental  investigations,  rex^eatedly  performed,  have  of  late 
almost  without  exception  decided  in  favor  of  the  reflex  nature  of  the  phenomena 
in  question,  and  since  many  clinical  facts,  such  as  the  occurrence  of  contractions 
in  distant  muscles,  crossed  contractions,  etc.,  can  be  explained  only  in  this  way,  we 
will  hold  in  the  sequel  to  the  term  “ tendon  reflex.” 

" Mechanical  Muscular  Irritability  and  Paradoxical  Contraction.— In  addition  to 
the  description  of  tendon  reflexes  we  must  make  brief  mention  here  of  two  symp- 
toms which  must  also  be  considered  in  the  examination  of  nervous  jjatients. 
“ Direct  mechanical  irritability  of  the  muscles  ” is  shown  by  the  occurrence  of 
contractions  from  a direct  blow  on  the  belly  of  the  muscle,  in  which,  of  course,  we 
can  not  definitely  separate  the  direct  muscular  irritation  from  some  mechanical 
irritation  of  the  muscular  nerves.  Sometimes  the  muscular  contraction  is  perhaps 
also  a reflex,  arising  from  the  mechanical  irritation  of  the  fascia  di’awn  over  the 
muscle ; but  it  is  worthy  of  mention  that  in  cases  where  the  tendon  reflex  has 
wholly  disappeared,  as  in  tabes  dorsalis,  the  direct  mechanical  muscular  irrita- 
bility is  usually  retained.  The  so-called  idio-muscular  contractions  must  be  espe- 
cially distinguished.  We  see  these  most  j^lainly  if  we  give  a vigorous  blow  with 
the  ulnar  side  of  the  hand  to  the  belly  of  a muscle,  like  the  biceps.  A circum- 
scribed muscular  swelling  forms  at  the  point  struck,  and  gradually  disappears 
again.  The  test  for  mechanical  muscular  uTitability  has  not  yet  attained  any 
special  practical  importance. 

“Paradoxical  contraction”  is  the  name  which  Westphal  has  given  to  a symp- 
tom seen  especially  in  the  tibialis  anticus,  and  rarely  also  in  the  flexore  of  the  leg 
and  forearm.  It  is  when  the  foot,  after  being  put  in  passive  dorsal  extension,  re- 
mains in  this  position  even  after  the  expiration  of  a considerable  time  (several 
minutes),  and  a marked  prominence  of  the  tendon  of  the  tibialis  anticus  is  usually 
visible.  We  can  not  at  the  present  time  give  in  explanation  of  this  phenomenon, 
which  so  far  has  been  observed  in  different  spinal  and  cerebral  diseases,  multiple 
sclerosis,  paralysis  agitans,  etc. 

5.  General  Remarks  upon  the  Changes  op  Electrical  Excitability  in  the 

Motor  Nerves  and  Muscles.* 

Electricity,  since  the  investigations  of  Duchenne,  Remak,  Benedilct,  Moritz 
Meyer,  von  Ziemssen,  Brenner,  Erb,  and  others,  has  become  not  only  one  of  the 
most  prominent  therapeutic  aids  in  the  treatment  of  nervous  diseases,  but  it  also 
plays  an  extremely  important  part  in  the  examination  of  nervous  patients,  since 
the  test  of  the  electrical  excitability  of  diseased  nerves  and  muscles  gives  us  a 
large  amount  of  valuable  information  in  regard  to  diagnosis  and  prognosis. 

Every  comiilete  electrical  examination  must  be  made  with  both  currents-—the 
faradic  or  induction  current  (usually  the  secondary  current),  and  the  galvanic  or 
constant  current.  One  “indifferent”  ])ole  is  usually  put  on  the  sternum  or  the 
back  of  tbe  neck,  and  the  other  “testing”  pole  on  the  nerve  or  muscle  to  be 
tested.  The  excitement  of  the  muscle  from  the  nerve  is  called  indirect;  the  excfle- 
ment  from  placing  the  electrode  on  the  muscle  itself  (where,  of  course,  the  excite- 
ment of  the  intra-muscular  nerves  can  not  be  excluded)  is  called  direct.  Those 
points  on  the  human  body  where  the  different  nerves  and  muscles  are  most  easi^’^ 

* In  reo-ard  to  all  the  dctuils  of  electrical  diagnosis  and  elcctro-therapeutics  wo  would  refer  to  Erb’s 
“ llandbuoli  dor  Elektrotherapio.”  Leipsio,  Vogel,  1882.  [Translated  by  De  Wattevillo.  New  York: 
Win.  Wood  & Co.,  1887.] 
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accessible  to  the  electrical  excitement  are  to  be  found  in  Figs.  68  to  73,  taken  from 
Erb’s  hand-book. 

In  faradic  examination  the  rule  is  that  we  can  provoke  marked  muscular  con- 
tractions both  from  the  nerves  and  from  direct  excitement  of  the  muscles  at  the 
points  generally  accessible  to  excitement.  We  designate  the  strength  of  the  cur- 
i-ent  required  by  the  distance  between  the  two  coils  of  the  induction  apparatus 
(coil  distance,  Rollenabstmid)  at  which  the  first  minimal  contraction  of  the  muscle 
occiu-s.  On  increasing  the  current,  the  minimal  contraction  gradually  passes  into 
a vigorous  tetanic  contraction  of  the  muscles. 

Galvanic  examination  is  performed  by  the  aid  of  a “current  reverser,”  by 
which  the  testing  pole  can  be  made  either  the  negative  pole  (the  cathode  or 
zinc  pole)  or  the  positive  pole  (the  anode  or  copper  or  carbon  pole).  By  this 
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“polar  method  of  investigation”  (Brenner)  the  following  law  of  contraction  is 
ned,  which  holds  equally  for  the  normal  motor  nerves  and  for  the  muscles 
incvn  f,  current  no  noticeable  excitement  takes  place.  If  we  gradually 

wcu,^"^  /r  " weak  contraction  of  the  muscle 

wcu^  at  the  closure  of  the  cathode-that  is,  when  the  current  is  closed  so  that 

oponinl  tf  ° ^ cathode,  or  on  closing  or 

stm  ml  “ V strength  of  the  current 

closure  cathodic  closure  contractions  become  stronger,  and  the  anodic 

stromrer  >>  T””'  ic  opening  contractions  ajipear,  now  the  one  being  earlier  and 
withl  vf’'  T""  o'"  the  cathode  has  still  no  cifect.  Only 

ry  s rong  current,  in  which  the  cathodic  closure  contractions  have 
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already  become  tetanic-that  is,  they  still  persist  after  the  closure  of  the  current- 
can  we  provoke  weak  cathodic  opening  contractions.  Expressed  in  the  abbreviar 


Triceps  (long  head). 

Triceps  (internal  head). 

Ulnar. 


Flexor  carpi  ulnaris. 
Flexor  profundus  digitorum. 


Braclxialis  anticus. 

Median. 

Supinator  longus. 

Pronator  radii  teres. 

Flexor  carpi  radialis. 

Flexor  sublimis  digitorum. 

Flexor  longus  polUcis. 

Median. 

Abductor  pollicis. 

Opponens  pollicis. 

Flexor  brevis  pollicis. 

Adductor  pollicis. 


Flexor  sublimis  digitorum 
(U  and  III). 


Flexor  sublimis  digitorum 
fland  IV). 


Ulnar. 


Lumbrlcales. 


Palraaris  brevis. 


Abductor  minimi  digiti. 
Fle.vor  brevis  minimi  digiti. 
Opponens  minimi  digiti. 


(anterior 
half). 


Fig.  69. 


tions  now  in  general  use  in  electrical  diagnosis,  the  law  of  contraction  for  normal 
muscles  and  nerves  in  man  is  as  follows:* 

1.  Lowest  degree  with  weak  currents:  EaSz,  KaO — , AnS — , AnO — . 

2.  Middle  degree  with  stronger  currents : KaSZ,  KaO — , AnSz,  AnOz. 

3.  Highest  degree  with  very  strong  cm-rents:  EaSTe,  KaOz,  AnSZ,  AnOZ. 


*Ka  signifies  cathode.  An  = anode,  S = closure,  0 = opening,  z (Zuekung)  = weak  eontrnetion, 
Z = stronger  eontruotion,  Te  = tetanus.  Sometimes  the  inereasing  strength  of  the  contractions  is 
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The  variations  from  the  normal  state  seen  under  pathological  conditions  c^- 
sist  of  quantitative  and  also  of  qualitative  changes  in  the  Jaw  of  contraction.  We 
term  the  simple  increase  or  diminution  of  the  electrical  excitability  in  nerves  or 
muscles  without  simultaneous  changes  in  the  quality  and  order  of  the  occurrence 
of  muscular  conti-actions,  quantitative  changes.  The  discovery  of  increased  or 
diminished  irritability  of  nerve  and  muscle  can  be  made  most  easily  in  unilateral 
diseases,  where  we  can  compare  the  strengths  of  current  required  to  obtain  the 
minimal  contraction  on  the  diseased  and  healthy  sides  with  each  other.  If  we  are 


Dorsal  interossei,  I and  II.  j 


Triceps  (long  head). 


I Triceps  (external  head). 


Deltoid  (posterior  half). 


Radial  {musculo-spiraV). 
Brachialis  anticus. 


Supinator  longus. 
Extensor  carpi  radialis  longior. 
Extensor  carpi  radialis  hrevior. 

Extensor  communis  digitorum.  -j 
Extensor  indicis. 

Extensor  ossis  metacarpi  pollicis. 
Extensor  primi  internodii  pollicis. 


Abductor  minimi  digiti. 

) Dorsal  interossei, 

( III  and  IV. 


carpi  ulnaris. 
Supinator  brevis. 


minimi  digiti. 
Extensor  indicis. 


Extensor  secundi  internodii 
pollicis. 


Fiq.  to. 


dealing  with  bilateral  or  general  diseases  this  is  much  harder  to  make  out.  We 
must  then  draw  our  comparisons  from  the  conditions  of  excitability  in  normal 
individuals,  where  the  different  obstacles  to  conduction  can  be  carefully  estimated 
by  the  aid  of  a galvanometer,  or  by  comparing  the  excitability  of  the  nerve-trunks 
in  the  different  parts  of  the  body  with  one  another.  For  this  purpose  we  are 

abbreviated  by  the  sign.s  Z,  Z'  and  Z”.  [Many  Englisli  and  American  writers  on  electricity  use  letters 
derived  from  the  English  names.  Thus  C stands  for  cathode, closure,  and  eontruetion.  A and  O have 
the  same  meaning.  It  seems  to  us  clearer  and  conducive  to  greater  harmony  to  retain  tlio  Gennan 
abbreviations,  winch  arc  simido  and  deiinite. — Tuans.] 
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usually  content  (following  Erb’s  example)  with  comparing  the  superficial  nerves 
such  as  the  frontal,  accessory,  ulnar,  and  peroneal,  which  are  easily  excited  An 
increase  of  electrical  excitability  is  found  in  many  fresh  peripherafparalyses  and 
also  m tetany.  A diminution  of  electrical  excitability  is  found  quite  frequently  in 
bulbar  and  spinal  paralyses,  in  progressive  muscular  atrophy,  etc. 


A significant  advance  in  the  investigation  of  the  quantitative  conditions  of  ex- 
citability has  been  rendered  possible  by  the  introduction  of  the  “absolute  galvanom- 
eter” (Hirschmann,  Edelmann,  etc.),  by  which  the  strength  of  the  current  can  be 
read  off  directly  in  milliamperes.  By  extensive  investigations  on  healthy  persons 
Stintzing  has  found  certain  limits  within  which  the  normal  excitability  of  the 
different  nerves  varies.  Deviations  from  these  figures  above  or  below  accordingly 
permit  us  to  recognize  an  increase  or  a diminution  of  the  galvanic  excitability. 
These  limits  are,  for  instance,  for  the  frontal  nerve,  l-2‘5  milliamperes  ; for  the 
acce.ssory  nerve,  0'l-0‘44  ma. ; for  the  ulnar  nerve  (at  a point  one  or  two  inches 
above  the  olecranon),  0'2-0'9  ma. ; for  the  peroneal  nerve,  0'2-2'0  ma.  In  these 
cases  it  is  necessary,  in  order  to  obtain  results  that  may  be  compared,  always  to  use 
electrodes  of  the  same  area  (“  unit  electrode  ” of  3 sq.  cm).*  An  accurate  measui's 
of  the  absolute  strength  of  the  faradic  current  has  not  yet  been  found.  We  tliei’e- 
fore  content  ourselves  with  the  statement  of  the  position  of  the  outer  coil  [of  the 
DuBois-Reymond  apparatus]  over  the  inner  (coil  distance.  HoUenabstand),  at 
which  the  first  perceptible  contraction  occurs.  Stintzing  foimd  as  an  average 
position  for  the  frontal  nerve,  128 ‘5  mm. ; for  the  accessory  nerve,  137  mm. ; for 


[*  This  is  Stintzing’s  unit.  Erb  has  proposed  a larger  one,  a “ normal  electrode  ” of  10  sq.  era. — K.] 
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the  uluar  nerve,  130  mm. ; and  for  the  peroneal  nerve,  115  mm.  We  must  refer 
to  the  special  works  for  further  details. 

Much  more  important,  however,  than  the  simple  quantitative  changes  of  elec- 
ti-ical  excitability  ax’e  those  not  merely  quantitative  but  also  qualitative  deviations 
from  the  normal  law  of  contraction,  which  were  first  discovered  iii  certain  forms 
of  paralysis  by  Baierlacher  in  1859,  and  were  soon  generally  confirmed.  Erb  has 
given  these  the  name  of  the  “ reaction  of  degeneration,”  because  they  are  closely 
connected  with  the  progress  of  certain  anatomical  changes  in  the  paralyzed  mus- 
cles and  nerves. 

In  order  to  make  the  relations  of  the  reaction  of  degeneration  clear,  let  us 
select  as  an  example  any  fresh  peripheral  paralysis  and  follow  the  changes  in 
excitability  to  the  two  currents  in  the  nerves  and  muscles.  In  a short  time  (two 
or  three  days)  after  the  onset  of  the  paralysis  a gradually  increasing  decline  in  the 
faradic  and  galvanic  excitability  in  the  nerve  begins.  After  one  or  two  weeks 


prLX  f completely  lost,  so  that  from  the  nerve  we  can  no  longer 
Starcnr^  T contraction  with  the  strongest  faradic  or  con- 

thTfa^X  Tn"  excitability  of  the  paralyzed  muscles  to 

poured  Tl.o  also  rapidly  diminished,  and  finally  has  wholly  disai> 

Pcaied.  The  case  is  quite  dilterent  with  direct  galvanic  excitement  of  the  mus- 
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cles.  Here  we  find  at  first  a slight  diminution,  which  in  the  second  week  passes 
to  a decided  increase  of  the  galvanic  muscular  excitability.  We  now  obtain 
marked  muscul^  contractions  with  relatively  very  weak  currents.  Besides  that 
two  other  very  important  peculiarities  are  to  be  noted:  1.  The  muscular  contrac- 
tions are  not  short  and  lightning-like,  as  under  normal  conditions,  but  they  seem 
quite  sluggish,  protracted,  “worm-like,”  and  often  persist  during  the  whole  dura- 
tion of  the  closure  of  the  current.  2.  The  muscular  contractions  occur  not  only 
chiefiy  at  cathodic  closure  (KaS),  as  under  normal  conditions,  but  the  anodic 


closure  contractions  are  as  strong  as  the  cathodic  closure  contractions  (KaSZ),  or 
even  plainly  exceed  them.  The  cathodic  opening  contraction  (KaOZ)  is  also  fre- 
quently stronger.  3.  It  may  also  be  mentioned  here  that  the  mechanical  hrita- 
bility  of  the  muscles  in  such  cases  is  usually  increased. 

This  second  degree  of  the  reaction  of  degeneration  lasts  from  four  to  eight 
weeks.  If  the  paralysis  be  .severe  and  long  continued,  or  incurable,  at  the  end  of 
this  period  comes  a decline  of  the  galvanic  muscular  excitability.  The  contractions 
become  weaker,  the  strength  of  current  necessary  to  produce  them  greater,  and, 
finally,  in  incurable  cases,  even  with  the  strongest  currents,  we  can  obtain  only 
a little  slow  anodic  closure  contraction,  or  none  at  all.  It  is  different,  however,  in 
the  milder,  curable  cases.  In  these  the  passage  to  the  normal  condition  gradually 
follows  either  the  increase  of  the  galvanic  muscular  excitability,  or,  in  more  pro- 
tracted cases,  its  secondary  decline.  The  contractions  become  more  vigorous  and 
shorter,  the  cathodic  closure  contraction  (KaSZ)  again  predominates,  the  faradic 
muscular  excitability  and  the  faradic  and  galvanic  excitability  of  the  nerves 
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finally  return,  and  with  them  the  old  normal  conditions  are  restored.  A fact  to  be 
Served  in  these  cases  is  of  great  interest,  namely,  that  the  voluntary  motion  m 
such  cases  often  returns  decidedly  earlier  than  the  electrical  excitability  of  the 
peripheral  nerves.  We  see,  then,  that  a diseased  nerve  may  be  capable  of  con- 
ductino-  irritations  coming  from  the  brain,  while  the  taking  up  of  irrhation,  its 
direct  excitability,  is  still  completely  lost.*  In  such  cases  we  can  obtain  a mus- 
cular contraction  by  electrical  in-itation  of  the  nerve  above  the  point  of  lesion. 

Besides  the  complete  reaction  of  degeneration  just  described,  there  is  also  a so- 
called  partial  reaction  of  degeneration,  which  is  not  infrequent  in  milder  cases. 
This  may  show  itself  in  several  forms,  but  it  is  chiefly  when  the  diminution 
of  the  faradic  and  galvanic  excitability  in  the  nerves  and  the  diminution  of 
fai-adic  excitability  in  the  muscles  is  only  of  a slight  degree,  while  the  character- 
istic changes  in  the  direct  galvanic  excitement  of  the  muscles— increased  excita- 
bility, slow  contractions,  and  predominance  of  anodic  closure  contractions— are 
fully  developed.  In  some  cases  the  occurrence  of  slow  contractions  on  faradic 
excitement  of  nerves  and  muscles  has  lately  been  observed— “ faradic  reaction  of 
degeneration.”  In  the  course  of  atrophic  paralyses  we  often  see  that  the  different 
varieties  of  reaction  of  degeneration  pass  into  one  another  as  the  process  advances 
or  improves  tStintzing).  . , . n-n 

Anatomical  Changes  of  the  Nerves  and  Muscles  in  the  Reaction  of  Degenera- 
tion ; its  Significance  in  Diagnosis  and  Prognosis.— As  we  have  seen  on  page  538, 
all  paralyses  may  be  divided  into  two  great  groups — into  atrophic  paralyses,  and 
paralyses  without  marked  atrophy  of  the  affected  muscles.  We  have  learned  to 
recognize  the  necessary  hypothesis  of  the  “ trophic  ” influence  of  the  ganglion- 
cells  in  the  anterior  cornua  of  the  spinal  cord  as  the  foundation  of  this  distinction. 
In  all  cases  where  the  disease  affects  these  ganglion-cells,  or  is  situated  in  the 
peripheral  nerves,  so  that  the  trophic  influence  of  the  ganglion-cells  on  the  mus- 
cles can  no  longer  be  of  influence,  we  have  a degenerative  atrophy  of  the  periph- 
eral portion  of  the  neiwe,  and  of  the  muscle  belonging  to  it.  This  degenerative 
atrophy  is  the  anatomical  cause  of  the  symptoms  of  the  electrical  reaction  of  de- 
genei’ation. 

If  we  have  to  do  with  a peripheral  paralysis,  such  as  a traumatic  lesion  of  a 
nerve-tnink,  the  portion  of  the  nerve  peripheral  to  the  point  of  lesion  is  separated 
from  its  “trophic  center”  in  the  cord,  and  begins  to  undergo  secondary  degenera- 
tion. The  first  anatomical  sign  of  the  degeneration  is  a breaking  down  of  the 
medullary  sheath  into  large  and  small  flakes  and  drops.  The  axis  cylinder  is  also 
soon  destroyed,  so  that  the  sheath  of  Schwann  Anally  incloses  only  homogeneous 
fluid  contents,  which  are  in  great  part  rapidly  absorbed.  At  the  same  time  there 
is  an  increase  of  the  nuclei  in  the  sheath  of  Schwann,  and  this  increase,  when  the 
process  is  long  continued,  leads  to  a decided  increase  of  the  interstitial  connective 
tissue  in  the  nerve.  The  diminution  and  final  loss  of  electrical  irritability  in  the 
nerve  are  perfectly  parallel  to  these  anatomical  changes,  as  we  can  easily  under- 
stand. 

The  degeneration  of  the  nerve  involves  its  finest  terminal  branches  in  the 
muscles;  but  the  rnu.scle  itself  does  not  remain  unchanged.  The  muscular  fibers 
undergo  a marked  atrojiliy.  They  become  much  smaller,  their  transverse  striation 
is  less  distinct,  and  they  show  in  part  a fatty  and  “ granular  ” degeneration  of  their 
contents.  The  motor  end-plates  of  the  ueiwes  in  the  muscles  are  spared  for  a com- 

* Tills  is  also  connectcil  witli  tlio  repeated  observations  by  Erb,  Henihardt,  and  othoi-s,  that  in 
lesions  of  peripheral  nerves,  and  perlia])s  also  in  spinal  diseases,  reaetion  of  degeneration  ean  some- 
times bo  made  out  even  in  those  niuscles  which  show  no  essential  limitation  of  their  voluntary  mohil- 
>tj.  In  those  cases  the  electrical  examination  points  to  tincr  anatomical  disturbances  which  liavo  not 
led  to  the  loss  of  voluntary  excitability. 
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paratively  long  time,  and  they  disappear  only  when  the  degeneration  of  the  mus- 
cles has  reached  the  highest  degree.  In  regeneration,  however,  the  end-plates  are 
already  completely  restored  at  a time  when  the  nerve-fibers  themselves  are  still 
found  desti’oyed  (Gessler).  Some  fibers  show  that  peculiar  yellow  homogeneous 
character  which  we  call  “ waxy  degeneration.”  In  addition  to  this,  there  is  a con- 
siderable increase  of  the  muscular  nuclei,  and  in  the  later  stages  a great  new 
growth  of  interstitial  connective  tissue,  often  associated  wdth  a marked  deposit  of 
fat.  These  muscles,  thus  altered,  now  react  only  to  the  galvanic  current,  and  in 
the  manner  above  described.  The  particular  cause  of  this  remarkable  fact  is,  of 
course,  still  completely  unknown  to  us. 

In  the  incurable  cases  the  processes  of  degeneration  just  described  gx-adually 
advance,  but,  in  the  cases  that  recover,  a number  of  processes  of  regeneration  begin 
sooner  or  later.  We  can  not  here  go  into  the  finer  details,  which  are  still,  in  many 
respects,  the  subject  of  controversy;  but  it  is  certain  that  new  nervous  and  muscu- 
lar fibers  are  formed,  and  that,  hand  in  hand  with  the  anatomical  processes  of 
regeneration,  first  the  voluntary  motion,  and  later  the  electrical  excitability  of  the 
paralyzed  parts,  gradually  return  again. 

The  same  anatomical  changes,  w'hich  we  have  just  described  as  a secondary 
degeneration  in  lesions  of  the  peripheral  motor  nerves,  also  develop,  if  the  primary 
disease  has  its  seat  in  the  anterior  cornua  of  the  gray  matter  of  the  spinal  cord — 
that  is,  in  the  tj’ophic  centers  themselves.  In  these  cases,  of  course,  the  form  of  the 
disease  has  nothing  to  do  with  it.  Both  in  the  different  forms  of  inflammation 
and  of  primary  atrophy,  and  also  in  new  growths,  which  affect  the  anterior  gray 
matter  of  the  cord,  a secondaiy  degeneration,  with  pronounced  reaction  of  degen- 
eration, develops  from  the  anterior  roots  of  that  portion  of  the  cord  affected  to 
the  ends  of  the  peripheral  nerves,  and  even  to  the  cori;esponding  muscles.  We 
shall  also  learn  to  recognize  a number  of  primary  degenerations  of  the  peripheral 
nerves,  such  as  primary  neuritis,  diphtheritic  and  toxic  paralyses,  etc.,  which  like- 
wise show  the  same  anatomical  changes,  and  likewise  give,  as  a result  of  these,  elec- 
trical reaction  of  degenei'ation.  In  all  cerebral  paralyses,  however,  and  in  those 
spinal  paralyses  where  the  cause  of  the  paralysis  is  situated  above  the  part  of  the 
anterior  gray  cornua  concerned,  the  degenerative  atrophy,  and  also  the  reaction 
of  degeneration,  are  entirely  wanting. 

We  thus  see  that  the  reaction  of  degeneration,  in  regard  to  diagnosis,  at  once 
permits  us  to  decide  that  the  disease  is  situated  in  the  gray  matter  of  the  cord, 
or  in  the  peripheral  nerves.  It  does  not  permit  any  further  distinction.  In  regard 
to  prognosis,  it  teaches  us  that  anatomical  changes  have  taken  place  in  the  nerves 
and  muscles,  from  which  a restoration  is  still  very  possible,  hut  at  all  events  it  can 
take  place  only  after  the  lapse  of  a longer  time,  at  least  two  or  three  months.  We 
will  soon  learn  to  recognize  a number  of  mild  peripheral  paralyses  in  which  there 
is  generally  no  reaction  of  degeneration.  From  the  absence  of  reactioji  of  degen- 
eration we  can  then  draw  the  conclusion,  'with  certainty,  that  no  coarse  anatom- 
ical changes  arc  present  in  the  nerve,  and  that  we  may  expect  after  the  trouble  a 
much  more  rapid  recovei’y,  perhaps  in  three  or  four  weeks.  The  partial  I’eaction 
of  degeneration,  above  mentioned,  is  also  an  important  symptom  in  regard  to 
prognosis.  It  shows  that  severe  anatomical  changes  have  taken  place  in  the  mus- 
cles but  not  in  the  nerves,  and  hence  it  always  permits  a more  favorable  prognosis 
as  to  time  than  ifi  the  cases  with  complete  reaction  of  degeneration. 
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the  different  forms  of  peripheral  paralysis. 

1.  Paralysis  of  the  Ocular  Muscles. 


iEtiology.-The  largest  part  of  all  the  ocular  pai’alyses  afse  from  affections 
which  involve  either  the  peripheral  nerves  or  their  nuclei  in  the  brain-stem, 
accordingly  make  a distinction  ^tween  peripheml  and 


ocular  muscles.  As  we  shall  take  up  the  latter  more  fully  in  the  description  of 
chronic  bulbar  paralysis,  we  have  here  to  mention  only  the  most 
most  frequent  causes  of  the  peripheral  ocular  paralyses.  These  are  as  follows 

1.  TrLmatic  injuries,  which  directly  affect  the  nerve-timnks  or  their  branches : 
blows  on  the  eye,  knife-stabs,  fractures  of  the  skull  involving  the  orbit  or  the  base 

of  the  skull,  and  the  like.  . .x,  • • i 

2.  Compression  of  the  nerves  from  morbid  processes  in  their  neighboihoo  . 

Tumors  of  the  base  of  the  skull,  especially,  very  often  lead  to  ocular  paralyses. 
Periostitis  at  the  base  of  the  skull  or  in  the  orbit  may  also  cause  similar  symptoms, 
and  so  do  syphilitic  diseases  of  the  nerves  and  their  surroundings,  the  meninps  or 
periosteum,  aneurisms  of  the  basilar  artery,  acute  or  chronic  meningitis  in  its  dif- 
ferent forms,  etc.  In  all  these  cases  we  usually  have  to  do  with  a pure  mechanical 
compression  of  the  affected  nerves  by  the  morbid  new  growths  in  their  immediate 
vicinity.  More  rarely  the  pathological  process  directly  invades  the  nerves  them- 

S6lV6S. 

3.  The  so-called  rheumatic  ocular  paralyses  are  quite  common.  These  arise 
after  some  decided  exposure  to  cold,  such  as  a draught  from  an  open  window,  and 
are  in  all  probability  very  largely  of  a peripheral  nature.  They  depend,  as  is 
supposed,  upon  an  acute  neuritis  of  the  affected  nerve,  and  lienee  are  to  be  re- 
garded as  completely  analogous  to  the  other  rheumatic  paralyses,  lilte  rheumatic 
facial  paralysis.  Among  the  “ rheumatic  paralyses  ” we  usually  class  the  paraly- 
ses which  apparently  come  on  spontaneously  and  completely  recover,  for  which 
no  other  special  cause  can  be  made  out. 

4.  The  ocular  paralyses  that  sometimes  arise  after  certain  acute  diseases  are 
also  of  a peripheral  nature,  and  are  due  to  a degenerative  neuritis  of  the  affected 
nerves.  They  are  most  frequent  as  a result  of  diphtheria,  and  are  much  more 
rare  in  typhoid,  acute  rheumatism,  etc.  Of  chronic  diseases,  diabetes  mellitus  may 
sometimes  give  rise  to  ocular  paralyses,  especially  to  paralysis  of  accommodation. 

A fuller  account  of  the  very  impoi’tant  ocular  pai-alyses  in  tabes  dorsalis  will 
be  found  in  the  description  of  that  disease. 

Symptoms. — Since  we  must  refer  to  the  text-books  of  ophthalmology  in  regard 
to  the  more  precise  symptomatology,  and  the  moi’e  special  methods  of  ophthalmic 
investigation,  we  will  here  give  only  a brief  review  of  the  chief  symptoms  of  ocu- 
lar paralyses  which  are  important  in  nervous  pathology. 

The  disturbance  in  the  mobility  of  one  eye  is  noticed  by  the  patient  himself 
from  the  appearance  of  double  images — double  vision,  or  diplopia.  These  arise 
because,  on  looking  to  one  side,  the  eye  on  the  paralyzed  side  can  not  be  brought 
into  the  corresponding  position,  and  consequently  the  retinal  images  no  longer 
fall  upon  the  same  spots.  In  pathological  convergence  of  the  visual  a.xes  homolo- 
gous double  images  arise,  in  i)athological  divergence  crossed  images — that  is,  in 
the  first  case,  on  closing  one  eye,  the  image  disappears  on  the  same  side,  in  the 
second  case  it  disappears  on  the  opposite  side.  By  alternately  fixing  the  gaze  on 
one  or  the  other  of  two  fingers  held  in  line  with  each  other,  and  by  regarding  the 
disappearance,  on  closing  one  eye,  of  the  double  image  of  the  finger  not  fixed,  we 
can  easily  demonstrate  this  on  ourselves.  If,  then,  crossed  double  images  arise. 
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for  example,  on  looking  to  the  right,  we  must  have  a divergent  strabismus — that 
is,  an  imperfect  function  of  the  left  internus;  but  if  there  are  homonymous 
double  images,  there  must  be  a convergent  strabismus,  and  consequently  a weak- 
ness in  the  right  ahducens.  It  makes  it  much  easier  to  test  the  double  images  if 
w'e  put  a colored  glass  before  one  of  the  patient’s  eyes.  False  projections  of  the 
visual  field  arise,  as  a result  of  the  double  images  and  of  the  abnormal  strength  of 
innervation  which  the  patient  exerts,  so  that  the  patient’s  judgment  of  the  position 
of  external  objects  is  uncertain.  In  the  more  extensive  ocular  paralyses  this  often 
leads  to  a pronounced  feeling  of  dizziness.  In  order  to  avoid  this  unpleasantness 
many  patients  confine  themselves  to  monocular  vision,  close  the  affected  eye,  or 
put  their  heads  in  a position  to  avoid  the  double  images. 

Physical  examination  gives  the  following  results,  according  to  the  extent  of 
the  paralysis; 

In  complete  paralysis  of  one  oculo-motor  nerve  (the  levator  palpebrae  superioris, 
the  superior,  inferior,  and  internal  recti,  the  inferior  oblique,  the  sphincter  of  the 
iris,  and  the  ciliary  muscle)  the  first  thing  that  is  noticed,  besides  the  disturbance 
in  the  movements  of  the  eye,  is  the  more  or  less  complete  drooping  of  the  upper 
lid — ptosis.  If  we  ask  the  patient  to  follow  with  his  eyes  the  motion  of  any 
object,  like  the  finger,  held  before  him,  keeping  his  head  still,  we  notice  at  once 
that  the  affected  eye  does  not  move  upward,  downward,  or  inward.  The  pupil  is 
dilated  (mydriasis)  and  no  longer  contracts  to  light.  Accommodation  is  lost,  and 
distinct  vision  for  near  objects  is  impossible.  As  a rule,  the  whole  eye  seems 
rather  prominent  (paralytic  exophthalmus),  because  the  backward  traction  of  the 
recti  is  very  largely  absent.  In  old  oculo-motor  paralysis  there  is  often  a second- 
ary contracture  in  the  unparalyzed  external  rectus  (and  superior  oblique),  by 
which  the  eye  is  persistently  drawn  outward.  Partial  oculo-motor  paralyses  are 
not  infrequent,  especially  isolated  ptosis,  isolated  paralysis  of  the  internal,  inferior, 
or  superior  rectus,  or  isolated  paralysis  of  accommodation,  and  they  may  usually 
be  easily  recognized  from  what  has  been  said. 

Paralysis  of  the  abducens  is  characterized  by  the  inability  to  move  the  external 
rectus.  The  eye  can  no  longer  he  moved,  or  it  can  be  moved  only  imperfectly, 
outward  beyond  the  median  line.  In  old  paralysis  the  eye  is  drawn  inward  from 
a secondary  contracture  of  the  internal  rectus,  and  convergent  strabismus  arises. 
Paralysis  of  the  abducens  may  be  isolated,  bilateral,  or  combined  with  other  ocu- 
lar paralyses. 

Paralysis  of  the  trochlear  nerve,  the  superior  oblique  muscle,  is  not  perfectly 
easy  to  recognize;  but  it  is  rarely  of  special  practical  importance.  The  action 
of  the  superior  oblique  coincides  with  that  of  the  inferior  rectus.  The  paralysis 
of  the  former,  therefore,  is  soonest  recognized  by  the  retardation  of  the  eye  in 
movements  downward  and  also  inward,  and  sometimes  by  the  failure  of  the  eye 
to  revolve,  which  rotation  normally  takes  place  on  looking  downward,  and  is 
due  to  the  superior  oblique  muscle.  Tliis  latter  movement  takes  place  in  each  eye 
inward,  toward  the  nose,  about  a sagittal  axis,  in  such  a way  that  the  left  eye  is 
turned  from  the  left  and  up  to  the  left  and  downward,  and  the  right  eye  from 
the  right  and  up  to  the  right  and  downward.  In  regard  to  diagnosis  it  is  also 
characteristic  that  the  double  images  in  trochlear  paralysis  appear  only  in  the 
lower  half  of  the  field  of  vision,  and  especially  on  looking  downward.  Hence  it 
happens  that  the  disturbance  of  vision  is  especially  manifest  in  going  up  or  down 
S^cXl  PS 

Finally,  we  must  mention  a symptom  to  be  observed  in  almost  every  ocular 
paralysis— the  so-called  secondary  deviation  of  the  healthy  eye.  If,  after  the 
sound  eye  has  been  covered,  we  have  the  paretic  eye  fix  itself  upon  a point  which 
it  can  not  reach  at  all,  or  which  it  can  reach  only  after  the  utmost  exertion,  we 
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see,  when  the  covering  hand  is  taken  away  from  the  sound  eye,  that  the  latter 
has  been  moved  much  too  far  in  the  corresponding  direction.  The  abnormal 
exertions  of  inneiwation  with  the  affected  eye,  somewhat  after  the  analogy  of 
certain  associated  movements,  pass  over  to  the  associated  muscle  of  the  healthy 
side  and  cause  in  it  too  extensive  a contraction. 

The  following  must  be  added  in  regard  to  the  separate  forms  of  ocular  paraly- 
sis: Rheumatic  ocular  paralysis  affects  the  abducens  most  frequently,  and  not 
infrequently  the  oculo-motor  or  one  of  its  branches,  as  in  isolated  ptosis.  A case 
observed  by  us  a short  time  ago  is,  at  any  rate,  rare,  in  which  exposure  to  severe 
cold  had  been  followed  by  a complete  paralysis  of  all  the  muscles  of  the  right 
eye,  with  complete  ptosis,  and  almost  absolute  immobility  of  the  eye  in  any  direc- 
tion. The  rheumatic  ocular  paralyses  are  almost  always  acute  in  their  onset,  and 
they  are  often  during  the  first  period  associated  with  sensations  of  pain  about  the 
eye  and  in  the  head.  Vomiting  (of  reflex  origin  ?)  is  also  not  rai’e  at  the  beginning 
of  the  affection.  The  course  of  most  cases  is  favorable,  since  they  usually  com- 
pletely recover  in  a few  weeks,  though  sometimes  not  for  months.  In  some  cases 
the  pai’alysis  may  remain  stationary.  The  diphtheritic  ocular  paralyses  usually 
appear,  like  the  other  diphtheritic  paralyses,  a week  or  two  after  the  termination 
of  the  disease.  They  most  frequently  affect  the  muscles  of  accommodation,  so  that 
the  patient  complains  chiefly  of  indistinct  vision  for  near  objects ; but  we  some- 
times see  paralyses  of  the  external  ocular  muscles  also,  the  abducens  or  the  inter- 
nal rectus.  The  prognosis  of  chphthei’itic  paralyses  is  almost  invariably  favor- 
able. Finally,  we  must  mention  here  the  “periodical  oculo-motor  paralysis,”  to 
which  Mobius  and  others  have  lately  called  attention,  and  whose  nature  is  still 
almost  wholly  inexplicable.  In  the  cases  of  this  sort  repeated  paralyses  of  one 
oculo-motor  nerve,  often  associated  with  headache  and  vomiting,  just  as  in  mi- 
graine, come  on  at  longer  or  shorter  intervals  (in  women  sometimes  at  the  men- 
strual period)  in  the  same  individual,  who  has  often  had  them  since  childhood. 
The  individual  attack  sometimes  lasts  only  a few  days,  but  often  some  weeks. 
The  attacks  usually  become  gradually  more  severe  later  on. 

Nothing  generally  applicable  can  be  said  as  to  the  course  and  prognosis  of  the 
other  forms  of  ocular  paralyses,  since  in  them  everything  depends  upon  the  form 
of  the  underlying  disease. 

Treatment.  In  regard  to  the  fulfillment  of  any  possible  causal  indication  we 
must  remember  especially  that  a syphilitic  origin  of  ocular  paralysis  is  not  very 
rare.  Iodide  of  potassium  and  energetic  mercurial  inunction  may  sometimes  give 

very  good  results  in  such  cases.  Hence  these  remedies  must  also  be  tided  in 
doubtful  cases. 

Of  other  remedies  galvanic  treatment  gives  the  speediest  relief.  We  pass  weak 
currents  transvei-sely  through  the  temples,  or,  what  is  usually  better,  put  the  anode 
to  the  back  of  the  neck  and  apply  the  labile  cathode  to  the  closed  eye,  especially 
to  the  region  corresponding  to  the  paralyzed  muscles.  Great  caution,  weak  cur- 
ents,  and  the  avoidance  of  any  great  variations  in  the  currents  are  of  course 

P>’eparations  of  strychnine  internally,  or,  better, 

^ V to  special  treatises  with 

rnera?;^  ""  correction  of  the  double  images  by  prismatic  spectacles,  or  in  regard  to 
operations,  such  a.s  tenotomy,  that  are  sometimes  performed. 

2.  Paralysis  op  the  Motor  Branch  of  the  Trigeminus. 

{Itu-alyHs  of  the  MuHclat  of  ad  i cat  ion.) 

by  ‘’'i  Tnastication,  the  rnasseters  and  temporals,  supplied 

seenTn  d trigeminus,  is  a rare  affection.  It  is  most  fi’equently 

s of  the  base  of  the  skull  which  compress  the  motor  branch  of  the 


558 


DISEASES  OF  THE  NERVOUS  SYSTEM. 


fifth.  We  shall  also  learn  later  on  to  recognize  paralysis  of  the  muscles  of  mas- 
tication as  a rare  symptom  of  chronic  hulbar  affections. 

The  chief  symptom  of  motor  paralysis  of  the  trigeminus  is  the  difhculty  or 
impossibility  of  chewing.  In  unilateral  paralysis  the  patient  can  chew  only  on 
the  healthy  side ; in  bilateral  paralysis  he  can  no  longer  chew  at  all.  The  lower 
jaw  hangs  loosely  down  and  can  also  no  longer  he  moved  sideways,  from  the 
co-existing  paralysis  of  the  pterygoids.  There  are  often  sensory  disturbances  in 
tlie  distribution  of  the  trigeminus  at  the  same  time. 

The  prognosis  and  treatment  depend  upon  the  primary  disease.  Local  faradi- 
zation or  galvanization  of  the  pai’alyzed  muscles  is  to  be  tried. 


3.  Facial  Paralysis. 


{Mimetic  Facial  Paralysis.  PelVs  Palsy.) 


etiology.— Facial  paralysis  is  one  of  the  commonest  peripheral  paralyses,  as 
we  can  imderstand  from  the  exposed  position  of  the  nerve  and  its  course  through 
the  nai’row  Fallopian  canal.  The  most  important  causes  of  it  are  : 1.  Exposure 
to  cold,  draughts,  sleeping  by  an  open  window,  riding  in  the  cars  with  the  win- 
dow open,  etc.  The  paralyses  arising  in  this  way  are  termed  “ rheumatic,”  and  we 
also  include  in  this  class  those  peripheral  paralyses  which  are  appai’ently  spon- 
taneous— that  is,  those  without  any  marked  exposure  to  cold  that  can  be  dis- 
covered. In  all  these  cases  we  probably  have  to  do  with  a neuritis  of  the  nerve- 
trunk,  which  comes  on  in  a way  as  yet  unknown.  [In  a recent  autopsy  of  a case 
of  so-called  “ rheumatic  ” facial  paralysis,  Miukowsld  found  a simple  degenerative 
parenchymatous  neui’itis,  without  any  swelling  of  the  nerve  sheath  or  increase 
of  connective  tissue. — K.]  2.  Diseases  of  the  middle  ear  and  caries  of  the 
petrous  bone.  As  the  facial  passes  through  the  Fallopian  canal,  which  is  in  the 

immediate  vicinity  of  the  tympanic 
cavity,  we  can  easily  understand  how, 
in  caries  of  the  petrous  hone  and  in 
purulent  affections  of  the  middle  ear, 
inflammation  may  often  invade  the 
trunk  of  the  facial,  or  how  the  facial 
may  he  compressed  hy  inflammatory 
exudations,  etc.  3.  In  rare  cases  a 
pressure  pai'alysis  of  the  facial  nerve 
arises  in  swelling  of  the  parotid  gland 
or  tumors  in  its  vicinity.  4.  Dis- 
eases of  the  base  of  the  skull  or  brain, 
tumors,  syphilitic  new  growths,  and 
acute  or  chronic  inflammations,  often 
give  rise  to  the  development  of  a fa- 
cial paralysis  hy  invasion  of  the  trunk 
of  the  facial  or  compression  of  it.  5. 
We  shall  have  to  speak  repeatedly  of 
the  frequent  implication  of  the  facial 
nerve  in  diseases  of  the  brain  and  me- 
■ dulla  in  the  following  sections. 

Symptoms  and  Course.— The  mani- 
fold character  and  different  functions 
of  the  nerves,  which  unite  in  tlie  trunk 
of  the  facial,  are  the  cause  of  the  quite 
large  array  of  symptoms  in  facial  paralysis.  The  paralysis  of  tlm  facial  muscles  of 
expression  is  the  most  striking  and  characteristic  (see  Fig.  74).  The  paralyzed  half 


Fio  74.— Right  facial  paralysis  (after  SEKiiiGMCLLEU). 
The  folds  are  smoothed  out  and  in  part  entirely  ab- 
sent on  the  paralyis^d  side,  wliile  they  are  strongly 
marlcetl  on  the  left.  The  mouth  and  nose  are  drawn 
to  the  left. 
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of  the  face  is  lax  and  expressionless,  the  wrinkles  in 

the  eye  is  abnormally  wide  open  and  waters  (epiphora),  the  naso-labial  fold  is  oblit- 
ci-ated  the  corner  of  the  mouth  droops,  and  saliva  frequently  flows  fiom  it.  T 
paralysis  becomes  still  more  marked  on  any  movement  of  the  face,  on  wrmklmg 
the  forehead,  turning  up  the  nose,  laughing,  talking,  whistling,  or  inflating  le 
cheeks  The  eye  can  he  only  partly  closed.  On  attempting  it,  the  upper  lid  sm  s 
down  from  its  weight  (a  weakening  of  the  levator  palpebrae  superioris)  the  eye  is 
turned  upward,  so  that  the  pupil  is  covered,  but  quite  a wide  space  is  left  between 
the  evelids  (lagophthalmus).  This  defective  closure  ol  the  lids  facilitates  the 
entrance  of  dust,  etc.,  into  the  eye,  and  sometimes  gives  rise  to  conjunctivitis,  or 
even  to  severer  inflammation  of  the  eye.  Speech  is  rendered  difficult  and  indis- 
tinct from  defective  movements  of  the  lips,  and  mastication  becomes  impaired 
from  the  imperfect  movement  of  the  cheeks.  In  many  cases  we  also  find  a paresis 
of  the  soft  palate  on  the  affected  side;  the  fibers  from  the  facial  pass  through  the 
superficial  petrosal  nerve  to  the  spheno-palatine  ganglion,  and  thence  to  the  soft 
palate.  It  droops  more,  and  on  phonation  the  soft  palate  is  raised  oblique  y o 
the  healthy  side.  No  general  rule  can  be  given  as  to  the  position  of  the  uvula,  as 
this  varies  verj'  much  even  under  normal  conditions. 

Disturbances  of  taste  in  the  anterior  two  thirds  of  the  tongue  have  been  repeat- 
edly found  on  the  paralyzed  side,  but  they  usually  attain  only  a slight  degree. 
They  are  explained  by  an  affection  of  the  fibers  of  the  chorda  tympani,  which  run 
for  some  distance  in  the  facial,  as  has  been  described  on  page  533.  At  the  begin- 
ning of  the  paralysis  many  patients  complain  of  subjective  sensations  of  taste. 
Later  on  the  dullness  of  taste  may  often  be  discovered  by  careful  testing.  Tactile 
sensibility  in  the  tongue  is  only  exceptionally  diminished  (sensory  fibers  in  the 
chorda?).  There  is  sometimes  a diminished  secretion  of  saliva  (fibers  in  the 
chorda),  which  produces  an  abnormal  feeling  of  dryness  in  the  patient’s  mouth  on 
the  paralyzed  side.  Disturbances  of  hearing  are  frequent,  but  they  are  usually 
due  to  some  complicating  aural  trouble  {vide  supra),  or  to  a co-existing  affection 
of  the  acoustic  nerve.  Paralysis  of  the  stapedius  muscle,  however,  sometimes 
seems  to  cause  symptoms,  including  a marked  sensitiveness  to  all  loud  sounds,  and 
even  an  abnormal  acuteness  of  hearing,  especially  for  low  notes  (hyperacusis  oxyo- 
koia).  This  symptom  is  due  to  the  fact  that  in  paralysis  of  the  stapedius  its 
antagonist,  the  tensor  tympani,  causes  a greater  tension  of  the  membrana  tym- 
pani. Reflex  movements,  winking,  etc.,  are,  of  course,  lost  in  complete  peripheral 
facial  paralysis.  For  the  special  reflexes,  which  are  often  seen  in  the  later  stages 
of  facial  paralysis,  vide  infra. 

By  testing  all  the  symptoms  described,  in  most  cases  we  can  decide  with  accu- 
racy upon  the  place  where  the  break  in  conduction  in  the  facial  must  occur.  If  we 
examine  the  accompanying  plan  of  the  facial  (Fig.  75),  devised  by  Erb,  we  can 
easily  understand  the  following  chief  symptomatic  forms  of  facial  paralysis: 

1.  Paralysis  of  the  facial  muscles;  but  taste,  secretion  of  saliva,  hearing,  and 
soft  palate  normal ; seat  of  the  affection  in  the  portion  between  1 and  2,  usually 
the  trunk  of  the  facial  below  the  Fallopian  canal. 

2.  Paralysis  of  the  facial  muscles,  disturbance  of  taste,  and  eventually  dimin- 
ished secretion  of  saliva;  but  hearing  mid  soft  palate  normal ; seat  of  the  affection 
within  the  Fallopian  canal  between  2 and  3. 

3.  Paralysis  of  the  facial  muscles,  disturbance  of  taste,  diminished  secretion 
of  saliva,  abnormal  acuteness  of  hearing;  but  soft  iialate  normal ; seat  between  3 
and  4. 

4.  Paralysis  of  the  facial  muscles,  disturbance  of  taste,  diminished  secretion  of 
saliva,  abnormal  acuteness  of  hearing,  and  paresis  of  the  soft  palate;  seat  in  the 
geniculate  ganglion  between  4 and  5. 
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6.  Paralysis  of  the  facial  muscles,  diminished  secretion  of  saliva,  abnormal 
acuteness  of  hearing,  paresis  of  the  soft  palate,  but  no  disturbance  of  taste;  seat 
above  the  geniculate  ganglion  between  5 and  6.  [Gowei-s  doubts  whether  there  be 

paralysis  of  the  soft  palate  in  le- 
sions of  the  facial  nerve.  If  it  ex- 
ist at  all  it  is  very  rare.  Conse- 
quently the  conclusions  just  given 
can  hardly  be  accepted  in  full. — K.] 
The  changes  in  electrical  ex- 
citability, and  some  other  changes, 
may  be  best  described  in  connec- 
tion with  the  course  of  facial  pa- 
ralysis. The  paralysis  usually 
begins  quite  suddenly;  less  fre- 
quently it  is  more  gradual.  Some- 
times there  are,  for  a short  time, 
subjective  prodromata,  such  as  ab- 
normal sensations  of  taste,  slight 
ringing  in  the  ears,  and  above  all 
painful  sensations  in  the  ear  and 
face,  which  symptoms  may  be  re- 
ferred to  the  beginning  of  acute 
inflammatoiy  processes  in  the 
nerve.  In  a few  cases  the  occur- 
rence of  herpes  vesicles  has  been 
observed  in  the  distribution  of  the 
affected  facial,  a condition  which 
may  be  soonest  explained,  in  ac- 
cordance with  what  was  said  on 


’5.— Schematic  representation  of  the  trunk  of  the  facial 
from  the  base  of  the  skuli  to  the  pes  anserinus.  Differ- 
ent localizations  of  the  lesion  in  paralysis.  N.f.  Facial 
nerve.  N.p.s.  Great  superficial  petrosal.  N.c.c.n.t. 
Nerve  communicating  with  the  t;pnpanic  plexus,  iv.sf. 
Stapedius.  Ch.t.  Chorda  tympani.  Gf.  Fibers  of  taste. 
Sps.  Nerve  governing  the  secretion  of  saliva.  N.a. 
Acoustic  nerve.  G.g.  Geniculate  ganglion.  F.st.  Stylo- 
mastoid foramen.  N.a.p.  Posterior  auricular  nerve. 


Fio.  75.— Schematic  representation  of  the  trunk  of  the  facial  525,  by  reference  to  the  nu- 

merous anastomoses  between  the 
branches  of  the  facial  and  those 
of  the  trigeminus. 

In  regard  to  the  further  course 
we  distinguish  the  three  follow- 
ing forms : 

1.  The  mild  form  of  facial  paralysis,  to  which  especially  many  rheumatic 
paralyses  belong.  The  affection  is  usually  referred  only  to  the  facial  muscles, 
disturbances  of  ta.ste,  etc.,  being  wholly  absent.  Electrical  excitability  in  the 
facial  and  the  paralyzed  muscles  remains  entirely  normal.  Recovery  is  rapid, 
usually  in  two  or  three  weeks.  In  these  cases  we  may  certainly  suppose  that 
there  are  no  severe  and  deep-seated  anatomical  changes  in  the  nervous  or  mus- 
cular fibers. 


2.  The  middle  form  of  facial  paralysis  (Erb).  In  this  there  is  no  complete 
reaction  of  degeneration,  but  only  a partial  one.  The  excitability  of  the  nerve  is 
somewhat  diminished,  but  it  is  not  lost.  In  the  muscles,  however,  in  about  two 
or  three  weeks,  there  appears  a decided  increase 'of  galvanic  excitability  to  direct 
excitement.  The  anodic  closure  contraction  (AnSZ)  is  also  gi’eater  than  the 
cathodic  closure  contraction  (KaSZ),  and  the  contractions  are  slow.  In  regard 
to  prognosis  we  may  decide  from  this  that  the  recovery  will  still  be  quite  rapid. 
It  usually  follows  in  from  four  to  six  weeks. 

3.  The  severe  form  of  facial  i^aralysis  is  that  in  which  there  is  a complete 
reaction  of  degeneration  in  the  nerve  and  muscles,  the  details  of  which  we  have 
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learned  in  the  previous  chapter,  loss  of  faradic  and  galvanic  excitability  of  the 
nerve,  loss  of  faradic  excitability  of  the  muscles,  and  quantitative  and  qualitative 
chants  in  the  galvanic  excitability  of  the  muscles.  In  this  form  there  are  always 
coai-se  processes  of  degeneration  in  the  nerve  and  muscles,  so  that  recovery  fol- 
lows, if  at  all,  only  after  two  to  six  months,  or  even  later,  because  the  processes  of 
regenei'ation  require  at  least  as  much  time  for  their  accomplishment.  We  often 
see  in  the  later  stages  of  these  cases  special  symptoms  of  motor  irritation  (Hitzig). 
These  consist,  firet,  of  a more  or  less  marked  tonic  contracture  of  the  paralyzed 
muscles,  which  is  sometimes  very  striking ; second,  of  single  spasmodic  contrac- 
tions of  the  muscles ; third,  of  special  associated  movements — if  the  patient  closes 
his  eyes,  winks,  etc.,  there  always  follows  a marked  distortion  of  the  corner  of 
the  mouth,  which  can  not  be  suppressed ; fourth,  of  an  increased  reflex  irrita- 
lji]ity_on  pricking  the  slrin,  or  blowing  on  it,  vigorous  muscular  contractions 
follow.  We  have  often  ourselves  seen  contractions  in  the  affected  facial  muscles 
following  a blow  on  the  bridge  of  the  nose,  on  the  nasal  bone,  or  on  the  forehead 
on  the  healthy  side.  These  reflexes  come  from  the  skin,  or  perhaps  in  part  from 
the  periosteum  and  the  fasciae  also.  All  these  symptoms  may  last  for  a veiy  long 
lime — for  years  in  incurable  or  in  imperfectly  cured  cases.  The  above-described 
associated  movement  in  the  angle  of  the  mouth  on  shutting  the  eyes  we  have 
repeatedly  seen  in  students  who  have  had  an  injury  of  a peripheral  branch  of  the 
facial  in  a duel. 

Prognosis. — The  prognosis  of  facial  paralysis  depends,  of  course,  in  the  first 
place,  upon  the  primary  disease,  if  any  exists.  Paralysis  in  tumors  of  the  base  of 
the  brain,  caries  of  the  petrous  bone,  etc.,  is  almost  always  incurable.  The  course 
of  the  paralysis  in  affections  of  the  middle  ear  depends  upon  the  curability  of  the 
latter  disease.  Very  important  data  for  the  accurate  prognosis  of  rheumatic 
paralysis  are  given  by  the  electrical  examination,  as  has  been  carefully  described 
above.  Of  course,  we  can  never  form  a definite  judgment  from  this  at  the  begin- 
ning of  the  paralysis,  but  only  at  the  end  of  the  first  week.  If,  at  the  end  of  the 
firat  week  or  fortnight,  the  electrical  excitability  of  the  nerve  still  remains  normal, 
we  can  almost  certainly  prophesy  a rapid  and  favorable  course.  If  reaction  of 
degeneration  appears,  we  can  not  count  upon  recovery  in  the  most  favorable  cases 
before  two  or  three  months.  As  a rule,  relapses  do  not  occur,  but  we  saw  a man 
of  about  thirty  who  had  a peripheral  facial  paralysis  four  times  within  a few  years, 
which  disappeared  each  time  after  a few  weeks— a condition  which  possibly  is  to 
be  regarded  as  analogous  to  the  “periodical  oculo-motor  paralysis”  (see  page  5S7). 

Diagnosis. — The  symptoms  of  facial  paralysis  are  so  pronounced  that  the  paraly- 
sis itself  can  always  be  easily  recognized.  In  regard  to  the  precise  fonn  of  the 
paralysis  and  its  cause,  we  can  often  decide  only  by  considering  the  setiological 
factors,  such  as  injuries,  exi^osure  to  cold,  or  aural  affections.  In  distinguishing 
between  peripheral  and  central  (bulbar  or  cerebral)  paralyses,  the  other  co-exist- 
iiig  bulbar  or  cerebral  symptoms  must  also  be  considered.  We  shall  learn  to 
recognize  more  accurately  later  the  different  modes  in  which,  in  these  cases, 
facial  paralysis  may  be  combined  with  pai’alysis  of  the  other  cerebral  nerves,  or 
the  nerves  of  the  extremities.  In  doubtful  ca-ses  electrical  examination  is  often  of 
deci.sive  value.  Reaction  of  degeneration  can  be  present  only  in  peripheral  paraly- 
sis, or  in  such  bulbar  paralyses  as  affect  the  fibers  of  the  facial  below  the  facial 
nucleus  or  affect  the  nucleus  itself.  In  all  the  genuine  cerebral  paralyses  the 
electrical  excitability  is  ])erfcctly  retained.  It  may  also  be  mentioned  here  briefly 
that  in  all  cerebral  facial  paraly.scs  the  frontal  portion  of  the  facial  is  usually  un- 
affected, while  in  peripheral  paralysis  it  also  is  ])aralyzed.  The  power  to  close  the 
eye  is  usually  not  affected  in  cerebral  facial  ])uralysis. 

Treatment.  The  treatment  of  the  underlying  disease  is  of  the  greatest  impor- 
36 
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tance  in  all  cases  where  any  aural  affection,  any  removable  compressing  swelling, 
as  of  the  parotid,  or  syphilis,  lies  at  the  bottom  of  the  trouble.  The  methods  of 
treatment  indicated  in  such  cases  are  self-evident.  In  other  cases  electricity  is 
the  only  remedy  which  can  give  sure  results,  although  we  must  not  overestimate 
its  efficiency.  In  fresh  facial  paralysis  we  may  recommend  the  stabile  conduction 
of  a weak  constant  current  through  the  auriculo-mastoid  fossae,  four  to  six  times  a 
week  for  two  or  three  minutes,  at  first  the  anode,  then  the  cathode,  to  the  affected 
side.  Later  on  the  chief  treatment  is  peripheral  galvanization,  or  eventually 
faradization  of  the  muscles.  We  place  the  anode  in  the  amucular  fossa  and  slowly 
stroke  the  different  nerve-branches  and  the  muscles  with  the  cathode.  We  can 
often  confirm  the  fact,  immediately  after  each  sitting,  that  the  eye  closes  better 
after  galvanization  of  the  oi’bicularis.  Faradization  perhaps  excites  a reflex 
irritation  of  the  nerves  from  irritation  of  the  skin,  and  hence  is  of  service. 

Of  other  remedies  we  may  mention  subcutaneous  injections  of  strychnine, 
seven  to  fifteen  minims  of  a one-per-cent,  solution  of  the  sulphate  three  or  four 
times  a week,  although  it  is  only  rarely  of  use.  In  secondary  contractures 
we  may  obtain  favorable  results  by  methodical  stretching  of  the  muscles  by 
wooden  wedges  inserted  under  the  cheeks  and  by  massage. 

4.  Paralyses  in  the  Region  op  the  Muscles  op  the  Shoulder. 

Isolated  paralyses  of  these  muscles  are  rare,  with  the  exception  of  the  practi- 
cally important  paralysis  of  the  serratus.  Disturbances  in  their  functions  are 
more  frequent,  as  one  symptom  in  complicated  paralytic  states,  especially  in  pro- 
gressive muscular  atrophy.  The  diagnosis  of  these  paralyses  in  detail  is  often  very 
difficult. 

Paralysis  op  the  Sterno-cleido-mastoid  {spinal  accessory  nerve). — The  chin 
is  somewhat  raised  and  turned  toward  the  affected  side  in  consequence  of  the 
antagonistic  contracture  of  the  other  sterno-mastoid.  Motion  in  the  opposite 
direction  is  difficult.  In  bilateral  paralysis  of  this  muscle  it  is  very  difficult  to  turn 
the  head  with  the  chin  raised,  and  it  can  be  done  only  imperfectly. 

Paralysis  op  the  Trapezius  {spinal  accessory  nerve). — The  shoulder  sinks 
downward  and  forward  so  that  the  supra-clavicular  fossa  becomes  deeper.  The 
median  border  of  the  scapula  is  not  parallel  to  the  vertebral  column,  as  under 
normal  conditions,  but  it  runs  obliquely  from  below  and  inward,  upward  and  out- 
ward. Voluntary  raising  of  the  shoulder,  “ shrugging  the  shoulder,”  is  impaired, 
and  it  can  be  done  only  by  the  levator  scapulae.  The  drawing  back  of  the  shoul- 
der, approximating  it  to  the  vertebral  column,  is  difficult,  and  can  be  done  only 
by  the  rhomboidei.  Raising  the  arm  above  the  horizontal  is  also  affected,  from 
the  impaired  fixation  of  the  scapula. 

Paralysis  op  the  Pectoralis  Major  and  Minor  {anterior  thoracic  nerves). 
—Abduction  of  the  upper  arm  is  difficult  or  impossible.  The  hand  can  no  longer 
be  placed  on  the  shoulder  of  the  healthy  side. 

Paralysis  op  the  Rhomboidei  and  the  Levator  Anguli  Soapul.®  {dorsalis 
scapulae  nerve)  can  be  certainly  recognized  only  when  the  trapezius  is  also  paia- 
lyzed.  Then  the  approximation  of  the  scapula  to  the  vertebral  column  (rhom- 
boidei) and  the  raising  of  the  scapula  (levator  anguli  scapulae)  are  completely 

abolished.  s rm  • 

Paralyses  op  the  Latissijius  Dorsi  {subscapular  nerves).— There  is  no 

deformity  when  at  rest,  but  the  arm  can  not  be  strongly  adducted,  and  the  hand 
can  not  be  placed  on  the  sacrum. 

Paralysis  op  the  Rotators  op  the  Humerus  Inward  and  Outward.— in 
paralysis  of  the  inward  rotators,  the  teres  major  and  subscapular,  innervated  by 
the  subscapular  nerves,  the  arm,  when  rotated  outward,  can  not  be  brought  back 
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again  to  its  normal  position.  All  manipulations,  too,  which  the  paralyzed  arm 
tides  to  make  on  the  opposite  side  of  the  body,  are  considerably  impaired.  In 
paralysis  of  the  outward  rotators— the  infra-spinatus,  innervated  by  the  supra- 
scapular nerve,  and  the  teres  minor,  innervated  by  the  axillary — rotation  of  the 
iU’m  outward  is  abolished.  In  writing  and  sewing  (using  the  needle),  the  paraly- 
sis causes  very  marked  disturbance. 

Paralysis  of  the  Serratus  Antichs  Major  {paralysis  of  the  long  thoracic 
nerve). — This  paralysis  is  quite  common,  and  therefore  is  of  practical  importance. 
Its  most  frequent  cause  is  traumatic  action  on  the  nerve;  therefore  it  is  espe- 
cially common  in  porters,  soldiers,  etc.  Besides  this,  serratus  paralysis  sometimes 
arises  from  exposure  to  cold,  “ rheumatic  serratus  paralysis,”  and  also  as  a result 
of  infectious  diseases,  such  as  typhoid,  and  as  one  symptom  of  progressive  mus- 
cular atrophy,  especially  in  the  juvenile  form. 

As  the  arm  hangs  down  quietly,  the  scapula  on  the  paralyzed  side  stands  out  a 
little  from  the  chest-wall,  from  the  action  of  the  antagonists  (the  rhomboidei,  the 
levator  anguli  scapulae,  and  the  trapezius),  its  lower  angle  is  a little  approximated 
to  the  vertebral  column,  and  therefore  its  median  edge  runs  obliquely  upward  and 
outward.  If  the  patient  tries  to  raise  his  arm,  he  can  raise  it  only  to  the  hori- 
zontal position,  and  we  fail  to  see  the  projection  of  the  tense  indentations  of  the 


firr.  1 f . cho.st;  but  as  .soon  as  we  seize  fhe  scapula 

forward  that  is,  sui)])ly  the  missing  action  of  the  serratus — the 
n can  at  once  raise  the  arm.  If  the  arm  is  raised  upward  to  the  horizontal 


Fio.  76,-raralysis  of  tlie  right  Herratiis. 


(From  a photograph  by  DucnENNE.) 
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line,  the  scapula  approaches  the  vertebral  column;  if  it  is  raised  forward,  there 
appears  a very  characteristic  wing-like  projection  of  the  inner  border  of  the  scap- 
ula, so  that  we  can  touch  with  the  hand  the  inner  surface  of  the  scapula  (see  Fig. 
76).  Adduction  of  the  arm  and  laying  the  hand  on  the  other  shoulder  are  also 
disturbed.  The  cutaneous  sensibility  of  the  chest  is,  as  a rule,  normal. 

The  course  of  serratus  paralysis  is  usually  tedious.  Recovery  does  not  take  place 
for  several  months,  as  a rule.  Many  cases  are  incm-able.  Treatment  consists 
chiefly  in  the  application  of  electricity  to  the  paralyzed  nerve  and  muscles. 

5.  Paralyses  of  the  Muscles  op  the  Back. 

Of  the  paralyses  of  the  muscles  of  the  back,  which  are  rarely  seen  excejit  as  a 
complication  of  more  extensive  paralyses,  paralysis  of  the  extensors  of  the  spine 
in  the  lumbar  region  (the  erector  spinae  and  its  divisions,  the  sacro-lumhalis  and 
longissimus  dorsi)  is  the  only  one  that  has  a practical  interest.  This  is  seen  com- 
paratively often  in  the  muscular  ati'ophy  or  pseudo-hypertrophy  of  children  {vide 
infra),  and  causes  a remarkably  characteristic  and  easily  recognizable  picture.  If 
we  make  the  little  patient  stand  up,  the  peculiar  carriage  of  the  body  strikes  us  at 
once.  The  lumbar  vertebrae  are  arched  forward  in  lordosis,  the  belly  is  very 
prominent,  and  the  upper  part  of  the  body  is  bent  backward.  The  trunk  is  bal- 
anced on  the  hips  and  the  gait  is  waddling.  The  paralysis  of  the  erectors  appears 
most  plainly  if  the  child  has  stooped  to  get  any  object  and  tries  to  straighten  up 
again.  He  can  bring  the  upper  part  of  his  body  into  the  erect  posture  only  by 
supporting  himself  with  his  hands  on  his  Imees,  and  slowly  climbing  up  his 
thighs. 

6.  Paralyses  in  the  Region  of  the  Upper  Extremity. 

Parai.ysis  of  the  Deltoid  Muscle  (axillary  [circumflex*]  nerve). — Deltoid 
paralysis  occurs  either  as  one  symptom  of  complicated  paralyses  arising  from  the 
brachial  plexus,  or  as  an  isolated  traumatic  and  rheumatic  paralysis;  that  is,  neu- 
ritic,  beginning  with  pains  in  the  region  of  the  shoulder.  It  may  be  recognized  by 
the  impossibility  of  raising  the  upper  arm  at  all.  We  can  easily  distinguish  it 
from  an  anchylosis  of  the  shoulder-joint  by  passive  motion.  If  the  paralysis 
lasts  a long  time  there  is  a very  marked  atrophy  of  the  mnscle,  and  there  is  the 
electrical  reaction  of  degeneration  in  it.  Paralysis  of  the  teres  minor,  which  is 
also  innervated  by  the  axillary,  can  not  be  diagnosticated  with  certainty. 

Paralysis  of  the  Biceps  and  Brachialis  Anticus  (musculo-cutaneous  nerve) 
is  only  exceptionally  isolated,  but  is  quite  often  seen  combined  with  other  paraly- 
ses. The  forearm,  when  in  supination,  can  not  be  flexed,  but  in  pronation  the 
supinator  longus  it  can  still  disjilay  its  action  of  flexion.  The  action  of  supina- 
tion by  the  biceps,  which  it  exerts  when  the  forearm  is  flexed,  is  also  absent.  We 
sometimes  see  at  the  same  time  a disturbance  of  sensibility  on  the  radial  side  of 
the  forearm  from  an  affection  of  a cutaneous  branch  of  the  musculo-cutaneous 
nerve. 

Radial  [Musculo-spiral]  Paralysis. — The  anatomical  course  of  the  radial  neiwe 
causes  pressure  paraly.sis  of  this  nerve  to  be  among  the  commonest  peripheral 
paralyses.  It  is  seen  especially  when  the  nerve  is  pressed  against  the  humerus 
during  sleep  by  the  body  or  head  lying  on  it,  in  drunkenness,  sleeping  with  the 
arm  hanging  over  the  arm  of  a chair,  etc.  The  paralysis  is  usually  noticed  imme- 
diately on  waking.  Other  traumatic  influences,  direct  injuries  of  the  nerve,  com- 
pression in  dislocation  of  the  shoulder,  in  fractures  of  the  humerus,  in  pressure 
from  crutches,  in  bandaging  the  arm,  etc.,  are  also  frequent  causes  of  radial 


* We  have  followed  Ilenle’s  nomenclature  for  the  peripheral  nerves. — Tkans. 
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pai’alysis.  Exposure  to  cold,  rheumatic  radial  paralysis,  plays  a very  subordiuate 
part.  For  lead  paralysis,  which  is  localized  chicdy  in  the  distribution  of  the  radial, 
vide  infra. 

The  radial  innervates  the  triceps  and  the  muscles  on  the  extensor  side  of  the 
forearm.  Paralysis  of  the  triceps  is  present  only  in  the  cases  where  the  point  of 
lesion  is  situated  quite  high  up,  as  in  crutch  paralyses,  dislocation  paralyses,  plexus 
paralyses,  etc.,  but  it  is  absent,  or  at  least  it  is  only  faintly  manifest,  in  most  of 
the  ordinai’y  pressure  paralyses,  in  which  the  place  where  the  radial  turns  about 
the  humerus  is  the  point  of  compression.  Triceps  paralysis  is  readily  recognized 
by  the  impossibility  of  extending  the  forearm,  but  we  must  always  make  the  ex- 
periment with  the  upper  arm  raised,  so  as  to  exclude  the  action  of  gravity  in  ex- 
tending the  forearm. 

Paralysis  of  the  muscles  on  the  extensor  side  of  the  forearm  may  at  once  be 
recognized,  since  the  hand  hangs  down  relaxed  in  a flexed  position  (see  Pig.  77). 
Any  dorsal  extension  by  the  extensor  carpi  ulnaris  and  the  extensor  carpi  radialis 
longus  and  brevis  is  impossible,  and  the  lateral  movements  of  the  hand  in  abduction 
and  adduction  are  rendered  difficult.  The  Angers  ai*e  flexed,  the  first  phalanx  can 
not  be  extended  by  the  extensor  communis  digitorum,  extensor  indicis,  and  extensor 
minimi  digiti ; but  if  the  fir.st  phalanges  be  extended  passively  and  supported,  the 
extension  of  the  terminal  phalanges  is  perfectly  normal,  from  the  action  of  the 
interossei  which  are  sup- 
plied by  the  ulnar  nerve. 

The  thumb  is  flexed  and 
adducted,  and  can  neither 
be  abducted  nor  extended 
actively  (extensores  ossis 
metacarpi  et  primi  et  se- 
cundi  internodii  poUicis). 

If  the  forearm  be  extend- 
ed and  pronated  it  can  not 
be  supinated  tsupinator 
bi-cvis),  but  the  flexed  fore- 
arm can  be  supinated  by 
the  biceps.  Flexion  of  the 


Fig.  1 7.  Position  of  the  hand  in  paralysis  of  the  radial  nerve. 


forearm  in  supination,  which  is  done  by  the  biceps  and  brachialis  anticus,  is 
retained,  but  flexion  when  half  pronated  (“  middle  position  ”)  is  weakened  from 
the  paralysis  of  the  supinator  longus.  If  we  have  the  patient  make  short  and 
rapid  movements  of  flexion  of  the  forearm  in  this  position  we  do  not  see  the 
characteristic  normal  prominence  of  the  tense  supinator  longus  The  very 
characteristic  prominence  of  this  muscle  is  also  wanting  if  the  patient  tries  to 

hold  his  pronated  and  semi-flexed  foreann  firm  against  forcible  attempts  at 
exten.sion.  ^ 

The  functional  disturbance  of  the  hand  in  radial  paralysis  is  verv  considerable, 
rhe  action  of  the  flexors  is  also  weakened,  since  their  ],oints  of"  insertion  are 
pproximated,  on  account  of  the  con.stant  drooping  of  the  hand.  We  often  see 
oo,  sensory  disturbances  as  well  as  motor  in  the  distribution  of  the  radial,  but 
Uiese  are  usually  slight.  The  chief  seat  is  on  the  radial  half  of  the  back  of  the 

It  eu  -f  I?.®  (compare 

U .f;  !.  ii^"  excitability  of  the  paralyzed  parts  corresponds  to  the  laws 

m^riof is  normal;  at  a later 
R S woH W "r  Tfl  ""IT  and  reaction  of  degeneration, 

sis  we  vpi.  ^ paralysis,  especially  in  lead  paraly- 

•.  y o ten  find  a peculiar  chronic  thickening  and  swelling  of  the  tendons 
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on  the  hack  of  the  hand,  the  chief  cause  of  which  is  probably  the  mechanical 
tension  of  the  tendons. 

Ulnar  Paralysis. — Excei>t  from  the  frequent  implication  of  the  muscles  sup- 
plied by  the  ulnar  nerve  in  extensive  paralyses  and  atrophies,  especially  in  pro- 
gressive muscular  atrophy,  ulnar  paralysis  ai-Lses  chiefly  from  traumatic  influ- 
ences, pressure,  wounds,  fractures  of  the  humerus,  dislocations  of  the  shoulder- 
joint,  etc.  Neuritic  paralyses  are  more  rare. 

Flexion  of  the  hand,  and  especially  its  lateral  movement  to  the  ulnar  side,  is 
disturbed  (flexor  carpi  ulnaris).  Flexion  of  the  last  three  fingei-s  is  imperfect 
from  partial  paresis  of  the  flexor  profundus  digitorum,  and  the  little  finger  can 
not  be  moved  at  all  (hypothenar  muscles).  Paralysis  of  the  interossei  is  most 
striking,  by  which  flexion  of  the  primary  phalanges  and  extension  of  the  terminal 
phalanges  of  the  fingers  becomes  impossible.  Spreading  the  fingers,  and  still 
more  bringing  them  together  again,  is  also  much  impaired  (interossei,  lumbri- 
cales).  The  thumb  can  not  be  firmly  adducted  against  the  metacarpal  bone  of  the 
mdex-finger  (adductor  pollicis). 

In  almost  all  old  cases  of  ulnar  paralysis  a very  characteristic  position  of  the 
hand  is  developed,  besides  the  muscular’  atrophy  which  is  especially  noticeable  in 
the  interosseal  fuiTOws  of  the  back  of  the  hand.  By  the  contraction  of  the  mus- 
cles antagonistic  to  the  paralyzed  interossei  (extensor  and  flexor  communis  digi- 
torum), the  first  phalanges  are  put  in  marked  dorsal  extension,  but  the  terminal 
phalanges  are  completely  flexed,  so  that  the  hand  assumes  an  actual  clawing  posi- 
tion— “claw-like  hand,”  main  en  griff e (see  Fig.  78). 

The  disturbance  of  sensibility,  if  it  he  present  at  all,  affects  the  volar  surface  of 
the  last  two  fingers,  the  dorsal  surface  of  the  last  three  fingers,  and  a portion  of 
the  back  of  the  hand  (see  Figs;  59  and  60). 

Median  Paralysis. — Median  paralysis  is  seen  chiefly  as  a traumatic  paralysis. 
It  is  often,  too,  one  symptom  of  more  extensive  paralyses,  in  progressive  muscular 
atrophy,  etc. 

The  disturbances  of  motion  are  very  striking.  Pronation  of  the  foreai’m  is 
almost  wholly  abolished  (pronator  radii  teres  and  quadratus).  The  hand  can  be 

flexed  only  toward  the  ulnar 
side  by  the  flexor  carpi  ulnaris 
(paralysis  of  the  flexor  carpi 
radialis).  The  terminal  pha- 
langes of  the  fingers  can  no 
longer  be  flexed  (flexor  sub- 
limis  digitorum  and  a part  of 
the  profundus),  but  flexion  of 
the  primary  phalanges  is  nor- 
mal by  means  of  the  interossei. 
The  patient  can  grasp  an  ob- 

Fio.  78.— Claw-shaped  hand,  main  en  griffe.  (From  Duchesne.)  ject  only  by  the  last  three 

fingers,  which  can  still  be 

partly  flexed  by  the  flexor  profundus  digitorum  (ulnar  nerve).  The  thumb  can 
no  longer  he  flexed  or  opposed  (flexor  longus  pollicis  et  brevis,  opponens),  and 
usually  lies  on  the  hand. 

If  there  is  any  disturbance  of  sensibility,  it  is  found  on  the  volar  surface  of  the 
thumb  and  the  two  adjacent  fingers,  and  also  on  the  dorsal  surface  of  the  terminal 
and  middle  phalanges  of  the  index  and  middle  fingers,  and  the  radial  side  of  the 
ring-finger  (see  Figs.  60  and  61).  We  quite  frequently  see  in  severe  cases  trophic 
disturbances,  vesicles  on  the  fingers,  a shining  atrophic  skin,  and  changes  in  t e 
nails. 
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Combined  Paralyses  of  the  Arm.— Combined  paralyses,  in  winch  the  affected 
muscles  belong  to  the  distribution  of  several  nerves,  occur  in  vai-ious  forms,  espe- 
cially as  a result  of  injuries  which  affect  tbe  brachial  plexus  in  the  neck-plexus 
paralyses.  To  this  class  belong  also  a great  part  of  the  pai-alyses  following  dislo- 
cation of  the  humerus— dislocation  paralyses. 

A combined  plexus  paralysis,  first  described  by  Erb,  and  since  then  repeatedly 
observed,  deserves  special  mention.  In  this  the  deltoid,  biceps,  brachialis  anticus, 
and  supinator  longus  (muscles  whose  nerves  all  rise  from  the  roots  of  the  fifth 
and  sixth  cervical  nerves)  are  paralyzed  at  the  same  time.  The  arm  hangs  down 
relaxed,  and  can  not  be  raised  at  all,  the  forearm  can  not  be  flexed  at  all,  but  the 
baud  and  fingers  have  their  normal  mobility.  The  cause  of  the  paralysis  must 
have  its  seat  at  the  point  where  the  nerve-fibers  for  the  muscles  mentioned  lie 
near  one  another  (see  Fig.  68).  Sometimes  the  infra-spinatus  is  also  paralyzed,  so 
that  when  the  arm  is  rotated  inward  it  can  not  be  rotated  outward. 

This  same  combination  of  paralyzed  muscles  is  found  in  a part  of  the  delivery 
paralyses  first  described  by  Duchenne.  These  are  sometimes  seen  in  infants  after 
hal’d  labor,  and  are  the  result  of  traumatic  injuries  of  the  brachial  plexus  in  turn- 
ing, in  the  Prague  method,  in  extracting  the  child  by  the  shoulders,  etc. 

"in  some  cases  of  complicated  paralyses  of  the  brachial  plexus,  which  are  usu- 
ally traumatic  (Seeligmiiller  and  others),  co-existing  symptoms  on  the  part  of  the 
sympathetic  have  been  observed,  consisting  of  contraction  of  the  pupil,  narrowing 
of  the  opening  of  the  lids,  and  a retraction  of  the  eyeball  on  the  paralyzed  side. 
These  symptoms,  pointing  to  a paralysis  of  sympathetic  nerves  {vide  infra,  page 
591),  probably  depend,  as  follows  from  clinical  and  experimental  investigations 
(Klumpke),  always  upon  a lesion  of  the  ramus  communicans  of  the  first  dorsal 
nerve.  Vaso-motor  symptoms  in  the  face  ai’e  usually  absent,  but  we  sometimes 
find  a peculiar  flattening  of  the  cheeks,  which  has  not  yet  been  correctly  ex- 
plained. 

General  Prognosis  and  Treatment  of  the  Peripheral  Paralyses  of  the  Upper 
Extremity. — In  the  prognosis  of  the  peripheral  paralyses  of  the  arm  the  same 
lK)tnts  hold  good  that  have  been  spoken  of  in  the  prognosis  of  facial  paralysis. 
In  this,  too,  there  are  mild  and  severe  cases,  the  latter  having  complete  reaction  of 
degeneration,  and  a course  that  lasts  at  least  several  months  before  recovery.  A 
number  of  traumatic  paralyses  can  be  cured  only  up  to  a certain  point,  or  they 
may  be  even  entirely  incurable. 

The  treatment  can  fulfill  a causal  indication  only  in  comparatively  rare  cases, 
when  we  can  succeed  in  removing  by  operation  any  compressing  tumors,  cica- 
trices, splinters  of  bone,  formations  of  callus,  etc. 

In  other  cases  the  electrical  treatment  of  pai’alyses  promises  the  hest  success. 
We  use  the  galvanic  current  chiefly,  although  we  generally  employ  the  faradic  cur- 
rent at  the  same  time.  In  regard  to  tbe  method  of  application,  we  may  employ  the 
stabUe  action  of  the  constant  current  on  tbe  very  point  of  the  lesion,  especially  in 
fresh  cases,  but  the  chief  method  is  the  electrical  irritation  of  the  paralyzed  nerves 
and  muscles.  We  treat  the  nerve  above  the  point  of  the  lesion  in  order  to  act  in 
some  degree  against  the  hindrance  to  conduction  from  above  and  to  overcome  it. 
The  muscles  are  irritated  by  galvanism  by  stroking  the  cathode  over  the  separate 
paralyzed  muscles.  If  there  is  reaction  of  degeneration,  with  anodic  contractions 
predominating  or  exclusively  present,  we  use  the  anode  for  the  testing  pole.  The 
other  pole  is  placed  on  the  back  of  the  neck  or  on  the  seat  of  the  lesion.  Fara- 
dization of  the  muscles  may  also  be  of  service,  especially  if  the  muscles  react  to 
faradism;  but,  even  if  this  is  7iot  the  case,  the  sensory  faradic  irritation  has  per- 
haps a favorable  influence,  since  it  produces  a reflex  irritatioji  of  the  motor 
nerves.  The  single  sittings  should  last  five  or  ten  minutes,  and  should  take  place 
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daily  or  three  or  four  tiuies  a week.  The  fresher  the  paralysis,  the  more  favor- 
able, comparatively,  is  the  prognosis,  but  even  iu  old  and  severe  cases  we  may 
sometimes  obtain  noticeable  results  by  patience  and  perseverance.  The  treatment 
must  in  such  cases  be  kept  up  for  months,  and  even  longer,  with  occasional  inter- 
ruptions. 

Embrocations  with  spirits  and  with  similar  substances  must  often  be  prescribed 
in  practice,  but  they  act  favorably  only  when  associated  with  methodical  massage 
of  the  paralyzed  muscles.  We  sometimes  see  a certain  advantage,  too,  from  local 
warm  bathing,  or  from  the  use  of  the  baths  in  Teplitz,  Wiesbaden,  Wildbad,  etc. 

7.  Paralyses  of  the  Diaphragm. 

Isolated  paralysis  of  the  diaphragm  occurs  but  rarely,  in  wounds  of  the  phrenic 
nerve  in  the  neck,  as  a “ rheumatic  ” paralysis,  and  finally  in  hysteria.  Muscular 
paresis  of  the  diaphragm  seems  to  develop  sometimes  as  a result  of  inflammation 
of  the  serous  layer  of  the  diaphragm.  The  paralysis  of  the  diaphragm  which 
comes  on  as  one  symptom  in  more  extensive  paralyses,  is  more  frequent  and' prac- 
tically more  important.  In  diseases  of  the  upper  cervical  cord,  in  ascending 
myelitis,  in  progressive  muscular  atrophy,  in  multiple  neuritis,  etc.,  the  develop- 
ment of  paralysis  of  the  diaphragm  is  the  cause  of  the  rapidly  fatal  termination 
which  follows  the  appearance  of  disturbance  of  respiration. 

The  symptoms  of  paralysis  of  the  diaphragm  are  readily  recognized,  especially 
in  the  ordinary  bilateral  affection.  We  detect  the  modification  of  the  respiratory 
movements  at  the  first  glance.  While  we  are  struck  by  the  marked  upper  thoracic 
respiration,  which  becomes  very  labored  on  the  slightest  cause,  the  visible  and 
palpable  protrusion  of  the  epigastrium  on  inspiration  is  entirely  absent.  Instead 
of  this  there  is  usually  an  inspiratory  retraction  in  the  epigastric  region.  The 
respiration  is  hut  little  accelerated  in  simple  paralysis  of  the  diaphragm  as  long  as 
the  patient  is  perfectly  quiet;  hut  in  other  cases  the  development  of  a severe 
bronchitis,  from  the  defective  respiration  in  the  lower  lobes  of  the  lungs,  causes 
constant  dyspnoea.  The  cause  of  the  bronchitis  may  be  found  in  the  fact  that  the 
action  of  abdominal  pressure  is  very  much  diminished  in  the  constant  high  posi- 
tion of  the  diaphragm,  which  may  be  made  out  by  percussion,  and  consequently 
the  cough  and  the  expectoration  of  secretion  are  very  imperfect. 

The  prognosis  is  favorable  only  in  hysterical  and  rheumatic  paralyses;  other- 
wise it  is  usually  very  unfavorable.  In  regard  to  treatment,  the  only  thing  that 
can  he  tried  is  to  excite  the  diaphragm  from  the  phrenic  in  the  neck  by  faradism 
or  galvanism,  while  the  other  pole  is  placed  on  the  region  of  the  insertion  of  the 
diaphragm  in  the  thorax.  A transverse  conduction  of  the  constant  current 
through  the  diaphragm,  associated  with  changes  of  the  current,  may  also  have  a 
favorable  influence. 

8.  Paralyses  in  the  Region  op  the  Lower  Extremity. 

Paralysis  of  the  Crural  Nerve. — Crural  paralysis  is  but  rarely  isolated. 
It  is  seen  after  injuries,  after  compression  of  the  nerve  by  tumors  of  the  pelvis  or 
thigh,  in  disease  of  the  vertebras,  psoas  abscess,  etc. 

The  symptoms  are  readily  recognized.  The  thigh  can  not  be  flexed  on  the 
trunk,  and  the  trunk  can  not  be  raised  from  the  recumbent  position  (ilio-psoas 
muscle).  The  leg  when  flexed  can  not  be  extended  (quadriceps  extensor).  Walk- 
ing and  standing  are  very  difficult  or  almost  impossible.  Paralysis  of  the  sar- 
torius  and  pectineus  causes  no  special  symptoms.  If  there  is  any  disturbance  of 
sensibility  it  is  found  in  the  lower  half  of  the  anterior  surface  of  the  thigh  and 
on  the  inner  side  of  the  leg  down  to  the  great  toe  (saphenous  nerve,  see  Figs.  63 
and  63). 
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Paralysis  of  the  Obturator  Nerve  is  very  i-arely  seen  as  an  isolated  phe- 
nomenon. The  chief  symptom  is  the  defective  adduction  of  the  thigh  (the  ad- 
ductor magnus,  longus,  and  hrevis,  and  the  gracilis),  and  the  impossibility  of  cross- 
in"- one  leg  over  the  other.  Rotation  of  the  thigh  outward  is  also  disturbed  (ob- 
turator externus).  Some  disturbance  of  sensibility  may  be  found  on  the  inner  side 
of  the  thigh. 

Paralyses  in  the  Distribution  of  the  Gluteal  Nerves  are  not  uncommon.  We 
have  seen  them  in  progressive  muscular  atrophy  and  in  multiple  neuritis. 
Paralysis  of  the  glutaeus  maximus  is  rendered  noticeable  by  the  fact  that  this 
muscle  extends  the  thigh  on  the  pelvis.  It  is  therefore  especially  caUed  into  play 
in  going  up-stairs,  climbing  mountains,  and  rising  from  a sitting  position.  All 
these  movements  are  rendered  nearly  impossible  when  the  muscles  are  paralyzed. 
The  gluteus  medius  and  gluteus  minimus  are  abductors  of  the  thigh,  and  also  fix 
the  thigh  on  the  pelvis.  If  they  are  paralyzed  the  patient  has  a very  charactei-istic 
waddling  gait.  On  account  of  the  predominance  of  the  adductors  the  feet  are 
then  advanced  near  each  other  oi’  even  one  over  the  other.  Rotation  of  the  thigh 
inward  is  also  due  in  part  to  fibers  of  the  glutmus  medius,  but  chiefly  to  the  ob- 
turator internus. 

Paralyses  in  the  Region  of  the  Sciatic  are  quite  frequently  seen.  They  come 
from  traumatic  lesions,  from  compression  of  the  separate  nerve-branches  in  dis- 
eases of  the  vertebrae,  in  pelvic  tumors,  in  hard  labors,  rarely  from  rheumatic  in- 
fluences, sciatic  neuritis  etc. 

Paralysis  of  the  Peroneal  Nerve,  which  is  also  frequently  isolated,  may  at 
once  be  recognized  by  the  flaccid  drooping  of  the  foot.  On  walking,  this  becomes 
very  marked,  and  the  tip  of  the  foot  often  sticks  to  the  floor.  The  patient,  there- 
fore, has  to  raise  the  thigh  higher,  and  to  put  the  foot  down  awkwai’dly,  toe  first. 
Doi-sal  extension  of  the  foot  (tibialis  anticus)  and  of  the  toes  (extensor  communis 
digitorum  longus  and  extensor  haUucis  longus),  and  also  abduction  of  the  foot 
and  raising  its  outer  border  (the  peronei),  are  almost  impossible.  In  old  cases  a 
))crmanent  toe-drop  (talipes  equinus  or  varo-equinus)  develops,  usually  as  a result 
of  secondary  contracture  of  the  muscles  of  the  calf. 

Paralysis  of  the  Tibial  Nerve  makes  plantar  flexion  of  the  foot  impos- 
sible (gastrocnemius  and  soleus).  The  patient  can  no  longer  rise  on  his  toes. 
Adduction  of  the  foot  (tibialis  posticus)  and  plantar  flexion  of  the  toes  (flexor 
communis  digitorum  and  flexor  hallucis  longus)  are  also  abolished.  As  a result 
of  secondary  contractures,  talipes  calcaneus  sometimes  develops,  and  also  a claw- 
like position  of  the  toes,  with  dorsal  extension  of  the  first  and  plantai-  flexion  of  the 
last  phalanges  from  paralysis  of  the  interossei. 

In  Paralyses  of  the  Trunk  of  the  Sciatic  there  is  added  to  the  symptoms 
mentioned  the  inability  to  flex  the  leg  backward  on  the  thigh  (to  be  tested  when 
the  i)atient  is  lying  on  his  side  or  standing),  which  is  due  to  a paralysis  of  the  bi- 
ceps, semi-mem branosus,  and  semi-tendinosus.  In  unilateral  paralysis  of  the 
sciatic,  walking  is  still  possible,  since  the  leg  is  fixed  at  the  knee  by  the  quadriceps 
extensor  and  is  rigid  like  a wooden  leg. 

The  distribution  of  the  disturbance  of  sensibility  on  the  posterior  surface  of  the 
whole  leg  is  given  in  Fig  Oil.  Va,so-motor  and  trophic  disturbances,  cyanosis  and 
coldness  of  the  skin,  and  atropliy  of  the  muscles,  are  often  present. 

Treatment  follows  the  same  rules  as  are  given  for  the  management  of  periph- 
eral paralyses  in  the  upper  extremity. 

9.  Toxic  Paralyses. 

Lead  Paralysis. — Of  all  the  toxic  paralyses,  that  from  lead  poisoning  is  prac- 
tically the  most  important.  It  is  a common  symptom  of  chronic  lead  poisoning, 
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and  is  seen  chiefly  in  those  people  whose  occupation  gives  rise  to  a long-con- 
tinued taking  of  small  amounts  of  lead  into  the  system,  especially,  therefore,  in 
type-setters,  type-cutters,  and  type-founders;  in  artists  and  house-painters,  from 
lead  colors ; in  potters,  from  lead  glaze,  etc. 

As  to  the  special  anatomical  causes  of  lead  paralysis,  we  have  not  yet  reached 
a complete  harmony  in  our  theories.  While  some  seek  the  starting-point  of  the 
paralysis  in  the  muscles  themselves,  most  authors  at  present  assume,  as  a cause  of 
the  paralysis,  an  affection  of  the  nervous  system  excited  by  the  toxic  action  of  the 
lead.  Since  lead  paralysis  belongs  to  the  genuine  atrophic  paralyses  {vide  supra), 
as  we  shall  soon  see,  we  have  to  do  only  with  a disease  of  the  anterior  gray  cornua 
in  the  cord,  or  with  a degeneration  of  the  pei'ipheral  motor  nerves.  The  positive 
lesions  found  at  present  do  not  fully  agree,  but  there  can  he  scarcely  a doubt, 
after  the  discoveries  of  Leyden,  Zunker,  and  others,  that,  at  least  in  most  cases, 
the  degenerative  atrophy  of  the  peripheral  motor  nerve-fibers  is  primary,  and  that 
the  degenerative  atrophy  of  muscles  supplied  by  the  nerves  follows  secondarily  in 
the  ordinary  way.  In  many  cases,  however,  there  is  perhaps,  besides  the  periph- 
eral degeneration,  an  affection  of  the  cord,  especially  in  the  anterior  gray  cornua, 
caused  by  the  toxic  action  of  the  lead. 

Lead  paralysis  shows  an  extremely  typical  localization  in  the  great  majority  of 
cases,  and  it  affects  by  far  the  most  frequently  a part  of  the  radial  distribution.  A 
paralysis  of  the  extensor  communis  digitorum  comes  on  rapidly  or  slowly.  Ex- 
tension of  the  primary  phalanx  of  the  middle  and  ring,  and  later  of  the  index  and 
little  fingers,  becomes  impossible,  but  the  extension  of  the  terminal  iihalanges  by 
the  interossei  remains  normal.  There  often  follows  later  a pai’alysis  of  the  exten- 
sor longus  pollicis  and  the  extensor  brevis,  and  of  the  abductor  pollicis  and  the 
extensors  of  the  wrist,  while  the  supinator  longus  and  the  triceps  almost  always 
remain  free  in  a remarkable  way.  In  much  rarer  cases  lead  paralysis  affects  the 
deltoid,  biceps,  brachialis  anticus,  and  supinators.  Paralysis  of  the  lower  exti-emi- 
ties  is  also  very  rai-e. 

Lead  paralysis  is  usually  bilateral.  In  all  severe  cases  a pronounced  atrophy 
and  electrical  reaction  of  degeneration  develoj)  in  the  paralyzed  muscles.  It  is  an 
interesting  point  that  the  latter  may  sometimes  be  made  out  in  muscles  which  can 
be  perfectly  well  moved  by  the  will  (see  page  553).  The  sensibility  is  almost  inva- 
riably perfectly  normal,  so  that  the  sensoiy  nerves  are  manifestly  unaffected  by 
the  lead. 

Lead  paralysis  permits  a favorable  prognosis  in  the  cases  where  the  patient 
can  be  removed  from  the  injurious  influence  of  the  poison.  Recovery  takes  place 
after  several  weeks,  or  in  severe  cases  after  some  months.  Relapses  and  compli- 
cations with  other  morbid  results  of  chronic  lead  poisoning,  however,  are,  of 
course,  frequent. 

The  treatment  is  the  same  as  in  all  other  peripheral  paralyses.  Electricity  is 
first  to  be  considered.  Local  sulphur  baths  and  the  internal  use  of  iodide  of  potas- 
sium are  also  recommended. 

[It  is  well  to  mention  here  that  chronic  lead  poisoning  may  give  rise  to  symp- 
toms closely  resembling  those  of  almost  every  chronic  disease  of  the  nervous  sys- 
tem. It  is  often  so  difficult  to  detect  the  source  of  the  lead  that  it  is  well  in  all 
obscure  nervous  diseases  to  test  the  urine  for  the  metal  after  iodide  of  potassium 
has  been  administered  in  five-  to  ten-grain  doses  thrice  daily  for  a week.  For  (be 
precautions  to  be  observed  in  carrying  out  this  test  the  reader  is  referred  to  works 
on  medical  chemistry.  If  large  doses  of  the  iochde  are  administered  there  is  dan- 
ger lest  the  lead  be  liberated  too  rapidly  and  cerebral  symptoms  supervene.  J.  J. 
Putnam  has  shown,  however,  that  lead  is  often  found  in  the  urine  of  persons  in 
apparent  good  health.  Lead  may  also  cause  simple  anmmia,  and  it  is  occasionally 
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found  in  the  urine  of  patients  with  degenerative  diseases  of  the  spinal  cord,  espe- 
cially combined  sclerosis,  ataxic  paraplegia,  and  chronic  myelitis.] 

Arsenical  Paralysis. — Ai-senical  paralysis  is  much  rarer  than  that  from  lea  . 
In  distinction  from  that  it  comes  on  especially  after  acute  poisoning  with  ^senic, 
and  usuaUy,  though  not  always,  it  follows  immediately  the  other  symptoms  of 
poisoning.  The  localization  of  the  paralysis  is  not  as  typical  as  in  lead  paralysis. 
The  paralysis  is  sometimes  yery  extensive  over  the  arms  and  legs,  but  it  usum  y 
chiefly  affects  only  the  lower  extremities.  The  paralyzed  muscles  rapidly  atrophy. 
It  has  not  yet  been  certainly  decided  whether  reaction  of  degeneration  occurs. 
The  accompanying  disturbances  of  sensibility  are  very  characteristic,  eith^  anes- 
thesia or  especially  parsesthesia  and  severe  pains  in  the  sacrum  and  legs.  Trophic 
disturbances  in  the  nails,  hair,  etc.,  have  been  repeatedly  observed.  Nothing  cer- 
tain is  known  as  to  the  anatomical  cause  of  arsenical  paralysis,  but  the  theory  of 
its  periplieral  origin  is  most  probable  on  account  of  the  initial  pains. 

The  course  is  usually  favorable,  sometimes  rapid  and  sometimes  lasting  foi 
months.  The  treatment  is  the  same  as  in  lead  paralysis. 


Copper  paralysis,  zinc  paralysis,  etc.,  are  very  rare,  and  therefore  they  will 
not  be  desM’ibed  fully  here.  The  essentials  in  regard  to  alcoholic  paralysis  may  be 
found  in  the  chapter  on  neuritis  {vide  infra).  We  may  mention  here  briefly 
that,  after  subcutaneous  injections  of  ether  on  the  extensor  side  of  the  forearm, 
paralysis  of  the  extensor  communis  digitorum  has  been  observed  in  a few  cases. 


CHAPTER  III. 

THE  DIFFERENT  FORMS  OF  LOCALIZED  SPASM. 

1.  Spasm  nsr  the  Motor  Distribution  op  the  Trigebhnus. 

Tonic  spasm  of  the  muscles  of  mastication  is  called  trismus.  As  an  independ- 
ent disease  it  is  very  rare,  but  it  often  occurs  as  one  symptom  in  complicated 
forms  of  spasm  and  other  nervous  affections,  as  in  tetanus,  in  the  epileptic  attack, 
in  hysteria,  meningitis,  etc.  Both  jaws  ai’e  pressed  firmly  together,  and  we  can 
feel  through  the  cheeks  the  hard  and  tense  masseters.  In  unilateral  spasm  of  the 
pterygoids  the  lower  jaw  is  pushed  laterally  in  the  opposite  direction. 

Clonic  spasm  of  the  muscles  of  mastication — masticatory  facial  spasm — consists 
of  a paroxysmal  and  constant  movement  of  the  lower  jaw,  almost  always  in  a 
vertical,  but  rarely  in  a horizontal  direction.  The  single  movements  follow 
one  another  usually  in  a regular,  rapid  rhythm,  and  produce  an  audible  chatter- 
ing of  the  teeth.  The  mucous  membrane  of  the  mouth  and  the  tongue  is  often 
injured. 

The  cause  of  these  spasms  can  not  always  be  established.  Sometimes  they 
seem  to  be  of  reflex  origin,  as  in  affections  of  the  lower  jaw,  the  teeth,  or  even  of 
distant  parts.  We  once  saw  a case  which  lasted  for  a year  which  was  said  to 
have  arisen  from  a severe  fright,  and  also  a case  of  chronic  spasm  in  the  masseters 
and  mylo-hyoids  of  hysterical  origin  in  a ten-year-old  boy. 

The  treatment,  apart  from  the  treatment  of  the  primary  affection,  must  aim  at 
removing  the  cause  of  the  disease,  if  there  be  one,  such  as  decayed  teeth.  In  other 
respects  electricity  is  of  value  in  many  cases,  applied  either  by  passing  the  constant 
current  through  the  muscles,  or  by  faradizing  them,  or  by  using  the  wire  brush. 
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Of  internal  remedies  we  may  tiy  narcotics,  such  as  morphine,  cannabis  indica 
bromide  of  potassium,  atropine,  arsenic,  iodide  of  potassium,  valerianate  of 
zinc,  etc. 

Artificial  feeding  is  of  great  importance,  if  the  patient  can  not  take  food  volun- 
tarily from  a persistent  trismus.  It  is  best  to  introduce  a small  oesophageal  tube 
through  the  nose  into  the  oesophagus.  Rectal  feeding  is  insufficient  for  a perma- 
nent method,  but  still  it  is  sometimes  of  service.  In  some  cases  a successful 
attempt  has  been  made  to  overcome  the  closure  of  the  jaws  gradually  by  push- 
ing wooden  wedges  between  the  teeth. 


2.  Clonic  Facial  Spasm. 

(Mimetic  Facial  Spasm.  Convulsive  Tie.) 

We  know  little  that  is  definite  as  to  the  aetiology  of  facial  spasm,  the  most  fre- 
quent and  practically  the  most  important  form  of  spasm.  V^e  can  rarely  make 
out  any  cause  for  its  origin.  In  some  cases,  perhaps,  the  disease  is  to  be  referred 
to  a lesion  of  the  trunk  of  the  facial,  from  exposure  to  cold,  aural  affections,  or  dis- 
turbances at  the  base  of  the  skull,  or  else  to  a reflex  irritation  of  the  nerve  in  tri- 
geminal neui’algia,  and  also  in  diseases  of  the  sexual  organs,  etc.  It  may  be  that 
many  cases  are  not  of  peripheral  but  of  central  origin,  from  the  facial  center  in 
the  cerebral  cortex.  The  disease  may  also  appear  after  violent  mental  excitement. 
Finally,  imitation  and  the  habit  of  grimacing  play  a part  in  many  cases,  espe- 
cially  in  children,  that  is  not  to  be  underestimated.  Repeated  observations  have 
established  the  fact  that  the  disposition  to  the  disease  is  heightened  by  a general 
hereditary  neui’opathic  taint. 

The  symptoms  of  convulsive  tic  consist  of  altei-nating,  short,  lightning-like 
contractions  in  almost  all  the  muscles  supplied  by  the  facial.  The  disease  is  usu- 
ally unilateral,  often  extending  over  the  whole  distribution  of  the  facial,  but  some- 
times confined  only  to  individual  parts,  the  partial  facial  spasm.  Sometimes 
the  contractions  are  almost  constant,  though  varying  in  intensity,  so  that  the 
patient  involuntarily  makes  the  strangest  faces  ; but  they  often  api^ear  in  sepa- 
rate attacks,  which  last  but  a short  time,  and  are  interruiited  by  completely  free 
intervals.  The  attacks  arise  without  any  special  cause,  or  they  may  be  excited  by 
talldng,  voluntaiy  movements,  sensory  and  mental  impressions,  etc.  In  some 
very  severe  cases  the  contractions  also  invade  the  neighboring  territory — the  mus- 
cles of  mastication,  the  tongue,  and  the  muscles  of  the  neck.  Voluntary  motion 
in  the  muscles  is  perfectly  normal,  except  for  the  disturbing  influence  of  the  spas- 
modic movements.  All  sensory  disturbances  are  also  wanting;  there  is  neither 
anaesthesia  nor  pain. 

A common  partial  form  of  facial  spasm,  which  is  entirely  or  almost  entirely 
isolated,  deserves  special  mention — blepharospasm,  or  spasm  of  the  eyelids — that 
is,  a tonic  or  clonic  spasm  in  the  orbicularis  palpebi’arum . The  tonic  form 
may  be  of  reflex  origin  in  affections  of  the  eye,  but  sometimes  it  is  excited  from 
other  regions  of  the  trigeminus.  It  is,  as  a rule,  bilateral,  and  may  last  for  days 
or  weeks,  sometimes  with  occasional  interruptions.  The  pressure  points,  which 
are  found  in  this  form,  and  which  were  first  carefully  described  by  Graefe,  are 
very  remarkable.  They  are  usually  found  at  the  points  of  exit  of  the  branches 
of  the  trigeminus,  but  sometimes  on  the  vertebral  column  or  on  other  parts  of  the 
body.  By  pressure  on  these  points  the  spasm  at  once  ceases,  so  that  the  lids  “ fly 
up  as  if  by  aspring.”  Clonic  spasm  of  the  lids,  nictitating  spasm,  consists  of  a 
spasmodic  winking  and  contraction  of  the  eyes,  which  is  sometimes  almost  con- 
stant. Here,  too,  we  can  often  make  out  a reflex  origin  for  the  spasm,  but  fre- 
quently we  can  not  find  any  cause. 
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Facial  spa.sm,  in  its  severe  forms,  is  always  a troublesome  disease  for  the  patient, 
and  causes  very  much  disturbance,  especially  in  blepharospasm.  The  course  is 
often  very  tedious.  Sometimes  there  are  long  intervals,  as  we  have  seen  during 
pregnancy,  and  then  the  spasm  begins  anew.  In  not  very  rare  cases  the  allection 

becomes  habitual  and  lasts  for  life.  mi  i.  i.  n 

Treatment  is,  therefore,  usually  a difficult  and  thankless  task.  The  best  results 

may  be  obtained  where  we  can  succeed  in  removing  any  reflex  cause  of  the  spasm, 
as  in  extracting  decayed  teeth,  treating  affections  of  the  eye,  or,  in  some  cases, 
resection  of  the  supra-orbital  nerve.  In  applying  electricity,  our  chief  attention 
must  be  directed  to  any  pressure  points,  to  which  we  make  a stabile  apphcation  of 
the  anode  of  the  constant  current.  If  there  are  no  pressure  points,  we  put  the 
anode  on  the  trunk  of  the  facial  and  the  different  branches  of  the  pes  anserinus. 
In  cases  of  reflex  origin  Berger  obtained  good  results  by  applying  the  anode  to  the 
occiput,  just  under  the  protuberance,  while  the  cathode  was  held  in  the  hand 
galvanization  of  the  medulla.  The  single  sitting  should  last  flve  or  ten  minutes. 
The  faradic  current— a slowly  “ swelling  current  ” *— has  also  been  recommended. 
Of  internal  remedies  we  should  flrst  try  bromide  of  potassium,  and  then  arsenic, 
atropine,  curare,  or  oxide  of  zinc.  Their  action  is  always  very  uncertain.  A 
favorable  result,  however,  has  been  obtained  by  nerve-stretching,  in  a part  of  the 
cases  operated  on,  at  least  so  far  that  the  ensuing  paralysis  troubles  the  patient 
less  than  the  constant  twitching.  W^hen  the  paralysis  cea.ses  the  twitchings  usu- 
ally begin  again,  but  in  some  cases  the  benefit  has  been  permanent.  Finally , we 
must  mention  that  the  use  of  the  red-hot  iron  has  sometimes  been  followed  by  a 
decided  improvement  of  the  spasm  in  old  cases.  We  employ  cauterization  along 
the  cervical  vertebras,  on  the  trunk  of  the  nerve,  or  on  any  existing  pressure 
points,  by  means  of  Paqueliii’s  thermo-cautery. 

[Convulsive  tic  {Maladies  des  tics  convulsifs). — Under  this  term  Gilles  de  la 
Tourette  has  described  an  affection  allied  to  hysteria,  which  usually  begins  in 
young  children,  especially  those  with  a neurotic  heredity.  It  is  characterized  by 
spasmodic  twitchings  of  the  facial  muscles,  and  sometimes  of  the  other  muscles  of 
the  body,  and  by  explosive  utterances.  These  utterances  may  be  a repetition  of 
some  word  which  the  child  hears  (echolalia),  or  the  repetition  of  some  profane  or 
filthy  word  (coprolalia).  Actions  may  also  be  imitated.  Copi-olalia  is  one  of  the 
most  distinctive  symptoms.  Other  mental  symptoms,  particularly  certain  forms 
of  imperative  conceptions,  are  occasionally  observed.  The  prognosis  is  bad.  The 
treatment  is  largely  the  same  as  that  of  hysteria  (q.  v.). — K.] 


3.  Spasm  in  the  Region  op  the  Hypoglossal  Nerve.  Lingual  Spasm. 

Although  the  tongue  is  often  implicated  in  complicated  forms  of  spasm,  such  as 
hysterical  or  epileptic  spasms,  isolated  spasms  in  it  are  very  rarely  seen.  They 
occur,  however,  either  in  a clonic  or  a tonic  form,  and  then  they  cause  a marked 
disturbance  of  speech,  or  even  of  respiration,  if  the  spasm  draw  the  tongue  back- 
ward. In  the  latter  case  it  may  be  necessary  to  use  inhalations  of  chloroform, 
and  to  draw  the  tongue  forward  by  force. 


4.  Spasms  in  the  Muscles  of  the  Neck. 

Tonic  and  clonic  spasms  in  the  region  of  the  muscles  of  the  neck  are  not  very 
frequent,  but  they  ap])car  in  vciy  various  forms,  and  are  at  times  a very  severe 
and  persistent  affection.  We  can  usually  discover  nothing  definite  as  to  the  mti- 
ology  of  this  condition.  Only  in  a few  cases  can  we  make  out  coarse  anatomical 


[*  A current  tliut  begins  weak,  and  is  gradually  iniulo  stronger  and  then  weaker. — Tuans.] 
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disease  of  the  nervous  sy.stem  or  of  the  cervical  vertehraj,  rheumatic  or  other  evil 
factors,  reflex  influences,  etc.  Although  the  spasms  in  the  different  muscular 
regions  are  often  combined  with  one  another,  we  can  still  distinguish  the  chief 
separate  forms. 

Spasms  in  the  Distribution  of  the  Accessory  (Circumflex)  Nerve.— In 
clonic  spasm  of  the  accessory  there  are  jjaroxysmal  twitchings  of  the  head,  which 
may  attain  great  severity.  Wlxere  there  is  a predominating  unilateral  spasm  of 
the  sterno-mastoid,  the  head  is  turned  to  the  opposite  side  at  every  contraction  of 
this  muscle,  and  the  chin  is  also  somewhat  raised.  In  unilateral  spasm  of  the 
trapezius  the  head  is  drawn  backw^ard  toward  the  affected  side  against  the  shoul- 
der. In  bilateral  and  combined  spasm  of  these  muscles  we  see  severe  shaking  and 
nodding  movements  of  the  head — the  so-called  nodding  spasms,  “salaam  convul- 
sions ” — which  have  been  observed  chiefly  in  children.  They  may  also  be  excited 
in  like  manner  by  contractions  of  other  muscles  of  the  neck.  In  tonic  spasm  of 

the  accessory  the  head  is  constantly  fixed 
in  the  abnormal  position  described  above, 
and  it  can  not  be  brought  back  passively 
to  its  normal  position  at  all,  or  only  in- 
completely. The  oblique  position  of  the 
head  in  unilateral  tonic  spasm  of  the  ster- 
no  mastoid  is  called  spastic  torticollis  {ca- 
put obstipum  spasticum),  or  rheumatic 
torticollis,  if  exposure  to  cold  be  regarded 
as  the  cause. 

Tonic  and  clonic  spasm  of  the  splenius 
(Fig.  79)  is  also  isolated,  or  combined  with 
spasm  of  the  accessory.  In  this  the  head 
is  drawn  backward  and  toward  the  affected 
side,  and  thus  we  can  feel  the  muscular 
swelling  protruding  to  the  outside  of  the 
cervical  portion  of  the  trapezius. 

Spasm  of  the  obliquus  capitis  is  proba- 
bly the  cause  of  the  so-called  rotatory  tic, 
in  which  there  ai’e  genuine  spasmodic  ro- 
tatory movements  of  the  head.  The  recti 
capitis  antici  and  postici  are  perhaps  im- 
plicated in  many  cases  of  nodding  spasm. 

The  prognosis  of  the  forms  of  spasm  described  is  usually  doubtful.  There  are 
many  mild  “ I'heumatic  ” cases  which  recover  in  a short  time,  hut,  on  the  other 
hand,  many  of  these  forms  of  spasm  develop  into  a chronic  affection.  In  these 
cases  any  steady  occupation,  such  as  reading  or  writing,  is  rendered  almost  impos- 
sible by  the  constantly  recurring  spasmodic  lateral  and  rotatory  movements  of 
the  head.  Any  excitement,  a feeling  that  he  is  noticed,  etc.,  increase  t e pa  len  ,s 
spasms,  while  they  become  milder  w-hen  he  is  completely  at  ease.  Many  cases  of 
combined  tonic-clonic  spasm  of  the  muscles  of  the  neck  form  a very  severe  affec- 
tion, which  may  last  for  yeai’S  or  for  life,  which  is  extremely  distre.ssing  and  pain- 
ful to  the  patient,  and  which  may  also  reduce  the  strength  and  the  nutrition  to  the 

utmost  degi’ee.  , , , i„„oi 

Treatment.— In  some  cases  electricity  has  brought  about  recovery,  oi  at  ea 
improvement.  The  method  of  treatment  consists  in  the  application  of  the  aiiode 
to  the  affected  nerves  and  muscles,  or  in  the  use  of  a swelling  faradic  current,  or 
of  the  faradic  brush  to  the  skin  over  t.he  affected  muscles.  Very  often  we  have  to 
change  the  method,  and  we  must  try  to  find  out.  by  touting,  the  most  efficient  wa> 


Fio  79. — Spasm  of  the  right  splenius  capitis. 
(From  Duchennk.) 


the  different  forms  of  localized  spasm. 


575 


to  employ  electricity.  Of  other  remedies,  narcotics,  such  as  subcutaneous  injec- 
tions of  morphine,  are  indispensable  in  severe  cases.  We  may  also  tiy  bromide  of 
potassium,  antipyrine,  valerianate  of  zinc,  arsenic,  aiid  other  ner^nes.  In  severe 
cases  we  resort  to  the  use  of  the  red-hot  iron  to  the  hack  of  the  neck.  Other 
observei-s  and  we  ourselves,  have  seen  good  results  from  it,  but  of  course  hen^t 
does  not  always  follow.  We  may  also  advise  neiwe-stretchmg,  but  it  is  of  doubt- 
ful advantage.  Finally,  it  must  be  mentioned,  that  we  may  give  great  relief  to 
many  patients  by  suitably  applied  mechanical  supports,  the  more  so  because  in 
some  cases  the  spasms  occur  only  when  the  head  is  kept  free,  but  if  they  lean  their 
heads  on  anything,  as  in  lying  or  sitting,  the  spasms  cease  at  once. 


5.  Spasms  in  the  Muscles  of  the  Shoulder  anh  Arm. 

Clonic  spasms  in  the  upper  extremity  are  probably  usually  of  central  origin. 
They  are  rarely  isolated,  as  in  the  pectoralis  major,  but  are  more  frequently  com- 
bined with  other  forms  of  spasm  and  other  nervous  symptoms.  They  sometimes 
seem  to  be  of  reflex  origin,  as  in  the  clonic  spasms  associated  with  brachial  neu- 
ralgia, and  also  the  spasms  sometimes  seen  in  amputation-stumps. 

Isolated  tonic  spasms,  in  single  muscles,  or  groups  of  muscles,  in  the  upper 
exti’einity,  have  been  repeatedly  observed.  Tonic  spasm  of  the  rhomboidei  causes 
an  oblique  position  of  the  scapula,  so  that  its  inner  border  runs  obliquely  upward 
and  outward  from  below  and  inward.  This  makes  it  hard  to  raise  the  arm  above 
the  horizontal  line,  as  in  serratus  paralysis,  but  the  separation  of  the  scapula  from 
the  chest-wall,  which  is  so  very  characteristic  of  the  latter,  is  wanting.  Tonic 
spasm  in  the  levator  anguli  scapulae  is  rare,  except  in  connection  with  spasm  of  the 
rhomboidei  or  trapezius.  In  it  the  shoulder  is  raised  and  the  head  is  bent  a little 
to  the  affected  side.  Isolated  tonic  spasms  in  the  pectoralis  major,  latissimus  dorsi,. 
deltoid,  etc.,  are,  on  the  whole,  easy  to  recognize,  but  they  are  only  of  very  rare 
occurrence.  Tonic  flexor  spasms  of  the  hand  and  fingers  are  more  common.  We 
have  ourselves  seen  several  such  cases,  which  lasted  for  months.  In  one  case  the 
spasm  could  at  once  be  I’elieved  by  placing  the  anode  of  a moderately  strong  gal- 
vanic current  on  the  median  nerve.  In  another  case  the  flexor  spasm  of  the 
fingers  had  followed  a mild  acute  inflammation  of  the  wrist-joint. 

The  special  causes  of  all  these  spasms  are  still  wholly  unlcnown  to  us.  Prog-’ 
nosis  and  treatment  follow  the  same  general  rules  which  are  given  for  other  forms 
of  spasm.  Most  is  to  be  expected  from  electricity : the  stabile  action  of  the  anode, 
the  faradic  brush,  or  faradization  of  the  antagonistic  muscles. 


6.  Spasms  in  the  Muscles  op  the  Lower  Extremity. 

Clonic  spasms  in  the  muscles  of  the  lower  extremity  are  always,  with  rare 
exceptions,  a symptom  of  spinal  or  cerebral  disease.  Of  the  tonic  spasms  the 
most  frequent  and  the  best  known  are  the  painful  spasms  in  the  calves,  or  cramps, 
which  are  apt  to  come  on  after  gi’eat  muscular  exertion,  mountain-climbing,  or 
dancing.  Many  persons  have  an  especially  mai'ked  ]n’etlisposition  to  such  cramjxs, 
which  readily  come  on,  especially  after  making  certain  movements  or  holding  the 
foot  in  a certain  po.sition.  Similar  painful  cramps  sometimes  come  in  other  mus- 
cles besides  the  calves,  as  in  the  abductor  hallucis,  etc.  Other  tonic  spasms  in  the 
muscles  of  the  lower  extremity  are  rare,  but  individual  cases  of  isolated  tonic 
spasm  in  the  abductors,  in  the  ilio-i)Soas,  in  the  muscles  of  the  calves,  etc.,  have 
been  observed.  More  extensive  tonic  contractures  of  the  muscles  of  the  leg  ai’e 
not  very  rare  in  hysteria,  especially  in  the  hysteria  of  children. 

Saltatory  Reflex  Spasm. — Li  this  place  we  may  mention  a peculiar  form  of 
spasm,  to  which  Bamberger  has  given  the  name  of  “saltatory  reflex  spasm.” 
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This  shows  itself  in  the  muscles  of  the  lower  extremities,  never  when  the  patient 
is  quiet  in  bed,  but  only  when  be  tries  to  stand  or  to  walk.  As  soon  as  the  soles 
of  the  feet  touch  the  floor,  such  vigorous  contractions  are  set  up  in  the  muscles  of 
the  legs  as  to  force  the  patient  to  keep  up  a constant  hopping,  jumping,  or  ti’ipping. 
The  heels  are  also  usually  raised  spasmodically,  and  in  many  cases  the  patient 
would  certainly  fall  if  he  were  not  supported.  In  the  pure  forms  of  saltatory 
spasm,  on  physical  examination  we  can  usually  make  out  nothing  but  an  extraor- 
dinary increase  of  the  reflexes,  especially  of  the  tendon  reflexes,  but  in  some  cases 
there  may  also  be  other  nervous  symptoms.  In  general,  it  seems  that  saltatory 
reflex  spasm  is  not  to  be  regarded  as  a special  disease,  but  as  a iieculiar  symj)tom, 
which  may  arise  in  different  neuroses  in  consequence  of  a very  decided  exaggera- 
tion of  the  reflexes.  Many  cases  especially  seem  to  us  to  be  hysterical. 

[Certain  similar  affections  exist  as  endemic  neuroses.  Tn  the  ‘‘jumpers”  of 
Maine  the  spasms  may  be  produced  by  any  excitement.  In  other  forms  the  vic- 
tims are  compelled  to  imitate  everything  they  see  or  hear.  The  curious  affections 
observed  in  Siberia,  Java,  and  elsewhere,  known  as  latah  or  emeryaki  (myriachit), 
are  allied  to  this  trouble.  Alcohohsm,  cold,  and  privation  seem  to  be  important 
setiological  factors,  and  they  probably  have  some  relation  to  hysteria. — K.] 

Arthrogryposis. — As  an  appendix  we  would  here  consider  briefly  a remarkable 
disease,  the  so-called  arthrogi’yposis,  which  occm’S  chiefly  in  children  in  tire  flrst 
years  of  life,  and  consists  of  persistent  tonic  spasms  and  contractures  of  one  or 
often  of  all  four  extremities.  The  disease  usually  develops  quite  acutely,  and  may 
run  its  course  with  fever  and  rather  severe  general  symptoms.  The  legs  are  found 
either  in  a position  of  rigid  extension,  or  they  are  di’awn  up  spasmodically  to  the 
body,  and  can  not  be  extended  passively  even  with  violence.  The  arms  are  flexed, 
and  the  hands  and  Angers  are  also  fixed  in  some  position  of  contractnre.  The 
milder  cases  may  recover  after  a few  weeks,  but  we  have  also  seen  two  cases 
which  ended  fatally,  in  which  the  autopsy  gave  a perfectly  negative  result.  The 
nature  of  this  quite  rare  affection  is  still  wholly  unknown  to  us.  In  regard  to 
treatment,  prolonged  warm  baths  are  especially  to  be  recommended. 

[Paramyoclonus  multiplex. — Under  this  term  Friedreich  has  described  a peculiar 
affection  consisting  of  clonic  bilateral  spasms  of  several  muscles  of  a physiological 
group.  Hence  the  movements  seem  to  have  a pui’posive  character.  The  sj^asms 
are  rapidly  repeated  from  fifty  to  one  hundi’ed  and  eighty  times  a minute,  and 
occur  in  paroxysms.  The  muscles  chiefly  affected  are  those  attached  at  one  or 
both  ends  to  the  trunk.  Fascicular  tremors  of  the  affected  muscles  are  observed 
ill  the  intervals.  The  reflexes  are  exaggerated,  and  the  attacks  may  be  brought  on 
by  irritation  of  the  skin  or  tendons.  The  nature  of  the  affection  is  unknown. 
The  prognosis  is  favorable.  The  most  effective  treatment  has  been  the  application 
of  strong  galvanic  cm’rents  to  the  spine  and  neck. 

Electrical  Chorea. — This  term  was  first  applied  to  an  affection  met  with  chiefly 
in  northern  Italy.  It  consists  of  sudden  muscular  contractions,  resembling  those 
caused  by  electrical  stimulation.  With  these  are  associated  progre.ssiye  paralysis 
and  muscular  wasting.  Many  of  the  cases  terminate  fatally.  Similar  sudden 
contractions  are  seen  in  oi’dinary  chorea,  hysterical  spasmodic  conditions,  etc., 
and  hence  the  term  has  been  frequently  applied  to  these.  Compare  the  chapter 

on  hysteria. — K.]  . ^ \ i 

The  form  of  tonic  spasm  known  as  tetany  will  be  described  in  a special  chapter. 

7.  Spasms  in  the  Respiratory  Muscles. 

Tonic  spasm  of  the  diaphragm  has  been  seen  in  a few  rare  cases.  Tlie  lower 
part  of  the  thorax  is  much  expanded,  the  epigastrium  is  protruded,  and  the  respira- 
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tion,  which  shows  intense  dyspnoea,  can  be  performed  only  by  the  upper  part  of 
the  thorax.  The  depression  and  immobility  of  the  diaphragm  can  be  made  out  on 
percussion.  Many  patients  have  a severe  pain  in  the  region  of  the  diaphi-agm. 
The  condition  is  not  without  danger  and  demands  instant  interference:  inhalations 
of  chloroform,  subcutaneous  injections  of  morphine,  a warm  bath  with  a cool 
shower-batli  after  it,  faradization  of  the  skin  in  the  region  of  the  diaphragm,  gal- 
vanization of  the  phrenics,  etc. 

Clonic  Spasm  of  the  Diaphragm. — Singultus. — The  well-known  “hiccough” 
or  “ sob,”  due  to  a sudden  spasmodic  contraction  of  the  diaphragm,  is  in  its  mild 
forms  a very  frequent  condition,  which  soon  passes  off;  but  it  sometimes  in- 
creases to  a persistent,  obstinate,  and  very  troublesome  affection,  which  may  last 
for  weeks  or  mouths.  It  sometimes  comes  on  after  mental  excitement,  and  is  a 
not  very  rare  symptom  of  hysteria.  Persistent  hiccough  may  also  be  excited  re- 
flexly  in  affections  of  the  stomach,  intestines,  peritoneum,  etc.  In  some  cases  the 
hiccough  depends  upon  a direct  lesion  of  the  phrenic  nerve,  as  we  have  seen  in 
one  case  of  tubercular  mediastino-pericarditis.  We  have  also  seen  hiccough  last- 
ing for  hours  in  cerebral  apoplexy,  and  also  in  chronic  myelitis  extending  to  the 
cervical  cord. 

In  the  milder  cases  hiccough  soon  passes  off  without  special  treatment.  Hold- 
ing the  breath,  pressure  on  the  closed  glottis,  blows  on  the  back,  etc.,  are  proce- 
dures generally  known  by  the  laity,  and  often  used  to  suppress  hiccough.  In  more 
severe  cases  we  must  try  narcotics,  opium,  cannabis  indica,  or  inhalations  of  chlo- 
roform. The  faradic  brush  to  the  region  of  the  diaphragm,  or  the  direct  action  of 
electricity  on  the  phrenic  nerve,  is  sometimes  of  advantage.  In  hysterical  hic- 
cough we  may  obtain  very  rapid  results  in  this  way,  or  sometimes  by  one  of  the 
different  nervines,  valerian,  zinc,  atropine,  or  Fowler’s  solution. 

Complicated  respiratory  spasms,  either  in  the  form  of  spasmodically  accelerated 
and  forced  breathing,  or  spasms  combined  with  all  sorts  of  other  symptoms,  with 
many  gurgling  noises,  eructations,  etc.,  are  almost  exclusively  confined  to  hysteria. 
We  have  ourselves  counted  in  one  such  case  over  two  hundred  respirations  a min- 
ute I ^ The  best  remedy  against  most  of  these  forms  of  spasm,  and  one  which  often 
acts  instantly,  is  a cool  bath  with  energetic  cold  shower-baths.  The  yawning 
spasm  (chasmus,  oscedo),  sneezing  spasm  (sternutatio  conmdsiva,  ptaimius), 
laughing  and  weeping  spasms,  coughing  spasm,  etc.,  also  belong  to  the  respiratory 
spasms.  We  once  saw  a very  remarkable  example  of  the  latter  in  a boy  ten  years 
old.  A peculiar,  reflex,  hollow,  barking  cough  came  on,  either  spontaneously  or 
on  pinching  any  part  of  the  skin.  The  affection  lasted  for  some  weeks,  and  then 
disappeared  quite  suddenly. 


CHAPTER  IV. 

WRITER’S  CRAMP  AND  ALLIED  PROFESSIONAL  NEUROSES. 

Writor’s  cramp  (graphospasm,  mogigraphia)  is  the  commonest  form  of  a 
whole  class  of  peculiar  disturbances  of  motion,  to  which  Benedikt  gave  the  appro- 
1 n neuroses  of  co-ordination.”  Their  characteristic 

fw!  ^ '^'’^t'^i'^anco  in  a certain  group  of  muscles  appears  only  when 

flelin  harmonious  action,  in  quite  a definite  and  ii.sually  a 

'cated  occujiation.  Although  the  persons  who  suffer  from 

dinars  punioses  in  a perfectly  normal  manner,  these  same  muscles  at  once 
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refuse  tEeir  service  wEen  tEe  patient  Eegins  to  write.  In  tEis  case  tEe  disturbance 
can  not  Ee  in  tEe  innervation  of  tEe  individual  muscles  tEemselves,  but  it  must  be 
referred  to  tEe  form  of  tEeir  associated  action — tEat  is,  it  must  be  a disturbance  of 
co-ordination;  but  tbe  details  of  tbis  disturbance  are  still  entirely  unknown  to  us, 
nor  do  we  know  in  wEat  part  of  tEe  nervous  system  we  are  to  look  for  tEe  seat  of 
tEe  disease.  Over-exertion  in  writing  plays  tEe  most  important  part  as  an  mtio- 
logical  factor.  Writer’s  cramp  is  tlierefore  seen  cEiefly,  but  of  course  not  ex- 
clusively, in  those  persons  whose  occupation  is  connected  with  continuous  writ- 
ing, especially  in  secretaries,  merchants,  birreau  officials,  etc.  A general  nervous 
predisposition  seems  also  to  increase  the  tendency  to  writer’s  cramp.  Attention 
has  also  been  called  to  the  fact  that  bad  pens,  such  as  bard  steel  pens,  bad  methods 
of  holding  the  pen  in  writing,  etc.,  may  favor  the  development  of  writer’s  cramp. 

Symptoms. — TEe  essential  symptom  of  writer’s  cramp  is  the  appearance  of 
certain  disturbances  at  every  attempt  to  write,  which  render  writing  very  difficult 
or  entirely  impossible.  The  affection  usually  begins  gradually,  but  increases  quite 
rapidly.  For  the  precise  characterization  of  the  disturbance  Benedikt  has  dis- 
tinguished three  foi’ms  of  writer’s  cramp,  but  they  run  into  one  another  in  various 
ways.  The  spastic  form  is  the  most  frequent.  The  patient  scai’cely  begins  to  write 
when  contractions  or  tonic  spasms  come  on  in  the  different  fingers,  so  that  the  pen 
can  no  longer  be  held  firmly,  or  it  makes  abnormal  h’regular  movements,  or  it  is 
firmly  pressed  into  the  paper,  etc.  We  very  often  see  a tonic  spasm  of  the  prona- 
tors of  the  forearm  set  in  on  each  attempt  to  write.  Writing  is  wholly  impossi- 
ble, or  it  is  done  only  with  the  greatest  exertion,  and  the  characters  are  also  utterly 
distorted,  unequal,  and  mingled  with  false  strokes  and  blots.  In  the  pai’alytic 
form*  the  disturbance  in  writing  is  chiefly  a rapidly  arising  tired  feeling,  like 
paralysis,  in  the  right  arm,  which  is  often  associated  with  painful  sensations. 
Finally,  in  the  tremulous  form  of  writer’s  cramp  there  is  such  a marked  tremor  in 
the  right  hand  at  every  attempt  to  write  that  the  letters  are  completely  illegible. 
W^e  have  seen  several  such  cases  in  children,  which  we  have  regarded  as  distinctly 
hysterical. 

As  has  already  been  said,  motility  in  every  other  respect  is  perfectly  normal, 
but  sometimes  analogous  symptoms  also  appear  in  the  same  patient  in  many  other 
fine  employments,  such  as  sewing,  piano-playing,  etc.  The  sensibility  is  usually 
perfectly  normal,  except  for  the  muscular  pains  already  mentioned,  and  a frequent 
feeling  of  numbness  in  the  forearm  and  fingers.  A few  painful  pressure-points 
have  sometimes  been  found  on  the  cervical  and  dorsal  vertebras.  We  should  also 
examine  the  peripheral  nerves,  since  painful  thickenings  are  sometimes  to  be 
detected  in  them,  which  possibly  stand  in  a causal  relation  to  the  disease.  If  we 
are  dealing  with  people  who  are  generally  neurotic,  they  often  complain  at  the 
same  time  of  headaches,  mental  uneasiness,  and  general  weakness. 

The  diagnosis  of  writer’s  cramp  is  almost  always  easy.  We  must  guard  agamst 
confusing  it  with  other  nervous  diseases,  such  as  chorea,  paralysis  agitans,  multiple 
sclerosis,  beginning  muscular  atrophy,  or  agraphia,  which,  of  course,  under  some 
circumstances  may  lead  to  disturbances  in  writing. 

The  prognosis  is  always  to  be  given  with  reserve.  Complete  recoveries  with- 
out doubt  do  occur,  but  many  cases  are  extremely  obstinate  and  otheis  aie 
able.  Relapses  are  also  very  common  even  after  improvement  has  set  in.  any 
patients  are  obliged  to  choo.se  another  calling  in  consequence  of  their  trouble. 

The  treatment  begins  firat  with  the  command  to  give  up  writing  entmely  for 
several  weeks  or  mouths.  If  this  command  can  be  obeyed,  the  mere  rest  may  be 


* It  is  particularly  illogical  to  class  this  di.sturbanco  with  writer’s  cramp,  since  we  can  not  speak 
of  the  “ paralytic  ” form  of  a “ cramp.” 
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of  service  in  mild  incipient  cases.  Certain  contrivances  for  writing,  which  the 
piitient  can  best  test  himself,  are  often  of  advantage,  such  as  sticking  the  pen- 
holder through  a cork,  using  a large  pen-holder,  a change  in  the  way  of  holding 
the  pen  and  in  the  position  of  the  arm,  etc.  Nussbaum  has  lately  invented  a kind 
of  bracelet  to  which  the  pen-holder  is  fastened,  and  which  is  held  firmly  by  the 
outspread  fingers.  Learning  to  write  with  the  left  hand,  which  is  often  tried  by 
patients,  usually  leads  to  no  good  result,  since  the  cramp  very  soon  appears  in  the 
left  hand  also  with  remarkable  rapidity. 

Of  the  special  methods  of  treating  writer’s  cramp  the  application  of  galvanism 
deserves  the  first  mention.  Avoiding  all  strong  currents  and  variations  of  the 
current,  we  apply  the  stabile  anode  to  the  brachial  plexus,  and  also  to  the  different 
nerves  (especially  if  they  be  sensitive  to  pressure)  and  the  affected  muscles,  for  five 
or  ten  minutes.  The  cathode  is  placed  in  the  vicinity  of  the  cervical  vertebrae. 
If  painful  points  are  found,  they  receive  special  ti’eatment.  We  may  also  use  gal- 
vanism, as  an  experiment,  thi’ough  the  head.  Of  late,  massage  and  methodical 
gymnastics  have  shown  still  more  favorable  results  than  electrical  treatment,  but 
the  use  of  them  demands  special  technical  skill,  and  therefore  they  have  so  far 
obtained  excellent  results  chiefly  in  the  hands  of  certain  specialists.  We  can  very 
rarely  promise  success  from  internal  remedies  such  as  subcutaneous  injections  of 
strychnine,  atropine,  etc.,  but  those  methods  of  treatment  often  act  favorably 
which  aid  the  general  strength  of  the  nervous  system,  such  as  cold-water  cures,  sea- 
bathing, and  residence  at  a mountain  resort. 

As  an  appendix  we  will  mention  here  some  other  professional  neuroses  that 
are  occasionally  seen.  They  are  the  piano-player’s  cramp,  which  is  seen  espe- 
cially in  young  conservatory  pupils,  violin-  and  ’cello-player’s  cramp,  telegrapher’s 
cramp,  tailor’s  cramp,  milker’s  cramp,  the  peculiar  disturbances  of  innervation  in 
the  hands  which  often  occur  in  cigar-rollers,  etc.  In  the  lower  extremities  there 
seems  to  be  an  analogous  affection  in  ballet-dancers,  and  also  in  sewing-machine 
gu'ls,  turners,  etc.  We  have  seen  a professional  cramp  in  the  tongue  in  a clario- 
net-player. The  special  points  in  the  symptomatology  and  treatment  of  all  these 
forms  of  cramp  are  in  large  part  analogous  to  the  conditions  described  in  writer’s 
cramp.  In  piano-players  the  neurosis  appears  chiefly  in  the  paretic  form — mild 
fatigue — and  is  usually  associated  with  quite  severe  pains,  that  come  on  during 
playing,  in  certain  parts  of  the  arm.  In  regard  to  treatment,  the  best  results  are 
obtained  by  energetic  massage.  Finally,  it  may  here  be  noted  that  in  certain 
laborious  occupations  that  are  persistently  practiced,  a severe  group  of  nervous 
.symptoms  may  also  arise.  For  example.  B.  Hirt  has  lately  described  an  affection 
which  occurs  in  sewdng-machine  girls,  and  is  characterized  by  disturbances  of  sen- 
sibility, pain,  })armsthesia,  and  in  some  cases  anaesthesia,  ataxia,  absence  of  the 
tendon  reflexes,  and  .swaying  with  the  eyes  shut.  The  disease  thus  recalls  very 
closely  the  picture  of  locomotor  ataxia,  but  it  is  curable  with  pz'oper  treatment. 
Therefore  Hirt  suspected  an  affection  of  the  peripheral  nerves.  Like  symjitoms 
are  also  seen  in  other  classes  of  laborers,  as  in  farm-hands  after  laborious  toil  in 
the  fields. 


CHAPTER  V. 

SIMPLE  AND  MULTIPLE  DEGENERATIVE  NEURITIS. 

.Etiology  and  Pathology, — We  term  those  changes  in  the  nerves  acute  neuritis 
(inflammation  of  the  nerves)  where  their  vessels  become  very  hypertemic,  and 
where  the  transudation  of  fluid  and  cellular  elements  takes  place  from  the  walls 
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of  the  vessels  into  the  surrounding  tissue.  The  inflamed  nerve  is  therefore  swollen 
and  thickened,  its  color  is  manifestly  i-eddened  from  the  marked  vascular  hyper- 
semia,  and  we  can  aften  recognize  with  the  naked  eye  a few  or  many  small  hsem- 
orrhages.  Mici’oscopic  examination  .shows  an  abundant  inflltration  of  round  cells 
into  the  nerve  sheaths  and  the  intofstitial  tissue,  and  these  may  he  so  numerous 
that  the  inflammation  in  some  cases  may  be  recognized,  even  on  macroscopic 
examination,  as  a purulent  neuritis.  The  nerve-fibers  themselves  sometimes  show 
no  visible  changes,  hut  in  more  severe  neuritis  we  usually  And  an  evident  disin- 
tegration of  the  medullary  sheaths  and  the  axis-cylinders,  and  finally  a complete 
destruction  of  the  nerve-fibers.  The  “ fatty  granular  cells  ” wliich  are  seen  in 
these  cases  are  probably  white  blood-corpuscles  (perhaps,  also,  endothelial  cells  ?), 
which  have  taken  up  the  fat  from  the  disintegrated  medullary  substance.  The 
destruction  of  the  nerve-fibers,  “ parenchymatous  inflammation,”  is  partly  a me- 
chanical result  of  their  compression  by  the  surrounding  exudation,  but  very 
largely  probably  the  result  of  the  direct  injury  which  the  nerve-fibers  undergo 
from  the  causes  that  provoke  the  inflammation. 

In  its  further  course  the  neuritis  advances  to  the  .stage  of  the  new  formation  of 
connective  tissue  and  the  regenerative  processes.  The  nerve  appears  firmer  and 
denser  than  normal;  a large  amount  of  interstitial  connective  tissue  is  formed 
between  the  single  nerve-fibers  that  are  still  preserved,  which,  if  produced  in 
excess,  like  a sort  of  callus  formation,  may  lead  to  quite  considerable  partial  thick- 
enings of  the  nerve,  the  so-called  neuritis  nodosa.  The  capacity  for  regeneration 
of  the  peripheral  nerves  is  relatively  very  considerable,  so  that  in  moderate  and 
even  in  severe  degrees  of  neuritis  we  may  have  a complete  restitutio  ad  integrum. 
There  may  he  a partial  regeneration  of  the  nerve-fibers  even  in  the  woi’st  cases. 
Chronic  neuritis  either  proceeds  from  acute  neuritis,  or  it  develops  de  novo  in  an 
insidious  fashion.  In  the  latter  case  the  first  acute  stage  of  hypersemia  and  cellu- 
lar infiltration  is  entirely  absent,  and  the  destruction  of  the  nerve-fibers  and  the 
new  growth  of  connective  tissue  proceed  in  a chronic  manner  from  the  beginning. 
In  such  cases  the  interstitial  inflammatory  changes  in  the  connective  tissues  and 
the  vessels  are  often  so  subordinate  to  the  degenerative  processes  in  the  nerve- 
flhers  themselves  that  we  have  almost  a genuine  parenchymatous  degeneration. 
Such  conditions,  perhaps,  can  not  be  properly  termed  “ neui’itis  ” at  all,  hut  rather 
“in’imary  chronic  degenei'ative  atrophy  of  the  nerves.”  They  arise  especially  as 
a result  of  certain  infectious  and  toxic  influences  {vide  infra),  which  have  a 
directly  deleterious  action  upon  the  nerve-fibers.  They  often  appear  in  many 
nerves  at  the  same  time,  and  consist  of  a slowly  progressive  disintegration  of  the 
medullary  sheath,  and  later  of  the  axis-cylinders  also.  It  is  possible  that  these 
last-named  changes  begin  in  the  terminal  branches  of  the  pei’ipheral  nerves,  and 
gradually  advance  from  them  toward  the  centers,  but  this  has  not  yet  been  cer- 
tainly confirmed ; at  any  rate,  the  affection  often  remains  confined  to  the  periph- 
eral nerves.  The  anterior  spinal  roots  and  the  cord  itself  in  such  cases  are  found 
perfectly  intact,  or  altered  only  in  a subordinate  way.  [According  to  recent 
observations  distinct  changes  may  he  found  in  the  cord,  chiefly  in  the  white  sub- 
stance, especially  in  the  more  chronic  forms  of  neuritis,  and  the  forms  of  toxic  ori- 
gin.—E.] 

In  inquiring  into  the  causes  of  neuritis  we  encounter  first  the  same  injurious 
influences  which  play  the  chief  part  in  the  inflammations  of  other  organs.  We 
very  often  speak  of  a traumatic  neuritis,  which  is  supposed  to  mean  a neuritis 
produced  by  various  mechanical  injuries  of  the  nerve.  As  far  as  this  implies 
open  wounds — like  stabs,  cuts,  gun-shot  wounds,  etc. — that  involve  the  nerve,  the 
development  of  a genuine  traumatic  neuritis  can  not  be  doubted;  hut  in  such  cases 
we  not  only  have  to  do  with  mechanical  lesions,  but  with  an  accidental  complica- 


SIMPLE  AND  MULTIPLE  DEGENERATIVE  NEURITIS. 


5S1 


tion  of  the  wound,  with  the  entrance  of  organized  agents  of  inflammation  through 
the  wound  into  the  nerves.  Only  in  this  case  can  there  he  an  inflammation 
(ascending  neuritis,  neuritis  migrans)  advancing  continuously  or  by  leaps  in 
the  nerve-trunk  from  the  point  of  lesion  in  the  nerve,  whereas,  if  the  wound 
remains  aseptic,  as  the  experiments  of  Rosenhach  and  East  have  shown,  such  a 
propagation  of  the  inflammation  above  the  point  of  lesion  never  occurs.  In 
tlie  subcutaneous  injui-ies  of  the  nerve-trunk  from  a blow,  from  pressure,  from 
dislocations  of  the  bones,  etc.,  we  are,  of  course,  not  justifled  in  speaking  of  a 
traumatic  neux’itis ; but  in  such  cases  we  have  a purely  mechanical  destruction 
of  the  nervous  elements,  which  is  followed  by  the  regular  processes  of  secon- 
dary degeneration  {vide  supra),  increase  of  connective  tissue,  and  final  restora- 
tion. 

Another  cause  for  the  origin  of  a genuine  neuritis  lies  in  the  extension  of  an 
inflammation  from  the  neighboring  organs  to  the  nerves.  In  inflammations  of 
the  bones,  as  in  caries  of  the  bones  of  the  skull  and  of  the  vertebrae,  of  the  joints 
and  of  the  different  internal  organs,  the  inflammatory  process  may  du’ectly  involve 
a nerve-trunk  by  contiguity.  In  this  way,  perhaps,  are  developed  the  atrophy 
and  paralysis  of  the  neighboring  muscles  which  are  often  seen  after  affections  of 
the  joints.  Leyden  has  also  tried  to  explain  a number  of  the  so-called  reflex 
paralyses  ” — that  is,  paralyses  which  sometimes  develop  as  a result  of  inflamma- 
tory affections  of  certain  internal  oi’gans,  especially  the  intestines  and  the  urinary 
and  sexual  organs — by  a neuritis  arising  from  the  organ  originally  affected,  and 
even  extending  to  the  spinal  cord. 

Primary  neuritis,  however,  is  of  special  interest.  This  may  either  be  caused 
by  some  evident  agency,  or  it  may  develop,  apparently  spontaneously,  without 
any  cause  as  far  as  Imown.  We  have  already  learned  to  recognize  one  group  of 
these  primary  neuritides  in  the  pj-eceding  chapters : those  which,  in  all  probabil- 
ity, underlie  most  of  the  “I’heumatic”  paralyses  on  the  one  hand,  and  cei’tain 
forms  of  neuralgia,  such  as  sciatica,  intercostal  neuralgia  with  zoster,  etc.,  on  the 
other.  As  we  have  said,  little  that  is  definite  is  known  as  to  the  precise  cause  of 
these  neuritides.  Some  of  them  seem  to  arise  from  external  agencies,  such  as 
exposiu’e  to  cold;  others,  perhaps,  from  infectious  influences.  Certain  toxic 
paralyses  belong  to  a second  group  of  primary  neuritides,  among  them,  for 
instance,  the  lead  and  arsenic  paralyses  already  described,  and  the  disease  of  the 
nerves  produced  by  chronic  alcoholism,  which  will  be  more  fully  described  below. 
Finally,  the  so-called  multiple  neuritis  forms  the  third  recognized  group,  a special 
form  of  disease  in  which  several  nerves  are  usually  affected  at  the  same  time  or 
.soon  after  one  another.  As  will  be  stated  in  the  desci-iption  of  the  course  of  the 
disease,  we  probably  have  in  these  cases  a definite  form  of  infectious  disease, 
which  IS  localized  exclusively,  or  at  least  mainly,  in  the  peripheral  nerves.  In 
the  acute  cases  the  anatomical  changes  in  the  nerves  seem  to  be  really  of  an 
inflammatory  nature,  but  in  the  chronic  cases  a simple  degenerative  atrophy  of 
the  nerves  underlies  the  morbid  symptoms.  The  tetiological  position  of  these 
chrome  cases  of  multiple  neuritis,  however,  is,  in  our  opinion,  to  be  judged  with 
caution,  since  at  least  a part  of  the  cases  so  far  published  are  certainly  to  be  classed 
with  alcoholic  neuritis  {vide  infra).  . 


Clinical  History  of  the  Different  Forms  of  Neuritis. 

1.  Secondary  Neuritis. --The  chief  symptom  of  secondary  neuritis,  following 

neighboring  organs,  etc.,  is  pain,  wdiich  comes  on  with 
g at  intensity,  not  only  in  the  region  of  distribution  of  the  affected  nerve,  hut 
al.so  along  the  whole  trunk  of  the  nerve.  In  these  cases  there  is  also  a marked 
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sensitiveness  of  the  nerve  to  pressure.  In  many  cases  we  can  succeed  in  feeling 
the  thickened  nerve  plainly  through  the  skin. 

Besides  these  direct  symptoms,  the  inflammation  soon  renders  the  necessary 
results  of  distui’bed  nervous  conduction  apparent.  There  is  a dullness  of  sensibility 
in  the  distribution  of  tlie  affected  nerve,  at  first  in  the  form  of  a subjective  feeling 
of  numbness,  but  later  as  a manifest  objective  anaesthesia,  which,  however,  rarely 
reaches  a very  high  degree.  The  motor  symptoms  at  fii-st  show  themselves  as 
motor  weakness,  which  in  severe  cases  becomes  a pronounced  paralysis.  It  goes 
without  saying  (see  page  538)  that  the  paralysis,  in  all  severe  cases,  is  followed  by 
a degenerative  atrophy  of  the  pai’alyzed  muscles,  and  the  appearance  of  electrical 
reaction  of  degeneration.  In  the  skiu,  trophic  and  vaso-motor  disturbances  have 
been  repeatedly  observed,  especially  slight  oedema  of  the  subcutaneous  cellular 
tissue,  eruptions  of  herpes,  etc. 

The  course  of  simple  secondary  neuritis  may  vary.  Its  onset  is  usually  quite 
acute,  or  more  rarely  it  begins  gradually.  Many  cases  seem  to  recover  before  the 
severer  consequences  are  reached,  while  others  take  a chronic,  tedious  course,  and 
lead  to  permanent  disturbances  of  function. 

2.  Primary  Simple  Neuritis. — We  must  seek  for  the  cause  of  many  primary 
paralyses  (that  is,  paralyses  coming  on  without  special  cause  or  after  cold,  etc.) 
in  the  distribution  of  individual  peripheral  nerves  in  a pure  neuritis.  For  exam- 
ple, “ rheumatic  ” facial  pai'alysis  is  certainly  due  to  a mild  or  a severe  neuritis  of 
the  facial  nerve.  Precisely  similar  primary  neuritic  paralyses  occur,  although 
more  rarely,  in  the  distribution  of  other  nerves,  especially  in  the  upiier  and  more 
rarely  in  the  lower  extremities ; thus  we  see  neuritic  axillary  or  deltoid  paralysis, 
ulnar  paralysis,  peroneal  paralysis,  etc.  All  these  cases  are  characterized  by  the 
fact  that  they  begin  with  more  or  less  severe  pain  or  imriesthesia  in  the  territory 
of  the  affected  nerve.  Motor  paralysis  sooner  or  later  develops,  which  in  the 
severer  cases  leads  to  degenerative  atrophy  of  the  affected  muscles  with  reaction 
of  degeneration.  Sensory  distimbances  in  the  skiu  can  usually  be  plainly  detected, 
at  least  to  a slight  degree,  on  careful  examination.  The  prognosis  of  these  paraly- 
ses is,  as  a rule,  favorable  ; but  sometimes  permanent  disturbances  of  function 
remain,  and  they  may  also  recur. 

3.  Primary  Multiple  Degenerative  Neuritis. — Primai’y  multiple  neuritis  is 
probably  not  a very  rare  disease,  but  yet  it  has  been  carefully  investigated  only  in 
the  last  few  years.  The  first  definite  observations  upon  it  were  made  in  the  years 
1864  and  1866  in  Prance  by  Dumenil.  Since  then  a whole  series  of  well-established 
cases  have  been  published  by  Eichhorst,  Eisenlohr,  Joffroy,  Leyden,  Vierordt,  the 
writer,  and  others,  so  that  the  type  of  the  disease  is  at  present  quite  accurately 
known.  Probably  in  former  days  multiple  neuritis  was  often  confused  with 
poliomyelitis  and  certain  cases  of  “acute  ascending  paralysis”  {vide  infra).  An 
interesting  discovery  was  first  made  by  Scheube,  that  the  peculiar  disease,  of 
endemic  occurrence,  long  known  in  Japan  and  the  East  Indies  bs  “ kak-ke  or 
“ heri-herif  is  in  its  clinical  and  anatomical  relations  a well-characterized  multiple 
peripheral  neuritis.  With  us,  also,  multiple  neuritis  occasionally  shows  an  epi- 
demic increase  in  frequency  (Eisenlohr).  [Cases  have  been  observed  among 
sailors,  fishermen,  etc.,  in  the  seaport  towns  of  New  England,  where  the  symp- 
toms resembled  those  of  neuritis  and  were  akin  to  beri-beri.  J.  J.  Putnam  thinks 
that  in  1881  and  1889  there  were  epidemics  of  this  disease  in  the  fishing  towns  of 
Massachusetts,  characterized  by  pain,  loss  of  power,  numbness,  and  oedema,  the 
trouble  being  chiefly  in  the  legs. — K.] 

Multiple  neuritis  usually  begins  acutely,  sometimes  almost  in  an  apoplecti- 
form manner,  and  without  any  definite  occasion,  precisely  like  an  acute  infectious 
disease.  Febrile  symptoms,  with  temperatures  from  102°  to  104°  (39°-40°  C.),  come 
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on  ill  persons  jjreviously  in  good  healtli,  usually  in  adults  in  youth  or  middle  life, 
ivith  severe  general  disturbance,  loss  of  appetite,  dullness,  headache,  and  some- 
times even  mild  delirium.  In  these  acute  cases  albuminuria  and  a slight  enlarge- 
ment of  the  spleen  have  sometimes  been  observed,  which  symptoms  also  point 
toward  the  infectious  nature  of  the  disease.  In  other  cases  the  initial  symptoms 
are  less  severe,  but  they  are  almost  never  entirely  absent.  The  pains,  which  ai’e 
hardly  ever  absent,  are  very  characteristic.  They  are  described  as  pulling  and 
tearing,  are  felt  chiefly  in  the  loins  and  the  extremities,  and  sometimes  follow 
approximately  the  course  of  the  large  nerve-trunks.  Since  in  some  cases  a num- 
ber of  the  joints  are  swollen,  the  disease  at  first  may  be  mistaken  for  acute  articu- 
lar rheumatism.  The  first  symptoms  of  paralysis,  usually  in  the  lower  extremi- 
ties, appear  very  soon  after  these  initial  symptoms,  or  at  the  same  time  with  them. 
Tlie  patient  notices  that  he  can  not  readily  move  one  leg,  and  soon  after  he  notices 
the  same  of  the  other.  The  paralysis  often  extends  rapidly  to  one  or  both  ai’ms. 
If  we  examine  the  paralyzed  parts  more  carefully  we  find  a perfectly  atonic  and 
more  or  less  extensive  paralysis.  The  legs  are  often  not  pai’alyzed,  but  distinctly 
ataxic,  a condition  which  is  often  seen  in  alcoholic  neuritis  {vide  infra).  The  re- 
flexes are  almost  always  diminished,  the  tendon  reflexes  are  usually  entnely  ab- 
sent, and  the  cutaneous  reflexes  ai*e  weak,  or  they  also  have  almost  wholly  disap- 
peared. In  only  a few  cases  are  the  reflexes  increased — a symptom  which  is  to  be 
regarded  as  analogous  to  cutaneous  hyperaesthesia.  We  can  usually  make  out, 
after  a few  days,  a decided  diminution  of  electrical  excitability  in  the  affected 
nerves  and  muscles,  which  finally  becomes  a pronounced  reaction  of  degeneration. 
If  the  paralysis  is  of  longer  duration,  there  is  a decided  atrophy  of  the  muscles. 
In  these  cases  the  severe  initial  symptoms  of  sensory  irritation,  as  a rule,  rapidly 
disappear,  although  slight  pains,  parsesthesia,  and  especially  a considerable  sensi- 
tiveness of  the  paralyzed  parts  to  pressure  and  to  passive  motion,  often  last  for  a 
long  time.  In  many  acute  cases  the  hyperaesthesia  of  the  skin  and  of  the  deeper 
parts  reaches  a veiy  high  degree,  but  it  is  remarkable  that  the  objective  disturbances 
of  sensibility  are  very  slight  in  the  great  majority  of  cases.  Marked  anaesthesia  is  a 
nu-e  exception,  so  that  we  may  rightly  suppose  that  primary  multiple  neuritis  affects 
chiefly  the  motor  nerve-fibers.  We  usually  find  no  disturbances  in  the  distribution 
of  the  cerebral  and  bulbar  nerves.  An  affection  of  the  optic  nerve  has  been  men- 
tioned  m only  a few  cases.  The  marked  increase  in  the  frequencv  of  the  pulse 
which  IS  usually  present,  is  important,  and  probably  depends  upon  a'disturbanceof 
the  vagus.  Trophic  disturbances  in  the  skin,  hair,  and  nails  are  not  verv  rare  (Ede- 
matous swelling  of  tlie  affected  extremities  has  also  been  repeatedly  observed  The 
functions  of  the  bladder  and  rectum,  however,  almost  always  remain  undisturbed 

In  regard  o the  course  of  the  disease,  in  the  severest  cases  it  may  soon  termi- 
nate fatally,  almost  always  because  the  paralysis  extends  to  the  muscles  of  respira- 
lon.  le  inspirations  are  labored,  and  are  performed  with  the  upper  part  of  the 
orax  only,  whi  e the  epigastrium  is  motionless,  or  sinks  in  on  inspiration  from 
the  paralyses  of  the  dmphragm.  Tliere  is  also  paralysis  of  the  other  mii.scles  of 
r^piration,  the  abdominal  muscles,  etc.,  so  that,  after  the  disease  has  lasted  a week 
o 1 respiratory  insulflciencv.  A second 

some  ^ ‘^«velops 

siansTf  * affection  seems  to  come  to  a stand-still,  and  the  firet 

flme-us?.n  1 ^ ^ cases,  it  always  takes  quite  a long 

chronie’e  ^ ^ several  months-for  recovery.  A third  class  of  cases  follow  a 
acZexZTi  although  even  in  these  cases  there  may  be  more 

r a ions  o the  disease.  In  these  cases  quite  extensive  atrophic  paraly- 
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sis  gradually  develops  in  the  lower  extremities,  and  usually  in  the  upper  extremi- 
ties also.  The  reflexes  disappear;  the  sensibility  is  as  a rule  somewhat,  but  very 
rarely  much  diminished.  Pains  are  always  i)resent  at  first,  but  later  on  in  the 
disease  they  often  become  subordinate.  The  bladder  and  rectum  usually  remain 
intact  in  then-  functions.  If  the  disease  advance  gradually  it  may  terminate 
fatally  even  at  a late  period,  after  a course  of  months,  usually  from  a final  paraly- 
sis of  respiration ; but,  on  the  other  hand,  even  after  a protracted  course,  the  disease 
may  come  to  a stand-still,  and  even  to  a complete  or  at  least  to  a partial  recovery. 
It  is  worthy  of  note  that  a combination  of  multiple  neuritis  and  pulmonary  tuber- 
culosis has  quite  frequently  been  observed ; but  nothing  definite  is  yet  known  as 
to  the  form  of  connection  between  the  two  diseases. 

The  diagnosis  of  multiple  neuritis  is,  as  a rule,  easy,  for  one  who  is  acquainted 
with  the  disease  and  notes  the  different  synq3toms  carefully.  In  regard  to  diag- 
nosis, the  chief  importance  should  he  i^laced  on  the  generally  acute  beginning, 
with  XJi'onounced  symptoms  of  sensory  irritation,  with  frequently  a very  consid- 
erable sensitiveness  of  the  nerves  to  x)ressure  and  general  cutaneous  hyperaes- 
thesia;  and  also  on  the  apj)earance  of  a'raxndly  extending  paralysis,  whose  i)erix)h- 
eral  nature  may  be  attested  by  the  x>reseuce  of  reaction  of  degeneration,  muscu- 
lar atrophy,  and  the  absence  of  the  cutaneous  and  tendon  reflexes.  Such  a paraly- 
sis can  be  j)roduced  by  nothing  but  an  affection  of  the  iierixjheral  nerves  or  polio- 
myelitis {vide  infra).  As  we  have  shown  above,  this  latter  disease  may,  in  fact, 
often  be  confused  with  multiple  neuritis,  but  a careful  attention  to  the  initial 
symjitoms,  esjpecially  to  the  disturbances  of  sensation,  will  usually  make  the  dif- 
ferential diagnosis  liossible. 

The  prognosis  of  multiple  neuritis  is  doubtful,  as  is  .shown  by  the  description 
of  the  course  of  the  disease,  but  it  is  by  no  means  very  unfavorable.  If  the  first 
acute  stage  of  the  disease  has  been  gone  through  with  without  accident,  we  may 
hope  for  recovery,  or  at  least  actual  improvement,  even  with  extensive  paralysis. 
Such  striking  results  in  the  way  of  recovery,  after  paralysis  that  has  lasted  for 
months,  are  also  imj)ortant  in  regard  to  diagnosis,  since  such  extensive  jirocesses 
of  regeneration  are  j)ossible  in  affections  of  the  j>ei’ipheral  nerves,  hut  scarcely  in 
spinal  diseases ; and  hence  they  are  sometimes  an  additional  confirmation  of  the 

diagnosis  of  a neuritis.  „ • m- 

Treatment. -lu  the  first  stage  of  the  disease,  especially  if  severe  pains,  swelling 

of  the  joints,  or  high  fever  be  present,  it  is  advisable  to  try  tbe  exbibition  of  sali- 
cylic acid,  from  which  several  observers  have  seen  a favorable  effect.  We  give 
ten  grains  (grm.  0‘5)  of  the  acid  every  hour,  or  a few  larger  doses,  a drac  ^ o a 
drachm  and  a half  (grm.  4-6)  of  salicylate  of  sodium.  Instead  of  sahcyhc  acid  ^ 
have  lately  used  antipyrine  and  phenacetine  with  good  results.  When  the  pain  is 
very  severe  we  must  use  narcotics,  such  as  injections  of  morphine.  Enibioc  i n 
of  chloroform,  and  sometimes  protracted  warm  baths,  have  a so  a pa  la  ive  e ec  . 
In  the  further  course  of  the  disease  proper  care,  a suitable  posi 
and  diet-nourishing  food— are  the  main  things  for  the  patient.  The  legene  at  ve 
processes  of  recovery  begin  spontaneously,  if  at  all,  hut  we  ^ ^ 

and  make  it  complete  by  a subsequent  electrical  treatment,  espe  y g ■ • 

Foi‘  the  completion  of  the  recovery,  bathing  (simple  warm  batlis,  salt  batbs,  etc.) 
is  serviceable,  and  also  the  baths  at  Teplitz,  Wiesbaden,  and  Rebme. 

4.  The  Chronic  Neuritis  op  Alcoholic  Subjects. 

( Pseudotahes  of  Alcoholic  Subjects,  Ataxia  of  Drinkers.) 

It  has  long  been  known  that  peculiar  nervous  ^ 

holic  subjects  (M.  Huss,  Lendet,  and  others) ; hut  up  to  the  piesent  time  a disease 
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of  the  spinal  cord  has  been  assumed  to  be  the  cause  of  the  symptoms,  and  only  of 
late  have  we  obtained  the  knowledge  that  at  least  a great  part  of  the  cases  of  this 
class  are  to  be  regarded  as  a special  form  of  chronic  multiple  neuritis  (Lancereaux, 
Moeli,  and  others).  The  practical  importance  of  this  alcoholic  neuritis  is  not 
slight;  fii-st,  because  it  may  easily  be  confused  with  other  nervous  diseases,  espe- 
cially with  tabes  dorealis,  and,  second,  because  its  proper  and  timely  diagnosis  is 
of  great  significance  in  regard  to  treatment. 

Alcoholic  neuritis  occurs  chiefly  in  two  forms;  in  one  form  actual  atrophic 
paralysis  develops  chiefly  in  the  lower  extremities,  but  in  the  other  form  the 
paresis  is  subordinate  to  the  other  disturbances  of  innervation.  The  first  symptom 
of  the  disease  is  usually  tearing  and  drawing  pains  in  different  parts  of  the  lower, 
or,  more  rarely,  of  the  upper,  extremities.  The  pains  are  usually  quite  severe, 
but  sometimes  only  of  moderate  strength.  Sooner  or  later,  but  sometimes  not  for 
yeai’s,  a pronounced  disturbance  of  the  gait  is  added  to  the  pains.  More  careful 
examination  shows  that  in  such  cases  there  is  partly  an  actual  paresis  of  the 
muscles  of  the  legs,  and  partly  a form  of  ataxia— a defective  innervation  which  is 
manifest  by  an  uncertainty,  a staggering  and  reeling  in  the  gait.  If  there  be 
marked  paresis,  the  affected  muscles  are  quite  atrophic,  and  electrical  examination 
usually  gives  a decided  diminution  of  excitability,  or  even  pronounced  reaction  of 
degeneration.  The  patellar  reflex  is  usually  lost  quite  early.  The  sensibility,  too, 
is  very  rarely  perfectly  normal ; we  find  sometimes  quite  marked  anaesthesia,  es- 
pecially in  the  lower  legs,  and  also  in  other  parts  of  the  skin.  The  cutaneous 
reflexes  are  also  often  feeble  and  slow.  There  is  sometimes  considerable  tender- 
ness on  pressure  on  the  deeper  parts  and  over  the  nerves.  The  course  of  the 
disease  is  usually  chronic.  If  the  cause  of  the  evil— the  abuse  of  alcohol— be  re- 
moved in  time,  perfect  recovery  is  possible;  but  in  far-advanced  cases  the  disease 
may  go  on  to  complete  paralysis  even  of  the  upper  extremities,  and  to  a fatal 
termination.  [In  women,  especially,  mental  symptoms  are  often  pronounced.  It 
is  a characteristic  feature  of  the  delusions  of  alcoholic  neuritis,  that  the  patient 
will  tell  of  walks  taken,  and  of  people  seen,  although  at  the  time  he  is  helpless  in 
bed.— K.] 

As  may  be  seen,  the  disease  is  decidedly  like  tabes  dorsalis,  and  in  the  early 
stages,  with  pain,  ataxia,  and  absence  of  pateUar  reflex,  the  differential  diagnosis 
has  no  slight  difficulty.  In  regard  to  this  it  must  be  borne  in  mind  that  the 
reflex  immobility  of  the  pupils,  the  girdle  sensation  and  disturbances  of  the  bladder, 
seem  to  be  absent  in  alcoholic  neuritis,  at  least  as  a rule,  while,  on  the  other  hand! 
the  development  of  atrophic  paralyses  may  almost  certainly  exclude  tabes. 

The  treatment  demands,  in  the  first  place,  the  entire  abandonment  of  the 
further  use  of  alcohol,  if  possible.  In  mild  cases  we  can  obtain  a decided  improve- 
ment  by  this  alone.  In  more  advanced  cases  electrical  treatment  and  tepid  baths 
do  the  best  service.  We  would  also  recommend  the  internal  or  subcutaneous  use 
or  preparations  of  strychnine. 


CHAPTER  VI. 

NEW  GROWTHS  IN  THE  PERIPHERAL  NERVES, 

tr,  l^owths  in  the  peripheral  nerves  arc  usually  divided  into  false  and 

flbrom  former  are  not  newly  formed  nervous  tissue  ]iroper,  but  are 

tumnT  the  nerves.  Infectious 

m-own.’  ■■  syphilitic  gummata,  and  still  more  frequently  the  new 

growths  arising  m leprosy,  may  have  their  seat  on  the  peripheral  nerves.  The 
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true  nouromala  consist  of  newly  formed,  nsimlly  mediillutcd,  nerve-fibers  (neu- 
roma myeUniemn  of  Vircliow),  wliicli  are  imbedded  in  a frequently  very  abun- 
dant eonnoctive-tissuo  stroma.  Tliese  neuromata  develoj)  most  frequently  in  the 
cut  ends  of  nerves  in  amputation-stumps  (am])utation  neuromata),  but  they  may 
form  after  otlier  injuries  of  the  nerves,  and  probably  many  neuralgias  and  per- 
sistent paius  after  injuries  are  due  to  the  formation  of  sucli  little  neuromata.  The 
multiple  occurrence  of  neuromata,  wliich  has  also  been  repeatedly  observed,  is 
very  remarkable.  Tlieso  develop  by  hundreds  in  tlio  same  individual,  chiefly  on 
the  .spinal  nerves,  only  occasionally  and  exceptionally  on  the  sympathetic  or 
cranial  nerves.  In  such  cases  tlie  diU’erent  tumors  are  by  no  means  metastases 
from  one  original  tumor,  but  are  the  expression  of  a general  and  often  hereditary 
predisposition  of  the  peripheral  nervous  system  to  the  formation  of  tumors. 
Sometimes  multiple  neuromata  are  combined  with  other  anomalies  of  (lie  nervous 
system,  such  as  cretinism.  Besides  the  medullatcd  neuromata,  there  arc  also  new 
growths  of  non-medullatod  nervo-libers  {neuroma  amyelinicum),  but  their  histo- 
logical diagnosis  is  always  very  dilllcult. 

The  symptoms  of  neuromata  vary  vciy  much  in  dill'ercnt  cases.  Many  of 
them  cau.so  no  symptoms  at  all,  but  in  other  cases  they  are  the  cause  of  extremely 
severe  and  persistent  neuralgias  and  neuralgiform  pains,  which  come  on  with 
varying  intensity,  are  usually  remittent  or  intermittent,  and  are  often  iencrased 
by  external  causes,  the  inlluenco  of  the  weather,  etc.  Marked  syrnjitoms  of 
pressure,  especially  anaesthesia  and  motor  paraly.sis,  are  only  exceptionally  devel- 
oped, but  they  sometimes  do  occur,  csiiccially  in  neuromata  of  the  cauda  equina. 
Direct  or  reflex  symptoms  of  motor  irritation,  such  as  tremor  or  tonic  spasms,  are 
somewhat  more  frequent. 

The  so-called  tnhercula  dolorona  deserve  sjiecial  mention.  By  this  term  we 
mean  little  nodules  which  may  bo  felt  beneath  the  skin,  and  are  usually  readily 
movable  and  very  sensitive  to  pressure.  They  are  not  very  rare,  and  are  usually 
as.sociated  with  drawing  ])ains,  which  are  rarely  decidedly  neuralgic  and  arc  not 
very  strictly  localized.  They  are  situated  in  the  extremities,  especially  in  the 
arms,  and  in  the  back,  the  neck,  etc.  It  is  worthy  of  note  that  the  symi)toms  are 
only  at  times  very  prominent.,  and  then  they  disa])pe!ir  again,  and  that  with  this 
di.sai)pearanco  is  certainly  sometimes  associated  a s))ontuneous  disaj)])earanco  of 
the  nodule.  The  anatomical  nature  of  the  tubercula  dolorosa  is  not  always  to  be 
established  with  certainty.  Many  of  them  are  true  Jieuromata,  but  others  belong 
to  other  kinds  of  now  growths. 

The  cour.so  of  neuromata  is  of  cour.se  very  chronic.  In  some  cases  the  ])er- 
sistont  severe  pain  may  give  rise  to  considerable  general  disturbance,  but  a final 
spontaneous  ce.s.sation  of  the  symptoms,  and  even  a disai)poarance  of  the  now 
growths,  have  also  been  observed. 

The  diagnosis  of  )ieuromata  is  possible  only  when  the  tumors  can  be  felt  through 
the  skin,  and  when  their  scat,  as  well  as  their  clinical  symi)toms,  correspond  to 
the  course  and  distribution  of  a nerve.  In  multij)lo  neuromata  the  diagnosis  has 
boon  re])catcdly  confirmed  by  the  excision  and  examination  of  one  of  the  tumors. 

The  only  successful  treatment  of  neuromata  is  cxtir])ation,  which  is  to  be 
undertaken  only  when  the  symptoms  are  very  severe.  If  oxtii’i)ation  be  7iot 
j)racticable,  or  if  we  have  to  do  with  niulti))lo  neuromata,  the  j)atioJit’s  trouble 
can  1)0  alleviated  only  i)y  symj)tomatic  means,  narcotics,  .'ind  electricity.  If  wo 
can  comju’css  the  nerve  al)ove  the  neuroma,  we  can  often  cause  by  this  meaiis  a 
teitiporary  cessation  of  the  ])ain. 
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II,— Vaso-motor  and  Trophic  Neuroses. 


CHAPTER  I. 

PRELIMINARY  REMARKS  UPON  VASO-MOTOR,  TROPHIC,  AND 
SECRETORY  DISTURBANCES. 

Besides  the  disturbances  of  sensibility  and  motility  described  in  the  preceding 
sections,  we  also  see  in  nervous  patients  frequent  anomabes  of  the  vaso-motor  and 
trophic  functions,  but  up  to  the  present  time  we  know  comparatively  Little  that  is 
certain  as  to  the  precise  nature  of  their  occurrence. 

Physiology,  as  is  well  known,  distinguishes  two  varieties  of  vaso-motor  neiwes 
—the  vaso-constrictors  and  the  vaso-dilators ; but  since  experiments  have  detected 
the  latter  variety  in  only  a few  places— for  example,  in  the  chorda  tympani,  the 
nervi  erigentes,  and  the  sciatic— they  have  not  acquired  a very  great  significance  in 
human  pathology.  We  are  at  present  much  more  disposed  to  refer  every  abnor- 
mal constriction  of  the  vessels  to  an  irritation,  and  every  abnormal  dilatation  of 
the  vessels  to  a paralysis  of  the  vaso-constrictor  nerves,  although  pci’haps  patho- 
logical conditions  of  irritation  of  the  vaso-dilators  may  not  be  at  all  I’are.  In 
regard  to  the  precise  anatomical  course  of  the  vaso-motor  nerves,  we  must  first 
state  that  vaso-motor  irritations  may  certainly  proceed  from  the  cerebrum,  as  is 
.shown  by  the' well-known  symptoms  of  blushiug  and  pallor  from  mental  emo- 
tions. In  expei’iments  on  dogs,  Eulenburg  and  Landois  have  succeeded  in  pro- 
ducing a fall  of  temperature  on  the  opposite  side  by  irritating  certain  portions  of 
the  cortex  in  the  immediate  vicinity  of  the  motor  centers,  and  by  extirpation  of 
the  same  parts  they  have  produced  a rise  in  temperature.  Furthermore,  we  know 
with  certainty  that  there  is  an  important  vaso-motor  center  in  the  medulla  oblon- 
gata (in  the  region  of  the  upper  olivaiy  body  in  rabbits),  the  undtation  of  which, 
directly  or  reflexly,  is  followed  by  an  almost  univei’sal  vascular  constriction,  and 
its  destruction  by  an  almost  universal  vascular  dilatation.  We  must  probably 
seek  the  fuidher  course  of  the  vaso-motor  nerves  very  largely  (or  exclusively  ?)  in 
the  lateral  columns,  from  which  they  pass  out  chiefiy  by  the  anterior  roots ; but 
there  are  also  experimental  data  (Strickei*)  suggesting  the  presence  of  vaso-motor 
nerves  in  the  posteidor  roots.  It  is  not  Imown  with  certainty  whether  there  is 
any  decussation  of  the  vaso-motor  fibers,  or,  if  there  is,  where  it  occurs.  The 
larger  part  of  the  vaso-motor  nerves  collect,  at  any  rate,  in  the  principal  trunks 
of  the  sympathetic,  from  which,  as  is  well  known,  the  separate  plexuses  that  sur- 
round the  vessels  arise.  It  is  not  improbable,  however,  that  there  is  also  in  part  a 
direct  passage  of  vaso-motor  fibers  from  the  cord  into  the  peripheral  nerves.  In 
conclusion,  we  must  mention  that,  according  to  Goltz’s  experiments,  there  are 
reflex  vaso-motor  centers  in  the  cord  for  the  different  parts  of  the  body. 

The  clinical  vaso-motor  symptoms  are  chiefiy  to  be  observed  in  the  e.xternal 
skin.  We  distinguish  them  as  follows: 

1.  Symptoms  of  Vano-motor  Paralysis. — We  conclude  that  there  is  a paral- 
ysis of  the  vaso-inotors  if  there  is  an  abnormal  redness  of  the  skin.  Such  a I’ed- 
ness  is  almost  always  associated  with  an  objective  and  often  a subjective  feeling 
of  an  increase  of  temperature.  Such  conditions  are  observed  either  in  connection 
with  other  nervous  s^Tnptoms — as  in  fresh  spinal  or  cerebral  paralyses,  and  also 
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very  often  in  certain  functional  neuroses,  such  as  hysteria  and  neurasthenia-or  in 
the  form  of  independent  affections— the  pure  vaso  motor  neuroses,  injuries  of  the 
cervical  sympathetic,  etc.  There  are  cases  in  which  the  only  symptoms  are  a 
pei-sistent  or  paroxysmal  redness  of  the  skin,  especially  of  the  head,  associated 
with  a great  feeling  of  heat,  with  palpitation  of  the  heart,  strong  pulsation  of  the 
arteries,  anxiety,  ringing  in  the  ears,  and  sweating.  If  the  affection  be  confined 
to  a single  extremity,  in  which  there  are  paroxysmal  redness,  diffuse  swelling  and 
pain,  we  have  the  condition  described  by  Weir  Mitchell  as  erythromelalgia'  As 
was  stated  above,  it  is  at  present  impossible  to  decide  whether  many  of  the  symp- 
toms just  mentioned  do  not  perhaps  depend  upon  an  irritation  of  the  vaso-dilator 
nerves. 

2.  Symptoms  of  Vaso-motor  Spasm.— Qgasm  of  the  small  vessels  becomes 
apparent  by  a striking  pallor  and  coolness  of  the  skin.  There  is  often,  with  this 
a decided  feeling  of  formication  and  stiffness  in  the  affected  parts,  which  may 
even  increase  to  an  actual  feeling  of  pain.  Such  vaso-motor  spasms  affect  the 
hands  especially,  and  form  a chronic  trouble  that  is  not  very  rare.  They  are 
usually  seen  in  people  who  are  generally  nervous  and  irritable,  and  sometimes 
also  in  washerwomen.  A vascular  spasm  is  sometimes  seen  in  the  extremities  as 
one  symptom  of  complicated  paroxysms,  such  as  nervous  angina  pectoris  (q.  v.), 
especially  at  the  beginning  of  the  paroxysm.  A persistent  spasm  of  the  small 
arteries  may  give  rise  to  considerable  subsequent  trophic  disturbance.  At  least, 
the  rare  cases  of  so-called  “ spontaneous  symmetrical  gangrene  ” [Raynaud’s  dis- 
ease of  the  extremities],  and  also  certain  forms  of  scleroderma  and  some  similar 
affections,  are  referred  by  many  observers  to  a primary  spasm  of  the  vessels. 
[Other  observers  are  disposed  to  attribute  many  if  not  all  the  cases  of  symmetrical 
gangrene  to  arterio-sclerosis  or  syphilitic  endarteritis  affecting  the  smaller  vessels. 
— K.]  There  is  a condition,  seen  especially  in  the  hands,  in  which,  -without  known 
cause,  the  skin  becomes  dark  blue  and  icy  cold,  and  the  epidermis  is  raised  in  dif- 
ferent pai’ts  into  bullae.  This  condition  may  even  attain  to  a circumscribed  gan- 
grene— sijastic  gangrene. 

We  have  much  less  information  concerning  the  trophic  nerves  than  we  have 
concerning  the  vaso-motor.  As  is  well  known,  the  controversy  is  still  going  on 
as  to,  whether  we  have  any  right  to  assume  the  existence  of  special  trophic  nerves. 
Clinical  facts  speak  decidedly  in  favor  of  this  assumption,  although  we  have 
already  stated  that  many  trophic  disturbances  are  probably  due  to  vaso-motor 
changes,  and  also  that  the  anajsthesia  of  many  parts  is  a very  favorable  circum- 
stance for  the  occurrence  of  disturbances  of  nutrition  (compare  what  was  said  in 
regard  to  anaesthesia  of  the  trigeminus  on  page  514). 

Those  changes  in  the  skin  w-hich  depend  essentially  upon  an  abnormally  great 
exudation  from  the  vessels  form  a ti’ansition  between  vaso-motor  and  trophic  dis- 
turbances. Among  them  are,  first,  peculiar  cases  of  disease  Avhich  have  been 
termed  “ acute  angioneurotic  oedema  ” (Quincke,  Sti’iibing,  and  othens).  In  these 
cases  cedematous  swellings  appear  suddenly  in  various  parts  of  the  body,  and 
sometimes  disappear  after  a few  hours,  but  they  may  be  very  often  repeated.  Dan- 
gerous symptoms  may  arise  if  the  oedema  affect  the  pharynx  or  the  enti-ance  to 
the  larynx.  The  patient’s  health  otherwise  is  sometimes  perfectly  good,  but  in 
other  cases  it  is  more  or  less  affected.  Gastric  disturbances  esjiecially  (attacks  of 
vomiting  and  gash’algia)  have  been  observed  at  the  same  time  in  such  patients. 
Acute  angioneurotic  oedema  is  manifestly  closely  allied  to  urticai’ia  and  ery- 
thema cxudativum.  In  regard  to  the  occurrence  of  herpes  zoster  in  nervous  dis- 
eases, compare  what  was  said  on  page  525.  Vesicle  formations  analogous  to  herpes 
zoster  intercostalis  may  also  occur  along  the  track  of  other  nerve-trunks  in  iDeriph- 
eral,  or  even  in  purely  spinal  (?)  nervous  affections. 
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Among  tliose  symptoms  which  chiefly  support  the  theory  of  the  existence  of 
specific  trophic  nervous  influences,  we  have  already  learned  to  recognize  the 
degenerative  atrophy  of  the  muscles  and  nerves  (see  page  538).  Various  other 
sorts  of  trophic  disturbances  in  the  skin  and  the  deeper  parts  are  seen  in  nervous 
diseases.  Especially  after  wounds  of  the  peripheral  nerves  we  often  notice  a 
peculiar  shining,  smooth,  atrophic  condition  of  the  skin — the  “ glossy  skin  ” or 
“glossy  fingers”  of  the  English  authors.  In  other  cases  anomalies  in  the  pig- 
mentation of  the  skin  seem  to  be  connected  with  the  nervous  disturbances;  thus 
spots  deprived  of  pigment  {vitiligo)  often  develop  as  a result  of  severe  neural- 
gias. We  must  also  bring  to  mind  here  the  appeai’ance  of  changes  in  pigmenta- 
tion from  nex’vous  causes,  especially  the  aetiology  of  Addison’s  disea.se  {vide  infra) 
and  the  occurrence  of  the  so-called  nervous  nmvi.  Among  the  severe  neui’o- 
trophic  disturbances  of  the  skin  many  observers,  especially  Charcot,  class  the 
appearance  of  acute  bedsores  in  many  spinal  and  cerebral  paralyses,  but  we  have 
never  been  able  to  convince  ourselves  of  the  occurrence  of  a “ neurptrophic  decubi- 
tus,” and  we  believe  that  every  bedsore  is  due  in  the  first  instance  to  external  in- 
fluences, uncleanliness,  and  pressure  on  the  skin. 

We  may  here  mention  myxoedema  {cachexie pachydermique  of  Charcot),  which 
was  first  described  in  England  by  William  Gull  and  Ord.  The  disease  has  taken 
its  name  from  a peculiar  thickening  and  swelling  of  the  skin,  which  is  most 
marked  in  the  face,  but  which  is  sometimes  seen  in  the  extremities,  the  trunk,  the 
tongue,  and  even  in  the  internal  organs.  This  swelling  is  not  oedema,  but  it  is 
due  to  the  development  of  a sort  of  myxomatous  new  growth,  rich  in  mucme, 
in  the  connective  tissue.  Other  trophic  disturbances  usually  co-exist : atrophy  of 
the  teeth  and  nails  [spade-like  hands,  coarseness  and]  loss  of  hair,  failure  in  the 
sweat  secretion  and  consequent  dryness  of  the  skin,  etc.  Besides  these  there  gradu- 
ally develops  a general  physical  and  mental  wealoiess,  which  may  increase  to  great 
hebetude  or  even  to  complete  dementia.  Disturbances  of  the  sensory  functions 
may  also  occur.  It  is  a fact  of  especial  interest  that  we  find  quite  commonly  a 
diminution  and  even  a complete  atrophy  of  the  thyroid  gland.  It  is  not  improb- 
able that  all  the  symptoms  of  the  disease  may  arise  from  the  failure  of  function 
of  the  thyroid  gland.  This  hypothesis  is  confirmed  by  the  repeated  experiments 
of  Kocher  and  others,  that  after  complete  extirpation  of  the  thyroid  in  man  almost 
the  same  symptoms  ensue  as  in  myxoedema  {cachexia  strumipriva).  Froi*  this 
we  must  suppose  that  certain  injurious  substances  accumulate  in  the  body  k-hich 
can  no  longer  be  made  innocuous  by  the  thyroid  gland. 

Besides  the  trophic  disturbances  in  the  skin,  we  often  see  analogous  changes  in 
the  nails  and  hair  in  nervous  patients.  The  nails  become  brittle  and  cracked  as- 
sume a darker  color,  and  often  show  a considerable  thickening  {onychogryphosis). 

e also  see  at  times  a loss  of  the  nails.  A loss  of  hair  is  seen  in  fi-ontal  neural- 
gia, m certain  forms  of  headache,  and  not  infrequently  as  an  apparently  independ- 
ent nervous  disease  {alopecia).  A very  rapid  whitening  of  the  hair  after  mental 
excitement  is  well  known  to  have  occurred  in  some  cases. 

Among  the  trophic  disturbances  of  the  deeper  parts  the  symptoms  sometimes 
seen  m the  bones  and  joints  deserve  a brief  mention.  The  implication  of  the 
rriV/?,-!!/  processes  is  seen  chiefly  in  progressive  unilateral  facial  atrophv 

^ fftarded  growth  of  bone  in  the  alfectod  extremities  is  also  a 
seen  ui  the  spinal  and  even  in  the  cerebral  paralyses  that 

tioml  , ^ 'vhich  proves  most  plainly  that  the  processes  of  growth  de- 

pend upon  the  nervous  sy.stem. 

forms involving  the  soft  parts, 

(P  Mario  T?  \ ^ recently  termed  acromegaly 
t . Mane,  Erb,  etc.).  The  affection  develops  slowly  in  women  and  men,  usually 
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lu  youth  or  middle  age.  Besides  the  general  symptoms  of  dullness,  fatigue,  and 
qmte  severe  neuralgic  or  rheumatic  pains  in  the  head  and  the  extremities  there 
gradually  develops  a striking  increase  in  the  size  of  the  hands  and  feet,  and ’thick- 
ness and  plumpness  of  the  face,  due  chiefly  to  enlargement  of  the  nose,  chin,  and 
lips,  which  become  puffed  out  to  a considerable  size.  The  hands  and  feet  become 
actual  paws.  Later  in  the  disease  the  legs  and  forearms  also  increase  in  circum- 
ference. The  hypertrophy  seems  to  affect  the  bones  chiefly,  but  in  some  cases 
the  skin  also  seejus  thicker,  without  showing  those  marked  changes  characteristic 
of  myxcedema.  In  a case  we  have  lately  seen  the  tongue  also  showed  distinct  en- 
largement ; sugar  was  also  occasionally  present  in  the  urine,  and  with  this  there 
was  a profuse  and  almost  uninterrupted  secretion  of  sweat.  The  voice  was  weak, 
deep,  and  hoarse,  as  a result  of  an  evident  paresis  of  the  vocal  cords.  The  few 
autopsies  in  acromegaly  have  thus  far  not  been  able  to  contribute  much  in  the 
way  of  explanation  of  this  remarkable  affection.  In  all  cases  hyperplasia  of  the 
hypophysis  cerebri  was  a striking  lesion,  and  in  the  case  of  Klebs  the  persistence 
and  hyperplasia  of  the  thymus  gland.  Erb  found  in  his  cases  a dullness  in  the 
upper  sternal  region,  which  he  is  disposed  to  attribute  to  a persistent  thymus.  In 
our  case  this  dullness  could  not  be  detected.  The  significance  of  all  these  discov- 
eries is  still  an  utter  enigma. 

Ti’ophic  affections  of  the  joints  have  been  repeatedly  confirmed  in  cerebral  and 
spinal  diseases,  especially  in  tabes  dorsalis  {vide  infra).  As  a special  vaso-mo- 
tor-trophic  articular  neurosis  we  may  mention  here  the  so-called  hydrops  articu- 
lorum  intermittens.  We  mean  by  this  a very  rare  but  perfectly  typical  disease, 
in  which  large  swellings,  usually  of  the  knee-joint,  but  sometimes  of  the  olher 
large  joints,  develop  at  perfectly  regular  intervals  of  one  to  four  weeks.  They 
continue  without  fever,  and  usually  without  any  great  pain,  and  disappear  again 
in  a few  days.  Such  attacks  may  be  repeated  at  intervals  of  different  lengths, 
during  years  and  years.  Their  nervous  character  is  attested  especially  by  the 
rapid  onset  and  disappearance  of  the  affection,  and  also  by  the  combination  of  it 
with  other  nervous  disturbances,  such  as  angina  pectoris,  exophthalmic  goitre, 
vaso-motor  symptoms,  etc.,  which  combination  has  often  been  observed.  In  re- 
gard to  treatment  we  may  try  salicylic  acid,  quinine,  Fowler’s  solution,  and  subcu- 
taneous injections  of  ergotine. 

In  addition  to  the  trophic  disturbances  we  must  consider  the  disturbances  of 
secretion.  These  are  not  infrequent.  We  have  already  learned  to  recognize 
anomalies  in  the  secretion  of  saliva  in  facial  paralysis,  and  of  the  lachrymal  secre- 
tion in  trigeminal  neuralgia.  Analogous  symptoms  are  occasionally  noticed  in 
other  nervous  diseases.  Disturbances  of  the  sweat  secretion  are  the  easiest  to 
confirm.  Our  understanding  of  them  comes  substantially  from  the  discovery  of 
the  “sweat  nerves,”  arising  mainly  from  the  sympathetic,  which  was  first  made 
by  Luchsinger.  In  nervous  x^afients  we  have  seen  quite  frequently,  on  the  one 
hand,  an  abnormal  increase  of  the  sweat  secretion  {hyx>cridrosis,  ephidrosis),ixi\d, 
on  the  other,  a diminution  or  a complete  disax^pearance  of  it.  The  former  is  seen 
on  the  paralyzed  side  in  many  hemiplegias  and  in  spinal  paralyses,  the  latter  in 
tabes  dorsalis.  Anomalies  of  the  sweat  secretion  are  quite  frequent,  and  are  usu- 
ally combined  with  vaso-motor  disturbances,  in  certain  general  neuroses,  such  as 
hysteria  and  neurasthenia.  In  a few  rare  cases  a genuine  hrematidrosis  (bloody 
sweat)  has  been  confirmed.  The  condition  known  as  unilatei’al  hyi^eridrosis  (uni- 
lateral sweating)  is  also  especially  interesting.  In  this  there  is  an  abnormal  secre- 
tion of  sweat,  chiefly  in  one  half  of  the  face,  more  I’arely  in  one  arm  or  over  the 
whole  of  one  side.  The  affection  has  usually  been  observed  in  connection  with 
hemicrania,  exophthalmic  goitre,  hysteria,  etc.,  and,  in  at  least  a number  of  cases, 
it  seems  to  be  due  to  direct  lesions  of  the  sympathetic.  On  the  other  hand,  we 


HEMICEANIA. 


591 


have  repeatedly  seen  pei-sons,  who  were  otherwise  perfectly  healthy,  in  whom  the 
secretion  of  sweat,  coining  on  under  normal  conditions  from  heat  or  physical  exer- 
tion. remained  limited  to  one  half  of  the  body,  especially  the  face. 

In  conclusion,  we  would  briefly  mention  here  the  symptoms  which  have  been 
observed  in  direct  injuries  of  the  cervical  sympathetic,  wmunds,  pressure  of  neigh- 
boring tumoi-s,  etc.  If  we  have  to  do  with  a paralysis  of  the  sympathetic,  we  see 
almost  constantly  on  the  affected  side  a contraction  of  the  pupil  from  paralysis  of 
the  dilator  pupillae  supplied  from  the  sympathetic,  in  many  cases  associated  with 
a slow  reaction  to  light.  We  also  frequently  see  a narrowing  of  the  opening  of  the 
lids  from  paralysis  of  Miiller’s  muscle,  and  in  old  cases  a retraction  of  the  bulbus 
oculi,  and  occasionally  increased  redness  and  warmth  in  the  ear  and  cheeks  from 
vaso-motor  disturbance.  In  a few  cases  we  see  an  increased  sweat  secretion.  We 
may  add  that,  according  to  Mobius,  the  normal  reflex  dilatation  of  the  pupil,  from 
a painful  irritation  of  the  skin  of  the  face,  is  absent  in  paralysis  of  the  sympa- 
thetic. The  opposite  symptoms  are  found  in  conditions  of  irritation  of  the  sym- 
pathetic. In  both  cases  there  are  sometimes  slight  tro^ihic  disturbances  in  the 
cheeks.  It  is  also  worthy  of  note  that  in  tumors  of  the  neck,  and  after  injuries  of 
the  brachial  plexus,  there  are  sometimes  distui’bances  in  the  sympathetic,  especially 
changes  in  the  pupils,  which  are  due,  as  is  supposed,  to  a lesion  of  the  communi- 
cating branches  between  the  principal  trunk  of  the  sympathetic  and  the  brachial 
plexus.  The  occurrence  of  sympathetic  symptoms  in  certain  injuries  of  the  bra- 
chial plexus  has  already  been  mentioned  above  (page  567). 


CHAPTER  II. 

HEMICRANIA. 

( Migraine.) 

.Etiology. — By  hemicrania  we  mean  a peculiar  form  of  unilateral  headache, 
due  probably  to  vaso-motor  disturbances,  or  at  least  almost  always  associated  with 
vaso-motor  symptoms.  The  affection  occurs  especially  in  women,  more  rai’ely  in 
men,  and  almost  always  begins  in  youth,  generally  at  the  period  of  puberty,  but 
typical  cases  of  migraine  have  been  repeatedly  observed  in  school-children.  Quite 
frequently,  but  not  always  by  any  means,  the  disease  affects  women  who  must  be 
regarded  as  “ generally  nervous,”  who  are  anaemic,  or  who  suffer  from  disturbances 
of  menstimation.  Heredity  often  plays  a part,  since  hemicrania  is  both  hereditary 
as  such,  and  often  appears  in  families  which  have  suffered  from  other  nervous 
diseases,  such  as  epilepsy,  hysteria,  or  the  psychoses.  We  may  mention  as  exciting 
causes,  which  may  be  made  answerable  both  for  the  onset  of  the  disease  and  quite 
often  for  the  individual  attacks,  physical  and  mental  overexertion,  gi’eat  mental 
excitement,  and  disturbances  of  digestion.  [Eye-strain  (vide  supra)  may  be  a 
cause  of  migraine  as  well  as  of  other  forms  of  headache,  and  a careful  search  for 
any  errors  of  refraction  should  be  made  in  every  case.— K.] 

W e do  not  know  the  special  cause  of  hemicrauia.  Considering  the  accompa- 
nj  ing  vaso-motor  symptoms,  which  are  present  in  migraine  as  a rule  (vide  infra). 
It  is  almost  univei-sally  assumed  that  wo  must  regard  the  disease,  from  its  chief 
cause,  as  an  affection  of  the  sympathetic;  but  we  must  agree  with  Mobius  that  this 
assumption  is  by  no  means  confirmed,  and  that  it  is  possible  that  the  accompany- 
ing sympathetic  symptoms  may  be  only  secondary  and  of  reflex  origin,  in  conse- 
quence  of  the  pain.  ^ 'Wo  also  have  no  definite  information  as  to  the  special  seat 
le  pain  in  migraine,  but  it  is  most  probably  to  be  placed  in  the  meuinge.s — the 
pia  and  dura  mater. 


592 


DISEASES  OF  THE  NERVOUS  SYSTEM. 


Symptomatology.— Migraine  always  comes  on  in  separate  attacks,  which  are 
repeated  at  intervals  of  varying  lengths,  although  some  cases  often  show  a 
remarkably  great  regularity.  The  onset  of  the  attack  in  women  often  has  some 
relation  to  the  menses.  The  left  half  of  the  head  is  much  more  frequently  affected 
than  the  right.  In  some  cases  it  happens  that  the  pain  affects  the  right  and  the 
left  sides  alternately ; in  others  it  is  not  generally  very  strictly  limited  to  one 
side. 

The  attack  of  migraine  usually  begins  with  certain  prodromal  symptoms,  which 
the  patient  soon  recognizes  as  sure  signs  of  his  approaching  suffering.  These 
prodromal  symptoms  consist  of  general  uneasiness,  discomfort,  pressure  in  the 
head,  vertigo,  at  times  tinnitus,  spots  before  the  eyes,  chills,  malaise,  abnormal 
yawning,  etc.  In  a short  time  the  pain  begins.  It  is  felt  most  either  in  the  ante- 
rior frontal  region  or  in  the  temporal  or  parietal  region ; it  generally  shows  a con- 
tinuous character,  not  intermittent  as  in  neuralgia,  and  may  increase  to  a very 
great  intensity.  Special  painful  points  are  usually  absent,  but  the  whole  skin 
over  the  head  on  the  affected  side  is  usually  hyperaesthetic.  The  general  malaise 
continues  with  it;  the  patient  has  absolutely  no  appetite;  there  is  often  great 
nausea,  and  almost  always  a great  sensitiveness  to  external  impressions,  to  any 
bright  light,  or  to  any  noise.  In  many  cases  of  ophthalmic  hemicrania  ocular 
disturbances  are  especially  prominent;  bright  scintillations  before  the  eyes,  scin- 
tillating scotoma,  and  quite  often  a pronovxnced  hemianopsia,  may  be  made  out 
during  the  attack. 

The  vaso-motor  symptoms  are  of  special  interest  because  they  are  of  value  in 
the  theory  of  the  disease.  From  them  migraine  is  usually  divided  into  two  sub- 
divisions— hemicrania  sympathico-tonica  or  spastica,  and  hemicrania  symjjathi- 
co-paralytica  or  angio-paralytica. 

In  hemicrania  spastica,  first  described  by  Du  Bois-Reymond  from  observations 
on  himself,  the  forehead  and  eai*  on  the  affected  side  are  pale,  the  skin  is  cool,  the 
temporal  arteries  conti-acted,  the  pupil  is  often  decidedly  dilated,  the  secretion  of 
saliva  increased — in  short,  there  are  a whole  row  of  symptoms  present  which  all 
agree  in  pointing  to  a condition  of  irritation  in  the  sympathetic  (vide  suprai). 

In  hemicrania  paralytica,  however,  which  was  first  described  by  Mollendorff, 
also  from  observations  on  himself,  the  face  is  reddened  on  the  affected  side,  it  feels 
hot,  tlie  temporal  arteries  are  dilated  and  pulsate  strongly,  there  is  sometimes 
unilateral  sweating  of  the  face,  the  pupil  is  contracted  all  symptoms  which  can 
depend  only  on  a paralysis  of  the  sympathetic. 

As  has  already  been  hinted,  the  significance  of  all  these  symptoms  is  not  abso- 
lutely certain,  and  we  must  also  add  that  the  cases  which  occur  in  practice  can 
not  by  any  means  always  be  inserted  into  one  oi’  the  other  typical  scheme  without 
further  ceremony.  The  vascular  symptoms  are  sometimes  but  slight,  conditions 
of  paralysis  and’ of  irritation  of  the  sympathetic  sometimes  seem  to  alternate  with 
each  other  in  the  same  attack,  and  we  may  even  frequently  meet  with  apparently 
contradictoiy  symptoms  at  the  same  time,  such  as  pallor  joined  with  contraction  of 
the  pupil.  The  peculiar  method  of  the  origin  of  the  jiain  is  at  present  also  almost 
wholly  unexplained.  If  we  assume  primary  vascular  changes  in  hemicrania,  we 
must  look  for  the  cause  of  the  pain  in  the  disturbance  of  the  circulation,  or  per- 
haps, in  spastic  hemicrania,  in  the  spasmodic  contraction  of  the  vessels  itself. 

The  dnration  of  the  attacks  of  migraine  differs  veiy  much  in  different  cases. 
It  usually  lasts  several  hours, or  a whole  day;  then  the  pain  gradually  disappears 
and  there  is  often  considerable  vomiting  and  sometimes  a Profuse  discharp  of 
urine  toward  the  end  of  the  attack.  In  the  intervals  between  the  different  attacks 

most  patients  are  perfectly  well  and  free  from  pain.  , , , j 

The  whole  course  of  migraine  is  very  chronic,  and  may  last  for  years  and 
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years.  It  is  usually  a trouble  to  which  the  patient  finally  becomes  accustomed. 
We  must  generally  be  quite  guarded  in  our  prognosis,  for  many  cases  resist  very 
obstinately  all  attempts  at  cure.  We  can  give  the  patient  only  the  consolation 
that  the  trouble  generally  disappears  of  itself  in  advanced  life.  It  is  not  usually 
attended  with  any  special  dangei-.  In  only  a few  cases  has  it  been  noticed  that 
attacks  of  heraicrauia  of  years’  duration  have  preceded  a severe  cerebral  disease 
that  developed  later,  or  tabes  dorsalis. 

Treatment. — Very  many  patients  who  suffer  from  migraine  finally  renounce 
any  special  ti-eatment,  after  they  have  exhausted  all  possible  remedies.  They 
withdraw  to  their  rooms  when  the  attack  comes  on,  darken  the  windows,  take 
nothing  but  some  tea,  Seltzer- water,  or  cracked  ice,  put  a cold  compress  about 
the  head,  perhaps  try  a foot-bath,  and  for  the  rest  wait  quietly  until  the  attack  is 
over.  In  fact,  om’  remedies  for  cutting  the  attack  short  are  quite  rmcertain.  They 
sometimes  aid,  but  they  often  leave  us  in  the  lurch,  especially  if  used  repeatedly. 
We  must  note  especially  that  nai’cotics,  such  as  morphine,  are  almost  always  ill 
borne  in  migi-aine,  and  do  no  good;  but  antipyrine,  sodic  salicylate  (20-30  grains 
[grm.  l’5-2'0],  in  sti’ong  black  coffee),  antifebrine,  and  phenacetine  in  many  cases 
undoubtedly  have  a favorable  action.  Which  remedy  acts  the  best  must  usually 
be  tested  in  the  individual  case.  We  have  ourselves  seen  excellent  results  former- 
ly from  sodic  salicylate,  and  lately  from  antipyrine;  the  attacks  of  migraine,  when 
the  remedy  was  taken  immediately  upon  the  onset  of  the  first  symptoms,  have  be- 
come distinctly  milder  and  have  run  their  course  more  rapidly.  Of  course  the  ac- 
tion often  ceases  with  time,  and  we  must  then  try  another  of  the  remedies  men- 
tioned. Of  the  other  remedies  used  we  may  mention  guarana  (PaulUnia  sorhilis). 
half  a drachm  to  a drachm  (grm  2-4)  of  the  powdei’,  and  caffeine,  or  sodio-salicylate 
of  caffeine,  in  three-  to  five-grain  doses  (grm.  0’2-0'3),  which  is  sometimes  very  serv- 
iceable. On  theoretical  grounds,  inhalations  of  nitrite  of  amyl,  three  to  five  drops 
on  a najikin,  have  been  used  in  spastic  hemicrania,  and  subcutaneous  injections 
of  ergotiue  in  the  paralytic  form  (aqueous  extract  of  ergot,  2'5;  dilute  alcohol  and 
glycerine,  each  5;  or  one  part  of  dialyzed  ergotine  in  four  parts  of  distilled  water; 
injections  of  either,  three  to  fifteen  minims).  Many  other  nervines,  such  as  bro- 
mide of  potassium  and  Fowler’s  solution,  have  been  recommended  for  continued 
use,  and  also  extract  of  cannabis  indica;  and,  lately,  nitrite  of  sodium,  two  parts 
in  120  of  water,  a teaspoonful  one  to  three  times  a day.  Its  action  is  analogous  to 
that  of  nitrite  of  amyl.  Nitro-glycerine,  in  troches  containing  to  grain  (grm. 
0-0005-0 -001),  also  has  the  same  dilating  action  on  the  vessels.  In  ophthalmic 
migraine  the  treatment  by  large  doses  of  bromide  of  potassium  is  praised,  espe- 
cially in  France,  as  being  very  successful. 

In  many  cases  the  general  treatment  is  very  important.  Preparations  of  iron 
sea-bathiug,  a mountain  residence,  and  cold-water  cures  are  often  of  distinct  serv- 
ice. In  patients  with  co-existing  gastric  symptoms  a course  at  Carlsbad  is  some- 
times of  permanent  benefit.  The  persistent  application  of  electricitv  has  also 
SHOW  n some  good  results,  but  we  must  not  build  very  great  hopes  upon  it.  In  the 
spastic  form  the  action  of  the  anode  on  the  sympathetic  is  to  be  especially  tried, 
and  m tlie  paralytic  form  the  action  of  the  cathode,  white  the  other  electrode  is  to 

of  ® the  occiput  in  the  region 

ciirw?/"  ■,  Cautious  galvanization  of  the  head,  and  weak  priniarv  faradic 
ts,  may  also  be  u.sed.  Specialists  in  massage  praise  their  mode  of  treatment 
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roJh  f either  certain  painful  spots  in  the  head,  or  the  gastri 

wfth  <li«o  ‘"^^1-'^’ mention  that  migraine  often  seems  to  bo  connected 
no  o andT  ? • " hyperplasia  of  the  erect, ile  tissue  in  the 

caSrv t^ninary  disease  with  the  galvano- 
^aicry  may  result  in  the  cessation  of  the  mio-raino 
38 
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CHAPTER  III. 


PROGRESSIVE  FACIAL  HEMIATROPHY. 

( Unilateral  Progressive  Facial  Atrophy.) 


Unilateral  facial  atrophy  is  an  extremely  rare  disease,  of  which  only  about 
ninety  cases  have  been  recorded  in  literature  up  to  the  present  time.  The  disease 
consists  in  a very  slow  and  gradual  but  usually  constantly  progressive  atrophy  of 
one  half  of  the  face,  and  affects  the  skin,  and  also  the  fatty  tissue,  the  muscles, 
and  the  bones,  either  in  a uniform  or  a very  diverse  manner.  The  affection 
usually  begins  in  youth.  The  female  sex  seems  to  be  mors  disposed  to  the  disease 
than  tlie  male. 

Tlie  atrophy,  which  has  its  seat  much  more  frequently  on  the  left  side  than  on 
tbe  right,  begins  usually  in  a circumscribed  spot  either  on  the  cheeks  or  on  the 

chin.  The  skin,  as  a rule,  gradually 
assumes  a whitish  or  brownish  color. 
The  affected  part,  and  finally  tbe 
whole  half  of  the  face,  gradually  sink 
in  more  and  more,  so  that  the  disease 
can  be  recognized  at  the  fii’st  glance. 
The  atrophy  shows  a sharp  limitation 
at  the  median  line.  In  many  cases 
the  muscles  apparently  remain  al- 
most wholly  intact,  but  in  some  cases 
they  show  a marked  atrophy,  espe- 
cially tbe  muscles  of  mastication. 
The  corresponding  half  of  the  tongue 
and  the  soft  palate  has  sometimes 
been  found  implicated.  Exceptional- 
ly, the  atrophy  involves  the  neighbor- 
ing region  of  the  shouldei’  and  the 
upper  extremity.  Tbe  bones  also  at- 
rophy, especially  in  the  cases  which 
arise  in  early  youth.  The  hair  on 
the  affected  half  of  the  head  often 
falls  out  in  gi’eat  amount,  and  it  be- 
comes thin  and  atrophic.  The  sen- 

Fig.  80.— Left  facial  hemiatrophy.  -t.  • 

sibihty  remains  perfectly  intact. 

Marked  vaso-motor  and  secretory  disturbances  have  only  rareljt  been  obseiwed. 
The  accompanying  illustration  (Fig.  80)  shows  a patient  who  was  described  by 
Romberg  about  thirty  years  ago,  and  who  at  present  still  frequents  the  German 
cliniques  in  order  to  show  himself. 

Nothing  definite  is  known  in  regard  to  the  nature  of  the  affection.  Most 
observers  at  present  agree  that  it  is  a trophic  neurosis,  an  affection  of  trophic 
nerves  or  nerve-centers,  but  where  we  are  to  look  for  the  special  seat  of  the  dis- 
ease, whether  in  the  trigeminus  or  in  the  sympathetic,  we  do  not  know.  Mendel 
lately  found  in  a case  which  came  to  autopsy  a distinct  neuritis  in  the  trigeminus. 

The  disease  is  not  dangerous  in  itself,  and  usually  causes  no  special  subjective 
disturbance,  but  it  seems  to  be  incurable.  In  cases  at  their  beginning  we  can  at 
most  make  an  attempt  to  bring  the  disease  to  a standstill  by  a long-continue 
application  of  electricity. 

As  an  appendix  it  may  be  briefly  mentioned  here  that  there  is  a unilateral  hy- 
pertrophy, which  is  also  possibly  connected  with  neurotrophic  disturbances.  e 
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have  at  present  under  observation  a ten-year-old  boy,  otherwise  perfectly  healthy, 
in  whom  a striking  hypertrophy  of  the  left  side  of  his  face  and  of  the  left  arm  has 
gradually  developed. 


CHAPTER  IV. 

EXOPHTHALMIC  GOITRE, 

{^Qraves's  Disease.  Morius  Gravesii.  Basedow's  Disease.  Morbus  BasedowH.  Glotzaugenkrankheit.) 

JEtiology. — The  special  group  of  symptoms  to  which  the  name  of  exoph- 
thalmic goitre  has  been  given,  and  whose  three  cardinal  symptoms  are  accelera- 
tion of  the  pulse,  goitre,  and  exophthalmus,  was  fii’st  carefully  described  in  Ger- 
many, in  the  year  1840,  by  the  Merseburg  physician  Basedow,  although  similar  but 
less  precise  observations  had  been  published  in  England  by  Graves  five  years  ear- 
lier. The  anatomical  cause  of  this  disease  is  still  entirely  unknown  to  us,  but  the 
whole  type,  and  almost  all  the  single  symptoms  of  the  affection,  point  definitely 
to  an  affection  of  the  nervous  system,  which,  with  regard  to  the  most  prominent 
symptoms,  is  usually  considered  a “ vaso-motor  neurosis  ” or  an  “ affection  of  the 
sympathetic  ” ; although,  as  may  be  seen  from  what  follows,  this  hypothesis  still 
lacks  any  basis  in  fact. 

With  reference  to  the  special  aetiology  of  the  disease  all  those  factors  are 
prominent  which  generally  play  the  first  part  in  the  aetiology  of  neuroses.  In 
many  cases  a hereditary  predisposition  can  certainly  be  discovered.  The  disease 
has  been  repeatedly  seen  in  several  members  of  the  same  family.  Further- 
more, exophthalmic  goitre  is  also  quite  frequent  in  those  families  in  which  there 
is  a hereditary  predisposition  to  neuroses  in  general — epilepsy,  the  psychoses,  or 
hysteria.  Among  the  exciting  causes  we  must  fii-st  mention  great  mental  excite- 
ment— grief,  terror,  anger.  Sometimes  real  injuries,  as  well  as  these  “ psychical 
injuries,”  seem  to  have  an  influence  on  the  development  of  the  disease — that  is, 
great  general  bodily  concussion,  such  as  a fall.  Many  authors  have  laid  consider- 
able weight  on  diseases  of  the  female  sexual  organs,  but  the  importance  of  this  fac- 
tor seems  to  us  to  be  exaggerated.  It  is  certain,  however,  that  the  first  symptoms 
of  exophthalmic  goitre  often  develop  at  the  period  of  pregnancy. 

The  influence  of  sex  upon  the  origin  of  the  disease  is  plain,  since  women,  espe- 
cially somewhat  aneemic,  “ nervous  ” women,  are  much  more  frequently  affected 
than  men.  Exophthalmic  goitre  usually  appears  in  middle  life,  while  it  is  seen 
only  exceptionally  in  children  and  old  i^eople. 

Symptomatology. — Of  the  three  cardinal  symptoms  of  exophthalmic  goitre 
named  above,  of  which,  of  course,  one  or  another  is  often  absent  or  only  slightly 
developed,  the  acceleration  of  the  pulse  is  the  most  constant  and  usually  the  ear- 
liest. The  frequency  of  the  pulse  averages  100  to  120,  sometimes  only  80  or  90, 
but  in  other  cases  even  140  or  160.  It  is  not  alike  at  all  times,  but  has  many  vari- 
ations the  symptoms  lasting  for  long  periods  and  coming  on  in  single  parox- 
ysms. A very  vigorous  action  of  the  lieart,  and  as  a rule  the  subjective  feeling 
of  palpitation,  are  usually  <x.ssociated  with  the  acceleration  of  the  pulse.  There  is 
a vigorous  pulsation  of  the  carotids,  and  sometimes  of  the  smaller  arteries.  We 
0 not  discover  any  qualitative  changes  of  the  pulse.  The  pulse  is  usually  quite 
re^dar,  but  arhythmia  has  been  repeatedly  observed.  In  some  cases  the  patients 
suffer  from  pronounced  angina  pectoris. 

Physical  examination  of  the  heart  in  many  cases  shows  nothing  particular, 
except  an  accelerated  and  violent  action  of  the  heart,  but  we  .sometimes  find,  as 
'e  can  affirm  from  several  cases  in  our  own  experience,  a manifest  hypertrophy 
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of  the  left  ventricle,  and  also  dilatation  of  the  heart,  and  even  actual  valvular 
disease.  In  the  diagnosis  of  the  latter  some  caution  is  necessary,  because  func- 
tional heart  murmurs  are  often  present  m exophthalmic  goitre. 

The  goitre  usually  develops  somewhat  later  than  the  fii-st  symptoms  in  the 
heart.  In  many  cases  it  is  entirely  absent,  or  present  only  in  a sliglit  degree. 
The  swelling  of  the  thyroid  gland  is  generally  only  exceptionally  vei-y  marked. 
There  are  sometimes  marked  variations  in  it  in  the  course  of  the  same  case.  The 
comparative  softness  of  the  tumor,  the  frequent  and  strong  pulsations  in  it,  and  the 
loud  vascular  murmurs,  which  are  often  hut  not  always  heard,  and  which  arise  in 
the  dilated  vessels  of  the  thyroid  glard,  are  characteristic  of  the  goitre  in  Graves’s 
disease.  By  laying  the  hand  on  it  we  can  often  feel  the  thrill  and  pulsation. 

The  exophthalmus,  the  protrusion  of  the  eyeballs  from  their  orbits,  is  always 
bilateral,  although  it  is  sometimes  more  marked  on  one  side  than  on  the  other. 
In  many  cases  it  is  enthely  absent;  in  others  it  may  attain  so  high  a degree  that 
an  actual  “ dislocation  of  the  eyeball  ” has  been  described.  In  the  marked  degrees 
of  exophthalmus  there  is  often  a peculiar  stai’ing  expression  to  the  countenance. 
A peculiar  symptom,  first  described  by  Graefe,  is  also  worthy  of  mention.  On 
raising  and  lowering  the  eyes,  the  corresponding  associated  movements  of  the 
upper  eyelid,  which  are  always  present  under  normal  conditions,  are  absent.  This 
“ Graefe  symptom  ” may  sometimes  he  one  of  the  earliest  signs  of  the  disease,  and 
may  therefore  be  of  diagnostic  value ; but  we  must  lay  stress  upon  the  fact  that,  in 
our  own  experience,  this  symptom  is  at  any  rate  only  rarely  pronounced.  Some- 
times severe  inflammatory  processes  have  been  seen  in  the  eye,  which  are  probably 
to  be  referred  to  the  impaired  protection  of  the  eye  by  the  upper  lid  as  a residt  of 
the  exophthalmus.  Disturbances  of  the  pupils  and  of  accommodation  are  unknown 
in  exophthalmic  goitre,  but  we  have  ourselves  repeatedly  observed  anomalies  in 
the  movements  of  the  eyeball,  especially  temporary  strabismus.  We  might  men- 
tion one  symptom,  which  Mobius  has  first  noticed,  and  which  we  also  have  repeat- 
edly but  not  constantly  seen,  especially  in  patients  with  more  marked  exophthalmus. 
It  consists  in  the  fact  that  one  eye  very  soon  deviates  outward  if  we  have  the 
patient  converge  the  eyes  strongly,  as  in  fixation  of  a near  object — “ insulliciency 
of  convergence.” 

Besides  the  chief  symptoms  of  exophthalmic  goitre  thus  far  described,  we  jnust 
also  mention  a list  of  other  symptoms  which  come  to  our  observation,  both  in 
the  typical  cases  and  still  more  often  in  anomalous  cases— the  so-called  formes 
frustes""  of  the  French.  Among  them  are  some  other  nervous  symptoms,  espe- 
cially a peculiar  tremor  to  which  Marie  in  particular  has  lately  called  attention. 
This  tremor  affects  the  whole  body,  or  the  extremities  alone;  it  shows  at  times 
temporary  remissions  and  exacerbations,  and  it  may  be  so  severe  as  to  form  the 
patient’s  chief  complaint.  In  a case  under  our  observation  marked  tremor  was 
one  of  the  first  symptoms  of  the  disease.  It  may  become  so  violent  at  times  that 
there  are  even  spasmodic  twitchings  in  the  extremities  and  in  the  muscles  of  the 
face.  We  have  repeatedly  seen  lesser  degrees  of  tremor,  especially  in  the  bandsi 
and  we  regard  it,  indeed,  as  quite  characteristic.  We  may  also  mention  among 
the  nervous  symptoms  which  are  sometimes  present,  headache,  vertigo,  weakness 
of  memory,  and  sleeplessness.  The  peculiar  nervous  anxiety  and  the  UTitable  di.s- 
position  of  the  patient  are,  however,  very  frequent,  and  in  fact  very  characteristic, 
in  many  cases  of  the  disease.  The  anxiety  and  the  haste  in  all  movements,  in 
speaking,  etc.,  often  show  themselves,  even  during  the  physician’s  examination,  m 
so  striking  a way  that  they  must  be  regarded  as  not  unimportant  factors  in  diag- 
nosis. Exophthalmic  goitre  is  sometimes  complicated  with  other  neuroses  with 
actual  hysteria,  epilepsy,  chorea,  the  jisycboses,  etc.  The  marked  subjective  feel- 
ing of  heat,  from  which  many  patients  suffer,  is  probably  due  to  vaso-motor  chs- 
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turbances.  Objective  elevations  of  temperature  up  to  100°  or  101 '5  (38  -38  8 C.) 

have  also  been  repeatedly  confirmed  by  others  (Eulenburg)  and  by  ourselves.  A 
marked  increase  of  the  sweat  prodixction,  which  in  rare  cases  is  only  unilateral, 
is  often  associated  with  the  feeling  of  heat.  On  the  other  hand,  one  of  our  patients 
complained  of  a constant  dryness  in  the  mouth. 

Of  symptoms  which  are  referred  to  other  organs  we  must  first  consider  some 
disturbances  on  the  part  of  the  respiration.  The  respiration  is  usually  moderately 
accelei-ated,  and  many  patients  complain  of  dyspnoea  and  of  a,  feeling  of  oppres- 
sion in  the  chest.  In  one  case  we  saw  at  times  deep  spasmodic  inspirations;  in 
other  cases  a peculiar  dry,  “ nervous  cough  ” appears.  There  are  also  symptoms 
on  the  part  of  the  digestive  organs.  Vomiting  is  common,  and  in  severe  cases  it 

may  become  .so  persistent,  distressing,  and  uncontrollable  as  to  constitute  one  of 

the  chief  dangers  of  the  disease.  It  is  sometimes  associated  with  peculiar  parox- 
ysmal sero-mucous  or  even  bloody  diarrlioea.  Icterus  may  also  develop.  Finally 
we  must  mention  certain  disturbances  in  the  skin : vitiligo  has  often  been  ob- 
served, and  also  diffuse  brownish  pigmentation  of  the  skin  or  chloasma-like  pig- 
ment-spots and  urticaria.  A very  rare  but  dangerous  occurrence,  of  which  we  our- 
selves have  seen  a striking  example,  is  an  apparently  spontaneous  gangrene  of  the 
extremities.  In  our  case,  which  ended  fatally,  the  gangrene  affected  the  right  leg. 
Not  the  slightest  anomaly  could  be  made  out  in  the  vessels  at  the  autopsy.  This 
gangrene  in  exophthalmic  goitre  recalls  decidedly  the  so-called  “ spontaneous  sym- 
metrical gangrene  ” {vide  supra),  for  which  we  also  must  assume  a neurotic  origin. 

The  general  nutrition  of  the  patient  suffers  in  most  cases ; a certain  degree  of 
anaemia  and  emaciation  is  often  present.  In  severe  cases,  especially  in  those  of 
I’apid  development,  there  is  often  in  a very  short  time  a high  degree  of  emaciation 
associated  with  much  general  weakness.  Muscular  atrophy  frequently  develops, 
chiefly  in  certain  regions — the  arm  or  leg  muscles.  [The  electrical  resistance  of 
the  body  is  said  to  be  diminished.— K.] 

Pathological  Anatomy  and  Pathogenesis. — Although  all  the  symptoms  of 
exophthalmic  goitre  point  to  an  affection  of  the  nervous  system  as  a cause  of  the 
disease,  as  we  see  from  the  symptomatology,  the  results  of  pathological  investiga- 
tions are  still  very  meager.  There  is  a class  of  cases  in  which  changes  in  the  sym- 
pathetic, and  especially  in  the  lowest  cervical  ganglion,  are  said  to  have  been  pres- 
ent; but  the  pathological  significance  of  the  discovery  is  not  placed  beyond  all 
doubt;  and  in  other  cases  notiiing  abnormal  at  all  could  be  found  in  the  sympa- 
thetic. The  theory  that  all  the  symptoms  of  exophthalmic  goitre  are  derived 
from  a disturbance  of  the  sympathetic  also  meets  many  difficulties  and  contradic- 
tions. If  we  regard  only  the  three  cardinal  symptoms,  we  can  bring  the  accelera- 
tion of  the  pulse,  and  perhaps  the  exophthalmus,  into  harmony  with  the  theory  of 
irritation  of  the  sympathetic;  but  not  the  goitre,  which  is  due  to  a dilatation  of  the 
vessels.  The  theory  of  a paralysis  of  the  sympathetic  explains  the  goitre,  and  also 
the  exophthalmus— if  we  assume  as  the  cause  of  the  latter  a dilatation  of  the  ves- 
sels in  the  back  of  the  orbit — but  again  the  acceleration  of  the  pulse  remains  unex- 
plained. The  experiments  by  Filehne,  interesting  in  themselves,  in  whicli  symp- 
toms similar  to  those  of  exophthalmic  goitre  were  pi’oduced  by  dividing  the  resti- 
forra  bodies  in  young  rabbits,  have  had  up  to  the  present  time  no  bearing  upon 
human  patliology.  We  must  therefore  admit  that  the  cause  of  exophthalmic 
goitre  is  still  completely  unknown.  Possibly  the  recent  experiments  on  the  sig- 
nificance of  the  thyroid  gland  (vide  supra)  may  throw  some  light  on  the  origin  of 
this  remarkable  affection. 

Course  and  Diagnosis. — The  coiu’se  of  the  disease  is  in  most  cases  very  chronic, 
an  ^uy  extend  over  years  and  years,  but  there  are  also  more  acute  ciises  with  a 
rapu  cevelopmcnt  of  all  the  symptoms  and  a comparative! j’’  unfavorable  course. 
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We  may  often  see  considerable  variation  in  tbe  intensity  of  the  symptoms.  All 
the  symptoms  of  the  disease  may  often  almost  wholly  disappear,  to  recur  after 
the  lapse  of  years.  In  general,  the  cases  beginning  in  youth  give  a more  unfavor- 
able prognosis  than  those  arising  in  later  years.  Complete  recoveries  have  cer- 
tainly been  observed,  but  they  are  at  all  events  rare.  Tbe  disease  sometimes 
terminates  fatally  with  the  signs  of  general  marasmus,  but  more  frequently  from 
complications  in  the  heart  or  lungs.  We  would  note  especially,  however,  that 
mild  and  to  some  extent  rudimentary  cases  of  the  disease  are  not  rare,  and  that 
these  in  no  way  endanger  life ; and  even  in  severe  cases  we  sometimes  see  marked 
improvement,  or  at  least  an  arrest  of  the  disease.  The  diagnosis  of  undeveloped 
cases  is  difficult  at  times,  since  the  three  cardinal  symptoms  are  not  always  by  any 
*raeans  fully  developed.  We  must  then  pay  careful  and  especial  attention  to  the 
other  symptoms  of  the  disease,  chiefly  to  the  general  nervous  irritability,  the  trem- 
or, the  subjective  feeling  of  heat,  and  the  tendency  to  sweating.  In  well- developed 
cases,  however,  the  diagnosis  is  almost  always  to  be  made  with  certainty  and  with- 
out difficulty.  The  peculiar  expression  of  the  face,  altered  by  the  emaciation  and 
the  exophtbalmus,  often  permits  us  to  recognize  the  disease  at  the  first  glance. 

Treatment. — In  the  first  place  we  must  consider  the  general  treatment  of  tbe 
patient.  Physical  and  mental  rest,  good  food,  and  the  avoidance  of  all  stimulants 
— such  as  alcohol  or  strong  coffee — and  the  cautious  use  of  cold-water  cures,  espe- 
cially sponging,  may  cause  an  actual  improvement  of  the  condition.  For  anaemic 
patients  we  prescribe  iron,  alone  or  in  combination  with  small  doses  of  arsenic. 
A coui’se  at  the  springs  springs  at  Franzensbad,  Schwalbach,  Pyrmont,  Elster,  and 
Cudowa,  is  also  sometimes  attended  with  good  results.  Residence  in  mountainous 
regions  or  by  the  sea  often  seems  to  act  still  more  favorably. 

Of  other  remedies,  electricity  is  first  to  be  mentioned,  especially  the  application 
of  galvanism  to  the  neck — the  so-called  galvanization  of  the  sympathetic  at  the 
inner  border  of  the  ster no-mastoid.  The  slowing  of  the  pulse,  which  sometimes 
comes  on  at  once  (vagus  irritation?),  is  striking.  Vigouroux  praises  faradization 
of  the  sympathetic  and  of  the  goitre  as  the  best  method  of  treatment.  Among 
internal  remedies  we  may  recommend  atropine  or  tincture  of  belladonna,  and 
ergot  or  ergotiue.  We  believe  we  have  repeatedly  seen  good  results  from  the 
latter.  Digitalis  has  often  been  prescribed  for  the  i^alpitation,  but  usually  without 
any  good  result.  The  use  of  iodine  preparations  against  the  goitre  is  also  almost 
always  unavailing.  W^ith  great  exophtbalmus  the  eyes  must  be  protected  from 
external  injuries.  The  occasional  severe  symptoms  on  the  part  of  the  digestive 
organs  (vomiting,  diarrhoea)  must  be  treated  symptomatically,  by  ice,  opium, 
and  champagne. 

In  some  cases  the  extirpation  of  the  goitre  has  been  practiced,  and  favorable 
results  have  been  claimed  for  it.  Should  the  above-mentioned  relation  of  the 
morbid  sjonptoms  to  the  functions  of  the  thyroid  gland  be  confirmed,  further 
advance  in  this  direction  would  perhaps  be  worthy  of  trial. 
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III. — The  Diseases  of  the  Spinal  Cord. 


CHAPTEE  I. 

DISEASES  OF  THE  SPINAL  MENINGES. 

1.  Acute  Inflammations  op  the  Spinal  Meninges. 

• 

iEtiolog^y  and  Pathology. — Isolated  acute  inflammation  of  the  spinal  meninges 
is  very  rarely  primary,  so  far  as  we  know,  but  inflammatory  processes  in  the 
neighborhood  quite  frequently  involve  the  meninges,  or  a spinal  meningitis, 
occurs  as  one  symptom  of  a general  cerebro-spinal  meningitis.  This  latter  con- 
dition is  seen  chiefly  in  the  idiopathic,  generally  epidemic,  cerebro-spinal  menin- 
gitis, which  is  a specific  infectious  disease,  and  has  already  been  described  in 
detail  in  a previous  chapter.  A tubercular  spinal  meningitis  is  also  very  often 
combined  with  tubercular  inflammation  of  the  cerebral  meninges,  but,  since  the 
symptoms  of  the  latter  are  usually  in  the  foreground  of  the  picture,  we  will  treat 
of  tubercular  cerebro-spinal  meningitis  in  the  section  on  diseases  of  the  cerebral 
meninges.  Secondary  cerebro-spinal  meningitis  is  sometimes  seen  in  the  course 
of  certain  other  infectious  diseases,  and  is  then  probably  to  be  regarded  as  a 
special  localization  of  the  specific  poison  of  the  disease.  This  is  the  explanation 
of  the  occm-rence  of  acute  spinal  and  cerebral  meningitis  as  a sequel  of  croupous 
pneumonia,  and  also  of  its  occurrence  in  pyaemic  and  septic  diseases,  and,  very 
rai-ely,  in  typhoid  and  the  acute  exanthemata.  We  must  mention,  finally,  the 
occurrence  of  a puruleut  cerebro-spinal  meningitis  as  a sequel  of  empyema,  pul- 
monary gangi-ene,  etc.,  which,  although  very  rare,  we  have  repeatedly  noticed.  In 
these  cases  the  infection  of  the  meninges  also  results  from  the  primary  foci  of 
disease,  but  the  channel  of  infection  is  not  yet  exactly  known.  Perhaps  the 
intercostal  nerves  are  the  media  of  communication. 

In  all  the  cases  so  far  mentioned  we  have  chiefly  an  inflammation  of  the  pia 
mater,  a so-called  IS ; the  dm’a  mater  is  not  implicated  in  the  dis- 

ease at  all,  or  only  to  a slight  degree.  The  condition  is  different  in  those  inflam- 
matory processes  which  gi-adually  invade  the  meninges  from  the  neighboring 
parts  outside  the  cord.  Thus  we  very  often  see  circumscribed  inflammations  on 
the  outer  surface  of  the  dura  (pachymeningitis)  in  caries  of  the  vertebrse,  and 
these  inflammations  often  invade  the  inner  surface  of  the  dura,  or  more  rarely 
re.^h  the  pia  mater.  Acute  purulent  peripachymeningitis  is  a very  rare  disease; 
it  is  a puruleut  inflammation  of  the  connective  tissue  between  the  dura  mater 
and  the  vertebral  column,  which  in  almost  all  cases  is  of  secondary  origin.  We 
have  seen  a very  characteristic  case  of  this  sort  in  the  course  of  a pueri)cr.al 
pyaemia.  The  inflammation  had  spread  from  a purulent  inflammation  of  the  pel- 
vic cellular  tis.sue,  through  the  foramina  of  the  vertebral  canal,  and  had  finally 
set  up  a purulent  inflammation  on  the  outer  surface  of  the  dura,  extending  up  to 
the  cervical  cord.  We  meet  with  an  affection  of  the  pia  mater  from  an  extension 
of  the  inflammation,  chiefly  in  diseases  of  the  spinal  cord,  since  the  pia  takes  jiart 
m the  process  to  a greater  or  le.ss  extent  in  many  cases  of  myelitis. 

We  dp  not  know  with  certainty  whether  other  inlluence.s,  especially  injuries 
an  exposure  to  cold,  can  lead  directly,  as  has  often  been  claimed,  to  inflammation 
of  the  spinal  meninges. 
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We  need  to  say  but  little  in  regard  to  tbe  pathological  anatomy  of  acute  siDiual 
meningitis.  The  changes  in  purulent  inflammation  of  the  pia  mater  have  been 
described  in  the  chapter  on  epidemic  meningitis.  Precisely  the  same  conditions 
are  found  in  the  other  forms  of  acute  leptomeningitis.  The  changes  in  pachy- 
meningitis are  completely  analogous.  The  dura  mater  is  traversed  by  dilated 
vessels,  and  therefore  is  reddened ; it  is  also  thickened,  and  on  its  internal  or  ex- 
ternal surface  {pachymeningitis  interna  or  externa,  or  peripaclujmeningitis) 
there  is  usually  found  a purulent  or  a sero-purulent  exudation. 

Symptoms.— An  accurate  distinction  between  acute  inflammations  of  the  pia 
mater  and  those  of  the  dura  mater  can  not  be  made  clinically.  The  symptoms 
of  the  disease  include  the  symptoms  of  any  primary  disease  present,  the  general 
symptoms,  such  as  fever,  etc.,  and  in  addition  the  necessary  consequences  which 
the  presence  of  a distm’bance  of  the  meningeal  circulation  and  of  the  meningeal 
exudation  exerts  on  the  cord  and  nerve-roots.  These  consequences  are  due  both 
to  a mechanical  compression  of  the  parts  named,  and  often  probably  to  an  inva- 
sion of  the  substance  of  the  cord  itself  by  the  inflammation.  To  these  is  added 
the  frequent  combination  of  spinal  symptoms  with  the  symf)toms  of  a co-existing 
cerebral  meningitis. 

Those  symptoms  wdiich  occur  in  acute  spinal  meningitis,  and  are  especially 
referred  to  it,  are  all  of  them  ah-eady  known  to  us  from  the  desci’iption  of  epi- 
demic meningitis  (see  page  103).  Recapitulating  them  briefly,  we  may  mention 
chiefly  the  very  severe  pain  in  the  back,  the  great  sensitiveness  of  the  vertebral 
column,  and  its  stiffness.  To  these  may  be  added  usually  symptoms  of  irritation 
on  the  part  of  the  nerve-roots:  eccentric  pains  in  the  trunk  and  the  extremities, 
hypersesthesia  of  the  skin  and  of  the  deeper  parts,  symptoms  of  direct  or  reflex 
motor  irritation,  muscular  tension,  contractions,  etc.  The  cutaneous  and  tendon 
reflexes  are  often,  but  not  always,  much  diminished  or  abolished  in  consequence 
of  the  lesion  of  the  nerve-roots.  There  are  at  times  disturbances  in  the  passage  of 
urine  and  fmces.  If,  in  the  later  course  of  the  disease,  there  are  actual  paralysis  and 
anaesthesia,  they  are  usually  a sign  of  a more  marked  implication  of  the  cord  itself. 

Diagnosis. — From  the  symxfloms  named,  we  can  in  many  cases  make  a diag- 
nosis of  sinnal  meningitis.  Of  course  a meningitis  is  f6und  often  enough  on  the 
autopsy-table  whose  symptoms  during  life  were  comieletely  obscured  by  other 
severe  general  symptoms,  while,  on  the  other  hand,  with  severe  constitutional 
symptoms  the  symptoms  of  meningitis  may  be  illusory,  as  in  typhoid  or  pymmia. 
Fuller  information  as  to  the  seat  and  the  extent  of  the  inflammation  is  afforded 
by  considering  the  most  painful  parts  of  the  vertebral  column,  the  predominance 
of  pain  and  cutaneous  hypersesthesia  in  the  arms  (ceiwical  region)  or  legs  (lumbar 
region),  etc.  When  the  meningitis  involves  the  upper  poi'tion  of  the  cord  and  the 
medulla  there  may  also  be  disturbances  of  respiration,  symptoms  in  the  pupils, 
and  anomalies  in  the  innervation  of  the  heart.  We  can  decide  as  to  the  form  of 
the  meningitis,  whether  purulent  or  tubercular,  only  by  a consideration  of  the 
history,  the  other  morbid  symptoms,  and  the  course  of  the  disease. 

Prognosis. — We  have  seen  an  undoubted  recovery,  in  severe  cases,  only  in  epi- 
demic cerebro-spinal  meningitis,  and  in  the  sporadic  cases  of  idiopathic  meningitis, 
which  are  probably  identical  in  mtiology.  In  all  other  cases  reported  with  a fa  vor- 
able termination  the  diagnosis  may  be  doubted,  for  in  general  the  rule  is  certain 
that,  in  extensive,  acute  purulent  leptomeningitis  and  pachymeningitis,  the  prog- 
nosis is  almost  absolutoly  unfavorable,  whether  it  be  secondary  to  another  infec- 
tious disease  or  arise  from  propagation  from  some  neighboring  focus  of  inflamma- 
tion. We  may,  perhaps,  make  an  exception  of  certain  mild,  circumscribed  cases, 
which  do  not  come  to  suppuration,  but  these  are  always  uncertain  in  regard  to 
diagnosis. 
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Treatment-In  regai-cl  to  treatment  we  must  refer  entirely  to 
said  under  epidemic  and  tubercular  meningitis. 


GOl 

what  has  been 


2.  Chronic  Spinal  Leptomeningitis. 


Although  chronic  leptomeningitis  (usually  wrcngly  termed  clu>onic  spual 
meningitis)  once  played  quite  a large  part  in  the  diagnosis  and  pathology  oi  is- 
eases  of  the  spinal  cord,  we  must  at  present  assert  that  its  occurrence  as  an  mde 
pendent  disease  may  justly  be  doubted.  Almost  all  the  cases  reported  come  from 
a time  when  the  diagnosis  of  many  diseases  of  the  cord  itselt  was  still  peifectly 
iinpossihle,  and  when  the  thickenings  and  opacities  of  the  meninges  were  much 
more  striking  at  the  autopsy  than  the  far  more  essential  changes  in  the  sub- 
stance of  the  cord  itself,  which  could  not  be  made  out  with  the  naked  ye,  but 
only  by  a careful  microscopic  examination.  At  any  rate,  we  may  say  that  a case 
of  primary  chronic  leptomeningitis,  which  can  he  surely  and  convincingly  proven 
clinically  and  anatomically,  does  not  exist,  and  that  our  present  clinical  expyi- 
ence  also  by  no  means  favors  the  assumption  of  the  existence  of  mild  and  curable 
forms  of  it.  Among  many  cases  of  spinal  disease  we  shall  scarcely  he  indeed 
even  to  assume  the  probability  of  the  existence  of  primai-y  chronic  meningitis.  It 
goes  without  saying  that  we  can  not  dispute  the  possibility  of  its  occurrence, 
although  even  for  this  we  can  scarcely  find  an  analogy. 

The  case  is  different  with  secondary  chronic  leptomeningitis.  This,  in  the  first 
place,  in  rare  cases,  is  the  termination  of  an  acute  meningitis.  Secondary  lepto- 
meningitis may  be  certainly  made  out,  especially  in  epidemic  meningitis.  We 
also  find  chronic  meningitis  frequently  as  a secondary  affection  in  primary  dis- 


eases of  the  cord  and  the  vertebrae.  Thus,  for  example,  in  old  cases  of  chronic 
.spmal  disease,  associated  with  atrophy,  such  as  tabes  dorsalis,  progressive  muscu- 
lar atrophy,  etc.,  the  pia  is  almost  always  quite  opaque,  thickened,  and  often 
united  to  the  cord  and  the  dura  by  very  many  firm  adhesions,  while  a cloudy 
sero-gelatinous  exudation  is  found  in  the  meshes  of  the  arachnoid.  All  these 
anomalies,  however,  are  of  a secondary  nature,  and  have  no  clinical  significance, 
for  the  same  changes,  though  rarely  so  marked,  are  quite  often  found  in  old 
people,  wdiere  they  are  analogous  to  the  equally  frequent  opacities  of  the  cerebral 
meninges,  the  pleuritic  adhesions,  etc.,  and  where,  during  life,  they  have  not 
caused  the  slightest  symptom  of  spinal  disease. 

The  symi>toms  which  have  been  set  down  as  characteristic  of  leptomeningitis 
correspond  precisely  to  those  of  acute  meningitis,  except,  of  course,  that  they  are 
relatively  less  intense,  and  that  the  course  of  the  di.sease  is  more  protracted.  Pain 
and  stiffness  in  the  back  and  neck,  abnoi’mal  painful  sensations  and  paraesthesia 
in  the  extremities,  a girdle  sensation,  and  finally  paresis,  anmsthesia,  and  vesical 
disturbances,  are  the  leading  features  of  the  type  of  disease  as  constnicted,  in 
whose  fabrication  there  have  been,  at  any  rate,  many  confusions  with  myelitis, 
spondylitis,  beginning  tabes,  multiple  neuritis,  etc. 

It  is  clear  that  under  such  circumstances  no  special  rules  for  the  treatment  of 
chronic  spinal  meningitis  can  be  given.  Given  a case,  we  would  try  local  applica- 
tions to  the  vertebral  colunui;  ixiinting  with  iodine;  dry,  or,  exceptionally,  in 
strong  patients,  wet  cups;  also  protracted  tepid  baths,  90®  to  95°  (2G°-28°  E.),  or 
cautious  cold-water  treatment;  and  finally  the  u.se  of  the  galvanic  current.  Of 
internal  remedies,  iodide  of  potassium  would  be  most  indicated.  We  may  refer 
to  the  description  of  the  treatment  of  myelitis  in  regard  to  all  further  details. 
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3.  Pachymeningitis  Cervicalis  Hypertrophica. 


Pachymeningitis  ceroicalis  hypertrophica  was  fii-st  fully  described,  as  a spe- 
cial form  of  disease,  by  Charcot  iu  1871,  and  later  by  his  pupil  Joffroy.  Little  is 
known  as  to  its  origin ; it  has  been  attributed  to  exposure  to  cold  and  the  abuse  of 
alcohol. 

Anatomically,  the  disease  is  characterized  by  a chronic  and  often  very  con- 
siderable thickening  of  the  dura,  almost  always,  as  it  seems,  iu  the  cervical  portion 
of  the  cord,  while  the  pia  takes  but  a comparatively  small  part  in  the  affection. 
The  dura  may  attain  a thickness  of  six  or  seven  millimetres,  and  usually  appears 
composed  of  a number  of  concentric  layers.  Histologically,  the  hypertrophy  con- 
sists of  a new  growth  of  dense  connective  tissue.  The  clinical  symptoms  of  the 
disease  arise  from  the  fact  that,  first,  the  penetrating  nerve-roots,  and  later  on  the 
cord  itself,  undergo  a considerable  mechanical  compression.  If  this  is  of  high 
degree  and  persistent,  there  are,  as  a necessary  result,  secondary  degenerations  of 
the  motor  nerves  and  muscles,  and  a secondary  descending  degeneration  of  the 
pyramidal  tract  in  the  cord. 

The  clinical  symptoms  are  easily  understood  from  this.  The  disease  almost 
always  begins  with  severe  pain,  which  shoots  from  the  neck  into  the  occiput  and 
the  arms.  Besides  this,  there  are  parmsthesia  and  a numb  feeling  in  the  arms  and 
hands.  Rarely  there  is  an  eruption  of  herpes.  All  these  symptoms  depend  upon 
the  irritation  of  the  posterior  roots. 

After  this  first  period  of  the  disease  (pdriode  doulonrense  of  Charcot)  has 
lasted  some  two  or  three  months,  the  second  period  begins — the  period  of  pai’alysis. 
An  atrophic  paralysis  in  the  upper  extremities  gradually  develops,  mainly  as  a 
result  of  the  compression  of  the  anterior  motor  roots.  This  affects,  in  a remark- 
able manner,  chiefly  the  distribution  of  the  ulnar  and  median  nerves,  while  the 
distribution  of  the  radial  on  both  sides  usually  remains  free.  The  hand,  therefore, 


the  third  period  of  the  disease.  The  result  of  this  is  a spastic  paralysis  of  the 
lower  extremities — that  is,  a paresis  or  paralysis  with  increased  tendon  reflexes, 
but  of  course  without  muscular  atrophy,  because  the  trophic  centers  for  the  mus- 
cles of  the  legs,  in  the  anterior  cornua  of  the  lumbar  cord,  remain  perfectly  in- 
tact. The  compression  of  the  cervical  cord,  however,  may  finally  lead  also  to  an- 
aesthesia of  the  lower  extremities,  to  paralysis  of  the  bladder,  and  bedsores, 
under  which  symptoms  death  ensues;  but,  on  the  other  hand,  it  must  be  men- 
tioned that  probably  cases  of  recovery,  or  at  least  of  actual  improvement  in 
pachymeningitis  cervicalis  hypertrophica,  may  occur  even  after  it  has  lasted  for 

years.  i v 

The  diagnosis  of  the  disease  is  based  first  upon  the  fact  that  the  afl^ection  be- 
gins with  pains  in  the  arms,  and  upon  the  later  appearance  of  the  characteristic 


assumes  a characteristic  position 
(Fig.  81),  as  a result  of  the  contract- 
ure of  the  antagonistic  extensors. 
The  paralyzed  muscles  rapidly  be- 
come atrophic  and  show  a marked 
reaction  of  degeneration.  In  this 
stage  there  may  also  be  partial  ames- 
thesia  of  the  skin. 


Fig.  81.— Position  of  the  hand  in  pachymeningitis 
cervicalis  liypertrophica.  (From  Charcot.) 


If  the  compression  of  the  cord  ad- 
vances, the  motor  fibers  for  the  lower 
extremities,  which  pass  through  the 
cervical  cord,  must  necessarily  at 
last  be  involved  sympathetically — 
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paralyses.  It  may  easily  be  confused  with  tumors  in  the  cervical  cord  and  with 
cervical  spondylitis.  Amyotrophic  lateral  sclerosis  is  distinguished,  however,  by 
the  absence  of  disturbances  of  sensibility,  by  the  final  appearance  of  atrophy  in  the 
lower  extremities,  by  the  bulbar  symptoms,  and  by  the  fact  that  the  functions  of 

the  bladder  remain  intact.  • t,  i. 

Treatment  can  do  little  directly,  and  must  be  chiefly  symptomatic.  Baths, 
iodide  of  potassium,  and  electricity  ai’e  most  used.  JoflProy  recommends  the  use 
of  the  hot  iron  to  the  neck. 

4.  HiEMORRHAGE  IKTO  THE  SPINAL  MeNINGES. 

{Ilcematorrhachis.  Meningeal  Apoplexy.  Pachymeningitis  spinalis  hxmorrhagica  interna.) 

Large  haemorrhages  into  and  between  the  spinal  meninges  are  of  rare  occur- 
rence. They  arise  chiefly  from  traumatic  influences,  from  concussion  or  fracture 
of  the  vertebral  column,  or  from  direct  injuries  of  the  meninges,  such  as  stabs  or 
gun-shot  wounds.  In  a few  cases  great  physical  exertion  may  also  lead  to  a men- 
ingeal apoplexy.  Diseases  of  the  vertebrae,  cai’ies,  and  carcinoma,  may  also  lead  to 
a hiemorrhage  from  the  erosion  of  a vessel.  The  frequent  little  meningeal  haemor- 
rhages which  appear  as  a complication  of  meningitis,  in  haemorrhagic  diseases,  in 
the  course  of  severe  general  infectious  diseases,  septic  infections,  typhoid,  and 
small-pox,  and  as  a result  of  severe  general  comuilsions,  very  rarely  have  any 
clinical  significance.  Finally,  it  may  be  mentioned  that  aneurism  of  the  aorta  or 
its  branches  may  rupture  into  the  vertebral  canal. 

The  clinical  symptoms  of  meningeal  haemorrhage  are  almost  always  sudden 
and  “apoplectiform,”  but  are  unattended  by  any  disturbance  of  consciousness. 
Their  intensity  depends  entirely  upon  the  degree  of  compression  which  the  nerve- 
roots  and  the  cord  undergo  from  the  effused  blood.  The  symptoms  of  irritation 
usually  predominate — severe  pain  in  the  back,  paraesthesia,  and  neuralgic  pains  in 
the  extremities;  and  also  symxfioms  in  the  motor  distribution,  tension,  tremors, 
and  contractui’es  of  the  muscles.  With  large  hemorrhages,  symptoms  of  paral- 
ysis, partial  anesthesia,  disturbances  of  the  bladder,  symptoms  of  unilateral  lesion, 
etc.,  may  ensue.  Therefoi'e  the  different  types  of  the  disease,  depending  upon  the 
seat  of  the  hemorrhage,  follow  the  same  general  rules  which  are  to  be  con- 
sidered in  judging  of  the  seat  of  any  other  affection  of  the  cord  (^vide  infra).  On 
the  whole,  the  diagnosis  of  meningeal  hemon-hage  can  but  rarely  be  made  with 
any  certainty,  unless  suggestive  mtiological  factors  precede  and  the  symptoms  and 
manner  of  beginning  are  especially  characteristic. 

The  course  is  quite  favorable  in  many  cases  if  the  hlood  be  rapidly  reabsorbed, 
but  sometimes  a permanent  disturbance  of  function  is  left. 

In  regard  to  treatment,  complete  rest  and  the  energetic  local  use  of  ice  are 
chiefly  to  be  recommended,  and  also  local  bloodletting— dry  cups,  or  leeches, 
where  there  are  severe  iuitial  symptoms  of  irritation.  If  permanent  disturbances 
be  left,  they  should  be  ti'eated  by  the  ordinary  methods — iodide  of  potassium, 
baths,  and  electricity.  [When  the  diagnosis  of  haemorrhage  into  the  meninges  is 
reasonably  certain,  an  attempt  should  be  made  to  relieve  the  condition  by  opening 
the  spinal  canal  and  removing  the  clot. — K.] 

We  must  here  speak  of  pachymeningitis  interna  haemorrha^ica  as  a special 
form  of  disease,  which  usually  occurs  at  the  same  time  with  hmmatoma  of  the 
cerebral  dura  mater  {vide  infra),  and  is  precisely  analogous  to  it  in  its  aetiology 
and  pathological  anatomy.  Encapsulated  collections  of  blood  are  found  on  the 
inner  surface  of  the  dura;  these  may  have  quite  a considerable  circumference,  and 
contain  blood  already  disintegrated,  detritus,  hmmatoidiii  crystals,  etc.,  .since  they 
arc  usually  of  old  standing.  Besides  this,  there  are  also  the  signs  of  a fibrinous 
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inflammation— as  in  the  cerebral  dura— which,  according  to  the  opinion  of  most 
observers,  is  the  primary  process,  so  that  the  haemorrhages  into  the  newly  formed 
false  membrane  are  secondary.  The  symptoms  of  the  affection- which  has  been 
observed  chiefly  in  the  chronic  insane  (general  paralytics)  and  drunkards— are 
rarely  pronounced,  and  consist  chiefly  of  pain  in  the  back,  stiffness  of  the  vertebrae 
and  some  signs  of  compression  on  the  part  of  the  nerve-roots  and  the  cord;  but  we 
can  very  rarely  make  a definite  diagnosis. 


CHAPTER  II. 

DISTURBANCES  OF  CIRCULATION,  HEMORRHAGES,  FUNCTIONAL 

DISTURBANCES,  AND  TRAUMATIC  LESIONS  OF  THE  SPINAL 

CORD. 

1.  Disturbances  of  Circulation. — Our  Imowledge  as  to  the  occurrence  and  as  to 
the  clinical  significance  of  pure  disturbances  of  circulation  in  the  spinal  cord  is 
very  slight.  All  that  is  stated  in  regard  to  it  in  the  descriptions  of  the  pathology 
of  the  spinal  cord  corresponds  much  more  to  theoretical  hypotheses  than  to  the 
actual  objective  facts. 

It  goes  without  saying  that  a complete  anmmia  of  the  spinal  cord  must  destroy 
its  function ; this  fact  is  best  illustrated  by  the  well-known  experiment  of  Stenson : 
if  we  compress  the  abdominal  aorta  of  an  animal,  and  thus  cut  off  the  blood-sup- 
ply to  the  lumbar  cord  almost  completely,  a paralysis  of  the  posterior  poi-tion  of 
the  body  very  rapidly  ensues.  Some  precisely  analogous  obse2wations  have  been 
made  in  man  in  the  rare  cases  of  obstruction  of  the  aorta  by  emboli  or  thrombi. 
Pronounced  spinal  .symptoms  in  genei-al  anaemia,  which  may  be  referred  to  a co- 
existing anaemia  of  the  cord,  are  rare,  and  at  any  rate  are  of  much  less  clinical 
prominence  than  the  important  results  of  a co-existing  cerebral  anaemia  {vide 
infra).  In  only  a few  cases  has  paraplegia  been  seen  after  a great  general  loss  of 
blood,  as  after  metrorrhagia  or  intestinal  hsemori'hage. 

Any  statement  which  may  be  made  as  to  the  occurrence  of  hypersemia  of  the 
spinal  cord  is  still  more  uncertain.  We  do  not  know  whether  active  hyperasmia 
of  the  cord  has  in  itself  any  clinical  significance.  The  hypera3niia  from  stasis,  in 
general  disturbances  of  the  circulation,  in  which  certainly  the  spinal  cord  often 
takes  part,  causes  no  especially  marked  symptoms. 

3.  Haemorrhage  into  the  Substance  of  the  Spinal  Cord— Spinal  Apoplexy— 
Hsematomyelia. — Pi-imary  haemorrhage  into  the  spinal  cord  is  as  rare  as  haemor- 
rhage into  the  brain  is  frequent.  In  some  cases  it  may  arise  from  traumatic  influ- 
ences, but  in  others  we  are  disposed  to  assume  a primary  disease  of  the  spinal 
vessels.  Perhaps  there  are  occasionally  aneui’ismal  dilatations  in  the  cord,  similar 
to  those  found  in  the  smaller  vessels  in  the  brain,  and  these  may  give  rise  to 
haemorrhage.  Finally,  the  sudden  onset  of  spinal  paralysis  has  been  seen  after 
great  physical  exertion,  and  this  perhaps  is  due  to  a spinal  apoplexy.  The  small 
spinal  haemorrhages  which  are  seen  as  a complication  in  tumors  of  the  cord,  and 
in  inflammatory  affections  such  as  myelitis,  epidemic  meningitis,  etc.,  and  in  the 
general  haemorrhagic  diathesis,  as  in  scurvy  or  severe  general  infectious  diseases, 
but  rarely  have  any  special  significance. 

Anatomical  experience  in  regard  to  primai-y  spinal  apoplexy  is  still  extremely 
slight,  but  the  conditions  met  with  do  not  differ  materially,  at  any  rate,  from  simi- 
lar processes  in  other  organs.  If  the  hajmorj’hage  be  abundant,  we  find  the  sub- 
stance of  the  cord  destj’oyed  to  a great  extent.  The  apoplectic  center  usually 
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extends  principally  in  the  long  axis  of  the  cord.  The  blood  is  still  fluid  in  fresh 
cases.  Later  on  it  undergoes  all  those  changes  which  are  full}’’  described  in  tlie 
chapter  on  cerebral  apoplexy. 

The  symptoms  of  spinal  apoplexy  must  in  the  first  place  depend  entirely  upon 
the  seat  and  extent  of  the  haemorrhage.  The  sudden,  apoplectiform  beginning  of 
the  symptoms  is  always  characteristic.  Usually  in  a very  short  time  a more  or 
less  complete  paralysis,  with  a severe  pain  in  the  back,  comes  on ; the  paralysis 
being  usually  in  the  lower  extremities,  or  rarely  in  the  muscles  of  the  trunk  and 
the  upper  extremities  also.  There  are  usually  at  the  same  time  anaesthesia  and 
paralysis  of  the  bladder;  but  in  this  j-espect,  as  also  in  regard  to  the  condition  of 
the  reflexes,  there  are  of  course  many  variations  according  to  the  seat  of  the 
haemorrhage.  Haemorrhage  into  one  half  of  the  coi-d  sometimes  produces  the 
symptoms  of  unilateral  lesion.  We  need  not  go  into  a precise  description  of  the 
details,  since  they  will  follow  of  themselves  fi-om  the  general  rules  in  regard  to 
the  localization  of  affections  of  the  cord. 

The  com-se  of  haemorrhage  of  the  cord  may  in  many  cases  he  comparatively 
favorable.  If  the  blood  be  absorbed,  and  essential  paths  of  conduction  he  not  per- 
manently destroyed,  the  symptoms  of  paralysis  gradually  pass  away,  and  recovery 
or  at  leaist  improvement  and  an  arrest  of  the  symptoms  follow.  In  many  cases, 
of  course,  the  severe  type  of  spinal  paralysis  develops,  with  bedsores,  cystitis,  etc. , 
and  this,  after  a longer  or  shorter  time,  leads  to  death. 

We  must  always  be  very  guarded  in  making  a diagnosis  of  spinal  hmmorrhage. 
We  can  do  so  with  some  pi’obability  only  when  the  symptoms  begin  in  a pro- 
nounced apoplectiform  manner,  and  when  definite  setiological  factors  are  to  be 
made  out;  but  we  should  never  forget  that  many  forms  of  multiple  neuritis  {vide 
supra),  acute  myelitis,  and  even  chronic  spinal  affectipns,  may  also  show  a re- 
markably sudden  onset,  or  at  least  may  suddenly  become  worse.  The  distinction 
between  genuine  spinal  apoplexy  and  meningeal  hmmorrhage  can  hardly  ever  be 
made  with  certainty. 

Treatment. — If  we  have  the  rare  opportunity  to  be  able  to  interfere  at  the 
beginning  of  the  symptoms,  we  should  prescribe  a perfectly  quiet  position  in  bed, 
local  use  of  ice,  and  eventually  ergotine.  Later  on  the  treatment  should  be 
directed  according  to  the  methods  generally  in  use  in  spinal  paralysis. 

3.  Functional  Dist’urbances. — In  practice  we  very  often  see  cases  where  the 
patient  complains  of  a set  of  symptoms  which  are  in  all  probability  of  spinal 
origin ; but  since  all  the  objective  signs  of  a severe  spinal  affection  are  entirely 
absent,  and  since  the  whole  development  and  further  course  of  these  ca.ses  oppose 
the  theory  of  a coarse  anatomical  disturbance  in  the  cord,  we  have  a right  to 
legal d them  as  mere  ‘‘functional  disturbances,”  and  thus  to  expre.ss  their  rela- 
tion to  certain  injurious  mtiological  influences,  and  their  comparative  freedom 
from  danger.  We  know  nothing  at  all  definite  as  to  whether  the  symptoms  an^ 
based  upon  unknown  disturbances  in  the  neiwous  mechanism  itself,  or  whether 
circulatory  disturbances,  on  a basis  of  abnormal  vaso-motor  influences,  play  a ]iart 
here;  hut  the  types  of  disease  met  with  clinically  are  very  characteristic,  are  usu- 
a y easy  to  he  recognized,  and,  on  account  of  their  frequency,  have  the  greate.st 
practical  significance.  As  a rule,  the  spinal  symptoms  ai’e  joined  to  certain  cere- 
)r<i  symptoms,  since  the  morbid  phenomena  present  are  an  e.x])rossion  of  a disturb- 
ance of  the  whole  central  nervous  system.  The  tyiie  of  disease  which  is  briellv 
ae^ribed  in  what  follows,  for  which  the  names  of  spinal  irritation  or  spinal  neur- 
as  icnia  are  most  in  use,  is  often,  then,  only  a complication  of  a general  neuras- 
nema,  to  the  description  of  which  we  must  therefore  refer  for  the  details, 
not'  disease  is  often  easy  to  discovi'r.  We  have  to  do  Avith 

icn  s upon  w lorii  one  or  more  of  those  injurious  influences  have  acted,  which 
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have  an  undoubted  influence  in  the  development  of  almost  all  the  nem'oses: 
severe  and  persistent  emotional  excitement,  mental  and  physical  overexertion, 
improper  methods  of  living,  toxic  influences,  such  as  alcohol  and  nicotiue,  sexual 
excesses,  such  as  onanism,  etc.  Be.side  these  there  is  very  often  a hereditary  pre- 
disposition, a congenital  weak  resistance  of  the  nervous  system,  which  is  often 
increased  by  a poor  state  of  the  general  nutrition.  FinaUy,  a hypochondriacal 
disposition  is  of  great  setiological  significance,  as  it  causes  not  only  an  abnoi-raally 
increased  attention  to  the  symptoms,  but  also  an  abnormal  hypermsthesia  to  all 
subjective  sensations.  The  constant  anxiety  about  the  dreaded  results  of  any 
excesses  committed  is  often  much  more  injurious  than  the  excesses  tliemselves. 
Hypochondriacal  di-ead,  too,  usually  plays  the  lai-gest  part  in  the  neurasthenic 
conditions  frequent  among  physicians. 

The  symptoms  of  the  morbid  conditions  in  question  usually  begin  graduaUy. 
The  patient  begins  to  complain  of  weakness  and  fatigue  in  walking,  and  also  very 
often  of  pains  in  the  back  and  loins,  and  not  infrequently  in  the  extremities  also. 
In  spite  of  the  vivid  description  which  the  patients  give  of  their  pain,  they  usually 
have  to  admit,  if  questioned  about  it  closely,  that  the  intensity  of  the  pain  is 
really  not  very  great.  Besides  the  pain  there  ai*e  usually  many  forms  of  paraes- 
thesia — numbness,  formication,  cold  feelings,  etc.  The  more  the  patient  knows,  or 
at  least  believes  he  knows,  of  the  symptomatology  of  spinal  diseases  from  reading 
and  from  associating  with  other  patients,  the  more  detailed  are  his  complaints. 
Disturbances  of  the  bladder  are  usually  present  only  in  a slight  degree,  but  still 
they  do  occur.  They  often  depend  merely  upon  the  distui’bance  of  the  involuntary 
reflex  mechanism,  due  to  the  added  factor  of  increased  voluntary  attention.  There 
are  very  often  sexual  disturbances,  which  are  usually  to  be  referred  to  former 
excesses,  especially  to  onanism  or  to  the  hypochondriacal  condition  of  the 
patient. 

If  we  make  a physical  examination  of  the  patient  we  can  not  discover  definite 
signs  of  a spinal  affection.  In  some  of  the  cases  we  find  an  increased  sensitive- 
ness of  the  vertebrae  on  pressure,  which  may  be  limited  to  a few  definite  spots, 
a symptom  to  which  the  name  of  “spinal  irritation”  is  often  given;  but  we 
often  fail  to  find  this  tenderness  of  the  vertebrae.  Nothing  abnormal  is  to  be  dis- 
covered in  the  pupils  or  the  reflexes.  The  tendon  reflexes  are  sometimes  quite 
lively  and  sometimes  weak.  The  sensibility  is  objectively  perfectly  normal; 
neither  can  we  discover  actual  paresis  or  atrophy  of  the  muscles.  Vaso-motor 
disturbances,  however,  are  often  seen ; abnormal  coldness,  pallor  or  redness  of 
the  hands,  tendency  to  sweating,  etc.  The  manifold  cerebi’al  symptoms,  that  are 
usually  present  at  the  same  time,  will  be  mentioned  in  the  description  of  neuras- 
thenia. The  condition  of  the  general  nutrition  in  many  patients  remains  un- 
changed, but,  of  course,  some  become  pale,  thin,  and  weak. 

The  diagnosis  of  functional  disturbances  of  the  spinal  cord  is  usually  not  diffi- 
cult, as  we  have  said,  and  it  may  often  be  made  from  the  history,  from  the  patient  s 
whole  outward  behavior,  and  from  tbe  manner  of  his  complaints;  but  we  can 
not  lay  too  much  stress  upon  the  injunction  that  a careful  physical  examination 
should  always  be  made,  in  order  to  avoid  confusion  with  an  incipient  serious  dis- 
ease. We  shall  repeatedly  call  attention  in  what  follows  to  the  symptoms  which 
must  chiefly  be  observed  for  this  purpose. 

Iji  regard  to  prognosis  and  treatment  we  will  refer  to  what  is  said  in  the  chap- 
ter on  neurasthenia.  . . 

4.  Traumatic  Lesions  of  the  Spinal  Cord.* — In  spite  of  the  protected  position  of 

* “ Spinal  concussion”  (commotio  spinalis)  will  bo  considered  later,  in  the  chapter  on  the  “ traumatic 
neuroses.” 
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the  sninal  cord  it  is  often  the  seat  of  severe  acute  traumatic  lesions.  Fractures 
ftiid  dislocation’s  of  the  vertebrae  are  the  most  frequent,  and  these  may  give  rise 
to  considerable  injm-y  of  the  spinal  cord  by  the  dislocation  of  the  vertebrae,  or 
bv  the  proiection  of  a fragment  of  bone.  In  many  cases  the  cord  is  injured,  not 
bv  the  affection  of  the  bones  directly,  hut  by  the  occurrence  of  traumatic  hmmor- 
rhao-e  Gun-shot  wounds  of  the  cord  are  quite  frequent,  in  which  the  bullet  either 
penetrates  the  cord  itself  or  produces  injury  of  the  vertebrm  and  haemorrhage, 
which  involve  the  cord  indirectly.  Stabs  and  incised  wounds  of  the  cord  have 
been  repeatedly  seen.  The  point  of  a knife  or  sword  may  penetrate  the  spinal 
canal  through  the  intervertebral  disks  and  cause  a partial  section  or  at  least  a con- 
tusion of  the  cord.  As  in  all  other  traumatic  lesions  of  the  cord,  a secondary 
“traumatic  inflammation  ” {vide  infra),  with  its  results,  may  be  added  to  the  dffect 
injury  in  such  cases. 

We  need  not  go  into  all  the  details  of  the  pathology  and  symptomatology  of 
the  traumatic  lesions  of  the  spinal  cord,  since  the  number  of  special  conditions 
is,  of  course,  almost  inexhaustible ; but  it  is  usually  not  particularly  difficult  to 
judge  of  a given  case,  if  we  follow  the  rules  which  generally  obtain  in  the  pathol- 
ogy^of  the  cord.  We  can  easily  tell  when  the  cord  is  involved  in  injuries  in  its 
vicinity  by  the  appearance  of  pronounced  motor  and  sensory  disturbances,  which, 
however,  differ  very  much  according  to  the  seat  and  the  extent  of  the  affection  of 
the  cord.  There  is  usually  at  first  a pi’onounced  and  often  complete  motor  paraly- 
sis of  the  lower  exti-emities,  and  sometimes,  when  the  cervical  vertebrae  are  injured, 
of  the  upper  extremities  also.  There  is  also  anaesthesia,  differing  very  much,  of 
course,  in  extent  and  intensity  in  the  different  cases ; and  there  is  very  often  vesi- 
cal and  rectal  paralysis.  In  many  severe  cases  the  secretion  of  urine  seems  at 
first  much  diminished  or  wholly  wanting.  If  the  spinal  roots  be  affected  there 
are  severe  shooting  pains  and  paraesthesia.  The  reflexes  are  usually  diminished 
at  first,  but,  later,  if  the  injm-y  be  above  the  reflex  arc,  they  are  increased ; but  if 
the  arc  itself  be  broken,  they  are  permanently  absent.  We  often  see  in  men  a 
more  or  less  complete  and  pei’sistent  erection  of  the  penis,  which  is  probably  due 
to  a direct  or  reflex  irritation  of  the  nerves  of  erection.  In  injuries  of  the  cervical 
cord  we  often  see  a great  and  general  increase  of  temiierature,  up  to  110°  or  112° 
(43°-44°  C.),  especially  in  severe  and  rapidly  fatal  cases;  this  is  of  physiological 
interest,  and  agrees  with  the  results  of  experiments.  On  the  other  hand,  there  are 
also,  especially  in  injuries  of  the  dorsal  cord,  as  it  seems,  great  falls  of  temperature, 
down  to  90°  or  86°  (32°-30°  C.). 

The  further  course  of  the  affection  differs  very  much.  In  the  worst  cases  death 
ensues  in  a few  hours  or  days.  In  other  cases  the  patients  recover  from  the  fir.st 
“shock,”  but  permanent  paralysis  remains,  which  may  sooner  or  later  lead  to 
death  fi-om  the  ensuing  sequelae,  cystitis  and  bedsores;  but  we  often  see  partial 
improvement  and  a cessation  of  all  the  symptoms.  Although  certain  functional 
disturbajices  remain  permanently,  life  is  not  further  endangered.  Finally,  in  one 
class  of  comparatively  mild  cases,  there  may  be  a complete  recovery. 

The  treatment  of  the  primary  affections  belongs  to  the  domain  of  siirgei-y; 
especially  any  attempt  to  trephine  the  vertebral  colunm,  in  order,  if  imssible,  to 
relieve  the  existing  pressure  on  the  cord  by  reducing  the  dislocation  of  the  verte- 
brae or  the  splintei-s  of  hone.  In  most  cases  we  have  to  coniine  ourselves  to  putting 
the  patient  in  a proper  ])osition  on  a water-bed,  and  guarding  as  carefully  as  ])os- 
sible  against  bedsores  and  cystitis.  Locally,  the  constant  a])])lication  of  ice  is 
most  to  be  recommended.  We  can  expect  hut  little  from  local  blood-letting, 
inunctions  with  mercurial  ointment,  etc.  If  the  first  acute  stage  ])ass  off  favor- 
ably, the  treatment  of  any  paralytic  sym])toms  remaining  follows  the  ordinary 
rules  (baths  and  electricity). 
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5.  Diseases  of  the  Spinal  Cord  after  a sudden  Reduction  of  the  Atmospheric 
Pressure  [Caisson  Disease], — In  bridge-builders  and  others,  who  have  worked  for 
hours  under  water  in  the  so-called  “ caissons,”  under  an  external  j)ressure  of  two 
or  three  atmospheres,  we  sometimes  see  the  appeai’ance  of  f>eculiar  symptoms  after 
leaving  the  caisson — that  is,  on  the  sudden  reduction  of  the  atmosi^heric  j)ressure. 
Besides  the  frequent  mild  symptoms  of  pain  in  the  ears  and  hmmorrhage  from 
the  ears,  articular  and  muscular  pains  in  the  back  and  the  extremities,  slowing  of 
the  pulse  and  vomiting,  there  are  also  severe  disturbances  of  motility  and  sensi- 
bility, which  point  unequivocally  to  an  affection  of  the  spinal  cord.  Usually  the 
lower  half  of  the  body  is  alone  affected.  The  legs  are  moi’e  or  less  completely 
paralyzed,  the  skin  is  usually  anaesthetic  up  to  the  trunk,  and  there  is  generally 
retention  of  urine.  The  patient  sometimes  recovers  in  a few  weeks,  but  in  other 
cases  the  condition  terminates  fatally  in  a comparatively  short  time— in  a few 
weeks  or  months.  The  fu’st  special  anatomical  investigations  in  question  (Ley- 
den, F.  Schultze)  gave  in  such  cases  a disseminated  but  extensive  affection  in  the 
dorsal  cord,  chiefly  in  the  posterior  columns  and  the  posterior  portions  of  the 
lateral  columns.  The  nervous  tissue  in  the  diseased  parts  was  completely  de- 
stroyed, and  instead  of  it  was  found  detritus  and  a collection  of  large,  round,  finely 
granular  cells  (fatty  granular  cells  ?).  HseTUorrhages  into  the  cord,  which  might 
perhaps  be  expected,  have  up  to  the  present  time  not  been  found. 

Nothing  definite  is  known  as  to  the  precise  process  in  this  form  of  spinal  dis- 
ease. Leyden  suspected  that  there  was  a development  of  gas  from  the  blood 
which  caused  a rupture  of  the  surrounding  tissue,  under  the  influence  of  the  rap- 
idly dimini.shed  barometric  pressure,  as  Hoppe-Seyler  and  P.  Bert  have  discovered 
by  ex])erimeut;  but  the  circumscribed  limitation  of  the  affection  to  the  dorsal  cord, 
and  the  lack  of  any  signs  of  vascular  haemorrhage,  speak  against  this  theory. 

The  treatment  is  the  same  as  in  acute  myelitis. 


CHAPTER  III. 

THE  PRESSURE  PARALYSES  OF  THE  SPINAL  CORD. 

{Slow  Compression,  of  the  Spinal  Cord,  especially  in  Caries  and  Carcinoma  of  the  VerUbrw:) 

.Etiology. — Many  pathological  processes  which  develop  in  the  vicinity  of  the 
spinal  cord  may  exert  a gradually  inci’easing  pressure  upon  it,  and  thus,  on  the 
one  hand,  inhibit  the  conduction  of  nervous  iiu’itation,  and,  on  the  other,  cause 
coarse  mechanical  injuries  in  the  substance  of  the  cord.  The  seat  of  such  affec- 
tions is  in  tbe  first  place  in  the  membranes  of  the  spinal  cord.  In  the  chapter 
on  meningitis  we  have  already  mentioned  the  compressing  action  of  the  masses  of 
inflammatory  exudation  on  the  nerve-i’oots  and  the  cord,  and  we  have  learned  to 
recognize,  especially  iii  pachymeningitis  cervicalis  hypertrophica,  a characteristic 
example  of  a gradually  increasing  compression  of  the  cervical  cord.  Piecisely 
similar  conditions  are  found  in  the  rai’e  meningeal  tumore,  whose  special  ijathol- 
ogy  will  be  described  in  connection  with  the  tumore  of  the  coi’d  itself. 

By  far  the  most  frequent  pressure  paralyses  of  the  spinal  cord,  and  hence  t e 
most  important  practically,  are  caused  by  certain  diseases  of  the  vertebra},  and 
first  of  all  by  chronic  caries  of  the  vertebrae  (spondylitis,  Pott’s  disease,  spondy.- 
arthrocace).*  There  is  no  longer  any  doubt  at  present  that  certainly  the  greatest 

*In  the  kyphoscolioses  of  the  vertebral  column,  not  duo  to  spondylitis,  there  are  praetically  never 
any  symptoms  of  oompression  in  the  oord,  even  in  very  pronounced  cases.  In  these  cases  the  cord 
manifestly  shows  quite  a great  adaptability. 
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part,  if  not  all,  of  the  cases  of  vertebral  caries  are  of  tubercular  origin,  that  verte- 
bral caries  is  a local  tuberculosis  of  the  vertebrae.  Although  these  facts  were  for- 
merly rendered  very  probable  by  the  histological  conditions  of  the  process,  and  by 
its  frequent  relation  to  other  unquestionable  tubercular  diseases,  such  as  phthisis, 
miliai'y  tuberculosis,  and  tubercular  meningitis,  they  have  of  late  been  confirmed 
beyond  a doiibt  by  the  discovery,  which  can  usually  be  made,  of  tubercle  bacilli  in 
the  cheesy  nodules  of  the  vertebral  caries.  Tubercular  spondylitis  occurs  at 
almost  any  age;  it  is  rare  only  in  old  people.  It  often  develops  in  children,  but 
it  is  almost  as  frequent  in  adults.  The  aetiological  significance  of  injuries,  such  as 
a fall  or  a blow,  which  are  often  mentioned  by  the  patients  themselves  or  their 
parents,  is  in  most  cases  doubtful;  but  we  can  very  often  succeed  in  finding  aetio- 
logical factors  for  the  onset  of  Libercular  disease  in  general— the  tubercular  habit, 
hereditary  tendency,  or  tubercular  disease  elsewhere,  such  as  phthisis,  pleurisy. 


other  affections  of  the  bones,  etc. 

Cancer  of  the  vertebrae,  as  well  as  caries,  leads  to  pressure  paralyses  of  the  spinal 
cord;  but  it  is  relatively  much  rarer  than  caries,  it  develops  chiefly  in  older  per- 
sons, and  it  occurs  both  as  a primary  new  growth  and  also  as  secondary  to  cancer 
of  other  organs— the  breast,  the  stomach,  or  the  oesophagus. 

We  must  mention  here  briefly,  as  very  rare  causes  of  compression  of  the  spinal 
cord,  aneurism  of  the  aorta,  which  gradually  erodes  the  vertebrae,  echinococci  in 
the  vertebral  canal,  exostoses  of  the  vertebrae,  and  syphilitic  new  growths. 

Pathological  Anatomy.— Vertebral  caries  is  most  common  in  the  dorsal  portion 
of  the  vertebral  column  (dorsal  spondylitis),  somewhat  rarer  in  the  cervical  por- 
tion (cervical  spondylitis),  and  rarest  in  the  lumbar  portion  (lumbar  spondylitis) 
aud  in  the  sacrum  (sacral  spondylitis).  It  usually  extends  over  several  adjacent 
vertebrae,  or  more  rarely  two  separate  foci  of  disease  are  seen.  The  process  itself, 
the  details  of  which  can  not  be  discussed  here,  probably  always  begins  in  the 
spongy  substance  of  the  bodies  of  the  vertebrae.  We  see  here,  on  section,  in 
incipient  cases,  roundish,  pale  reddish,  or  yellowish  nodules,  w^hich  consist  of 
newly  formed  fungous  tissue — that  is,  tubercular  granulation-tissue.  The  bony 
substances  become  more  and  more  destroyed  by  the  invasion  of  the  new  growth, 
which  itself  shows  the  characteristic  tendency  of  all  ttibercular  new  gro^vths  to 
cheesy  degeneration.  Thus  there  is  often  an  extensive  destruction  of  the  bodies 
of  the  vertebrae,  which  later  on  also  involves  the  vei’tebral  processes,  the  inter- 
vertebral disks,  and  the  other  articular  comiections  between 
the  dilTerent  vertebrae. 

There  are  essentially  two  factors  to  be  considered  in  re- 
gard to  the  question  which  chiefly  interests  us  here — that  is, 
in  regard  to  the  occurrence  of  compression  of  the  spinal  cord. 

In  the  first  place,  it  is  clear  that  the  complete  or  partial  de- 
struction of  the  bodies  of  one  or  even  moi-e  vertebrte,  and  of 
their  articular  connections,  can  not  remain  without  influ- 
ence upon  the  position  of  the  other  adjacent  vertebim.  In 
fact,  we  very  often  see  dislocations  of  the  vertebra;  as  a result 
of  it,  usually  by  the  pushing  backward  of  the  partly  de- 
stroyed vertebra  by  the  movements  of  the  vertebra;  above 
and  below  the  diseased  portion  on  one  another  (see  Pig.  82). 

There  arises,  on  the  one  hand,  a contraction  of  the  vertebral 
canal,  and  wifli  it  often  a very  considerable  limitation  of  the 
fspace  for  the  cord ; and,  on  the  other  hand,  that  characteris- 
tic projection  of  the  spinous  processes  in  the  region  of  the 
diseased  portion  of  the  vertebral  column  which  forms  the  so  called  Pott's  bo.ss— 
le  angular  kyphosis.  In  very  .sliglit  degrees  of  the  disease  there  is  only  u slight 
39 


Fig.  82.— Schematic  rep- 
resentation of  verte- 
lirnl  displacement  in 
spondylitis.  Tlio  iioint 
of  compression  of  I lie 
cord,  at  the  level  of 
tile  second  dorsal  ver- 
tebra, is  at  C. 
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projection  of  one  or  more  spinous  processes,  but  in  other  cases  it  gradually  be 
comes  an  extensive  deformity  of  the  vertebral  column,  which  strikes  us  at  the 
first  glance.  It  goes  without  saying  tliat,  under  some  circumstances,  the  Pott’s 
boss  may  be  entirely  absent  in  vertebral  caries. 

The  second  factor,  which  is  often  to  be  considered  in  the  mechanism  of  com- 
pression of  the  cord,  is  the  formation  of  foci  of  cheesy  pus  on  the  posterior  surface 
of  the  bodies  of  the  vertebrm.  Since  the  inflammatory  tubercular  new  growth  in- 
volves the  periosteum,  there  are  often  formed  here  large  collections  of  cheesy  pus 
which  are  situated  beneath  the  periosteum,  raise  it,  and  push  it  out  far  into  the 
vertebral  canal.  In  other  cases,  the  tubercular  new  growth  still  further  directly 
involves  the  outer  surface  of  the  dura,  and  forms  here  extensive  cheesy  masses 
which  of  course  may  also  cause  a compression  of  the  cord.  The  inner  surface  of 
the  diu’a  at  the  corresponding  parts  is  usually  markedly  injected,  but  a direct  in- 
vasion of  the  pia  by  the  tubercular  process  through  the  dura  is  rare. 

If  now  a considerable  contraction  of  the  vertebral  canal  have  arisen  from  dislo- 
cation of  the  vertebrae,  or  from  the  projection  inward  of  the  cheesy  purulent 
masses  into  the  canal,  the  necessary  mechanical  consequences  in  the  spinal  cord 
itself  are  usually  to  be  recognized  with  ease.  The  cord  appears  smaller  at  the 
point  of  compression.  If  the  narrow  part  correspond  to  a bend  in  the  vertebral 
column,  we  can  very  often  see  a marked  angle  of  bending  on  the  anterior  surface 
of  the  cord.  The  consistency  of  the  cord  at  the  part  affected,  the  extent  of  which 
seldom  exceeds  a few  centimetres,  is  usually  diminished ; the  cord  is  soft  and  may 
be  easily  bent.  In  old  cases  only  do  we  find  the  cord  itself  harder  than  normal 
and  sclerosed  {vide  infra).  It  is  very  remarkable,  however,  that  often,  as  we  have 
repeatedly  seen,  marked  .symptoms  of  compression  may  be  present  during  life  with- 
out finding  any  coarse  mechanical  lesion  of  the  cord  in  the  cadaver,  so  that  the 
cord  may  show  an  almost  perfectly  normal  appearance.  As  in  the  peripheral 
nerves,  so  in  the  spinal  cord,  a moderate  pressure  is  manifestly  enough  to  excite  a 
partial  break  in  the  conduction,  without  being  at  the  same  time  necessarily  associ- 
ated with  an  actual  mechanical  destruction  of  nervous  elements.  On  careful 
microscopic  examination  of  the  cord,  we  find  in  such  cases,  in  sjjite  of  the  existence 
of  a complete  paraplegia  diu’ing  life,  that  most  of  the  nerve-fibers  are  stiU  com- 
pletely preserved,  and  that  there  are  only  here  and  there  a few  lacunae,  corre- 
sponding to  single  fibers,  which  have  been  destroyed.  This  discovery  is  especially 
interesting  because  it  makes  us  understand  the  possibility  of  recovery,  even  in 
apparently  severe  cases  {vide  infra). 

Even  where  we  can  find  considerable  histological  changes  in  the  spinal  cord, 
however,  where  the  softness  of  the  cord  points  to  a coarse  lesion  of  it,  and  where 
tjie  microscope  shows  the  destruction  of  a great  part  of  the  normal  tissue  at  the 
point  of  compression,  all  these  changes  are  merely  the  necessary  results  of  the 
purely  mechanical  pressure  on  the  spinal  cord.  As  we  must  maintain,  against  the 
theory  generally  received  at  present,  on  the  gi-ound  of  many  of  our  own  investi- 
gations, wc  have  not  the  slightest  reason  to  refer  the  occui’rence  of  paralysis  in 
spondylitis  tq  a secondary  myelitis.  Such  a “ compression  myelitis  ” — that  is,  an 
inflammation  of  the  spinal  cord  arising  from  the  pressure  as  such — is  to  be  rejected 
from  general  pathological  reasons;  and  the  microscopic  examination  of  the  cord 
also  .shows  nothing  which  points  to  an  inflammation,  or  which  may  not  be 
entirely  the  result  of  mechanical  compression.  If  we  take  a portion  from  the 
soft  place  of  compression  for  fresh  examination,  we  find  sometimes  many,  some- 
times only  a few,  granular  cells,  according  to  the  amount  of  disintegrated  nerve- 
medulla,  the  remains  of  which  are  taken  up  by  the  white  blood-corpuscles — the 
wandering  cells.  If  we  make  stained  cross-sections  of  the  hardened  cord,  we  see 
under  the  microscope  no  signs  of  vascular  changes,  of  hypermmia,  of  accumula- 
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lion  of  cells  about  the  vessels,  anil  only  exceptionally  a little  traumatic  haemor- 
rbafe-  but  we  do  find,  besides  many  still  preserved  nerve-fibers,  other  fi.bers,  which 
are  Involved  in  the  disintegration  or  ai-e  already  destroyed.  Very  commonly  the 
chauges  are  distributed  in  the  form  of  nodules.  We  find  groups  of  greatly 
swollen  axis-cylinders,  which  have  wholly,  or  almost  wholly,  lost  their  medullary 
sheaths,  and  in  other  places  we  notice  ali-eady  the  signs  of  their  disintegration,  or 
the  already  empty  lacunae  in  the  meshes  of  the  neuroglia.  If  the  destruction  of 
the  neiwous  tissue  have  advanced  to  a certain  degree,  there  is  in  the  later  stages,  as 
in  all  analogous  processes,  a secondary  implication  of  the  neuroglia.  Now  fol- 
lows an  increase  of  the  interstitial  connective  tissue.  Its  proliferations,  which 
take  the  place  of  the  destroyed  nervous  tissue,  seem  diffuse — at  fii’st  loose,  but  later 
firm  and  fibrillary.  Thus  it  happens  that  in  old  cases  we  find  nothing  at  the 
point  of  compression  but  a loss  of  nerve-fibers  in  the  cord,  and  instead  of  it  there 
is  a firm  fibrous  tissue.  All  the  chauges  mentioned  are  always  much  more  devel- 
oued  in  the  white  matter  of  the  cord  than  in  the  gray. 

* Finally,  after  a more  protracted  compression  of  the  cord  we  find  an  ascending 
and  descending  secondary  degeneration  of  certain  systems  of  fibers  in  the  cord 
{vide  infra). 

We  need  not  go  more  fuUy  into  the  details  of  compression  of  the  cord  from 
other  causes,  since  the  results,  as  far  as  they  are  of  a purely  mechanical  nature, 
ai’e  precisely  the  same.  In  cancer  of  the  vertebrae  there  may  also  be  dislocations 
of  the  vertebral  column  after  the  destniction  of  some  of  the  vertebraj,  but  usually 
the  compression  depends  upon  the  direct  growth  of  the  newly  formed  tissue  into 
the  dura.  In  these  cases  the  compression  of  the  nerve-roots  in  the  Intervertebral 
foramina  is  also  of  importance. 

Clinical  History. — Many  cases  of  spondylitis  run  their  course  without  involving 
the  cord,  or  at  least  involving  it  only  in  quite  a subordinate  fashion.  In  other 
cases  the  symptoms  of  disease  of  the  vertebrae  exist  for  a long  time  alone,  until  at 
last,  slowly  or  suddenly,  the  signs  of  compression  of  the  cord  ai’e  added  to  them. 
Finally,  in  a third  group  of  cases,  the  vertebral  disease  is  so  latent  that  only  the 
cord  sym])toms  are  prominent  in  the  type  of  the  disease,  and  the  disease  of  the 
vertebrae  may  easily  be  entirely  overlooked. 

Usually  tbe  symptoms  of  the  developing  primary  disease,  the  affection  of  the 
vertebrae,  precede  the  appearance  of  the  first  cord  symptoms  by  some  time.  The 
patient  feels  a dull  pain  at  a definite  part  of  the  spine,  which  is  increased  by 
movements  of  the  trunk,  by  bending  or  straightening  up.  Many  patients  notice 
the  stiffness  of  the  vertebral  column  of  themselves,  and  sometimes  even  a begin- 
ning deformity.  Tlie  first  cord  symptoms  usually  consist  of  painful  sensations, 
which  are  not  confined  to  the  place  of  the  disease,  but  shoot  out  approximately 
along  the  coui-se  of  the  nerve-paths.  These  pains,  which  are  due  chiefly  to  an 
irritation  of  the  nerve-roots  caused  by  the  compression,  extend,  according  to  the 
seat  of  the  affection,  into  the  shoulders  and  arms,  into  the  latei-al  portions  of  the 
trunk,  or  into  the  lower  extremities.  They  are  sometimes  very  severe,  and  then 
they  usually  have  a pronounced  neuralgiform  character,  or  they  may  be  more  dull 
and  dragging.  Besides  the  special  pains,  there  are  also  many  forms  of  parmsthe- 
sia,  such  as  formication  and  cold  feelings. 

The  disturbances  of  motility  begin  to  appear  at  the  same  time  with  these  symp- 
toms or  soon  after  them.  A stiffness  and  weakness  arise  which  impede  the  gait, 
usually  not  in  both  legs  at  once,  but  first  in  one  and  then  in  the  other.  This 
paresis  increases  rapidly  or  slowly,  and  it  may  finally  go  on  to  a complete  motor 
paralysis.  If  the  seat  of  the  affection  bo  in  the  dorsal  vcrtobric,  as  it  usually  is,  or 
J it  be  in  the  lumbar  vertebra?,  the  paralysis  affects  the  lower  extremities  only, 
and  the  arms,  of  course,  remain  intact;  but  in  cervical  .spondylitis  the  arms  arc 
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usually  first  and  chiefly  affected.  Only  on  great  compression  of  the  cervical  cord 
is  the  conduction  of  the  fibers  passing  through  it  for  the  lower  extremities 
impaired,  and  then  there  are  also  disturbances  of  function  in  these. 

Disturbances  of  sensibility  are  often  found,  independently  of  the  pains  and 
paraesthesiae  above  mentioned,  but  in  many  cases  of  pressure  paralysis  they  are 
present  in  only  a comparatively  slight  degree.  It  seems  that  the  sensory  nerves 
resist  pressure  more  than  the  motor  nerves,  just  as  in  the  pressure  paralyses  of 
peripheral  nerves;  but  possibly  their  position  in  the  gray  matter  of  the  posterior 
cornua  protects  them  better  from  mechanical  attack  than  is  the  case,  for  example, 
with  the  motor  fibers  in  the  pyramidal  tract  (see  Figs.  66  and  67).  The  fact  is 
that  often,  even  in  complete  motor  paraplegia,  there  is  little  if  any  diminution  of 
sensibility,  and  that  marked  anaesthesia  is  rare,  and  is  seen  only  in  the  last  stages 
of  the  disease.  We  find  most  frequently  a slight  blunting  of  sensibility  equally 
to  all  forms  of  sensation,  especially  to  the  sense  of  pain.  The  different  parts  of 
the  skin  not  infrequently  act  differently,  so  that  we  find  portions  with  quite  nor- 
mal sensibility,  as  well  as  very  anae.sthetic  portions. 

The  condition  of  the  reflexes  is  interesting.  If  the  seat  of  the  compression  be 
above  the  reflex  arc,  which  we  must  assume  to  be  in  the  lumbar  cord  for  the 
reflexes  of  the  lower  extremities,  we  should  expect  that  the  reflexes  would  persist, 
and  in  many  cases  even  be  increased,  corresponding  to  the  decline  in  the  inhibi- 
tory influences  coming  from  above.  The  latter  takes  place  invariably  with  the  ten- 
don reflexes,  which  are  always  increased  in  the  lower  extremities  in  the  pressure 
paralyses  arising  from  the  cervical  or  dorsal  cord.  The  increase  of  the  tendon 
reflexes  may  reach  so  great  a degree  as  to  show  in  the  lower  extremities  the  pro- 
nounced type  of  spastic  paralysis  {vide  infra).  The  limbs  are  then  found  in  a 
rigid  tonic  extension,  they  can  only  with  difficulty  be  flexed  passively  on  account 
of  the  muscular  resistance,  and  they  show  a very  vigorous  ankle  clonus,  sometimes 
degenerating  into  a general  tremor  of  the  leg,  and  also  marked  patellar  reflex, 
adductor  reflex,  etc. ; but  even  in  flaccid  paraplegia  the  tendon  reflexes  may  be 
quite  vigorous.  In  cervical  spondylitis  the  tendon  and  periosteal  reflexes  in  the 
arms  are  also  increased  sometimes,  but  in  other  cases,  if  the  reflex  arc  be  injured, 
they  are  absent.  Wlaere  the  seat  of  the  compression  is  above  the  lumbar  cord,  the 
cutaneous  reflexes  sometimes  show  considerable  vigor,  but  their  increase  is  much 
less  frequently  as  marked  as  is  the  increase  of  the  tendon  reflexes.  In  severe 
pressure  paralyses  in  the  dorsal  cord  the  cutaneous  reflexes  are  even  frequently 
diminished.  They  are  probably  never  entii’ely  absent,  but  one  must  understand 
testing  them,  and  must  employ  long-continued  cutaneous  irritation,  such  as  pinch- 
ing and  pricking,  in  different  parts  of  the  sldn  in  order  to  provoke  them. 

Trophic  disturbances  are  often  found  in  the  paralyzed  parts.  If  there  be 
severe  symptoms  of  sensory  irritation  there  may  sometimes  be  eruptions  of  her- 
pes, corresponding  to  the  course  of  the  nerves.  More  frequently  there  are  chronic 
disturbances  in  the  nutrition  of  the  skin  in  severe  and  long-continued  cases.  It 
becomes  dry,  the  epidermis  scales  off,  and  the  nails  become  brittle.  Bedsores 
form  very  easily  in  severe  cases  on  the  sacrum,  on  the  buttocks,  on  the  inner  side 
of  the  knees,  and  on  the  heels,  especially  when  the  patient  has  insufficient  care. 
The  muscles  retain  their  normal  volume  and  their  normal  electrical  excitability 
in  many  cases  as  long  as  their  trophic  center  I’emains  uninjured ; but  sometimes, 
even  when  the  point  of  compression  is  above  the  lumbar  cord,  there  is  a great 
atrophy  of  the  muscles  of  the  legs,  although  the  electrical  reaction  of  the  nerves 
is  tiormal,  or  at  most  a little  reduced  in  quantity.  If  the  lesion  involve  the  lum- 
bar cord  itself,  or  the  flbers  of  the  cauda  equina,  in  caries  of  the  sacrum,  there 
must,  of  course,  be  an  atrophic  paralysis  in  the  legs,  with  reaction  of  degeneration. 
There  may  also  bo  an  atrojihic  paralysis  in  the  aims  in  cervical  spondylitis. 
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Disturbances  of  the  rectum  and  bladder  occur  in  almost  all  severe  cases  of 
pressime  pai’alysis.  The  difficulty  of  micturition  is  often  an  early  symptom  of  the 
disease ; later  on  there  is  complete  retention  of  urine,  and,  in  the  more  advanced 
stages  of  the  disease,  there  is  usually  incontinence.  With  this  the  danger  of  the 
development  of  cystitis  becomes  very  great.  The  bowels  are  usually  constipated, 
but  sometimes  there  is  also  incontinence  of  faeces. 

Thus  we  see,  under  some  circumstances,  in  compression  of  the  cord  the  whole 
group  of  symptoms  arising  which  are  the  necessary  consequence  of  the  break 
in  conduction  in  the  spinal  cord,  and  which  we  shall  likewise  meet  again  in  vari- 
ous other  spinal  affections,  especially  In  myelitis  and  in  tumors.  The  intensity 
and  selection  of  the  symptoms  must,  of  course,  vary  very  much  in  the  different 
cases.  If  the  compression  be  quite  slight,  there  are  only  mild  symptoms  of  sensory 
irritation  and  slight  paresis.  One  of  the  earliest  and  most  constant  signs  of  a 
compression  of  the  cord,  in  the  dorsal  or  cervical  rfegion,  is  a decided  increase  of 
the  patellar  reflex.  We  sometimes  And  it  at  a time  when  there  is  scarcely  a single 
other  cord  symptom  present.  If  the  compression  increases,  the  paresis  becomes 
more  mai’ked,  the  disturbance  of  sensibility  is  greater,  and  vesical  disturbances 
arise,  until  Anally  the  complete  type  of  an  entire  transverse  interruption  of  con- 
duction in  the  cord  is  developed;  but  the  latter  is  but  rarely  the  case,  since,  as  we 
have  said,  the  conduction  of  sensory  impressions  is  usually  not  wholly  abolished. 
The  time  required  for  the  development  of  the  symptoms  of  spinal  compression 
diffem  very  much.  They  sometimes  attain  a considerable  height  in  a short  time, 
and  sometimes  they  develop  only  after  a course  of  months.  Variations  in  the 
intensity  of  the  symptoms  are  frequent,  and  they  point  perhaps  to  a corresponding 
variation  in  the  severity  of  the  compression. 


In  regard  to  the  result  of  pressure  pai-alyses,  it,  of  course,  depends  fii'st  upon 
the  nature  of  the  primaiy  disease.  In  tumoi’s,  especially  in  cancer  of  the  verte- 
brae, recovery  is  not  to  be  thought  of,  but  spondylitic  processes  without  doubt  can 
recover,  which  is  by  no  means  in  contradiction  to  their  character  as  a local  tuber- 
cular process.  In  this  connection  the  fact  is  of  great  practical  importance  that 
even  the  pressure  paralyses  may  be  completely  restored,  as  far  as  the  cause  of  the 
compression  can  be  removed  by  the  absorption  of  inflammatory  and  tubercular 
new  growths  so  that  a complete  and  permanent  recovery  may  take  place  even 
after  the  paralysis  has  lasted  for  some  months,  or  a vear.  or  even  a veer  nnH  n 


icier  lue  exisung  corn  symptoms  to 
by  a disease  of  the  vertebral. 


a compression  of  the  coi*d  caused 


614 


DISEASES  OF  THE  NERVOUS  SYSTEM. 


The  diagnosis  is  more  difficult  if  the  signs  of  an  affection  of  the  vertebrae  be 
not  evident.  It  must  once  for  all  be  stated  that  vertebral  caries  does  not  inva- 
riably and  necessarily  result  in  a.  manifest  Pott’s  boss,  and  that  even  the  tender- 
ness of  the  vertebrae  to  pressure  is  sometimes  very  slight  in  spondylitis.  In  such 
cases  the  examination  of  the  vertebral  column  must  be  repeated  more  frequently, 
since  even  slight  anomalies  obtain  a diagnostic  value  if  constantly  present ; and 
the  whole  course  of  the  disease  is  also  to  be  considered.  The  most  characteristic 
features  of  a comxDression  of  the  cord  are  its  beginning  with  symptoms  of  sensory 
irritation,  the  preponderance  of  symptoms  of  motor  paralysis  with  comparatively 
little  distui’bance  of  sensibility,  and  finally  the  frequent  asymmetry  of  the  symp- 
toms on  the  two  sides,  which  may  even  recall  the  tyjje  of  the  so-called  “ unilatei’al 
lesion  ” of  the  spinal  cord  {vide  infra).  Sometimes  the  cause  of  the  spinal  symp- 
toms is  at  first  obscure,  and  later  on  in  the  disease  a marked  anomaly  of  the  verte- 
bral -column  develops. 

If  the  diagnosis  of  an  affection  of  the  vertebrae  be  certain,  the  next  question  is 
as  to  the  nature  of  it,  especially  whether  we  have  to  do  with  a spondylitis,  or  with 
a cancer  of  the  vertebrae.  Since  spondylitis  is  by  far  the  more  frequent  disease, 
we  must  always  think  of  that  first,  especially  in  young  people,  and  where  we  have 
the  formation  of  a pronounced  angular  kj'phosis.  In  cancer  of  the  vertebrae  the 
coarser  changes  in  the  form  of  the  vertebral  column  ai’e  generally  less  marked. 
This  develops  usually  in  older  people,  after  the  age  of  forty,  and  is  manifested  by 
the  great  intensity  of  the  initial  symptoms  of  sensory  irritation.  The  ^''paraplegia 
dolorosa,"  the  paralysis  of  the  lower  extremities  associated  with  severe  pains,  is 
the  most  characteristic  symptom  of  cancer  of  the  vertebrae.  The  discovery  of  a 
primary  nodule  of  cancer,  as  in  the  breast,  or,  as  we  ourselves  have  seen,  the 
appearance  of  a swelling  of  the  inguinal  glands,  may  serve  to  support  the  diag- 
nosis. Finally,  a certain  stress  is  to  be  laid  on  the  well-known  general  habit  of 
patients  with  cancer,  and  on  the  peculiar  cancerous  cachexia. 

The  place  of  compression  is,  in  the  majority  of  cases,  to  be  recognized  by  the 
evident  localization  of  the  disease  of  the  vertebras.  In  other  respects  the  same 
rules  hold  for  localization  which  we  shall  discuss  more  fully  in  the  description  of 
myelitis  in  the  following  chapter. 

Treatment.— In  regaixl  to  the  special  treatment  of  spondylitis,  especially  the 
orthopaedic  treatment,  we  must  refer  to  the  text-books  of  surgery.  In  general,  Ave 
have  not  thus  far  gained  the  impression  that  a particularly  favorable  influence 
can  be  exerted  on  the  symptoms  of  spinal  compression  by  contrivances  for  exten- 
sion of  the  vertebral  column.  These  are  often  injudicious  Avhere  there  is  para- 
plegia, since  they  increase  the  pain  and  make  it  harder  to  guard  against  bedsores. 
We  would  not  deny,  however,  that  in  many  cases  certain  supports  for  the  verte- 
bral coliimn,  and  contrivances  for  extension,  may  be  used  to  advantage.  Perma- 
nent rest  in  bed  is,  at  any  rate,  always  of  the  greatest  importance.  Local  applica- 
tions to  the  vertebral  column  are  much  used — dry  cups,  painting  AAuth  iodine,  an 
especially  the  hot  iron.  The  use  of  the  latter  in  spondylitis  has  even  to-day  warm 
advocates,  and,  in  fact,  deserves  to  be  tried,  the  procedure  Avith  Paquelin  s therrno- 
cautery  being  especially  easy ; we  make  some  three  or  four  eschars  on  each  sic  e 

of  the  diseased  vertebrae.  , , • + r 

Among  other  remedies  we  may  mention  stabile  galvanization  at  the  point  o 
pressure,  and  the  electrical  treatment  of  the  paralyzed  extremities;  also  the  use  of 
baths,  especially  salt  baths,  and,  finally,  the  internal  use  of  compounds  of  iodine 
iodide  of  potassium  and  iodide  of  iron.  In  regard  to  the  symptomatic  treatment 

Ave  Avill  refer  to  the  folloAving  chapter.  ...  . , i 

[In  a few  cases  great  benefit  has  been  derived  from  trephining  the  vertebrae  auc 
removing  the  inflammatory  products  which  have  compressed  the  cord.  In  some 
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cases  a patient  who  was  completely  paraplegic  has  regained  considerable  use  of  the 
legs.  It  is  obvious  that  the  operation  should  not  be  too  long  delayed  after  symp- 
toms of  pressure  have  once  developed. — K.] 


CHAPTER  IV. 

ACUTE  AND  CHRONIC  MYELITIS.  , 

( Diffuse  Myelitis.  Transverse  Myelitis.) 

Preliminary  Remarks. — The  pathological  processes  in  the  spinal  cord  known 
to  us  at  the  present  time  may  be  divided  into  two  groups.  In  the  first  group  we 
find  this  peculiarity,  that  the  pathological  changes  are  confined,  with  a remarkable 
constancy,  to  certain  definite  parts  of  the  spinal  cord,  so  that  consequently  the 
clinical  symptoms  of  the  disease  may  be  quite  exactly  defined.  To  this  group 
belongs  the  disease  known  as  anterior  poliomyelitis  (TroXtdr,  gray),  which  is  local- 
ized almost  exclusively  in  the  anterior  cornua  of  the  gray  matter  of  the  spinal 
cord,  and  also  a class  of  affections,  such  as  tabes  dorsalis,  amyotrophic  lateral  scle- 
rosis, etc.,  in  which  perfectly  definite  fasciculi  in  the  cord  are  diseased.  Prom  the 
compai’ison  of  the  anatomical  lesions  in  these  cases  with  our  other  knowledge  as 
to  the  structure  and  functions  of  the  spinal  cord,  it  has  been  .shown  that  the  dis- 
eased portions  occupy  a distinct  position,  even  in  their  anatomical  and  physiologi- 
cal relations.  Hence  we  are  justified  in  terming  these  affections  of  the  cord  sys- 
temic diseases.  We  can  not  at  present  give  a correct  explanation  of  the  remark- 
able fact  that  such  isolated  diseases  may  occur  in  parts  of  the  cord  which  have 
perfectly  definite  functions,  in  “systems  of  fibere.”  We  must  imagine  that  the 
factors  which  cause  the  disease,  in  such  cases,  do  not  exert  their  influence  upon 
the  whole  cord,  but  only  upon  the  fibers  and  cells  of  a definite  system ; an  idea 
which  finds  a fitting  analogy  in  the  action  of  many  poisons,  such  as  curare,  strych- 
nine, lead,  etc. 

Besides  the  systemic  diseases  there  is  a second  group  of  affections  of  the  cord 
in  which  there  is  not,  by  any  means,  such  a limitation  of  the  process  to  definite 
portions  of  the  cord.  In  these  cases  the  disease  extends  more  or  less  widely  over 
the  cross-section  or  the  length  of  the  cord,  and  forms  either  one  lai’ge  focus,  or 
several  single  smaller  foci,  separate  from  one  another.  To  this  group,  to  the  un- 
systemic,  diffuse  diseases  of  the  spinal  cord,  belong  the  haemorrhages  and  trau- 
matic lesions  already  described,  and  the  new  growths,  the  acute  and  chronic 
“ inflammations  ” of  the  cord  (diffuse  myelitis),  multiple  sclerosis,  etc. 

Since  in  the  diffuse  diseases  of  the  spinal  cord  all  those  portions  may  be 
affected  whose  isolated  affections  form  the  systemic  diseases,  of  course  all  the 
clinical  symptoms  of  the  latter  may  also  be  found  in  the  diffuse  affections;  for  the 
individual  symptoms  of  sj)inal  disease,  as  such,  never  depend  upon  the  form  of  the 
pathological  process,  but  only  upon  its  situation,  and  upon  the  irritation  or  inter- 
ruption of  conduction  in  certain  nerve-tracts  caused  by  it.  The  diagnosis  of  spinal 
diseases,  therefore,  is,  in  the  first  place,  always  a topical  diagnosis.  We  seek  to 
recognize,  from  the  functional  disturbances  prominent  in  the  different  cases,  the 
place  in  the  cord  in  which  the  affection  must  be  situated,  which  has  as  a conse- 
quence these  disturbances.  By  comparing  all  the  existing  morbid  symptoms,  and 
by  attending  to  the  functions  which  arc  still  normal,  wc  can  decide  whether 
the  affection  is  limited  in  a systemic  fashion  to  a .special  physiological  region,  or 
whether  it  extends  in  a dilfuse,  irregular  fashion  over  a greater  j)ortion  of  the 
cord.  In  the  former  case  we  usually  have  no  difficulty  in  finding  a connection 
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with  the  different  well-known  typical  forms  of  disease;  in  the  latter  case  we  can 
at  least  decide  the  main  point,  as  to  the  extent  and  seat  of  the  disease,  and  then, 
from  the  whole  com-se  and  the  combination  of  the  morbid  symptoms,  we  can  also 
draw  our  conclusions,  as  far  as  it  is  possible,  as  to  the  form  of  the  affection. 

After  these  general  remarks  we  will  pass  on  to  the  description  of  myelitis. 

JEtiology. — Hardly  anything  certain  is  known  as  to  the  causes  of  diffuse  mye- 
litis, in  the  same  way  as  little  is  Imown  in  regard  to  the  mtiology  of  diseases  of 
the  spinal  cord  in  general.  We  often  see  the  disease  develop  in  men  previously 
healthy,  without  being  able  to  discover  any  influence  which  may  act  as  a cause  of 
the  disease.  In  those  cases,  too,  where  we  may  at  least  ascribe  a possible  aetiolog- 
ical  significance  to  certain  conditions,  we  are  still  completely  in  the  dark  as  to  the 
manner  in  which  they  act. 

The  factors  which  seem  to  be  most  frequently  related  to  the  development  of 
myelitis  are  as  follows : Exposure  to  cold,  especially  repeated  wettings,  and  work- 
ing in  the  open  air  under  unfavorable  conditions ; bodily  fatigue  and  overexer- 
tion, especially  when  combined  with  the  factore  first  named,  as  in  the  hardships 
of  war,  etc.  The  aetiological  significance  of  profound  emotions  and  sexual  ex- 
cesses, which  formerly  were  often  mentioned  in  the  aetiology  of  myelitis,  is  ex- 
tremely doubtful  as  far  as  the  development  of  anatomical  changes  in  the  cord  is 
concerned. 

The  occasional  appearance  of  spinal  disease  after  certain  acute  infectious  dis- 
eases, such  as  typhoid,  small-pox,  or  puerpei-al  affections,, favors  the  possibility  of 
infectious  causes;  but  these  cases  are  very  rare  in  comparison  vdth  the  great 
number  of  cases  of  primary  myelitis,  and  their  anatomy  is  also  but  little  known. 
Syphilis  probably  has  a greater  importance,  although  our  knowledge  on  this 
point  is  not  so  broad  that  we  can  give  a definite  description  of  “ syphilis  of  the 
spinal  cord  ” ; but,  at  any  rate,  it  is  quite  striking  that  in  the  history  of  patients 
with  diffuse  myelitis,  especially  in  myelitis  in  the  upper  dorsal  region,  we  quite 
often  get,  as  it  seems  to  us,  an  account  of  a fonner  syphilitic  infection.  Of  com^e, 
in  any  individual  case,  the  actual  connection  between  the  two  diseases  can  hardly 
ever  he  proven  with  certainty. 

It  is  proven  with  i-egard  to  purulent  spinal  meningitis  that  inflammations  of 
neighboring  organs  may  invade  the  spinal  cord.  In  most  of  the  other  cases  which 
are  usually  cited  in  regard  to  this  point,  we  have  to  do  with  confusions  between 
lesions  of  the  cord  from  mechanical  pressure  and  actual  myelitis,  as  we  have 
explained  in  detail  in  the  previous  chapter  on  compression  of  the  cord.  Hence 
we  consider  it  unjustifiable  to  speak  of  a “ traumatic  myelitis  ’ except  in  very  rare 
cases.  If  spinal  symptoms  develop  after  an  injury,  we  usually  have  to  do  either 
with  the  type  of  symptoms  described  above  under  spinal  concussion,  or  with  genu- 
ine traumatic  lesions  of  the  vertebrae,  or  sometimes  perhaps  with  traumatic  haemoi- 
rhages,  etc.,  which  always  excite  disturbances  in  the  functions  of  the  spinal  cord 
by  mechanical  conditions  alone.  Finally,  in  regard  to  the  theory  of  an  ascend- 
ing neuritis  ’’—that  is.  the  supposed  extension  of  an  inflammation  from  the  nerves 
to  the  cord— it  is  a hypothesis  that  is  still  very  much  in  need  of  further  con- 
firmation. _ . j • -I  r 1 

Pathological  Anatomy. — Macroscopic  examination  of  the  cord  m its  iresn  con- 
dition shows  no  marked  pathological  changes  except  in  a small  number  of  cases. 
At  the  first  glance,  the  spinal  cord  often  seems  almost  completely  normal,  even  i 
there  have  been  severe  spinal  symptoms  during  life,  and  sometimes  the  opacities 
and  adhesions  of  the  pia,  which  often  strike  us  at  first,  have  no  practical  impoi’tance. 
If  we  test  the  consistency  of  the  cord  carefully  by  touching  it,  of  course  a change 
in  it  often  strikes  the  practiced  examiner,  since  the  cord  over  a definite  extent  is 
either  softer  and  more  flexible,  or,  on  the  other  hand,  harder  and  firmer.  If  we 


acute  and  chronic  myelitis. 


61Y 


now  make  a number  of  cross-sections  through  the  cord,  we  notice  that  the  sub- 
stance of  the  cord  rises  up  more  on  section,  that  the  outline  of  the  gray  “^ttei 
less  distinct,  and  especially  that  the  white  matter  is  of  a reddish-gray  coloi,  an 
that  sometimes  there  is  also  a reddish,  hypermmie  coloring  of  gray  matter  In 
some  cases  we  can  recognize  small  capillary  hemorrhages  wi&  the  naked  eye, 
but  the  macroscopic  examination  of  the  fresh  cord  is  never  sufficient  for  the  pre- 
cise determination  of  the  extent  and  intensity  of  the  disease.  , . , 

The  changes  are  much  more  plainly  visible  if  we  harden  the  cord  m chromic 
acid,  or  Muller’s  fluid,*  for  at  least  eight  or  ten  weeks.  All  the  normal  parte  of 
the  white  matter  of  the  cord  assume  a dark-green  color  from  the  acid,  which  is 
really  due  to  the  staining  of  the  medullary  sheaths.  The  diseased  portions,  in 
which  the  medullary  sheaths  are  mainly  if  not  entirely  absent,  are  thus  often 
very  sharply  distinguished  from  the  healthy,  dark-green  portions.  Since  similar 
differences  in  color  between  healthy  and  diseased  tissue  are  also  noticed  in  the 
gray  matter,  although  less  sharply  deflned,  the  cross-section  of  the  cord,  well 
hardened  m chromic  acid,  usuaUy  gives  quite  a correct  idea  of  the  extent  of  the 
disodso 

We  obtain  more  precise  disclosures,  however,  as  to  the  form  of  the  anatomical 
changes  by  microscopical  examination.  When  made  on  the  fresh,  unhardene 
cord,  it  affords  little  information.  The  presence  of  numerous  granular  ceUs  [vide 
infra)  in  fresh  teased-out  preparations  is  the  only  thing  that  is  important,  since 
they  show  with  certainty  the  existence  of  a pathological  change.  If,  however,  we 
make  fine  cross-sections  of  the  hardened  cord,  and  stain  them  with  carmine  or 
some  similar  staining  fluid,  even  the  naked  eye  notices  at  first  a marked  difference 
between  the  diseased  and  the  healthy  tissue,  since  the  former,  which  is  almost 
alwavs  richer  in  connective  tissue,  has  a much  darker  staining,  and  thus  is  distin- 
guished from  the  brighter  normal  tissue.  The  microscopic  examination  now  shows 
that  in  the  diseased  parts  the  normal  nerve-tissue  has  been  almost  wholly  or  at 
least  partly  destroyed.  Only  occasionally  do  we  see  nerve-fibers  of  normal  appear- 
ance remaining  here  and  there.  In  other  places  the  fibers  that  are  still  visible 
are  smaller  and  atrophied,  and  the  axis-cylindei-s  have  in  part  lost  their  medullary 
sheaths,  or  are  swollen.  The  changes  in  the  ganglion-cells  are  harder  to  follow, 
but  in  more  advanced  cases  they  also  show  marked  signs  of  destruction ; they  are 
contracted,  rounder,  and  have  lost  their  processes.  The  increase  of  the  connective 
tissue  corresponds  to  the  destruction  of  the  nerve-substance.  The  meshes  of  the 
neuroglia  extend  and  swell,  so  that  the  space  formed  by  the  destruction  of  the 
nerve-tissue  is  in  great  measure  taken  up  by  connective  tissue.  The  older  the 
process,  the  firmer  and  more  fibrous  is  the  connective  tissue.  The  nuclei  of  the 
neuroglia  increase  in  number,  and  we  often  find  a very  great  increase  in  those 
peculiar,  flat,  connective-tissue  cells  with  many  processes,  ffi’st  described  by  Dei- 
ters,  and  named  after  him — the  so-called  “ Deiters’  spider-cells.”  The  fatty  granu- 
lar cells  are  also  easily  recognized  in  hardened  preparations,  so  long  as  they  are 
not  treated  with  alcohol.  They  lie  in  the  interstices  between  the  meshes  of  the 
neuroglia,  and  are  especially  numerous  about  the  vessels.  They  are  to  bo  regarded 
either  as  white  blood-corpuscles,  or  as  endothelial  cells  from  the  sheaths  of  the 
ve.ssels,  which  have  taken  up  the  fat  from  the  disintegi’ated  nerve-substance.  If, 
therefore,  the  process  be  still  fresh,  or  if  it  be  still  advancing,  the  fatty  granular 
globules  are  to  be  met  with  in  great  numbers,  while  in  old,  sclerosed  nodules,  only 
a few  of  them,  or  scarcely  any,  are  to  be  found.  The  changes  in  the  vessels  are 
usually  very  striking.  They  are  often  dilated  and  congested.  Here  and  there 


[*  The  fonnula  for  Muller’s  fluid  is  as  follows : Two  and  a half  parts  of  potassic  bicliromato,  ono 
part  of  sodic  sulphate,  and  one  hundred  parts  of  wotor. — Tkans.] 
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there  may  be  haemorrhages.  The  vascular  walls  are  thickened,  especially  in  old 
cases,  and  Sometimes  have  become  peculiarly  homogeneous — “ hyaline  degenera- 
tion ” ; and  a large  accumulation  of  nuclei  may  be  found  about  the  vessels.  Tlie 
so-called  corpora  amylacea  are  sometimes  present  in  great  numbers,  and  some- 
times they  are  only  scanty.  Their  significance  and  their  genesis  are  still  un- 
known. 

The  extent  of  the  whole  process  varies  very  much  in  different  cases.  We 
usually  find  one  main  focus  of  myelitis,  which  extends  in  a diffuse  manner 
over  the  greatest  part  of  the  transverse  section  of  the  spinal  cord,  and  may  reach 
upward  and  downward  for  a space  of  five  to  ten  centimetres  or  more.  The  dor- 
sal portion  of  the  cord  is  most  frequently  affected  (dorsal  myelitis),  the  upper  half 
being  usually  most  involved,  but  in  some  cases  the  lower  half  is  chiefly  affected. 
Nearly  the  whole  of  the  dorsal  cord  is  often  the  seat  of  a diffuse  inflammatory 
affection,  whicli,  of  course,  differs  in  extent  at  different  levels.  In  other  cases  the 
chief  focus  of  disease  is  in  the  cervical  cord  (cervical  myelitis),  while  it  is  most  rare 
in  the  lumbar  cord  (lumbar  myelitis).  We  often  And  small,  distinct  foci  in  the 
vicinity  of  the  main  focus.  In  all  severe  cases  there  develops  later  on  a systemic 
ascending  and  descending  secondary  degeneration  {vide  infra). 

We  have  intentionally  avoided  any  division  of  the  process  into  different  stages, 
because,  according  to  our  present  knowledge,  this  can  be  only  artificial.  As  a 
general  rule,  the  cases  where  the  cord  is  soft  and  has  more  of  a reddish-gi*ay  color, 
where  the  fatty  granular  cells  are  still  abundant,  and  the  meshes  of  the  neuroglia 
are  not  yet  fibrous,  may  be  considered  as  belonging  to  the  comparatively  more 
acute  and  fresher  stages;  while  in  the  older  cases  the  cord  has  become  firmer, 
“ sclerosed,”  in  the  affected  part,  through  the  formation  of  a denser  fibrillary  con- 
nective tissue,  and  it  has  more  of  a gray  appearance ; but  we  can  not  draw  a sharp 
distinction  between  acute  and  chronic  myelitis  in  regard  to  their  pathological 
anatomy.  Genuine  transverse  myelitis  always  shows  a chronic  course,  and  many 
cases  deserve  the  name  of  “ acute  myelitis  ” in  their  clinical  aspect  only  in  so  far 
as  the  beginning  of  the  morbid  symptoms  is  acute  and  rapid.  W^e  may  entirely 
disregard  actual  abscess  of  the  cord,  because  it  is  so  rare  that  it  very  seldom 
comes  into  question  as  an  independent  disease.  It  is  still  undecided  whether  there 
is  a softening  of  the  cord  analogous  to  the  foci  of  softening  in  the  brain  that  is, 
as  a result  of  an  obstruction  of  the  vessels  by  a thrombus  or  embolus.  At  any 
rate,  an  actual  softening  of  the  cord  is  quite  rare — that  is,  a change  of  the  substance 
of  the  cord  into  a soft  pulp,  which  contains  nothing  but  the  remains  of  the  nerve- 
tissue  and  some  fatty  granular  cells.  We  have  seen  ourselves  only  one  such  case, 
in  the  lower  dorsal  region,  which  lasted  two  yeare  as  a chronic  transverse  myelitis, 
and  ended  fatally. 

The  Individual  Symptoms  of  Myelitis.— The  course  of  transverse  myelitis  differs 
so  much  in  the  different  cases  that  it  is  impossible  to  give  a picture  of  the  disease 
which  will  be  generally  applicable.  According  as  one  or  another  part  of  the  core 
is  involved,  the  clinical  symptoms  vdll  affect  chiefly  the  sensibility  or  the  motility, 
the  trophic  functions  or  the  reflexes,  and  will  be  present  in  the  upper  or  the  lowei 
extremities,  or  in  both  at  once.  The  following  description  will,  therefoie,  e 
devoted  first  to  the  single  symptoms,  and  will  give  the  inferences  whic  i,  accor 
ing  to  the  present  state  of  our  knowledge,  may  be  drawn  from  their  presence  as  to 
the  seat  and  the  extent  of  the  anatomical  process. 

1.  Symptoms  of  Motor  Paralysis  are  not  only  the  chief  symptoms,  as  a rule, 
in  well-developed  myelitis,  but  are  often  the  first  sign  of  the  beginning  of  t e c is 
ease.  The  patient  feels  at  first  only  a slight  weakness  in  one  or  both  le^ ; he  gets 

tired  more  easily  in  walking,  and  begins  to  “ drag”  his  legs  a ter  im.  le  mo  o 

weakness  gi-adually  becomes  greater  and  increases  to  complete  pai-alysis. 
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patient  is  then  bed-ridden,  and,  finally,  can  not  make  the  least  active  movement 
with  his  legs.  The  symptoms  of  paralysis  in  the  arms  are  analogous. 

Since  the  chief  paths  for  the  conduction  of  voluntary  motion  are  situated,  as 
we  have  seen,  in  the  lateral  columns  of  the  spinal  cord,  and  especially  in  the 
lateral  pyramidal  tract,  we  conclude,  in  every  spinal  disease  where  symptoms  of 
paralysis  aj’e  present,  that  there  is  an  interruption  of  this  tract — that  is,  an 
implication  of  the  posterior  portions  of  the  lateral  columns.  Sipce  in  transverse 
myelitis  the  whole  cross-section  of  the  cord  is  more  or  less  involved,  the  paralysis 
also  extends  to  the  two  halves  of  the  body;  motor  paraplegia  is  the  characteristic 
form  of  paralysis  for  transverse  myelitis.  Paraplegia  of  the  lower  extremities 
may  of  course  arise  wherever  the  myelitis  is  situated,  whether  in  the  lumbar, 
dorsal,  or  cervical  region;  but  the  upper  extremities  necessarily  remain  entirely 
free  in  every  dorsal  or  lumbar  myelitis.  The  occurrence  of  paretic  symptoms 
here,  and  the  final  development  of  a brachial  paraplegia,  point  with  certainty  to 
an  imphcation  of  the  cervical  region,  to  a cervical  myelitis.  If  the  symptoms  of 
paralysis  are  not  alike  in  the  two  corresponding  extremities,  but  are  more  marked 
on  one  side  than  on  the  other,  the  anatomical  affection  must  also  be  more  intense 
on  that  side  of  the  cord  than  on  the  opposite  side. 

2.  Symptoms  of  Motor  Irritation  of  vai’ious  sorts  are  often  seen,  both  at  the 
beginning  and  during  the  whole  course  of  myelitis.  Single  twitchings  come  on 
spontaneously  in  the  limbs,  \phich  ai’e  at  the  same  time  paralyzed,  or  at  least 
paretic,  and  these  twitchings  are  short  and  rapid  or  slow  and  persistent.  The 
thighs  are  drawn  up  on  the  abdomen,  or  there  are  severe  siiasms  of  the  extensors. 
The  interpretation  of  these  symptoms  is  not  always  easy.  It  is  often  particularly 
hard  to  decide  whether  they  are  the  result  of  a direct  irritation  of  motor  fibers 
in  the  cord,  or  whether  they  represent  reflexes  {vide  infra).  The  value  of  the 
symptoms  of  motor  irritation  for  the  localization  of  the  disease  is  accordingly 
slight,  but,  of  course,  in  these  cases  we  must  chiefly  consider  the  motor  tracts  in 
the  lateral  columns. 

Ataxia  and  intention  tremor  are  comparatively  rare,  but  they  are  most  frequent 
in  the  upper  extremities.  They  are  also  seen  in  the  stage  of  convalescence  in 
acute  cases. 

3.  Disturbances  op  Sensibility. — The  disturbances  of  sensibility  usually 
appear  to  a marked  degree  only  in  the  later  stages  of  the  disease.  At  the  outset 
we  usually  notice  merely  mild  symptoms  of  sensory  irritation,  such  as  formication, 
jirickling,  numbness,  a woolly  feeling,  etc.,  while  severe  pain  is  hardly  ever 
present  in  transverse  myelitis,  and  hence  it  always  points  to  some  affection  of  the 
vertebrae  or  the  meninges.  Slight  diminution  of  sensibility  is  often  to  be  made 
out  early  on  careful  examination,  but,  in  many  cases,  the  sensibility  remains  for  a 
long  time  wliolly,  or  almost  wholly,  intact,  either  because  the  localization  of  the 
disease  spares  the  sensory  portions  of  the  cord,  or  because  the  sensory  paths  of 
conduction  are  more  resistant,  or  can  act  vicariously  for  one  another  to  a higher 
degree.  In  tlie  further  course  of  the  disease,  however,  there  are  almost  always 
more  marked  disturbances  of  sensibility:  at  first  a simple  diminution  in  the  sensi- 
tiveness of  the  skin,  sometimes  partial  paralyses  of  sensation,  analgesia,  paralysis 
of  the  sense  of  pressure,  and  finally  frequently  a complete  anmsthesia.  On  the 
other  hand,  we  see  in  many  cases  a striking  hypermsthesia  to  painful  stimuli, 
such  as  a pin-prick. 

From  the  pre.sence  of  marked  disturbances  of  sensibility  wo  can  conclude  with 
certainty  that  there  is  an  affection  of  the  posterior  columns,  and  especial Ij'’  of  the 
posterior  cornua  of  the  gray  matter.  With  marked  anaesthesia  the  latter  are 
always  involved.  It  is  still  very  doubtful  whether  the  statement  made  by  Schiff, 
that  the  conduction  of  jiainful  sensations  is  chiefly  in  the  gmy  matter,  and  the 
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conduction  of  tactile  sensations  is  chiefly  in  the  white  matter,  holds  in  man.  The 
pathological  facts,  as  we  have  said  before,  also  give  no  support  at  all  to  the  theory 
that  there  are  sensory  fibers  in  the  lateral  columns  in  man. 

The  disturbance  of  sensibility  gives  important  service  in  estimating  the  height 
at  which  the  affection  in  the  cord  is  situated.  If  we  search  on  the  trunk  for  the 
line  where  the  cutaneous  sensibility  becomes  normal,  we  may  place  the  upper 
boundary  of  the  myelitis,  as  far  as  it  distm’bs  the  sensibility,  at  approximately  the 
same  level.  In  myelitis  in  tlie  lumbar  region  the  disturbance  of  sensibility 
reaches  to  the  umbilicus,  or  even  a little  higher;  in  myelitis  in  the  lower  dor- 
sal region  it  reaches  about  to  the  lower  end  of  the  sternum;  in  myelitis  in  the 
upper  dorsal  region  to  the  level  of  the  axillm ; and  in  cervical  myelitis  the  sen- 
sibility of  the  upper  extremities  is  also  impaired,  but  complete  angesthesia  is  very 
rare. 

4.  Cutaneous  Reflexes. — As  is  well  known,  the  reflex  arcs  in  the  cor-d  are 
found  at  about  the  same  level  as  the  centripetal  sensory  and  the  centrifugal  motor 
fibers.  They  are  also  connected  with  fibers  w'hich  come  from  above,  and  to  which 
must  be  ascribed  the  property  of  reflex  inhibition.  If  these  fibers  above  the  reflex 
arc  are  put  into  a state  of  irritation,  the  reflex  is  thereby  impaired ; but  if  the  con- 
duction be  broken  in  these  fibers,  the  reflex  activity  appears  increased,  the  reflex 
comes  on  at  a weaker  irritation,  and  the  contraction  is  more  vigorous.  If  the 
reflex  arc  itself  be  bi’oken  at  any  point,  the  reflex  must  disappear. 

The  data  from  the  examination  of  the  patient  may  generaUy  be  harmonized 
with  this  scheme,  although,  of  com-se,  the  reality  probably  shows  more  complicated 
conditions.  In  extensive  lumbar  myelitis,  by  which  the  I’eflex  i>ath  in  the  lum- 
bar cord  is  broken,  the  cutaneous  reflexes  in  the  lower  extremities  must  be  dimin- 
ished or  absent.  In  these  cases  the  loss  of  sensibility  runs  about  paraUel  to  the 
diminution  of  the  reflexes.  In  doraal  and  cervical  myelitis,  however,  the  reflex 
arc  in  the  lumbar  cord  remains  unimpaired,  but  the  conduction  of  sensory  impres- 
sions to  the  brain  may  very  well  be  interrupted.  In  these  cases  the  cutaneous 
reflexes  are  retained,  even  when  there  is  anaesthesia;  or,  if  the  reflex  inhibitory 
influences  he  removed,  they  are  decidedly  increased.  The  cutaneous  reflexes  in 
the  legs,  however,  may  be  diminished,  even  in  disease  above  the  lumbar  cord,  in 
which  case  we  must  imagiue  a loss  of  irritability  in  the  fibers  which  take  part  in 
the  reflex,  or  an  irritation  of  the  reflex  mhibitory  fibers.  The  cremaster  reflex 
has  its  reflex  arc  about  at  the  point  of  exit  of  the  fii’st  lumbar  nerves ; diseases  of 
the  cord  at  this  point  must  therefore,  under  some  circumstances,  cause  a disappear- 
ance of  the  reflex.  Of  the  abdominal  reflexes  the  u^jper,  epigastric,  corresponds 
about  to  the  level  of  the  fourth  to  the  seventh  dorsal  nerves,  and  the  lower 
abdominal  reflex  proper  to  the  lower  portion  of  the  dorsal  cord. 

5.  Tendon  Reflexes.— The  same  rules  generally  hold  in  judging  of  the  ten- 
don reflexes  as  are  to  be  considered  in  judging  of  the  condition  of  the  cutaneous 
reflexes.  We  know  comparatively  little  of  the  course  of  the  reflex  arc  of  the 
patellar  reflex  in  the  lumbar  cord.  It  lies  about  at  the  levels  of  exit  of  the  second 
to  the  fourth  lumbar  nerves.  We  know,  also,  that  the  reflex  fails  as  soon  as  the 
middle  part  of  the  posterior  columns  (see  the  chapter  on  tabes  dorsalis)  or  the 
anterior  cornua  of  the  gray  matter  of  the  lumbar  cord  are  much  diseased.  The 
Achilles’  tendon  reflex,  or  the  ankle  clonus,  has  its  reflex  arc  at  the  level  of 
the  first  sacral  nerves.  It  is  always  absent  in  extensive  disease  of  the  posterior 
columns  and  of  the  gray  matter  in  the  corresponding  portion  of  the  lumbar  cord, 
so  that,  besides  the  other  symptoms,  the  absence  of  the  tendon  reflexes  in  the  lower 
extremities  is  one  of  the  most  important  points  for  the  diagnosis  of  a myelitis  of 
the  lumbar  cord.  In  almost  all  inflammations  above  the  lumbar  cord — that  is,  in 
dorsal  and  cervical  myelitis — there  is,  however,  a very  decided  increase  of  the 
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tendon  reflexes,  the  result,  as  we  must  suppose,  of  the  loss  of  the  reflex  inhibitory 
influences.  We  have  a certain  right  to  assume  that  the  fibers  which  influence 
the  condition  of  the  tendon  reflexes  run  chiefly  in  the  lateral  columns  of  the 
spinal  cord,  but  that  they  are  not  identical  with  the  fibers  of  the  lateral  pyramidal 
tracts  which  serve  for  voluntary  motion  (see  the  chapter  on  spastic  spinal  paraly- 
sis). We  may  therefore  assert  that,  with  a considerable  increase  of  the  tendon 
reflexes  in  the  lower  extremities,  the  seat  of  the  myelitis  must  be  above  the 
lumbar  cord — that  is,  in  the  cervical  or  dorsal  cord — and  that  in  these  cases  we 
have  to  suppose  that  the  lateral  columns  are  chiefly  implicated.  In  cervical 
myelitis  the  tendon  reflexes  in  the  upper  extremities  are  often  considerably  in- 
creased. -IT, 

We  have  already  said,  on  page  544  et  seq.,  what  is  necessary  in  regard  to  the 

different  signs  of  the  increased  tendon  reflexes,  the  exaggerated  patellar  reflex, 
ankle  clonus,  the  periosteal  reflexes,  etc.  The  peculiar  character  which  the 
paralysis  of  the  legs  assumes  from  a considerable  increase  of  the  tendon  reflexes 
at  the  same  time  will  be  described  more  fully  in  the  chapter  on  ‘‘  spastic  spinal 
paralysis  ” {vide  infra). 

6.  Disturbances  in  the  Bladder  and  Rectum.— Disturbances  in  micturition 
are  one  of  the  commonest  symptoms  of  myelitis.  The  first  manifestation  is  usu- 
ally a difficulty  in  micturition ; the  patient  has  to  strain  and  to  wait  longer  before 
urinating.  There  may  finally  be  a complete  retention  of  urine  fx’om  paralysis  of 
the  detrusor  urinm.  In  the  later  stages  of  the  disease,  however,  there  is  usually  a 
paralysis  of  the  sphincter  vesicm,  and  consequently  incontinence  of  urine.  The 
disturbances  of  the  bladder  give  no  points  for  the  localization  of  myelitis,  since 
they  may  occur  with  disease  at  any  level  of  the  spinal  cord;  but  we  believe  we 
are  right  in  assuming  that  they  always  permit  us  to  decide  that  the  posterior 
columns  of  the  cord  are  involved. 

The  clinical  significance  of  disturbances  of  the  bladder  in  myelitis,  and  in 
many  other  diseases  of  the  cord,  apart  from  the  gi-eat  distress  and  discomfort  for 
the  patient,  lies  in  the  fact  that  they  very  often — almost  always  in  severe  cases — 
give  rise  to  the  development  of  cystitis.  In  retention  of  urine  the  use  of  the 
catheter,  by  which  inflammatory  irritants  are  often  brought  into  the  bladder,  in 
spite  of  all  attempts  at  disinfection,  leads  to  decomposition  of  the  urine  and  to  cys- 
titis; but  where  there  is  also  incontinence,  the  imperfect  closure  of  the  sphincter 
and  the  constant  presence  of  stagnating  and  decomposing  urine  in  the  urethra  are 
the  causes  of  the  entrance  of  these  irritants  into  the  bladder.  If  cystitis  have 
developed,  it  may  be  followed  under  some  circumstances  by  pyelitis  and  puru- 
lent pyelo-nephritis  {vide  infra),  which  conditions  are  often  the  immediate  cause 
of  death  from  the  sequel®  connected  with  them,  such  as  fever,  which  is  sometimes 
associated  with  chills,  general  weakness,  and  emaciation. 

Defecation  is  also  disturbed  in  many  cases  of  myelitis.  There  is  usually  con- 
stipation at  first,  which  may  depend  either  upon  weakness  of  the  intestinal  peri- 
stalsis, or  upon  paresis  of  the  abdominal  muscles.  Sometimes  the  constipation 
reaches  such  a degree  that  the  bowels  move  only  at  intervals  of  one  or  two  weeks. 
In  many  severe  cases  there  is  finally  incontinence  of  fmces.  as  a result  of  paralysis 
of  the  sphincter  ani.  We  can  give  no  details  as  to  the  localization  of  the  nerve- 
tracts  in  the  cord  which  take  part  in  defecation. 

We  have  yet  to  note  that  micturition  and  defecation  arc  often  aroused  reflexly 
in  an  abnormal  fashion  where  there  is  increased  reflex  irritability.  On  ii’rilation 
of  the  skin  over  the  thighs,  the  perineum,  the  gluteal  region,  etc.,  there  is  often 
an  involuntary  contraction  of  the  bladder,  associated  with  loss  of  urine. 

In  conclusion,  we  may  mention,  as  an  addendum,  that  the  sexual  functions  are 
often  considerably  disturbed  in  many  cases  of  myelitis,  and  Anally  may  be  wholly 
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lost.  The  tracts  involved  here  lie  probably  chiefly  in  the  upper  lumbar  cord,  but 
them  precise  localization  (posterior  columns  ?)  is  .still  unknown. 

7.  Trophic  Disturbances.— The  trophic  condition  of  the  paralyzed  muscles 
affords  extremely  important  points  for  diagnosis.  In  cervical  and  dorsal  myelitis 

the  trojihic  centers  in  the  lumbar  cord  for  the  mus- 
cles of  the  legs  remain  intact;  the  paralyzed  muscles, 
therefore,  retain  essentially  their  normal  volume, 
and  es])ecially  their  normal  electrical  excitability. 
Even  in  such  cases  the  muscles  are  sometimes  flab- 
bier and  of  lesser  girth  than  under  normal  condi- 
tions, but  this  depends  partly  on  the  decline  in  the 
general  nutrition,  and  partly  perhaps  on  the  lack  of 
movemeut,  the  “atrophy  of  inactivity.”  Only  occa- 
sionally do  we  And  more  marked  muscular  atrophy, 
but  it  is  of  a simple  character  and  not  degenerative, 
and  hence  without  reaction  of  degeneration;  but  if 
we  find  in  myelitis  a genuine  degenerative  atrophy, 
with  reaction  of  degeneration  in  the  muscles  of  the 
lower  extremities,  Ave  can  from  this  draw  a definite 
conclusion  that  the  anteidor  gray  cornua  or  the  flbere 
of  the  anterior  roots  in  the  lumbar  cord  are  affected 
(see  page  538).  In  an  analogous  fashion  degenera- 
tive atrophy  Avith  reaction  of  degeneration  in  the 
muscles  of  the  upper  extremities  points  to  an  affec- 
tion of  the  anterior  gray  matter  in  the  cervical  cord. 

Trophic  disturbances  iu  the  skin  ai’e  also  frequent, 
but  they  have  no  deflnite  diagnostic  signiflcance. 
We  often  find  the  skin  dry,  hai'd,  Avith  a scaly  epi- 
dermis, and  the  nails  thickened  and  brittle.  Excep- 
tionally thei’e  are  emptions  of  herpes,  urticaria,  etc. 
Vaso- motor  disturbances  also  occur.  Sometimes 
the  paralyzed  extremities  show  a mottled,  cyanotic 
reddening,  and  feel  cold.  Slight  oedema  is  quite  fre- 
quently present  in  the  paralyzed  parts.  Disturb- 
ances of  the  sweat  secretion  ai’e  not  infrequent.  We 
find  either  that  it  is  absent  or  that  there  is  a great 
increase  in  it,  so  that  the  j>aralyzed  parts  are  con- 
stantly moist.  All  these  symptoms  ha\'e  no  value  at 
present  for  the  special  topical  diagnosis. 

The  frequent  occuri-ence  of  bedsores  in  the  sacral 
region,  over  the  glutaei,  or  more  rarely  on  the  feet 
or  the  inner  side  of  the  knees,  is  of  great  practical 
importance.  Although  trophic  and  vaso-motor  in- 
fluences may  play  a part  in  then’  origin,  still  their 
ultimate  cause  is  ahvays  to  be  found  m external 
conditions,  pressure,  uncleanliness,  etc.  The  more 
faulty  the  care  of  the  ])atient  is,  the  easier  bedsores 
arise.  With  completely  paralyzed  and  anaesthetic 
liatients,  with  incontinence  of  urine  and  faeces,  of 
course  they  sometimes  can  not  be  Avholly  and  per- 
manently avoided,  even  Avith  the  most  careful  man- 
FIO.  83.-A  diagram  designed  to  agement.  The  extent  to  which  a bedsore  may  reach 
br^io thosl"inarLgme^^^  is  sometimes  absolutely  frightful.  A large  part 
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of  the  sacrum  may  be  laid  bare,  after  the  overlying  soft  parts  and  the  periosteum 

have  become  gangrenous  and  been  thrown  otf.  , . , i 

8.  Disturbances  in  the  Region  op  the  Cerebral  Nerves  are  entirely  absent 
in  most  cases  of  transverse  myelitis.  In  rare  cases  of  cervical  myelitis  the  process 
may  gradually  extend  up- 
ward and  give  rise  to  bulbar 
symptoms.  We  sometimes 
see  changes  in  the  iiupils 
also  in  cervical  myelitis,  such 
as  inequality  and  spinal  my- 
osis : and  finally  myelitis  has 
been  repeatedly  found  com- 
bined with  an  optic  neuritis. 

Different  Forms  of  Mye- 
litis, Course  of  the  Disease, 
and  Diagnosis.— The  whole 
picture  of  transverse  myeli- 
tis in  its  different  forms  may 
be  constructed  from  the 
symptoms  described  in  detail 
in  the  preceding  paragraphs. 

We  can  usually  determine 
without  difficulty,  at  least 
approximately,  the  seat  and 
extent  of  the  disease.  If  we 
group  the  chief  symptoms  of 
the  different  forms  of  mye- 
litis together,  they  are  as 
follows ; 

Cervical  Myelitis. — Par- 
aplegia of  the  legs,  combined 
with  more  or  less  extensive 
disturbances  in  the  upper 
extremities,  and  eventually 
disturbances  of  sensibility 
over  a like  extent.  At  times  atrophy  of  single  muscular  regions  in  the  arms. 
Muscles  of  the  legs  not  materially  atrophied.  Increased  tendon  reflexes  and  silas- 
tic symptoms  in  the  legs  and  often  in  the  arms.  Cutaneous  reflexes  in  the  legs 
retained,  and  sometimes  even  increased.  Disturbances  of  the  bladder  and  rectum. 
Sometimes  changes  in  the  pupils. 

Dorsal  Myelitis. — Upper  extremities  free.  Motor,  and  eventually  sensory, 
paraplegia  of  the  legs,  without  degenerative  atrophy.  Increased  tendon  reflexes, 
especially  strong  in  myelitis  in  the  upper  dorsal  cord;  cutaneous  reflexes  retained, 
rarely  increa.sed.  Disturbances  of  the  bladder  and  rectum. 

Lumbar  Myelitis. — Upper  extremities  free.  Motor,  and  eventually  sensory 
paraplegia  of  the  legs.  Cutaneous  and  tendon  reflexes  in  the  legs  diminished  or 
absent.  Under  some  circumstances  degenerative  muscular  atrophy,  with  reaction 
of  degeneration.  Disturbances  of  the  bladder  and  rectum. 

[In  view  of  the  increa.sing  importance  of  exact  localization  of  lesions  of  the 
spinal  cord  with  regard  to  surgical  interference  we  have  thought  it  best  to  add 
Starr’s  tables,  as  modified  by  Hcrter,  showing  the  functions  of  the  segments  of  the 
spinal  cord  at  the  level  of  the  various  nerve-roots,  and  Starr’s  recent  diagrams 
which  show  the  sensory  distribution  of  the  different  lumbar  and  sacral  roots  (see 


Fio.  84.— Areas  of  ancesthesia  in  lesions  at  various  levels  of  the  spi- 
nal cord  from  sacral  v.  to  lumbar  n I,  Sacral  v.  II.  Sacral  iv. 
III.  Sacral  in.  IV,  Sacral  i.  V,  Lumbar  v.  VI,  Lumbar  m. 
VII,  Lumbar  ii. 
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Fig.  84).  These,  with  the  accompanying  illustration  (Fig.  83),  showing  the  rela- 
tion of  the  vertebras  to  the  nerve-roots,  will  serve  as  a guide  to  the  exact  locali- 
zation of  the  lesion  in  cases  which  may  require  surgical  interference,  such  as  cases 
of  meningeal  haemorrhage,  fractvu’e,  caries,  or  new  growths. — K.] 

LOCALIZATION  OF  THE  FUNCTIONS  OF  THE  SEGMENTS  OF  THE  SPINAL  CORD. 


Segment 
OF  COKD. 

Nerves. 

Muscles. 

Sensory  Areas. 

Second 
and  third 
cervical. 

Occipitalis  major  and 
minor. 

Auricularis  magnus. 
Superficialis  colli. 
Supra-clavicular. 

Sterno-mastoid. 

Trapezius. 

Scaleni  and  neck  mus- 
cles. 

Diaphragm. 

Neck  and  back  of 
head. 

Fourth 

cervical. 

Supra-clavicular. 
Circumflex. 
Musculo-cutaneous. 
Musculo  - spiral  (ra- 
dial). 

Diaphragm. 

Supra-  and  infra-spina- 
tus. 

Deltoid. 

Supinator  longus. 
Rhomboidei. 

Neck. 

Superior  surface  of 
shoulder. 

Outer  surface  of  arm. 

Fifth 

cervical. 

Supra-clavicular. 

Circumflex. 

External  cutaneous. 
Internal  cutaneous. 
Post,  spinal  branches. 

Deltoid. 

Biceps  and  coraco- 
brachialis. 

Supinator  longus  and 
brevis. 

Rhomboidei. 

Deep  muscles  of  shoul- 
der-blade. 

Pectoralis  (clavicular 
part). 

Teres  minor. 

Serratus  magnus. 

Bracbialis  anticus. 

Back  of  shoulder  and 
arm. 

Outer  side  of  arm  and 
forearm. 

Sixth 

cervical. 

External  and  internal 
cutaneous. 

Radial. 

Biceps. 

Brachialis  anticus. 
Pectoralis  (clavicular 
part). 

Subscapular. 

Serratus  magnus. 
Triceps. 

Extensors  of  wrist  and 
fingers. 

Pronators. 

Outer  side  and  front 
of  forearm. 

Back  of  hand  (radial 
distribution). 

Seventh 

cervical. 

External  and  internal 
cutaneous. 

Radial. 

Median. 

Post,  spinal  branches. 

Triceps  (long  head). 
Extensors  of  wrist  and 
fingers. 

Pronators. 

Flexors  of  tvrist. 
Subscapular. 

Pectoralis  (costal  part). 
Serratus  magnus. 
Lntissimus  dorsi. 

Teres  major. 

Radial  and  median 
distribution. 

Eighth 

cervical. 

Internal  cutaneous. 
Ulnar. 

Triceps  (long  head). 
Flexors  of  wrist  and 
fingers. 

Small  muscles  of  hand. 

Inner  side  of  arm  and 
forearm. 

Ulnar  area  of  hand. 

First 

dorsal. 

Internal  cutaneous 
nerve  of  Wrisberg. 

Extensors  of  thumb. 
Small  muscles  of  hand. 
Thenar  and  hypothenar 
muscles. 

Inner  side  of  arm  and 
forearm. 

Second 

dorsal. 

Second 
to  twelfth 
dorsal. 

Intercosto-humeral. 

Intercostals  and  dor- 
sal posterior  nerves. 

Muscles  of  back  and  ab- 
domen. 

Erectores  spines. 

Inner  side  of  arm  near 
axilla. 

Skin  of  back  and  up- 
per glutteal  region, 
and  of  breast  and 
abdomen,  in  bands 
running  downward 
and  forward. 

First 

lumbar. 

Second 

lumbar. 

Third 

lumbar. 

Ilio-hypogastric. 

Ilio-in^nal. 

Genito-crural. 
External  cutaneous. 

Anterior. 

Crural. 

Internal  cutaneous. 
Long  saphenous. 
Obturator. 

Ilio-psoas. 

Sartorius. 

Rectus. 

Ilio-psoas. 

Sartorius. 

(Juadriceps  feraoris. 

(Juadriceps  femoris. 
Anterior  part  of  biceps. 
Inner  rotators  of  thigh. 
Adductors  of  thigh. 

Skin  over  groin  and 
front  of  scrotum. 

Outer  surface  of  thigh. 

Anterior  surface  of 
thigh. 

Reflexes. 


Hypochondrium  (?). 


Cilio  - spinal  (fourth 
cervical  to  second 
dorsal). 


Scapular  (fifth  cervical 
to  first  doreal). 
Biceps  jerk. 

Supinator  jerk. 


Elbow  jerk  (triceps). 
Wrist  jerk. 


Palmar  (seventh  cer- 
vical to  first  dorsal). 


Epigastric  (fourth  to 
seventh  dorsal). 
Abdominal  (seventh  to 
eleventh  dorsal). 


Cremasteric  (first  to 
third  lumbar). 


Knee  jerk. 


ACUTE  AND  CHRONIC  MYELITUS. 


G25 


Sboment 
OF  Cord. 

Nerves. 

Fourth 

lumbar. 

Internal  cutaneous. 
Long  saphenous. 
Obturator. 

Fifth 

lumbar. 

Elxternal  popliteal. 
External  .saphenous. 
Musculo-cutaneous. 
Plantar. 

First  and 
second 
sacral. 

Same  as  fifth  lumbar. 

Third, 
fourth, 
and  fifth 
sacral. 
Fifth  sa- 
cral and 
coccyg- 
eal. 

Small  sciatic. 

Pudic. 

Inferior  hoemorrhoidal 
Inferior  pudendal. 
Coccygeal. 

MUSCI.ES. 

Sensory  Areas. 

Reflexes. 

Adductors  of  thigh. 
Abductors  of  thigh. 
Flexors  of  knee. 
Tibialis  anticus. 
Peroneus  longus. 

Inner  side  of  thigh. 

Glutoeal  (fourth  to  fifth 

leg,  and  foot. 

lumbar). 

Outward  rotators  of 
thigh. 

Flexors  of  knee. 

Flexors  of  ankle. 
Extensors  of  toes. 
Peronei. 

Outer  and  back  side 
of  leg  and  foot. 

Sole  of  foot. 

Ankle  clonus. 

Flexors  and  extensors 
of  ankle. 

Long  flexor  of  toes. 
Small  foot  muscles. 

Same  as  fifth  lumbar. 

Plantar  (fifth  lumbar 
to  second  sacral). 

Perineal. 

Back  of  thigh,  anus. 

Vesical  and  anal  cen- 

Muscles  of  bladder,  rec- 
tum, and  external 
genitals. 

Coccygeus. 

perineum,  and  gen- 
ital organs. 

Skin  about  anus  and 
coccyx. 

ters. 

The  whole  course  of  myelitis  is  almost  always  chx’ouic.  We  consider  it  im- 
possible, as  we  have  said,  to  make  a sharp  distinction  between  acute  and  chronic 
myelitis.  Many  cases,  of  course,  show  quite  a rapid  beginning,  so  that  severe 
spinal  symptoms  develop  in  a few  weeks.  Such  cases  may  be  termed  acute  mye- 
litis, but  their  further  course  is  almost  always  chronic.  In  only  a few  cases  do 
the  morbid  symptoms  come  on  suddenly,  progress  rapidly,  and  speedily  prove 
fatal.  In  such  cases  the  autopsy  shows  a time  acute  inflammation  of  the  spinal 
cord  which  is  often  disseminated.  Sometimes  the  severe  initial  symptoms  may 
after  a certain  time  subside.  There  then  remains  a more  or  less  severe,  quite 
pronounced  stationary  type  of  spinal  disease.  In  such  cases  the  acute  myelitis 
has  healed,  but  the  resultant  cicatrization  (contraction)  is  the  cause  of  the  per- 
manent symptoms. 

True  chronic  myelitis  begins  very  gvadnally  from  the  start,  and  in  some  cases 
only  after  years  results  in  complete  paraplegia. 

As  a rule,  the  disease  begins  with  motor  symptoms,  either  in  one  leg  or  in  both 
at  about  the  same  time.  The  paresis  gradually  increases  more  and  more,  spastic 
symptoms  set  in,  and  symptoms  of  sensory  irritation,  such  as  formication,  and  also 
disturbances  of  the  bladder,  etc.  The  sensibility  is  sometimes  a little  blunted 
quite  early,  but  it  is  almost  always  retained  for  a longer  time  than  the  motility. 
Only  in  the  last  stages  is  complete  anaasthesia  common.  The  whole  duration  of 
the  disease  is  seldom  under  a year,  and  it  often  lasts  two  or  thi'ee  years,  or  even 
longer.  Remissions,  apparent  halts,  and  improvements  are  not  infrequent,  and 
the  condition  often  becomes  rapidly  worse.  Recoveries  are  not  impossible,  but 
they  are  rare,  at  any  rate.  We  know  of  no  case  that  recovered  where  the  diag- 
nosis could  be  made  with  certainty.  The  cases  reported  where  a recovery  is 
claimed  are  usually  cases  of  pressure  paralysis,  multiple  neuritis,  poliomyelitis, 
etc.  The  fatal  termination  is  the  result  of  the  general  weakness  which  flnaily  sets 
in ; or  it  comes  from  cystitis  or  pyelo-nepluatis,  both  of  which  are  often  combined 
with  pyaimic  conditions;  or  from  extensive  bedsores;  or  finally  from  some  com- 
plications, such  as  tuberculosis  or  acute  diseases. 

The  diagnosis  of  diffu.se  transverse  myelitis  is  always  made  by  considering  the 
whole  grou))  of  symptoms  prominent  in  the  individual  ease.  The  possibility  of  a 
comprc.ssion  of  the  cord  must  be  excluded  by  a careful  examination  of  the  verte- 
bral column,  and  by  consideration  of  the  course  of  the  disease.  We  must  also  be 
sure  that  the  existing  symptoms  do  not  coi’respond  to  a definite  typical  disea.se,  or 
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a systemic  disease,  but  that  they  can  agree  only  with  the  assumption  of  an  ex- 
tensive diffuse  disease  at  a certain  point  in  the  cord,  to  be  made  out  accurately 
according  to  the  symptoms.  The  further  distinction,  as  to  whether  this  diffuse 
disease  is  a myelitis,  can  of  course  hardly  ever  be  made  with  absolute  certainty, 
since  diffuse  new  growths  and  the  formation  of  cavities  in  the  spinal  cord  must 
cause  precisely  the  same  symptoms.  In  these  cases  the  decision  can  be  made  only 
by  considering  the  whole  course  of  the  disease,  and  by  the  physician’s  individual 
acuteness  in  diagnosis.  It  is  also  still  impossible  at  present  to  formulate  with 
certainty  the  differential  diagnosis  between  diffuse  myelitis  and  certain  combined 
fascicular  or  systemic  diseases  of  the  spinal  cord  {vide  infra). 

Treatment. — Although  our  therapeutic  endeavors  may  rarely  hope  for  a per- 
manent and  complete  success,  still  in  many  cases  the  treatment  can  relieve  the 
suffering  and  delay  the  end. 

We  can  try  to  meet  the  causal  indication  in  cases  where  the  history  or  the^ 
examination  shows  syphilis.  Even  if  the  connection  between  this  and  myelitis 
can  not  be  assumed  with  certainty,  which  is  usually  the  case,  still  we  must  always 
try  inunction  thoroughly,  using  half  a drachm  to  a drachm  (grm.  2-5)  of  mercurial 
ointment  a day.  We  give  twenty  to  thirty  grains  (grm.  l'5-2)  of  iodide  of  po- 
tassium daily  at  the  same  time.  We  sometimes  see  decided  improvement  from 
this;  hut  in  some  cases,  of  course,  the  result  is  uncertain,  or  the  treatment  seems 
to  exert  even  an  unfavorable  influence  upon  the  disease.  In  the  latter  case  we 
must  stop  it  at  once. 

Of  the  other  methods  of  treatment  the  chief  are  electricity,  baths,  and  cold- 
water  cures.  We  alternate  with  these.  New  attempts  at  cure  raise  the  patient’s 
courage  and  hope  afresh. 

Electricity  may  give  improvement  in  many  cases,  hut  of  course  it  causes  recov- 
ery only  exceptionally,  at  most.  In  severe  and  hopeless  cases,  however,  it  is  at 
least  the  best  means  of  consoling  the  patient.  The  constant  current  has  the  great- 
est therapeutic  value.  We  use  large  electrodes  placed  on  the  vertebral  column, 
and  pass  not  too  strong  a stabile  or  slowly  labile  current  through  the  coi’d  for 
about  four  or  five  minutes,  chiefly  through  the  region  where  w^e  suppose  the  seat 
of  the  disease  to  he.  We  usually  take  the  ascending  current,  and  alternate  with 
the  two  poles  on  the  diseased  part.  We  should  avoid  changes  and  great  varia- 
tions in  the  current.  We  associate  with  this  peripheral  galvanization,  and  often 
faradization  of  the  muscles  and  neiwes  of  the  paralyzed  extremities.  Single 
symptoms  sometimes  deserve  special  attention — faradization  of  the  skin  in  antes- 
thesia,  galvanization  of  the  bladder  in  vesical  weakness,  etc.  The  sittings  should 
take  place  daily  or  every  other  day.  If  we  would  be  successful,  the  treatment 
must  be  kept  up  persistently  for  months. 

The  treatment  of  myelitis  hy  haths,  if  prudently  used,  may  also  he  of  evident 
service.  Even  simple  tub-haths,  such  as  can  be  had  in  almost  every  household, 
do  good  service  under  some  circumstances.  The  chief  rules  are  never  to  make  the 
haths  too  warm — about  85°  or  90°  at  most  (24°-26°  R.) — to  limit  them  at  first  to  ten 
or  fifteen  minutes,  and  to  give  them  at  first  not  oftener  than  three  or  four  times 
a week.  If  the  baths  are  well  borne,  they  can  he  employed  daily.  We  should 
he  mo.st  cautious  in  incipient  and  still  advancing  cases.  The  best  action  of  the 
simple  warm  bath  is  seen  in  chronic  myelitis  with  predominant  spastic  symptoms. 
In  these  cases  the  duration  of  the  baths  may  be  increased  to  an  hour  or  more. 
Sometimes  the  baths  work  still  better  than  baths  of  simple  water  when  certain 
substances  are  added,  especially  salt  baths,  which  are  made  by  the  addition  of  five 
or  ten  pounds  of  common  salt  (Stassfurt  salt),  or  four  to  six  pounds  of  brine  salt, 
or  one  to  three  quarts  of  brine  to  the  water.  By  bringing  carbonic  acid  into  the 
water  by  a perforated  tube  in  the  floor  of  the  tub  we  can  easily  make  “ai-tificial 
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Rehme  baths,”  which  were  formerly  often  used  with  good  success  in  the  clinique 
in  Leipsic. 

If  we  can  send  patients  in  easy  circumstances  to  a health  resort,  the  carbonic- 
acid  tlaermal  salt  springs  at  Rehme  and  Nauheim  are  most  suitable  for  this  pur- 
pose, aud  also  sometimes  mud-baths  such  as  Marienbad  and  Elster,  and  the  ther- 
mal baths  of  Ragatz,  Teplitz,  Wildbad,  Gastein,  or  Wiesbaden. 

A methodical  cold-water  treatment  sometimes  gives  quite  good  results ; but  in 
these  cases  we  should  wholly  avoid  all  the  more  heroic  treatment  such  as  douches, 
violent  rubbing,  and  very  cold  baths,  and  employ  only  short,  cool,  full  or  half 
baths,  or  mild  cold  sponging.  Hydrotherapeutics  are  usually  combined  with  elec- 
tricity. 

We  can  expect  but  little  success  from  internal  treatment,  but  it  can  not  be  dis- 
pensed with  in  practice.  Ergotine,  stiychnine  (also  given  subcutaneously),  iodide 
of  potassium,  and  nitrate  of  silver  are  most  to  be  recommended. 

The  general  hygienic  and  symptomatic  treatment  is  very  important.  If  the 
fii’st  symptoms  of  a beginning  spinal  disease  show  themselves,  we  should  urgently 
advise  the  patient  to  take  the  best  possible  physical  care  of  himself,  and  recom- 
mend mental  rest.  The  diet  should  be  strengthening  but  easily  digestible.  Large 
amounts  of  spirits,  much  smoking,  much  tea  and  coffee,  etc.,  are  to  be  avoided.  If 
the  patient  becomes  bedridden,  we  must  first  employ  the  utmost  care  to  get  a good 
bed  in  order  to  guard  against  bedsores.  In  severe  cases,  especially  where  there 
are  disturbances  of  sensibility,  a water-cushion  is  most  desirable.  The  patient’s 
position  must  also  be  frequently  changed,  and  the  sacral  region  must  often  be 
washed  and  rubbed.  Every  incipient  bedsore  must  be  very  carefully  treated  by 
Peruvian-balsam  ointment  (1  to  30)  or  iodoform,  in  order  to  prevent  its  spreading. 
When  the  bedsore  is  very  extensive  the  continuous  bath  is  the  best  remedy. 

If  there  is  retention  of  urine  and  the  patient  has  to  be  catheterized,  the  most 
extreme  care  must  be  employed  in  cleaning  and  disinfecting  the  catheter,  or  else 
cystitis  will  develop  in  a few  days.  If  it  does,  it  is  best  in  sevei’e  cases  to  wash  out 
the  bladder  regularly  with  acetate  of  lead  (1  to  1,000)  and  like  remedies.  In  milder 
cases  we  may  try  chlorate  of  potassium  internally,  fifty  to  seventy-five  grains  a 
day  (grm.  3-5),  astringents,  or  balsams.  If  there  is  complete  incontinence  it  is 
advisable  to  introduce  a permanent  catheter  {sonde  db  demeure)  into  the  bladder — ^ 
that  is,  a Nelaton’s  catheter,  which  lies  in  the  bladder  and  is  fastened  to  the  thighs 
by  strips  of  plaster.  The  urine  runs  away  through  a rubber  tube,  and  we  avoid 
the  constant  wetting  of  the  skin  and  linen. 

Constipation  must  be  met  according  to  the  general  rules.  We  should  be  as 
sparing  as  porssible  with  cathartics  at  first,  and  try  to  make  an  appi'opriate  diet  and 
enemata  suffice.  If  there  is  severe  pain*  subcutaneous  injections  of  morphine  are 
unavoidable,  but  we  always  delay  this  as  long  as  possible,  although  finally  we  let 
the  dose  of  morphine  be  unlimited  in  hopeless  cases. 


CHAPTER  V. 

MULTIPLE  SCLEROSIS  OF  THE  BRAIN  AND  SPINAL  CORD. 

{Disseminated  HodvXan  Sclerosis.  Sclerose  cii  'ola^nes.) 

.Etiology  and  Pathology. — Multiple  sclerosis  of  the  central  nervous  sj'stem  is  a 
special  chronic  form  of  disease,  whose  anatomical  basis  consists  in  the  develop- 
ment of  numerous  dis.scminated  “.sclerotic  nodules”  (vide  infra)  in  the  brain  aud 
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cord.  We  know  practically  nothing  as  to  its  aetiology,  for  the  significance  of 
exposure  to  cold,  overexertion,  and  mental  emotions,  sometimes  given  as  causes  of 
the  disease,  is  wholly  doubtful.  It  is  also  still  undecided  whether  syphihs  plays 
any  part  in  the  aetiology  of  multiple  sclerosis.  A hereditary  predisposition  seems 
to  be  prominent  in  some  cases.  [Mai’ie  lays  stress  upon  acute  infectious  disease  as 
a possible  cause. — K.]  The  affection  occurs  chiefly  in  youth,  somewhere  between 
the  ages  of  eighteen  and  thu’ty-five,  but  we  have  ourselves  seen 
one  case,  which  came  to  an  autopsy,  in  a man  of  sixty.  The 
disease  also  occui’s  in  children.  No  material  distinction  has 
been  made  out  as  to  sex. 

In  regard  to  the  development  of  the  different  sclerotic  nod- 
ules, nothing  definite  has  been  established  at  present  as  to  their 
genesis.  Vax’ious  reasons  lead  us  to  favor  the  theory  that  the 
disease  depends  upon  anomalies  in  the  vessels,  but  the  proof  of 
this  can  not  yet  be  given.  The  nodules  are  in  part  easy  to  rec- 
ognize with  the  naked  eye,  from  their  gray  color,  and  we  can 
also  feel  an  increased  resistance.  They  are  scattered  over  the 
whole  central  nervous  system.  Their  favorite  seats  in  the  brain 
are  the  centrum  ovale,  the  walls  of  the  lateral  ventricles,  and 
the  corpus  callosum ; the  nodules  are  also  quite  abundant  in  the 
pons,  less  frequent  in  the  medulla,  and  veiy  abundant  and 
variously  distributed  in  the  cord  (see  Figs.  85  and  86),  and  chiefly 
in  its  white  substance.  Examined  microscopically,  the  nodules 
consist  of  an  abundant,  reticulated,  fibrillary  connective  tissue, 
which  is  traversed  only  by  compai’atively  few  nerve-fibers  that 
are  preserved.  In  the  vessels  we  notice  first  an  increase  in  nu- 
clei, and  later  usually  a thickening  of  the  walls.  Fatty  granu 
lar  cells  are  always  present  in  fresh  cases.  Charcot  first  made 
the  statement,  since  confirmed  by  other  observers,  that  the  axis- 


Fio.  85.— Example  of 
disease  of  the  cord 
in  multiple  sclero- 
sis. The  dark  por- 
I ions  are  the  parts 
diseased. 


Fio.  66.— Distribution  of  the  sclerosed  nodules  on  the  surface  of.the  pons. 

(From  Leude.) 


cylinders  are  preserved  in  the  nodules  for  a remarkably  long  time,  even  after  the 
destruction  of  the  medullary  sheaths.  Perhaps  this  is  connected  vuth  the  fact  that 

secondary  degeneration  in  the  cord  is  strikingly  absent.  v r* 

Clinical  History.— From  the  variations  which  the  number  and  the  localization 
of  the  nodules  show,  it  may  be  understood  fi-om  the  outset  that  a tjqic  of  the  is- 
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ease  which  represents  all  cases  can  not  exist ; but  a comparison  of  a number  of 
cases  taken  together  always  shows  so  characteristic  a group  of  symptoms  that  the 
diagnosis  ctm  often  be  made  with' quite  great  certainty.  We  will  first  describe 
this  typical  form  of  disease,  for  the  knowledge  of  which  we  must  thank  Charcot 
chiefly,  and  to  that  we  will  add  some  remarks  upon  the  cases  which  differ  from 
this  type  {'■'■  formes  frustes  which  are  by  no  means  very  rare. 

Tlie  symptom  of  the  typical  cases  of  nodular  sclerosis  which  we  must  first 
mention  is  tremor.  This  has  been  the  reason  why  multiple  sclerosis  has  formerly 
been  repeatedly  confounded  with  paralysis  agitans,  although  the  tremor  in  the  two 
diseases  shows  entirely  different  peculiarities.  In  distinction  from  the  constant 
rhythmical  oscillations  of  the  limbs  in  paralysis  agitans  {vide  infra),  the  tremor  in 
multiple  sclerosis  comes  on  only  with  intended  movements — “ intention  tremor  ” — 
and  usually  does  not  show  a perfectly  regular  rhythmical  character,  but  is  unequal 
and  jerking,  although  the  intended  direction  of  the  motion  is,  on  the  whole, 
always  retained.  The  ti'emor  is  most  marked  in  the  u^Dper  extremities,  as  shown 
when  the  patient  tries  to  take  hold  of  a certain  object,  to  bring  a glass  of  water  to 
his  mouth,  to  bring  the  tips  of  the  forefingers  together,  etc. ; but  the  tremor  also 
occure  in  the  head,  in  the  trunk,  and  in  the  lower  extremities.  When  the  patient 
is  perfectly  quiet  the  tremor  ceases  entirely.  Only  a few  exceptions  to  this  rule 
have  been  known.  If  the  patient  be  mentally  excited  the  tremor  usually  becomes 
more  marked.  We  know  nothing  as  to  its  peculiar  cause.  We  are  ourselves 
most  disposed  to  assume  that  it  is  due  to  an  abnormal  cross-conduction  of  irrita- 
tion from  one  fiber  to  neighboring  fibers.  The  possibility  of  such  an  abnormal 
cross-conduction  seems  to  us  to  be  due  to  the  loss  of  medullary  sheaths  in  the 
sclerotic  nodules,  with  persistence  of  the  axis-cylinders  {vide  supra).  At  any  rate, 
the  anatomical  fact  of  the  persistence  of  the  axis-cylinders  in  the  sclerotic  nodules 
seems  to  have  some  relation  to  the  clinical  symptom  that,  as  a rule,  in  multiple 
sclerosis  we  do  not  see  real  paralyses  but  other  motor  distui’bances,  especially  the 
pronounced  intention  tremor. 

Two  other  symptoms  which  often  occur  in  nodular  sclerosis  are  to  a certain 
degree  analogous  to  the  tremor — a peculiar  disturbance  of  speech,  and  nystagmus. 
The  disturbance  of  speech  depends  upon  disturbances  in  the  motor  innervation  of 
the  organs  of  speech,  the  tongue  and  larynx,  and  may  probably  be  referred  to  the 
presence  of  sclerotic  nodules  in  the  pons  and  medulla.  The  speech  is  slow,  “ scan- 
ning,” obscure,  and  finally  sometimes  almost  incomprehensible.  The  equality  in 
the  pitch  is  often  very  striking.  We  often  notice  tremulous  movements  in  the 
tongue  and  the  lips  on  spealring.  Nystagmus  shows  itself  in  the  form  of  slight 
and  usually  lateral  twitchings  of  the  eyeballs  on  fixation,  or  on  intended  ocular 
movements. 

Other  motor  disturbances  are  usually  present  besides  the  symptoms  thus  far  de- 
scribed. 

In  many  cases  the  crude  strength  of  the  muscles  is  for  a long  time  completely 
normal,  but  in  other  cases  there  is  a marked  paresis,  which  sometimes  increases  to 
complete  paralysis.  The  “ .spastic  symptoms,”  bowever,  are  far  more  characteristic 
and  more  frequent  (see  the  chapter  on  “ spastic  spinal  paralysis  ”).  These  depend, 
in  great  part  at  least,  upon  the  very  considerable  increase  in  the  tendon  reflexes, 
which  is  almost  always  present.  In  the  upper  e.xtremities  the  spastic  symptoms 
are  less  prominent,  but  even  here  we  almost  always  find  very  vigorous  tendon 
and  periosteal  reflexes  on  striking  the  lower  ends  of  the  bones  of  the  forearm  or 
the  tendon  of  the  biceps  or  triceps.  In  the  lower  extremities  we  see  not  only 
marked  patellar  I’eflex  and  a very  intense  and  persistent  ankle  clonus  (formerly 
given  the  unsuitable  name  of  “•  spinal  epilepsj'  ”),  but  very  often  a pronounced  tonic 
rigidity  of  the  two  legs.  Passive  motion  is  dillicult,  and  the  gait  is  completely 
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spastic.  If  there  is  at  the  same  time  a marked  paresis  in  the  legs,  the  gait,  although 
stiff,  is  also  dragging— a paretic-spastic  gait.  The  disturbances  of  sensibility  arc 
usually  remarkably  subordinate  in  multiple  sclerosis.  Only  i-arely  do  we  find  a 
blunting  of  sensation,  and  quite  exceptionally  marked  anaesthesia.  The  cutaneous 
reflexes  usually  remain  completely  normal.  Of  the  disturbances  of  the  organs  of 
the  special  senses  we  have  still  to  mention  that  optic  atrophy  has  often  been  seen, 
associated  with  considerable  disturbance  of  vision,  such  as  amblyopia  or  achroma- 
topsia, or  even  with  complete  blindness.  Optic  neuritis  with  a subsequent  atrophy 
also  occurs,  especially  in  the  temporal  halves  of  the  papillae,  according  to  Gnauck. 
Finally,  we  sometimes  see  anomalies  in  the  innervation  of  the  ocular  muscles,  and 
diplopia  caused  by  these  anomalies. 

In  one  class  of  cases  there  are  certain  cerebral  symptoms  w’hich  may  be  impor- 
tant with  regard  to  diagnosis.  In  the  course  of  the  disease  there  often  appears  a 
certain  mental  weakness,  an  imbecility,  which  sometimes  increases  to  marked 
dementia.  Conditions  of  melancholy  or  exaltation  are  much  rarer.  We  must 
also  mention  the  occurrence  of  apoplectiform  attacks.  After  slight  prodromal 
symptoms,  such  as  headache  and  vertigo,  loss  of  consciousness  and  hemiplegia  come 
on  quite  suddenly.  With  this  the  face  is  usually  red,  the  jjulse  is  frequent,  and 
the  temperature  may  rise  to  104°  or  106°  (40°-41°  C.).  After  a day  or  two  the  con- 
sciousness gradually  returns,  and  the  hemiplegia  soon  disappears.  Epileptiform 
attacks  are  much  rarer.  We  saw  these  repeatedly  in  a typical  case;  they  were 
mainly  unilateral,  and  were  followed  by  a hemiplegia  which  soon  passed  away. 
The  precise  cause  of  these  attacks  is  still  wholly  unknown.  Vertigo  or  giddiness 
is  a frequent  cerebral  symptom,  which  may  develoj)  even  in  the  earlier  stages  of 
the  disease,  and  often  comes  on  paroxysmally. 

Symptoms  on  the  part  of  the  bladdei’,  the  rectum,  or  the  genital  organs,  are 
usually  entirely  absent  in  the  typical  cases,  or  they  appear  only  toward  the  close 
of  the  disease.  Trophic  disturbances,  such  as  muscular  atrophy,  are  also  rare. 

In  regard  to  the  general  course  of  typical  cases,  the  disease  develops  very  slowly 
and  gradually.  Motor  symptoms,  tremor,  pai-esis,  and  disturbances  in  gait,  usually 
appear  in  the  lower  extremities  first.  The  patient  often  complains  at  the  same 
time  of  occasional  headache  and  vertigo.  The  speech  gradually  becomes  more 
indistinct,  the  intelligence  weaker,  and  the  other  symptoms  of  the  disease  described 
above  develop.  The  affection  almost  always  lasts  for  years  and  years.  Variations, 
cessations,  and  remissions  are  common.  We  often  see  the  condition  rapidly  grow 
worse,  especially  after  the  above-mentioned  apoplectiform  attacks.  The  last  stage 
is  characterized  by  the  gradually  increasing  disturbance  of  the  general  nutrition, 
and,  finally,  by  paralysis  and  bedsores.  Death  ensues  from  intercurrent  diseases, 
from  the  increasing  weakness,  or  sometimes  in  an  apoplectiform  attack. 

Anomalous  Cases. — Besides  the  typical  form  of  multiple  sclerosis  described, 
there  are  often,  as  we  have  said,  cases  that  vary  from  the  type.  We  will  mention 
briefly  the  following  possibilities: 

1.  The  disease  may  be  very  latent.  We  saw  one  case  in  which,  for  a long  time, 
the  only  symptom  was  a complaint  of  slight  headache  and  verligo.  Finally,  there 
was  a transitory  apoplectiform  attack,  several  months  later  an  epileptiform  attack, 
and  a few  days  after  that  death  took  place.  The  autopsy  showed  a completely 
developed  multiple  sclerosis. 

2.  Sometimes  the  disease  appears  under  the  exact  tyi^e  of  a chronic  myelitis. 
The  cerebral  nodules  cause  no  symptoms,  they  are  present,  perhaps,  only  in  small 
numbers,  and  the  spinal  nodules  cause  a gradually  increasing  paraplegia  of  the 
legs,  with  vesical  disturbance,  loss  of  sensibility,  etc.  AVe  have  notes  of  two  cases 
of  multiple  sclerosis,  with  autopsies,  in  which,  during  life,  the  diagnosis  of  a simple 
transverse  myelitis  had  been  made. 
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3.  Cases  have  been  repeatedly  known  where  multiple  sclerosis  has  appeared 
under  almost  the  exact  type  of  a spastic  spinal  paralysis  {vide  infra).  In  these 
cases  many  nodules  were  situated  in  the  lateral  columns  of  the  cord.  If  the  spas- 
tic symptoms  be  combined  with  muscular  atrophy  (nodules  in  the  anterior  gray 
cornua),  the  disease  may  even  simulate  the  type  of  an  amyotrophic  lateral  scle- 
rosis, with  at  times  co-existing  bulbar  symptoms  {vide  infra).  If  multiple  sclerosis 
be  localized  to  an  unusual  extent  in  the  pons  and  medulla,  the  symptoms  of  a 
chronic  bulbar  paralysis  may  be  prominent. 

4.  Symptoms  like  those  of  tabes  dorsalis,  pain  and  ataxia,  are  less  frequently 
of  chief  prominence.  Combinations  of  multiple  sclerosis  and  gray  degeneration 
of  the  posterior  columns  have,  however,  also  been  observed. 

5.  It  sometimes  happens  that  multiple  sclerosis  is  the  reason  for  a slowly  devel- 
oping hemiplegia,  which  may  then  be  falsely  regarded  as  cerebral,  while  the 
autopsy  shows  several  nodules  in  the  corresponding  side  of  the  cord  and  ]3ons. 

6.  In  many  cases  the  mental  disturbance,  dementia,  is  so  prominent  that  there 
is  the  pronounced  picture  of  paralytic  dementia  (general  paralysis),  with  disturb- 
ances of  speech,  etc. 

7.  Finally,  we  must  mention  here  that  Westphal  has  of  late  described  some 
very  chronic  cases  which  have  closely  resembled  multiple  sclerosis  in  their  type, 
although  the  autopsy  usually  showed  no  discoverable  anatomical  lesion  of  the 
nervous  system  at  all.  In  these  cases  the  symj)toms  consisted  chiefly  of  muscular 
paresis,  tremor  on  voluntary  motion,  paretic-spastic  gait,  distm’bance  of  speech, 
difficulty  in  moving  the  eyes,  rigid  expression  of  the  face,  and  of  the  presence  of 
the  so-called  paradoxical  contraction  in  the  muscles  of  the  legs  (see  page  546).  A 
hereditary  predispo.sition  to  nervous  disease  was  probably  of  significance  in  their 
aetiology.  Westphal  proposes  to  call  such  cases  provisionally  “pseudo-sclerosis.” 

The  diagnosis  of  multiple  sclerosis  in  atypical  cases  is  sometimes  quite  impossi- 
ble, or  at  best  it  can  be  made  with  a fair  amount  of  probability  only  when  some, 
at  least,  of  the  characteristic  symptoms  of  the  disease  are  pi'esent  besides  the  anom- 
alous symptoms.  The  circumstance,  indeed,  that  the  anomalous  cases  will  not 
properly  fit  the  molds  of  any  other  form  of  disease,  should  make  us  think  of  the 
possibility  of  a multiple  sclerosis;  for  in  these  anomalous  cases,  of  coru’se,  there 
may  be  all  possible  combinations  of  symptoms. 

The  diagnosis  is  usually  not  difficult  in  the  typical  cases.  The  intention  tre- 
mor, the  spastic  symptoms,  the  disturbance  of  speech,  the  nystagmus,  the  gradual 
manifestation  of  mental  weakness,  and  eventually  the  apoijlectiform  attacks,  are 
the  most  valuable  signs  in  diagnosis.  The  distinction  from  paralysis  agitans 
{vide  infra)  is  almost  always  easy,  if  we  remember  that  in  this  latter  disease,  in  dis- 
tinction from  all  others,  the  tremor  is  chiefly  during  rest,  and  the  oscillations  are 
much  more  equal.  The  diagnosis  of  “ pseudo-sclerosis  ” can  scarcely  be  made  with 
certainty  at  present. 

The  prognosis  of  multiple  sclerosis  is  utterly  unfavorable.  A case  of  recovery 
has  never  yet  been  seen  with  certainty.  The  disease  may,  of  course,  last  for  a 
very  long  time,  as  was  said  above. 

The  treatment  adopts  the  same  remedies  that  have  been  mentioned  in  the  de- 
scription of  chronic  myelitis.  The  galvanic  current,  tepid  baths  and  sponging, 
and  perhaps  the  iuternal  use  of  nitrate  of  silver,  may  give  the  best  promise  of  a 
temporary  benefit. 
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CHAPTER  VI. 

TABES  DORSALIS. 

{locomotor  Ataxia.  Gray  Degeneration  of  the  Posterior  Columns.  Posterior  Spinal  Sclerosis.) 

We  give  at  pcesent  the  old  name  of  tabes  dorsalis,  “ consumption  of  the  spinal 
cord,”  to  a perfectly  definite  chronic  disease  of  the  central  nervous  system,  -whose 
chief  anatomical  basis  is  regarded  as  a typical  degeneration  of  the  posterior  col- 
umns of  the  spinal  cord.  The  disease  has  not  been  accurately  known  for  a very 
long  time.  The  first  description,  w'hich,  of  course,  is  defective  in  many  respects, 
is  found  in  a work  of  W.  Horn  in  1827.  We  must  thank  especially  the  investiga- 
tions of  Romberg  in  Germany,  in  1851,  and  of  Duchenne  in  France,  in  1858,  for  a 
more  comprehensive  knowledge  of  the  disease,  and  for  a precise  distinction  between 
it  and  the  other  chronic  diseases  of  the  spinal  cord. 

JEtiology. — But  little  that  is  definite  was  known  until  lately  as  to  the  cause  of 
tabes  dorsalis.  Hereditary  conditions  play  a very  slight  part  in  genuine  cases, 
and  even  a general  “ neuropathic  taint  ” can  only  rarely  be  made  out  in  ataxic 
patients.  Much  weight  in  regard  to  aetiology  was  formerly  laid  upon  ijrevious 
exposure  to  cold.  It  can  not  he  denied  that  sometimes  the  first  symptoms  of  the 
disease  follow  some  pronounced  exposure  to  wet  or  cold,  hut  much  more  fre- 
quently nothing  of  the  sort  can  be  made  out.  The  case  is  similar  with  regard  to 
physical  and  mental  overexertion,  -svhich  were  formerly  made  answerable  for  the 
origin  of  tabes.  It  is  an  utterly  ungrounded  assertion  that  sexual  excesses  may  he 
the  cause  of  tabes.  Some  obseiwers  report  that  tabes  may  develop  as  a result  of 
acute  diseases  or  of  injuries,  such  as  a broken  leg,  etc.  In  these  rare  cases,  too,  it 
is  hard  to  confii’m  the  connection.  The  earlier  teaching  that  tabes  develops  after 
“suppression  of  the  foot-sweat”  is  manifestly  due  to  a confusion  of  cause  aud 
effect.  The  absence  of  foot-sweat  is  not  the  cause,  hut  a symptom,  of  incipient 
tabes. 

The  only  mtiological  fact  which  in  our  opinion  is  beyond  any  doiiht  is  the 
relation  of  tabes  to  a pre-vious  syphilitic  infection.  This  relation  of  the  two  dis- 
eases to  each  other  was  first  confirmed  in  France  by  Fournier  and  in  Germany  by 
Erb,  and  in  spite  of  the  -vigorous  contradiction  which  the  -views  of  these  observers 
at  first  met  with  on  many  sides,  this  theory  of  tabes  is  constantly  acquii-mg  more 
and  more  disciples. 

In  the  first  place,  the  connection  between  tabes  and  syi>hilis  can  be  confirmed 
by  statistics.  Erb  was  able  to  find  a history  of  syphilis,  with  secondary  symptoms, 
in  about  62  per  cent,  of  his  patients;  and  Fournier,  in  103  cases,  found  syphilitic 
antecedents  as  many  as  94  times.  Our  own  observations  agree  exactly  with  Erb’s 
data,  since  61  per  cent,  of  our  patients  stated  definitely  that  they  had  formerly 
suffered  from  syphilis.  If  we  also  reckon  the  cases  where  the  patients  admit  a 
former  sore  hut  no  secondary  symptoms,  the  percentage  becomes  much  greater — 
90  per  cent.  In  general  it  is  worthy  of  note  that,  as  a rule,  in  most  cases  of  tabes 
the  previous  syphilis  has  not  had  a great  intensity.  Only  quite  infrequently  do 
we  find  tertiary  syphilitic  symptoms  as  well  as  tabes ; we  have  seen,  for  example, 
severe  ulcers  of  the  skin,  gummous  periostitis,  etc.  The  time  between  the  infec- 
tion and  the  beginning  of  the  first  symptoms  of  tabes  varies  very  much ; it  may 
be  from  two  to  twenty  years. 

The  connection  between  tabes  and  syphilis  becomes  especially  striking  aud 
convincing  when  we  consider  certain  peculiar  cases.  Thus  we  sometimes  see 
tabes  in  perfectly  irreproachable  women ; here  we  can  almost  always  detect  pre- 
vious syphilis  in  the  husband  which  has  been  transmitted  to  the  wife.  We  have 
ourselves  seen  tabes  arise  in  this  way  in  both  persons.  We  may  also  find  tabes 
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in  very  voung  or  very  old  persons,  and  then  we  can  discover  that  syphilis  was 
acquired  at  a very  early  or  a veiw  advanced  age.  Some  cases  of  tabes  observed  in 
children  were  in  all  probability  to  be  referred  to  hereditary  syphilis. 

Although  we  thus  recognize  the  great  probability  of  the  connection  between 
tabes  and  syidiilis,  we  can  not,  on  the  other  hand,  conceal  the  fact  that  the  per- 
ception of  the  precise  nature  of  this  connection  causes  no  slight  difficulty  at  pres- 
ent. The  anatomical  changes  in  tabes  {vide  infra)  do  not  correspond  at  all  to  the 
other  well-known  anatomical  products  of  constitutional  syphilis,  gummatous  new 
growths;  and  thus  they  require  an  entirely  separate  classification.  We  are  most 
disposed  to  assume  that  a chemical  poison  is  formed  by  the  action  of  the  syphilitic 
infection,  which  has  a special  deleterious  action  on  the  affected  system  of  fibers, 
these  fibers  being  usually  centripetal.  Tabes  accordingly  stands  in  tbe  same  rela- 
tion to  syphilis  as  a “ post-syphilitic  disease,”  as  diphtheritic  paralysis  and  ataxia 
do  to  previous  pharyngeal  diphtheria.  Whether  the  same  disturbance  of  nutri- 
tion as  in  ordinary  tabes  can  not  also  be  provoked  by  other  agents  such  as  ergo- 
tine,  can  at  present  neither  be  affirmed  nor  denied.  At  least  provisionally  it  can 
not  be  questioned  that  there  are  also  cases  of  tabes  where  we  can  not  discover  a 
former  syphilitic  infection.  We  might  state  here,  in  opposition  to  statements  that 
several  authors  have  made,  that  the  theory  that  syphilis  excites  merely  an  in- 
ci-eased  predisposition  to  the  disease  seems  to  us  to  mean  absolutely  nothing. 

Finally,  we  must  mention  here  the  interesting  fact  discovered  by  Tucsek,  that 
in  chi’onic  ergot  poisoning— “ ergotism  ” — symptoms  may  develop  which  are  pre- 
cisely analogous  to  tabes,  and  which  depend  upon  a corresponding  affection  of  the 
posterior  columns  of  the  cord  that  can  be  made  out  anatomically. 

Tabes  dorealis  is  chiefly  a disease  of  middle  life.  Most  of  the  cases  begin  at  the 
age  of  thirty-five  or  forty-five.  The  disease  is  decidedly  moi’e  frequent  in  the  male 
sex  than  in  the  female;  but  it  is  not  especially  rare  in  women,  and  here  we  can 
usually  make  out,  with  remarkable  frequency,  a previous  syphilitic  infection. 

Pathological  Anatomy. — If  we  examine  the  spinal  cord  of  a patient  who  has 
died  in  the  advanced  stage  of  tabes,  the  smallness  and  thinness  of  the  cord  usu- 
ally strike  us  fir.st.  The  pia  mater  is  thickened  and  opaque,  especially  on  the 
posterior  surface.  We  often  see  the  postei’ior  columns  appearing  through  the 
pia  as  a gi’ay  band  extending  tbe  whole  length  of  the  spinal  cord.  On  cross- 
section  we  notice  that  the  smallness  of  the  cord  is  due  chiefly  to  the  atrophy  of  the 
posterior  columns,  which  is  often  very  considerable.  These  have  wholly  lost  their 
normal  backward  prominence,  and  seem  flat  and  sunken.  From  their  in-onounced 
gray  color  they  are  very  plainly  distinguished  on  cross-section  from  the  rest  of 
the  white  matter  of  the  cord.  The  posterior  cornua  of  the  gray  matter,  and  the 
posterior  nerve-roots,  show  exce])tionally  a considerable  atrophy,  and  appear  very 
small  and  thin  and  also  of  a gray  color. 

Micro.scopic  examination  gives  more  exact  information  as  to  the  extent  and 
form  of  the  degeneration.  This  shows  that  all  portions  of  the  posterior  columns 
are  not  affected  in  like  manner.  The  degeneration  is  always  mo.st  intense  in  the 
lumbar  cord  ; here  it  affects  chiefly  the  middle  and  posterior  portions  of  fhe 
posterior  columns,  while  the  most  anterior  portion  remains  intact  in  all  cases  (see 
Fig.  87;.  In  the  dorsal  cord  the  posterior  columns  are  almost  comi)letcly  degen- 
erated. There  are  usually  small  normal  areas  still  preserved  in  the  ])osterior 
external  and  the  most  anterior  portions.  In  the  cervical  cord  (see  Fig.  88)  the 
so-called  columns  of  Goll  are  chiefly  affected,  together  with  the  prolongation  of 
the  fibers  from  the  root-zones  of  the  lumbar  cord,  and  also  the  “lateral  root- 
areas”— that  is,  those  portions  in  the  columns  of  Burdach  where  fibei-s  enter 
directly  from  the  posterior  nerve-roots,  and  from  which  fibers  may  bo  traced 
farther  into  the  gray  matter  of  the  posterior  cornua;  but  the  so-called  posterior 
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external  areas,  and  also  two  little  antero-lateral  areas,  remain  entirely,  or  at  least 
for  a long  time,  free  from  tlie  disease.  Figures  89  and  90  show  how  the  first 


Fig.  87.— Transverse  section  through  the  lum- 
bar region  in  locomotor  ata.xia.  The  dis- 
eased portions  of  the  posterior  columns  are 
shaded. 


a 

Fio.  88.— Transverse  section  through  the  cervi- 
cal region  in  locomotor  ataxia.  G.  Col- 
umns of  Goll.  JVz.  Root-zones. 


beginnings  of  the  disease  are  localized  in  the  posterior  columns.  These  were 
drawn  from  preparations  from  a case  examined  by  us  in  the  very  first  stage  of  the 
disease.  A system  of  very  fine  fibers,  entering  through  the  posterior  mots,  is  also 
frequently  affected,  even  very  early.  They  branch  outward  immediately  after 


Fig.  89.  Dorsal  region. 


Fig.  90.  Lumbar  region. 


Transverse  section  through  the  posterior  columns  of  the  cord  in  beginning  locomotor  ataxia. 


the  entrance  of  the  roots,  and  here  occupy  a small  but  very  sharply  defined 
territory  at  the  point  of  the  posterior  cgrnua,  between  the  posterior  and  lateral 
columns  (Lissauer). 

We  must  state,  with  reference  to  the  participation  of  the  gray  matter  in  the 
disease,  that  the  posterior  cornua,  as  we  have  already  said,  are  also  found  con- 
siderably affected,  which  is  explained  mainly  by  the  atrophy  of  the  posterior  root- 
fibers  which  enter  them  directly.  It  also  can  not  appear  .strange  that  the  medul- 
lated  fibers  found  in  Clarke’s  columns  seem  very  much  reduced  in  number,  since 
they  are  also  direct  processes  of  the  posterior  root-fibers.  The  cells  of  the  columns 
of  Clarke  remain  normal. 

On  the  other  hand,  the  peripheral  processes  of  the  posterior  root-fibers  are  not 
wholly  spared.  At  any  rate,  in  advanced  tabes  we  can  also  make  out  in  the 
larger  peripheral  nerve  trunks,  such  as  the  sciatic,  and  probably  still  more  in 
the  finer  branches  of  the  sensory  nerves,  a number  of  degenerated  fibers,  at  least 
of  centripetal  fibers  (Dejerine,  Oppenheim  and  Siemerling,  and  others).  At  pres- 
ent we  can  make  no  definite  statement  as  to  which  part  of  the  conducting  tract 
the  degeneration  here  begins  in,  or  how  far  primary  and  secondary  atrophies  are 
to  be  separated ; but  it  now  seems  most  probable  that  the  peripheral  degenerations 
in  tabes  occupy  an  independent  position,  since,  besides  the  changes  in  the  periphe- 
ral sensory  nerves,  pronounced  degenerative  conditions  sometimes  occur  in  the 
trunlcs  of  certain  cranial  nerves,  notably  in  the  optic  and  oculomotor  nerves,  and 
more  rarely  in  the  vagus,  acoustic,  etc. 
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It  is  most  remarkable  tliat  the  changes  described  are  found  in  almost  precisely 
the  same  manner  in  all  cases,  that  the  same  portions  of  the  spinal  cord  are  always 
chiefly  affected,  while  certain  otlier  portions  constantly  remain  free;  that  the  dis- 
ease is  very  exactly  limited,  and  is  precisely  symmetrical  in  the  two  halves  of  the 
cord.  This  condition  is  explained  only  by  the  assumption  that  in  tabes  certain 
systems  of  flbers  ai’e  always  affected — that  is,  fibers  which  belong  together  in  their 
anatomical  and  physiological  aspect.  Since  fibers  of  different  functions  are  mani- 
festly diseased,  as  the  symptoms  of  tabes  show,  we  must  regard  the  trouble  not  as 
a simple  affection  but  as  a combined  sytemic  disease,  the  more  so  as  we  often  find 
certain  cerebral  nerves,  as  above  stated,  affected  at  the  same  time  {vide  infra). 

The  form  of  the  disease  consists  of  a primary  degenerative  atrophy  of  the 
nerve-fibere,  and  a corresponding  secondary  increase  of  the  connective  tissue. 
The  gray  color  of  the  posterior  columns  is  due  to  the  loss  of  the  medullary 
sheaths.  Since  the  destruction  of  the  nerve-fibers  advances  but  very  slowly,  we 
never  find  more  than  a few  fatty  granular  cells  (see  page  617).  In  old  cases  we 
find  numerous  corpora  amylacea,  wliose  origin  and  significance  are  still  un- 
known. The  thickening  of  the  pia  mater  is  a secondary  and  insignificant  phe- 
nomenon. 

We  will  state  below  the  little  that  we  know  as  to  the  precise  i-elations  between 
the  anatomical  lesions  and  the  clinical  symptoms  of  tabes,  and  we  will  also  men- 
tion some  other  rarer  anatomical  changes  in  the  disease. 

Clinical  History. — A disease  which  has  as  its  basis  so  definite  and  strictly  lim- 
ited an  anatomical  change  as  is  the  case  with  tabes  dorsalis  would  also  be  ex- 
pected to  give  a very  characteristic  clinical  picture.  This  supposition  is  entirely 
correct,  and  there  are  few  diseases  which  can  be  diagnosticated,  even  in  their 
earliest  stages,  with  as  much  certainty  as  tabes.  This  fact  is  explained  only  by 
regarding  tabes  as  a systemic  disease,  in  which  certain  systems  of  fibers  are  alw'ays 
affected,  while  others  are  as  constantly  spared  by  the  disease.  The  difference 
between  individual  cases  of  tabes  lies,  therefore,  less  in  the  symptoms  themselves 
than  in  their  intensity,  their  duration,  and  the  order  of  their  occurrence.  In  this 
regard,  however,  the  differences  in  the  clinical  pictures  are  extremely  varied,  so 
that,  even  with  a comparatively  great  personal  experience,  we  often  see  new  com- 
binations of  symptoms  and  also  peculiarities  in  theii’, course. 

For  the  majority  of  cases  we  may  sketch  the  following  general  description  of 
the  disease,  in  which  it  is  better  to  divide  the  whole  course  into  several  stages; 
but,  of  course,  this  division  can  have  only  a schematic  value. 

Tabes  dorsalis  begins,  as  a rule,  with  a stage  of  initial  symptoms,  which  de- 
velop very  gradually  and  insidiously,  and  which  may  be  of  a very  varying  dura- 
tion. The  most  characteristic  symptoms  of  this  stage  are  those  of  sensory  irrita- 
tion, most  frequently  in  the  foi’m  of  the  so-called  liglitning-like,  “lancinating” 
pains  in  the  lower  extremities.  They  are  sometimes  very  severe,  hut  at  other 
times  only  of  slight  intensity,  and  are  comparatively  little  noticed  by  the  patient, 
who  regards  them  as  “rheumatism.”  Many  patients  have  a feeling  of  numbness 
and  tingling  in  the  tips  of  the  fingers,  especially  of  the  ring  and  little  fingers,  and 
there  is  often  a pronounced  girdle  sensation  in  the  trunk.  In  some  cases,  too, 
neuralgic  and  migraine-like  pains  in  the  head  may  appear  in  the  early  stages. 

Besides  the.se  symptoms  of  sensory  irritation,  which  may  often  be  for  yeara 
the  only  symptoms  of  which  the  patient  complains,  two  objective  symptoms  ap- 
pear very  early,  which  arc  of  the  greatest  importance  in  the  diagnosis  of  incipient 
tabes:  the  disappearance  of  the  patellar  reflex,  first  discovered  by  Westphal,  and 
the  reflex  immobility  of  the  pupils  (Argyll  Robertson).  The  absence  of  the  patel- 
lar reflex  is  the  mo.st  constant  of  all  the  known  symptoms  of  tabes,  and  it  is  found 
so  early  that  we  can  hardly  over  decide  with  exactness  upon  the  time  of  its  occur- 
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rence.  The  reflex  immobility  of  the  pupil— that  is,  the  failure  of  the  pupil  to  con- 
ti’act  to  light,  while  the  changes  on  accommodation  may  be  perfectly  retained — 
is,  indeed,  not  so  constant  as  the  failure  of  the  patellar  reflex,  but  still  it  is  quite 
frequent.  If  all  three  symptoms — lancinating  pains,  absence  of  patellar  reflex, 
and  immobility  of  the  pupils — are  present  at  the  same  time,  the  diagnosis  of  tabes 
is  absolutely  certain,  even  if  all  other  symptoms  are  wanting,  because  this  pecul- 
iar combination  of  three  such  apparentl3'  heterogeneous  symptoms  is  seen  in  this 
disease  alone. 

Among  the  rarer  initial  sj^mptoms  we  shall  also  learn  to  recognize  diplopia, 
caused  by  paralysis  of  certain  ocular  muscles,  loss  of  vision,  from  optic  atrophy, 
and  certain  disturbances  of  cutaneous  sensibility,  such  as  analgesia.  Sometimes 
disturbances  in  micturition  appear  quite  early,  while  in  other  cases,  however,  gas- 
tric crises  {vide  infra)  are  the  first  symptom  which  the  patient  notices. 

After  this  first  stage  of  the  disease  has  lasted  for  a very  varying  period,  from 
a few  months  to  two  or  flve  or  even  twenty  years,  the  second  stage  begins;  this 
we  usually  term  the  ataxic  stage  of  tabes. 

The  beginning  of  this  stage  is  recognized  by  the  appearance  of  disturbances  of 
gait.  The  gait  becomes  more  difficult  and  more  uncertain,  and  there  are  certain 
peculiarities  which  we  will  describe  more  fully  later.  Careful  examination  shows 
that  the  disturbance  in  gait  is  due  not  to  a paresis  of  the  muscles  but  to  a disturb- 
ance of  co-ordination,  ataxia  of  the  lower  extremities.  This  symptom  usually 
increases  very  slowl.y,  until  it  reaches  a degi’ee  where  the  patient  can  walk  only 
with  effort,  and  finally  can  not  walk  at  all.  There  is  often  later,  but  almost 
always  not  for  years,  ataxia  of  the  upper  extremities. 

Besides  the  persisting  symptoms  of  the  first  stage,  there  are  often  now  more 
marked  disturbances  of  sensibility,  as  well  as  ataxia.  The  patient  has  a feeling  as 
if  he  were  walking  on  w’ool,  felt,  or  similar  substances.  If  he  closes  his  eyes  there 
is  great  swaying  of  the  whole  body — “Romberg’s  s^miptom.”  Phj^sical  examina- 
tion of  the  sensibility  often  shows  a marked  loss  of  tactile  sense,  of  sensibility  to 
pain,  or  other  disturbances  {vide  infra).  A loss  of  muscular  sense  is  especiallj’ 
frequent.  The  distmhances  of  micturition,  such  as  incontinence,  gradually  be- 
come more  marked,  and  very  often  cystitis  gradually  develojjs.  This  stage  ma,v 
also  last  for  years.  Sometimes  the  disease  seems  to  stand  still,  frequently  even 
manifest  improvement  is  seen,  but  then  the  condition  becomes  worse  again. 

The  third  stage,  the  terminal  stage  of  the  disease,  develops  if  the  patient  has 
not  previou.sly  succumbed  to  an  intercurrent  disease.  The  symptoms  are  the 
same  as  in  most  of  the  other  chronic  diseases  of  the  spinal  cord.  The  patient 
gradually  becomes  moi-e  and  more  wretched  and  helpless,  and  finally  ife  confined 
almost  whollj'  to  his  bed.  Tlie  ataxia  is  very  marked,  and  sometimes  even  paresis 
develops,  which  may  increase  to  an  actual  paralysis  of  the  legs.  In  these  cases, 
which  are  by  no  means  frequent,  we  are  right  in  calling  the  third  stage  of  tabes 
the  “paralytic  stage.”  A severe  pyelo-cystitis  usually  develops,  bedsores  appear, 
and  death  finally  fi-ees  the  patient  from  his  lamentable  condition. 

We  must  now  complete  this  briefly  sketched  picture  of  the  disease  bj"  a more 
careful  description  of  the  single  symptoms. 

1.  Disturbances  of  Motility  in  the  ExTREjnTiES.— The  typical  motor  symp- 
tom of  developed  tabes  dorsalis  is  the  disturbance  of  co-oi'dination,  the  ataxia 
(see  page  542).  This  is  almost  always  seen  in  the  lower  extremities  first.  If  we 
have  the  patient  describe  a circle  in  the  air  with  his  foot,  while  lying  on  his  back 
we  notice  the  irregularity,  the  “ excursion  ” of  the  movement.  It  is  still  better  to 
tell  the  patient  to  touch  the  knee  of  one  leg  with  the  heel  of  the  other  foot.  W e 
see  then  that  the  leg  moved  is  often  carried  be.yond  the  point  designated  several 
times  before  it  reaches  it.  The  ataxia  is  often  noticeable,  even  in  throwing  one 
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leg  over  the  other,  as  the  leg  raised  makes  much  too  great  and  too  “ throwing  ” a 
movement. 

The  alteration  of  the  gait  is  very  characteristic — the  ataxic  gait,  from  which  we 
can  often  perceive  the  patient’s  disease  at  the  first  glance.  If  the  patient  sits  down 
and  tries  to  get  up  again  to  walk,  there  is  difficulty  in  rising.  He  sepaj’ates  his 
legs  to  find  a fli-m  point  of  support,  he  takes  a stick  to  help  himself  if  he  can,  and 
he  often  gets  the  proper  balance  to  keep  himself  erect  only  after  several  attempts. 
The  gait  itself  is  straddling,  and  the  legs  are  raised  abnormally  high  and  set  down 
with  a stamp.  If  we  have  the  patient  turn  rapidly  or  make  a proper  military 
“about  face,”  the  uncertainty  of  movement  is  still  more  marked.  These  methods 
of  testing  are  therefore  especially  suitable  for  ascertaining  the  first  beginnings  of 
ataxia.  Most  patients  always  walk  with  a stick  and  control  the  movements  of 
their  legs  hy  keeping  their  eyes  fixed  on  the  floor  as  they  walk.  This  control  is 
particulai’ly  necessary  when  the  sensibility  of  the  legs,  especially  the  muscular 
sensibihty,  is  diminished  at  the  same  time. 

The  disturbances  of  sensibility  are  also  the  sole  reason  for  Romberg’s  symptom 
mentioned  above — namely,  the  swaying  with  the  eyes  shut,  especially  when  the 
patient  puts  his  feet  together.  This  phenomenon  has  often  been  classed  with 
ataxia,  but  it  depends  merely  upon  the  defective  control  of  the  muscular  move- 
ments, which  are  necessary  to  preserve  the  equilibrium,  as  a result  of  the  impaired 
sensibility  of  the  skin  of  the  soles  of  the  feet  and  that  of  the  muscles  themselves. 
If  this  control  be  supplied  by  the  eyes,  the  swaying  is  insignificant,  but  it  at  once 
becomes  more  marked  if  the  control  bj^  the  eyes  is  lost.  From  a like  reason  it  is 
much  harder  for  most  ataxies  to  walk  in  the  dark  than  by  daylight. 

If  the  ataxia  be  very  marked,  the  patient  can  finally  keep  on  his  legs  no  longer. 
Walking  is  wholly  impossible.  The  ataxia  can  then  be  made  out  very  plainly 
from  the  different  movements  of  the  legs  in  bed.  The  throwing  movement,  the 
excess  of  innervation,  is  almost  always  most  prominent. 

If  ataxia  of  the  upper  extremities  occur  in  the  course  of  the  disease,  it  is  easily 
recognized  if  the  patient  tries  to  take  hold  of  some  definite  object,  such  as  his  ears, 
or  if  he  brings  the  tips  of  his  two  forefingers  together  from  a cei’tain  distance,  or  if 
he  does  fine  w'ork  with  his  hands,  such  as  writing  or  sewing.  The  movements  are 
iri’cgular  and  uncertain,  and  the  excui-sions  are  marked.  If  there  be  at  the  same 
time  anj"-  sensory  disturbance  in  the  arms,  the  anomaly  in  their  movements  is  still 
greater  with  the  eyes  shut. 

There  has  been  much  written  and  much  dispute  as  to  the  cause  of  the  ataxia  in 
tabes  dorsalis,  although  at  present  we  have  not  attained  perfect  clearness  and 
unity.  There  are  three  prineipal  theories,  or,  more  properly,  groups  of  theories, 
which  have  been  advanced  up  to  the  present  time  to  explain  the  ataxia.  Accord- 
ing to  the  first  theory  tJaccoud,  Cyon,  Benedikt),  ataxia  depends  upon  a disturb- 
ance in  the  reflex  activity  of  the  spinal  cord.  According  to  the  second  theory 
(Leyden  and  others),  ataxia  is  the  result  of  the  sensory  disturbance  in  tabes, 
“sensojy  ataxia  and  finally,  according  to  a third  theory  (Friedreich,  Erb),  in 
ataxia  we  have  a lesion  of  definite  “ co-ordinatory  fibers,”  which  run  centrifugal ly, 
and  preside  over  the  co-ordination  of  motion.  The  exact  place  where  these  fibers 
run  is  not  definitely  asserted.  If  Charcot  places  these  fibers  in  the  external  por- 
tions of  the  posterior  columns,  in  the  “cuneate  fasciculi,”  it  does  not  agree  with 
the  above  theory,  because  centrifugal  fibers  probably  do  not  pass  through  this 
part  at  all. 

It  would  he  an  impossible  (ask  for  us  to  try  here  to  estimate  these  theories 
exactly  and  critically.  The  main  reason  why  it  is  at  present  imi)ossiblc’  to  give 
an  incontrovertible  explanation  of  the  occurrence  of  ataxia  lies  in  the  fact  that  we 
are  not  yet  in  a condition  to  know  and  to  analyze  exactly  the  process  of  normal 
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co-ordination  of  motion ; for  manifestly  every  theory  as  to  the  causes  of  ataxia 
must  begin  with  the  processes  involved  in  the  co-ordination  of  normal  movements. 
If  we  try  to  get  a clear  idea  of  this,  the  most  essential  point  seems  to  us  to  be  that 
co-ordination  of  motion  is  not  a congenital  function,  but  a power  of  our  organs  of 
motion  learned  by  practice.  The  movements  of  little  children  who  are  learning  to 
walk  are  ataxic,  and  even  in  later  life  it  often  happens  that  we  have  to  learn  how 
to  perform  certain  complicated  and  difficult  movements.  We  can  get  no  other 
idea  of  this  learning  how  to  co-ordinate  than  that  it  takes  place  by  the  aid  of  the 
constant  action  of  controlling  and  correcting  impressions  coming  from  the 
periphery — that  is,  centripetal— but  we  must  bear  in  mind  that  these  actions  are 
mainly  unconscious.  The  surer  we  become  in  the  execution  of  the  movements, 
the  more  the  I’egulatory  influence  of  the  centriijetal  irritations  falls  into  the  back- 
ground, without  ever  wholly  disappearmg.  In  these  cases  we  must  not  consider, 
by  any  means,  merely  the  irritations  wlxich  are  brought  to  the  central  organs 
from  the  skin  of  the  parts  moved;  but  we  should  consider,  just  as  much  or  even 
more,  those  irritations  which  are  due  to  the  varying  tension  and  position  of  the 
deeper  parts,  the  muscles,  the  fasciae,  the  ligaments,  and  the  articular  surfaces. 
Even  the  special  organs  of  sense,  particularly  the  eye,  under  some  circumstances, 
assist  materially  in  regulating  motion. 

According  to  this,  a disturbance  of  co-ordination  must  take  place  when  the 
regulating  influences  themselves  either  are  absent  or  have  lost  their  acthnty — that 
is,  when  the  possibility  of  a successful  transmission  of  these  influences  to  the 
motor  appai’atus  is  absent.  We  do  not  know  exactly  which  of  these  two  condi- 
tions is  realized  in  tabes.  Perhaps  both  ai’e  concerned.  Several  cu’cumstances 
may  be  cited  to  favor  the  theory  of  a loss  of  centripetal  irritations  in  tabes : tbc 
disturbances  of  sensibility  that  can  often  be  made  out,  the  absence  of  the  tendon 
reflexes,  the  undoubtedly  diminished  muscular  tonus,  etc.  All  these  symptoms 
are  certainly  not  in  themselves  the  causes  of  ataxia,  but  still  they  are  noteworthy 
facts,  because  they  generally  point  to  the  actual  loss  of  centripetal  irritations.  A 
second  theory  has  perhaps  still  more  support.  According  to  this,  the  transmis- 
sion of  tbe  regulatory  centripetal  irritations  to  the  motor  apparatus  is  disturbed 
in  tabes.  It  harmonizes  completely  with  the  fact  that  the  degree  of  ataxia  in 
tabes  does  not  run  at  all  parallel  to  the  disturbance  of  conscious  sensibility. 
There  are  doubtless  cases  where  there  is  a good  deal  of  ataxia,  while  the  sensi- 
bility—that  is,  tbe  conscious  perception  of  sensory  impressions — is  practically 
undisturbed.  On  tbe  other  band,  there  are  several  cases  recorded  in  literature 
in  which,  in  spite  of  marked  anjesthesia,  there  was  no  ataxia.  I71  these  cases 
the  regulatory  influence  of  the  irritations  from  the  anaesthetic  parts  was  certainly 
absent,  but  it  could  be  replaced  by  tbe  control  of  tbe  organs  of  tbe  other  senses, 
especially  the  eye;  for  as  long  as  the  completely  anaesthetic  leatient  has  his  eyes 
open  he  can  walk  well,  but  as  soon  as  he  shuts  his  eyes  he  can  no  longer  stand 
a moment,  and  falls  at  once.  In  these  cases,  then,  a regulation  of  jnotion  by 
the  eyes  is  still  possible;  there  is  no  special  ataxia.  In  genuine  ataxia,  motion 
remains  unco-ordinated  in  spite  of  the  conti’ol  sought  from  the  sensations  of 
sight;  which  can  be  explained  by  the  fact  that  the  influences  coming  from  the 
eyes,  which  regulate  motion,  are  no  longer  of  value,  because  their  ti’ansmission  to 
the  motor  apparatus  has  become  impossible.  Nevertheless,  the  eye  has  a certain 
unmistakable  influence  on  the  movements  of  ataxies.  As  soon  as  the  patient 
.shuts  his  eyes  all  the  movements  become  much  more  uncertain  and  lack  any  con- 
trol, so  that  the  patieiat’s  judgment  as  to  the  degree  of  his  movements,  when  there 
is  at  the  same  time  ciitaneous  and  muscular  anaesthesia,  is  entirely  lost. 

We  may  suppose  that  the  point  where  the  transmission  of  centripetal  impres- 
sions to  the  motor  apparatus  for  the  purpose  of  co-ordination  of  motion  takes  place 
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is  only  in  the  gray  matter,  and  that  it  takes  place  only  by  the  interposition  of  the 
ganglion  cells.  We  must  thus  assume  that  ataxia,  so  fai*  as  it  depends  upon  any 
disturbance  of  transmission,  is  due  anatomically  to  a lesion  of  the  gray  matter 
(posterior  cornua  ?) ; although,  of  course,  we  do  not  exclude  the  idea  that  the  loss 
of  ceuti-ipetal,  unconscious  irritations,  independently  of  a lesion  of  the  centripetal 
tibei-s  running  in  the  posterior  roots  into  the  cord  itself,  may  have  an  influence 
upon  the  occurrence  of  ataxia. 

These  brief  glances  at  the  conditions  to  be  considered  in  the  question  as  to  the 
origin  of  ataxia  may  suffice  to  give  the  reader  a preliminary  survey  of  the  most 
important  points,  and  an  incitement  to  further  reflection  upon  this  interesting 
subject. 

Ataxia  is  the  chief  motor  disturbance  in  tabes.  The  crude  strength  of  the 
muscles  may  be  perfectly  normal,  and  it  is  chiefly  a service  of  Duchenne’s  to  have 
made  clear  for  the  first  time  the  principal  distinction  between  ataxia  and  pai’alysis. 
He  showed  that  ataxies,  who  can  no  longer  walk  a step  alone,  can  nevertheless 
exert  the  greatest  strength  with  their  legs.  We  have  ourselves  treated  a teacher 
of  gymnastics  who,  in  spite  of  the  most  marked  ataxia  of  the  arms,  had  still  so 
much  strength  in  them  that  he  could  support  himself  in  bed  on  his  arms  and  keep 
his  whole  body,  with  his  legs  extended,  in  the  air. 

It  sometimes  happens,  however,  that  even  the  crude  strength  disappears  in  tabes, 
and  that  the  muscles  become  paretic.  We  have  stated  above  that  even  a complete 
paraplegia  may  finally  develop  in  the  course  of  the  disease.  In  these  cases  we  find, 
on  anatomical  examination,  that  the  process  is  no  longer  confined  to  the  posterior 
columns,  but  that  there  i^also  a systemic  degeneration  of  the  lateral  pyramidal 
motor  tracts  in  the  lumbar  cord.  The  rare  paralyses  of  certain  motor  nerves  have 
another  significance.  They  have  usually  been  noted  at  the  beginning  of  the  dis- 
ease, and  affect  the  radial,  peroneal,  accessory,  etc.  They  are  probably  due  to 
changes  in  the  affected  peripheral  nei'ves,  but  as  a rule  they  are  transitory,  and,  in 
our  opinion,  ai’e  to  be  put  in  the  same  category  with  tabetic  oculomotor  paralyses 
(vide  infra) . 

We  may  add,  finally,  that  slight  symptoms  of  motor  iiTitation,  slight  t watch- 
ings in  the  muscles,  especially  in  the  fingers,  are  not  uncommon,  but  they  are 
noticed  only  when  the  attention  is  especially  directed  to  them.  It  is  not  certainly 
known  how  they  ai’ise ; in  our  opinion,  they  are  of  refiex  origin. 

The  condition  of  the  muscles  on  passive  motion  is  very  characteristic.  We 
notice  in  most  cases  a very  striking  flaccidity  of  the  limbs,  so  that  there  is  hardly 
any  muscular  resistance  to  be  felt.  We  have  to  do,  as  it  seems,  with  a diminution 
of  muscular  tonus,  whose  cause  is  not  yet  quite  clear;  but  since  there  are  many 
reasons  for  believing  that  the  normal  muscular  tonus  is  of  reflex  origin,  we  ai’o 
led  to  think  of  a connection  between  the  absence  of  muscular  tonus  and  the  other 
reflex  disturbances  in  tabes,  such  as  the  absence  of  the  tendon  reflexes. 

The  electrical  excitability  of  the  nerves  and  muscles,  as  we  may  also  note  here, 
remain  perfectly  normal  in  uncomplicated  tabes. 

2.  Disturbances  of  the  Cutaneous  and  Muscular  Sensibility. — As  we 
have  already  said,  tabes  begins,  in  the  great  majority  of  cases,  with  symptoms  of 
sensory  irritation,  which  usually  persist  in  the  later  course  of  the  disease  also.  Be- 
sides the  simple  paimsthesia — the  feeling  of  tingling  and  numbness  in  the  legs,  and 
sometimes,  too,  a similar  feeling  which  appeal's  quite  early  in  the  ujiper  extremi- 
ties (especially  often,  as  wo  have  .said,  in  the  ulnar  region) — the  tabetic  pains  are 
remarkably  characteristic  of  the  disease. 

The  intensity  of  the  pains  diff’ei'S  very  much  in  different  cases;  but  wo  see  a 
complete  absence  of  them  extremely  rarely.  The  patient’s  attention  is  often  tu'st 
called  to  his  slight  and  infrequent  pains  by  direct  (piestioning;  but  in  some  cases 
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tlie  severe  pains  are  a constant  distress  to  him.  The  pains  most  characteristic  of 
tahes  are  the  lightning-like,  “lancinating”  pains,  which  shoot  like  neuralgic  pains 
for  some  distance  along  the  course  of  the  nerves.  They  often  come  on  in  very 
severe  paroxysms,  and  are  absent  at  other  times.  There  are  also  boring,  stabbing 
pains,  which  are  fixed  at  one  point  and  have  their  seat  especially  in  the  vicinity  of 
the  joints;  and  finally  “constricting  pains,”  which  are  felt  most  frequently  in  the 
back  and  loins.  The  well-known  “ girdle  feehug  " of  tabetics— that  is,  the  sensa- 
tion of  a hand  tightly  encircling  the  trunk,  or  a tight,  “ drawn-together  ” pressm-e 
on  the  lateral  portions  of  the  trunk — belongs  to  the  latter  form  of  symptoms  of 
sensory  irritation.  The  girdle  feeling  is  manifestly  due  to  irritative  processes  in 
the  region  of  the  lower  dorsal  or  upper  lumbar  neiwes.  Since  it  is  comparatively 
frequent,  and  often  appears  quite  early,  it  also  has  a certain  diagnostic  significance. 

The  tabetic  pains  also  begin  in  the  legs,  corresponding  to  the  almost  constant 
beginning  of  the  symptoms  of  the  disease  in  the  lower  extremities;  but  later  on 
quite  analogous  pains  sometimes  appear  in  the  arms,  and  in  very  advanced  cases 
we  have  also  observed  pains  in  the  region  of  the  occipital  nerves  and  of  the 
trigeminus.  On  the  other  hand,  neui-algic  pains  in  the  face,  especially  in  the 
region  of  the  frontal  nerve,  or  in  the  occiput,  or  even  migraine-like  attacks,  also 
occur,  even  in  the  initial  stage  of  tabes,  as  we  have  ourselves  observed.  In  some 
cases  the  lancinating  pains  in  tahes  may  be  accompanied  by  the  a^jpearance  of  an 
eruption  of  herpes — a condition  which  at  any  rate  is  extremely  rare. 

Usually  much  later  than  the  j)ains  apiieai’s  also  a diminution  of  sensibility 
which  can  be  made  out  objectively.  As  a rule,  it  may  be  stated  that  in  most,  but 
not  in  all,  cases  of  tabes  the  sensibility  does  not  remain  normal;  although  more 
marked  anaesthesia  never  appears  until  the  more  advanced  stages  of  the  disease. 

The  form  of  the  disturbances  of  sensibility  varies  extremely,  and  no  disease 
furnishes  so  many  opportunities  for  the  study  of  interesting  details  in  the  region 
of  anomalies  of  sensation  as  tabes  dorsalis.  Our  knowledge  of  the  occurrence  of 
jjartial  paralyses  of  sensation  especially  is  very  largely  based  on  the  examination 
of  tabetic  patients.  The  tactile  sense  suffers  in  most  cases  of  tabes,  but  we  can 
usually  make  out  only  a certain  blunting  of  it.  Only  when  the  disease  is  far  ad- 
vanced does  the  patient  cease  to  feel  a light  touch  on  the  skin.  The  sense  of  pain 
is  also  often  abnormal.  We  sometimes  see  a pronounced  analgesia,  but  in  other 
cases  there  is  a veiy  decided  sensibility  to  i^ain,  in  spite  of  a defective  tactile  sensi- 
bility. It  is  a very  frequent  symptom  that,  at  a pm-prick,  the  patient  has  at  first 
only  a slight  and  not  a painful  sensation,  and  that  a few  seconds  later,  especially 
if  the  prick  persist,  he  suddenly  winces  and  says  he  feels  a decided  pain.  With  it 
there  is  usually  a reflex  contractioii  in  the  affected  leg.  We  genei’ally  speak  of 
this  symptom  as  a “ delayed  conduction  of  painful  sensations  ” or  “ delayed  reflex  ” ; 
but  it  seems  to  us  that  the  symptom  has  not  yet  been  analyzed  carefully  enough, 
and  especially  that  it  has  not  been  properly  separated  from  the  after-sensations, 
which  are  also  very  common  in  tabes.  It  often  happens  that  after  a single  prick, 
tabetic  patients  report  at  varying  intervals  five  or  six  or  more  painful  after-sen- 
sations.* 

If  the  first  sensation  is  not  painful  in  these  cases,  it  may  happen  that  the 
patient  may  first  say  “ Now  ” at  a prick,  and  soon  after  “ Ow,”  when  he  first  feels 
the  pain  (the  “ double  sensation”  of  Naunyn,  Remak,  and  others).  Fischer  has 
termed  a peculiar  disturbance  of  sensibility  occurring  in  tahes,  polysesthesia ; the 


* If,  wliilc  the  patient’s  eyes  are  sliut,  we  prick  tlic  Icp  and  tlie  nrni  or  neck  n.s  nearly  ns  possible  nt 
tlie  same  time,  the  prick  on  the  leg  would  necessarily  be  felt  much  later  than  that  on  the  arm,  if  there 
is  a delayed  conduction  df  sensory  impressions  from  the  leg;  but  we  have  never  ns  yet  been  able  to 
make  out  this  condition  with  certainty. 
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patient  asserts,  wlien  examined  with  an  aesthesiometer,  that  he  feels  several  (four 
or  five)  points,  although  he  was  touched  with  but  one. 

Disturbances  of  the  sense  of  pressure,  and  still  more  that  of  temperature,  are 
also  quite  frequently  found,  especially  as  partial  paralyses  of  sensation,  when  the 
sensibility  is  otherwise  well  preserved.  We  should  note  particularly  the  occur- 
rence of  pai'tial  anaesthesia  of  the  sensibility  to  heat  or  cold.  On  the  other  hand, 
the  special  sensations  of  temperature  may  sometimes  be  pretty  well  defined,  while 
in  other  respects  there  is  quite  a high  degree  of  anmsthesia. 

The  considerable  anomalies  of  the  muscular  sense,  which  are  often  to  be  made 
out  in  more  advanced  cases,  have  a special  interest  (see  page  509).  If  the  patient 
shuts  his  eyes,  he  is  often  entirely  unaware  of  the  situation  and  position  of  his 
limbs.  He  makes  a false  report  as  to  the  direction  and  extent  of  passive  motions.* 
If  the  muscular  sense  in  the  arms  be  disturbed,  and  we  put  the  arms  into  any 
unusual  position,  the  patient  has  considerable  trouble  in  bringing  the  hands 
together  with  his  eyes  shut.  He  gropes  about  in  the  air  with  his  arms  until  he 
accidentally  touches  one  arm  with  the  other  hand,  and  then  he  feels  down  this  to 
the  hand.  The  action  of  ataxia  and  muscular  anaesthesia  are  accordingly  com- 
bined in  these  cases,  but  we  can  not  possibly  consider  the  former  as  a result  of  the 
latter ; for  there  are  doubtless  cases  of  ataxia — we  have  ourselves  carefully  exam- 
ined such  witli  regard  to  this  question — in  which  the  perception  of  motion  and 
position  is  perfectly  normal  in  spite  of  the  existence  of  ataxia.  The  disturbance 
of  movements  willed,  by  the  loss  of  muscular  sense,  is  noticed  only  when  the  eyes 
are  shut.  With  the  eyes  open  the  control  by  the  sense  of  sight  supplies  the  lack 
of  muscular  sensibility.  Pitres  has  lately  described  peculiar  attacks  of  muscular 
rigidity,  and  attacks  of  a decided  feeling  of  fatigue  in  the  muscles,  apparently 
coming  on  spontaneously  in  mcipient  tabes  (“crises  de  courbature  musculaire"). 

Only  in  rare  and  far-advanced  cases  is  there  finally  a complete  anassthesia  of 
the  lower,  and  exceptionally  of  the  upper  extremities.  We  then  see  also  at  times 
disturbances  of  sensibility  in  the  region  of  the  trigeminus,  in  the  skin  of  the  face. 
These  disturbances  are  probably  connected  with  a degeneration  of  the  sensory 
ascending  root  of  the  .trigeminus,  which  degeneration  has  already  been  observed 
several  times  at  the  autopsy  (Westphal). 

It  is  very  hard  to  judge  as  to  the  dependence  of  all  these  sensory  disturbances 
mentioned  upon  the  anatomical  changes  of  tabes.  In  many  cases  both  the  initial 
pains,  and  in  part  the  anasthesias,  especially  if  they  have  their  chief  seat  in  a single 
nerve  territory  (ulnar,  etc.),  are  to  be  referred  to  disease  of  the  sensory  peripheral 
nerves.  The  severer  pains,  however,  are  perhaps  due  chiefly  to  morbid  processes 
in  the  posterior  roots,  while  with  a high  degree  of  anaesthesia  we  ai'e  usually  right 
in  as.suming  that  there  is  a pronounced  atrophyin  the  posterior  cornua. 

.3.  Disturbances  of  the  Reflexes. — The  cutaneous  reflexes  show  no  constant 
changes  in  tabes.  They  are  usually  approximately  normal,  but  sometimes  they 
are  diminished,  especially  if  there  be  at  the  same  time  a marked  disturbance  of 
sensibility. 

The  absence  of  the  tendon  reflexes,  especially  of  the  patellar  reflex,  is,  how- 
ever, an  almost  constant  sign  of  tabes,  and  is  a sign  of  the  highest  diagnostic  value. 
As  we  have  already  said,  the  disappearance  of  this  reflex  is  one  of  the  earliest  symp- 
toms of  the  disea.se,  and  is  therefore  of  the  greatest  significance  in  the  diagnosis  of 
initial  tabes.  There  are  certainly  cases  of  tabes  in  which  the  patellar  reflex  may 
persist  for  a long  time,  in  spite  of  the  development  of  many  other  morbid  symp- 
toms. These,  however,  are  only  very  rare  exceptions,  which  do  not  disprove  the 

* \V  c can  (Ic'Hcribc  diflcrcnt  Icttein  and  flgurca  in  the  air  witli  tlio  patient’s  e.vtreinities,  and  try 
wlicthcr  they  can  bo  correctly  recognized  witli  the  eyes  sliut. 
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rule,  and  do  not  at  all  contradict  our  general  views  as  to  tabes.  In  individual 
cases  the  affected  fibers,  which  serve  to  set  free  the  reflex,  may  be  spared  for  a long 
time,  just  as  any  other  characteristic  symptom  of  the  disease  may  under  some  cir- 
cumstances occasionally  be  absent.  Concerning  the  precise  anatomical  cause  of 
the  disappearance  of  the  patellar  reflex,  it  can  be  due  only  to  a degeneration  in 
the  centripetal  portion  of  the  affected  reflex  arc — that  is,  only  in  the  fibers  which 
belong  to  the  territory  of  the  posterior  roots.  It  is  in  accordance  with  this  that 
disease  of  the  middle  portion  of  the  posterior  columns  in  the  lumbar  cord  (that  is, 
the  root-zones,  see  Fig.  89)  always  seems  to  be  accompanied  by  a failure  of  the 
patellar  reflex.  The  direct  mechanical  irritabihty  of  the  muscles,  especially  of  the 
quadriceps,  is  almost  always  retained  in  tabes.* 

4.  Disturbances  in  the  Eye  and  the  other  Organs  op  Special  Sense. — 
The  authority  for  regarding  tabes  as  a combined  systemic  disease  arises  from  the 
frequency  with  which  certain  cerebral  symptoms,  as  well  as  the  spinal,  are  found 
in  it. 

The  symptoms  in  the  eyes  deserve  the  first  attention.  We  find  disturbances  in 
the  pupils,  of  course  not  in  all  cases,  hut  still  in  the  great  majority  of  them.  The 
pupils  are  often  very  much  contracted — ‘‘  spinal  myosis” — and  show  no  trace  of  con- 
traction to  light,  although  the  well-known  changes  in  the  jiupils  are  very  manifest 
upon  any  variation  of  the  accommodation — dilatation  of  the  pupils  with  approxi- 
mately pai-allel  axes  of  vision  on  looking  at  distant  objects,  and  contraction  of  the 
pupils  with  the  most  mai’ked  convergence  of  the  eyeballs  on  fixing  a near  object. 
We  give  this  phenomenon,  whose  precise  anatomical  cause  is  not  yet  known,  the 
name  of  reflex  immobility  of  the  pupils  with  retained  mobility  on  accommodation 
(Argyll  Robertson  pupils).  It  is  not  at  all  necessary,  however,  that  there  should 
also  be  a myosis,  for  we  not  very  infrequently  find  the  pupils  quite  dilated  or 
unequal,  although  we  find  there  is  reflex  immobility.  As  we  have  already  said, 
the  immobility  of  the  pupils  is  often  a very  early  symptom,  so  that  it  also  has  a 
diagnostic  importance.  In  other  cases  we  find  inequality  of  the  pupils  and,  as  a 
rare  symptom,  a striking  change  in  the  size  of  the  pupils,  so  that  first  one  and  then 
the  other  pupil  is  the  larger. 

Tlie  paralyses  of  the  ocular  muscles  in  tabes  are  also  very  interesting.  They 
are  usually  unilateral,  but  sometimes  bilateral,  and  often  appear  even  at  the  be- 
ginning of  the  disease,  so  that  diplopia  may  be  the  first  subjective  symptom  of 
which  the  patient  complains.  In  every  sudden  oculomotor  or  abducens  paralysis, 
coming  on  without  any  other  cause,  we  must  think  of  the  possibility  of  an  incipi- 
ent tabes.  It  is  remarkable  that  these  paralyses  in  many  cases  disappear  perma- 
nently and  entirely  after  some  time;  but  sometimes  they  remain,  as  we  have  re- 
peatedly sefen,  especially  in  a case  with  bilateral  abducens  and  unilateral  oculo- 
motor paralysis,  and  also  in  a case  with  almost  complete  bilateral  oculomotor 
liaralysis.  In  the  autopsies  on  such  cases  we  find  the  trunks  of  the  affected  nerves 
and  their  nuclei  markedly  atrophic.  It  seems  to  us  very  probable,  however,  that 
the  temporary  ocular  paralyses  in  tabetic  patients  depend  upon  changes  in  the 
peripheral  neiwes  of  the  ocular  muscles. 

The  third  complication  in  the  eyes  in  tabes  is  optic  atrophy.  It  occurs  in 
about  ten  or  fifteen  per  cent,  of  all  cases,  and  is  usually  an  initial  symptom,  at 
a time  when  the  absence  of  the  tendon  reflexes,  which  may  usually  also  be 

* [From  autopsies  on  cases  of  combined  sclerosis,  where  the  symptoms  very  closely  resembled  those 
of  tabes,  but  where  the  patellar  reflex  persisted  until  near  the  close  of  life,  Wcstphal  thinks  that  the 
patellar  reflex  disappears  only  when  a special  region  in  the  posterior  columns  is  involved  in  the  dis- 
ease. This  region  lies  at  the  junction  of  the  dorsal  and  lumbar  cords,  between  the  posterior  cornu 
and  a lino  running  parallel  with  the  posterior  fissure,  and  starting  from  the  angle  seen  in  the  posterior 
cornu  at  the  site  of  the  substantia  gclatinosa. — Tijans.] 
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noticed,  is  the  only  thing,  except  this,  to  render  the  diagnosis  of  the  disease  pos- 
sible. The  patient  complains  of  diminution  of  visiou,  and  the  power  to  distin- 
guish colors,  especially  green,  disappears  quite  early.  On  objective  examination, 
we  find,  besides  this  anomaly  in  the  color  sense,  usually  a limitation  of  the  field  of 
vision,  and  the  beginning  gray  degeneration  of  the  optic  nerve  can  easily  be  made 
out  on  ophthalmoscopic  examination.  The  affection  sometimes  makes  little  halts 
and  slight  apparent  improvements,  but  it  usually  ends  with  complete  blindness. 
The  optic  atrophy  more  rarely  first  appears  in  the  later  stages  of  the  disease,  when 
all  the  other  symptoms  are  ali’eady  fully  developed. 

Auditory  distui'bances  are  much  rarer  than  those  of  sight,  but  they  also  occur. 
The  cause,  in  at  least  a part  of  the  cases,  is  an  atrophy  of  the  acoustic  nerve. 
Symptoms  are  also  frequently  seen  which  resemble  those  of  Meniere’s  disease — 
tinnitus,  vertigo,  and  deafness. 

Changes  in  the  senses  of  taste  and  smell  have  been  observed  only  in  a few 
cases. 

5.  Disturbances  in  the  Bladder,  the  Rectum,  and  the  Sexual  Organs. — 
Difficulty  in  emptying  the  bladder  is  an  almost  constant  symptom  in  the  later 
stages  of  tabes.  It  sometimes,  indeed,  appears  very  early.  The  patient  feels  the 
desire  to  ui'inate  more  frequently,  there  is  often  a slight  involimtary  micturition, 
and  at  other  times  there  is  retention  of  urine,  sometimes  coming  on  quite  sud- 
denly ; in  advanced  stages  there  is  frequently  complete  incontinence.  A cystitis 
very  often  develops  as  a result  of  all  these  disturbances,  which  may  be  the  starting- 
point  of  severe  cysto-pyelitis  and  pyelo-nephritis,  and  thus  be  the  cause  of  death. 

Persistent  constipation  is  also  a very  frequent  symptom  of  tabes,  the  reason 
for  which  is  perhaps  to  be  sought  in  the  defective  reflex  excitation  of  intestinal 
peristalsis.  The  constipation  may  in  many  cases  give  rise  to  great  distress  to  the 
patient,  since  it  sometimes  provokes  very  painful  sensations  in  the  loins  and  abdo- 
men. The  coccyodynia,  which  sometimes  occurs  in  tabes,  has  already  been  men- 
tioned (see  page  528).  Incontinence  of  faeces  occurs  quite  rarely  in  the  last  stages 
of  the  disease. 

A diminution  in  the  sexual  functions  is  found  almost  constantly  in  advanced 
cases.  The  loss  in  power  is  also  often  one  of  the  initial  symptoms. 

6.  Symptoms  in  the  Internal  Organs. — We  see,  not  very  infrequently,  in 
tabes  certain  symptoms  in  the  internal  organs  which  are  in  part  very  character- 
istic, and  w'hich,  at  any  rate,  are  based  upon  disturbances  of  innervation.  The 
most  important  and  the  most  frequent  are  the  so-called  “gastric  crises.”  These 
almost  always  come  on  suddenly  and  paroxysmally,  and  consist  of  an  extremely 
severe  cardialgic  pain,  which  is  accompanied  by  violent  vomiting.  The  patient 
also  feels  very  wretched,  and  there  is  often  at  the  same  time  palpitation,  accel- 
eration of  the  pulse,  vertigo,  etc.  The  attacks  last  about  two  or  three  days.  In 
many  patients  they  are  repeated  every  few  months.  As  we  have  said,  the  gastric 
crises  may  appear  very_ early.  We  ourselves  know  cases  where,  in  consequence 
of  severe  gastric  ci'ises,  a severe  gastric  affection  has  been  falsely  diagnosticated, 
in  the  beginning  of  the  disease.  Attacks  of  diarrhoea,  “intestinal  crises,”  usually 
not  associated  with  ]min,  have  also  been  repeatedly  observed. 

We  term  attacks  of  severe  dyspnoea  “laryngeal  crises.”  These  probably 
depend  ujion  a (reflex  ?)  spasm  of  the  glottis,  and  may  attain  a very  alarming 
degree.  They  are  also  associated  with  a severe  sjiasmodic  nervous  cough.  Paraly- 
sis of  the  laryngeal  muscles  (crico-aryticnoids)  has  also  been  observed.  We  may 
a-ssume  changes  in  the  vagus-accessory  nucleus,  or  in  the  vagus  or  recurrent  itself 
(Oppenheim),  as  the  anatomical  cause  of  all  these  synqitoms. 

In  a few  cases  “ renal  crises  ” (“  crises  nephrifiques  ”)  have  also  been  described. 
They  consist  of  severe  attacks  of  pain,  like  renal  colic.  French  authors  also 
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describe  “ urethral  crises  ’■  and  “ cnses  clitw'idiennes"  the  paroxysmal  appearance 
of  voluptuous  feelings  with  a vaginal  secretion  in  women,  in  the  beginning  of 
the  disease. 

We  may  mention,  finally,  that  we  sometimes  see  in  tabetic  patients  a constant 
and  very  great  frequency  of  the  pulse,  100  to  120  a minute.  We  also  frequently 
see  the  combination  of  tabes  with  aortic  insufficiency  which  has  been  mentioned 
by  some  authors.  The  precise  connection  between  the  two  affections  is  pi’obably 
dependent  upon  previous  syphilis. 

7.  Trophic  Disturbances. — In  many  cases  of  tabes  trophic  disturbances  are 
entirely  absent.  We  have  already  spoken  of  the  occasional  appearance  of  an 
eruption  of  herpes,  with  severe  lancinating  pains.  In  some  cases  a marked  exfolia- 
tion of  the  epidermis  has  been  seen,  and  also  a falling  out  of  the  hair  and  nails. 
Sometimes  there  are  small  haemorrhages,  apparently  spontaneous,  into  the  skin 
or  into  the  visible  mucous  membranes,  especially  into  the  conjunctiva,  as  we  have 
seen  in  several  cases. 

The  peculiar  joint  affections  which  occur  in  tabes,  and  were  first  accurately 
described  by  Charcot  as  “ arthropathies  tab^tiques,"  have  a greater  interest.  (See 
Fig.  91.)  The  affection  is  situated  most  frequently  in  the  knee-  and  hip-joints, 

more  rarely  in  the  ankle-  and  shoulder-joints. 
It  is  usually  bilateral,  even  if  it  be  more 
marked  on  one  side  than  on  the  other.  We 
sometimes  find  abundant  serous  effusions,  so 
that  the  knee-joint  in  particular  may  swell  up 
in  monstrous  fashion ; but  we  find  especially 
a high  degree  of  arthritis  deformans,  %vitli 
marked  atrophy  of  the  ends  of  the  bones,  and 
with  the  formation  of  many  osteophytes. 
Spontaneous  dislocations  and  fractures  also 
occur.  An  affection  of  the  anterior  gray  cor- 
nua, which  Charcot  suspected  to  be  a cause  of 
the  articular  affection,  could  not  be  made  out 
in  a case  examined  by  us  anatomically.  We 
do  not  believe  that  the  theory  of  an  exclusive 
‘'nervous-trophic  disturbance”  can  explain 
the  origin  of  the  tabetic  joint  affections.  Per- 
haps we  have  to  do  with  syphilitic  joint  affec- 
tions, and  perhaps  with  those  of  some  other 
more  fortuitous  (traumatic  ?)  origin,  which  are 
rather  a complication  than  a symptom  of 
tabes.  We  believe,  however,  that  the  unus- 
ual intensity  and  the  peculiar  form  of  the 
anatomical  lesion  are  indeed  directly  connected  with  tabes,  and  are  due  chiefly  to 
the  anmsthesia  of  the  articular  surfaces.  We  saw  a case,  a short  time  ago,  where 
an  affection  of  the  knee-joint  developed  in  a comparatively  very  early  stage  of 
tabes,  which  up  to  that  time  had  not  been  diagnosticated  at  all.  As  the  patient 
felt  no  pain  at  all  in  his  knee,  he  nevertheless  hunted  most  vigorously  through  a 
whole  autumn,  until  finally  an  extremely  severe  swelling  of  the  knee-joint  anc 
an  actual  dislocation  of  the  leg  ensued. 

The  muscles  preserve  their  normal  state  of  nutrition,  except  as  they  take  part 
in  a general  emaciation.  Charcot  described  a case  of  a combination  of  tabes  with 
genuine  progressive  muscular  atrophy,  in  which  the  autop.sy  showed  a degenera- 
tion of  the  anterior  gray  cornua  in  the  spinal  cord  besides  the  atrophy  of  t^e  pos- 
terior columns.  The  first  report  upon  a unilateral  atrophy  of  the  tongue,  which 


Fio.  01.— Tabetic  arthropathy  of  the  right 
knee  and  left  ankle.  Personal  observation. 
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sometimes  develops  quite  early  in  tabes,  is  due  to  the  same  observer.  Nothing 
definite  is  known  at  present  as  to  the  origin  of  this  peculiar  complication. 

In  conclusion,  it  is  worthy  of  note  that  cases  of  “maZ  perforant  dupied" 
(ulcerations  on  the  heels  or  between  the  toes)  have  been  repeatedly  observed  in 
tabes. 

8.  Cerebral  Symptoms.— Besides  the  frequent  important  disturbances  on  the 
part  of  certain  cerebral  nerves,  such  as  the  optic  and  oculomotor,  which  have 
already  been  mentioned,  we  must  mention  here  the  relation  between  tabes  and 
progressive  general  paralysis  {q.  v.).  On  the  one  hand,  the  symptoms  of  tabes 
are  often  present  in  the  course  of  general  paralysis,  so  that  the  autopsy  shows  a 
typical  degeneration  of  the  posterior  columns  (Westphal) ; and,  on  the  other  hand, 
it  also  happens  that  the  whole  process  begins  with  a tabes,  which  may  exist  alone 
for  years  without  any  mental  symptoms,  and  then  only  at  the  close  do  the  symp- 
toms of  paralytic  dementia,  delusions  of  grandeur,  dementia,  etc.,  appear. 

The  complication  of  tabes  with  hemiplegia  repeatedly  occurs.  The  latter  de- 
pends upon  a cerebral  haemorrhage  or  an  embolic  or  thrombotic  softening,  so  that 
it  is  doubtful  whether  the  two  affections  have  a real  connection  or  are  merely  a 
chance  combination.  It  seems  to  ns  worthy  of  note  that  in  two  such  cases  we  saw 
scarcely  any  contracture  develop  in  the  paralyzed  limbs. 

Course  and  Prognosis. — Although  most  of  the  characteristic  symptoms  of  tabes 
develop  in  almost  all  cases,  still  the  order  and  the  intensity  of  their  onset  vary 
greatly.  We  have  already  briefly  described  the  general  type  of  the  disease  which 
most  frequently  comes  under  observation,  and  many  other  peculiai'ities  in  its 
course  have  been  mentioned  from  time  to  time. 

We  have  stated  that  the  initial  period  is  usually  characterized,  apart  from  the 
symptoms  that  can  be  made  out  only  objectively,  such  as  absence  of  the  patellar 
reflex  and  reflex  immobility  of  the  pupils,  by  the  lancinating  pains ; that  these  may 
differ  very  much  in  intensity ; and  that  the  duration  of  this  first  stage  may  vary 
between  a few  months  and  ten  or  twenty  years.  The  optic  atrophy,  the  ocular 
paralyses,  gastric  crises,  vesical  disturbances,  etc.,  were  mentioned  as  rarer  initial 
symptoms.  The  passage  from  the  first  stage  to  the  second — the  stage  of  ataxia — is 
sometimes  very  gradual,  but  in  some  cases  very  rapid  and  sudden.  We  have 
repeatedly  seen  such  changes,  with  a sudden  change  for  the  worse  in  the  condition. 
If  the  previous  symptoms  were  slight,  the  patient  dates  his  disease  from  this  point, 
and  says  that  he  was  quite  suddenly  broken  down  by  some  cause,  and  that  since 
then  he  has  not  been  able  to  walk  at  all,  or  else  only  with  difficulty.  In  such  cases 
there  is  often  slow  improvement  following  the  sudden  change  for  the  worse  in  the 
condition,  which,  of  course,  is  not  permanent. 

No  rules  of  general  value  can  be  given  as  to  the  further  advance  of  the  disease, 
the  invasion  of  the  arms  by  the  ataxia,  or  the  occurrence  of  the  rarer  symptoms, 
such  as  the  joint  affections,  etc.  Almost  every  inchvidual  case  affords  its  idiosyn- 
crasies, since  one  group  of  symptoms  is  often  especially  prominent,  while  another 
is  entirely  absent  or  developed  only  to  a slight  degi’ee.  On  the  whole,  however,  we 
can  almost  always  make  out  a gradual,  even  if  a very  slow,  advance  in  the  disease. 
New  symptoms  appear,  the  old  ones  increase,  the  general  condition  becomes  woree, 
until  finally  the  last  stage  of  the  disease  comes  on. 

Recovery  from  tahes  occurs  only  very  rarely,  if  at  all.  The  ti-eatment  of  the 
affection  may  indeed  cause  improvement,  delay  the  course  of  the  disease,  and  alle- 
viate single  symptoms,  but  the  prognosis  is  always  to  be  regarded  as  unfavorable, 
aitbough  many  patients,  especially  under  favorable  external  conditions,  may  lead 
a tolerable  existence  for  years. 

Diagnosis. — There  is  scarcely  any  other  disease  of  the  spinal  cord  whose  diag- 
nosis can  in  most  cases  be  made  with  so  great  certainty  and  such  comparative 
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ease.  Since  tabes  is  a combined  systemic  disease,  it  afPords  a definite  combination 
of  symptoms  such  as  can  occur  under  no  other  conditions.  The  diagnosis,  there- 
fore, is  to  be  made  not  from  any  one  single  symptom,  but  only  from  the  combina- 
tion of  all  and  from  the  whole  coui’se  of  the  disease. 

The  diagnosis  of  initial  tabes  is  especially  important.  In  every  case  of  obsti- 
nate “ rheumatic  ” pains,  or  similar  pains  in  the  lower  extremities,  we  should  think 
of  the  possibility  of  tabes,  and  examine  the  tendon  reflexes  and  the  pupils.  The 
combination  of  characteristic  pains,  absence  of  the  patellar  reflex  on  the  two  sides, 
and  reflex  immobility  of  the  pupils,  usually  makes  the  diagnosis  almost  pej'fectly 
certain;  two  of  these  symptoms,  especially  if  the  reflex  immobility  of  the  pupils 
be  one,  make  it  at  least  very  probable.  Ocular  paralyses,  temporary  ptosis,  or 
temporary  diplopia,  may  be  very  important  for  the  diagnosis.  With  these  symp- 
toms, too,  we  should  never  forget  to  think  of  the  possibility  of  tabes,  and  to  look 
for  the  other  characteristic  symptoms.  Finally,  we  may  recall  the  fact  here  that 
the  disease  may  begin  with  an  optic  atrophy,  and  that  early  gastric  crises  may 
simulate  a gastric  affection,  early  disturbance  in  micturition  a vesical  trouble,  or 
swelling  of  the  joints  a joint  disease,  until  careful  examination  of  the  other  symp- 
toms explains  the  true  natui’e  of  the  disease. 

In  the  fully  develoi^ed  ataxic  stage  of  tabes  the  diagnosis  is  almost  always  easy, 
and  often  can  be  made  at  the  fii’st  glance.  The  history,  the  characteristic  ataxic 
gait,  the  swaying  with  the  eyes  shut,  the  absence  of  the  reflexes,  etc.,  make  the 
diagnosis  certain.  The  diagnosis  may  be  more  difficult  if  we  happen  to  see  the 
patient  for  the  first  time  in  the  final  stage,  when  actual  paralysis  has  set  in,  when 
a complicating  hemiplegia  has  arisen,  etc.  In  such  cases  we  must  lay  stress  on 
the  development  of  the  disease  and  find  out  what  characteristic  tabetic  symptoms 
— pupillary  symptoms,  absence  of  patellar  reflex,  remains  of  ataxia,  or  pains — can 
now  be  discovered.  With  proper  attention  and  knowledge  of  the  case,  the  diag- 
nosis can  even  then  almost  always  be  made  correctly. 

Vertebral  affections  ai’e  to  be  mentioned  first  of  the  diseases  which  may  be  con- 
fused with  tabes.  These  also  cause,  under  some  chcumstauces,  lancinating  pains 
and  an  absence  of  tbe  patellar  reflex,  as  a result  of  compression  of  the  spinal  roots; 
but  in  these  cases  the  later  course  of  the  disease  is  entirely  different,  apai’t  from  the 
changes  in  the  vertebral  column  and  the  absence  of  other  characteristic  symptoms 
of  tabes.  The  same  holds  true  of  certain  deep-seated  tumors  in  the  neighborhood 
of  the  spinal  cord.  We  have  ah’eady  said  that  in  rare  cases  a multiple  sclerosis 
may  offer  symptoms  similar  to  those  of  tabes.  In  these  cases  the  chief  stress  in 
regard  to  diagnosis  is  to  be  laid  on  the  ensemble  of  symptoms  and  their  develop- 
ment. It  is  of  greater  practical  importance  that  certain  toxic  neiwous  diseases 
may  have  a great  similarity  to  tabes.  Chronic  alcoholic  neuritis  has  already 
been  spoken  of  in  tbis  connection  (see  page  583).  In  these  cases,  however,  the 
reflex  immobility  of  the  pupils  and  the  disturbances  of  the  bladder  are  usually 
absent,  while  ati’ophic  paralysis  may  develop  later,  which  never  happens  in  tabes. 
The  astiological  factors  are  also,  of  course,  to  be  taken  into  account. 

Finally,  it  may  be  mentioned  here  that  we  have  twice  seen  a group  of  nervous 
symptoms  in  workmen  who  have  worked  many  years  in  tobacco  factories,  which 
resembled  tabes  in  so  many  points  that  we  might  term  it  “ nicotine  tabes.”  The 
morbid  symptoms,  which  resemble  tabes,  consist  of  painful  sensations,  absence  of 
tbe  patellar  reflex,  contracted  pupils  with  reflex  immobility,  and  uncertainty  of 
gait;  but  the  whole  type  of  the  disease  is  distinguished  fi'om  tabes  by  a peculiar 
tremor,  by  a marked  increase  of  the  cutaneous  reflexes,  especially  iu  the  lower 
extremities,  etc. 

Treatment. — The  tedious  course  of  tabes  demands  that  the  physician  have  at 
hand  a choice  of  remedies  and  methods  of  treatment  which  he  can  vary  according 
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to  the  predominating  circumstances,  either  to  obtain  a certain  amount  of  improve- 
ment by  a new  way  of  attacking  the  disease,  or  at  least  constantly  to  kindle  the 
patient’s  hope  and  courage  anew. 

If  syphilis  be  a possible  aetiological  factor,  we  regard  it  as  entirely  justifiable 
to  prescribe  first  an  antisyphilitic  treatment:  inunction  of  fifty  to  seventy-five 
gi-ains  (gi-m.  3-5)  of  mercurial  ointment  a day,  with  iodide  of  potassium  inter- 
nally. In  very  many  cases  this,  of  course,  does  no  brilliant  service — at  times  the 
disease  has  even  been  noticed  to  grow  worse  under  inunction— but  sometimes  we 
see  distinct  improvement.  The  earlier  the  treatment  is  begun,  the  more  is  to  be 
expected  of  it.  At  any  rate,  we  should  try  whether  we  can  not  check  the  further 
advance  of  the  disease  by  a methodical  and  continuous  antisyi^hilitic  treatment. 
When  symptoms  implying  loss  of  function  (Ausfallssympto7ne)  have  ah-eady 
appeared,  we  can  not,  of  course,  cause  ,_them  to  disappear,  for  iodine  and  mer- 
cury can  not  I’estore  fibers  in  the  posterior  columns  that  have  already  been 
destroyed. 

If  the  antisyphilitic  treatment  be  not  indicated,  or  have  been  unsuccessful,  elec- 
tricity and  balneo-therapeutics  or  hydro-therapeutics  deserve  the  most  confidence. 

The  electrical  treatment  consists  chiefly  of  the  passage  of  the  ascending  con- 
stant current  through  the  spinal  cord.  The  cui’rents  must  not  be  too  strong,  and 
the  sittings  should  take  place  daily,  or  every  other  day.  Erb  recommends  placing 
the  medium-sized  cathode  in  the  vicinity  of  the  sympathetic,  and  the  large  anode 
close  to  the  spinous  processes  on  the  other  side  of  the  vertebral  column,  moving  it 
at  intervals  from  above  downward.  This  procedure  lasts  about  four  or  five  min- 
utes for  each  side.  We  also  obtain  good  results  symptomatically  when  there  are 
severe  pains,  vesical  weakness,  etc.,  by  peripheral  galvanization.  If  we  find  pain- 
ful points  on  the  vertebral  column,  as  is  rarely  the  case,  they  should  be  especially 
treated  with  the  stabile  anode.  Lately,  the  treatment  recommended  by  Rumpf 
with  the  faradic  brush  has  been  used  several  times  with  good  results.  This  con- 
sists in  brushing  the  skin  of  the  back  and  the  exfi’emities  with  a strong  current 
for  five  or  ten  minutes.  Every  form  of  electrical  treatment,  in  order  to  obtain 
results,  must  be  kept  up  for  months. 

Hydro-therapeutics,  used  rationally,  have  often  resulted  in  considerable  im- 
provement in  tabes,  although  they  may  cause  much  mischief.  Hot  baths,  espe- 
cially vapor-baths,  are  often  followed  by  a rapid  change  for  the  worse — a fact 
which,  unfortunately,  we  can  ofteir  obseiwe  where  vapor-baths  have  been  pre- 
scribed for  patients  at  the  beginning  of  their  disease  “for  rheumatism.”  Con- 
tinuous wet  packs  and  severe  rubbings  are  also  often  accompanied  by  unfavorable 
results.  Tepid  half  or  full  baths,  however,  of  75°  to  86°  at  most  (20°-24°  E.), 
associated  with  gentle  rubbing  of  the  skin,  often  do  good  service.  Wet  com- 
presses, laid  about  the  abdomen  or  the  legs  at  night,  often  have  a favorable  influ- 
ence on  the  ])ains.  In  general,  it  is  a good  plan  to  send  well-to-do  patients  in 
summer  to  a water-cure  establishment  which  is  conducted  by  an  ex])erienced 
director  and  well  managed,  but  the  necessary  procedures  may  also  be  undertaken 
at  home. 

Of  the  baths  whose  use  is  recommended  in  tabes,  OeynhauseTi-Rehme  has 
the  greatest  reputation,  and  the  best  results  to  .show.  Many  tabetics,  of  course, 
come  back  from  Rehmc  just  as  they  went;  but,  in  advising  a bath,  Rehmo  is 
always  the  first  to  bo  considered.  We  may  refer  to  what  was  said  on  page  026 
as  to  the  establishment  of  artificial  Rehmc  baths.  The  baths  in  Nauheim  have  a 
very  singular  composition.  The  indifferent  thermal  baths,  Teplitz,  Wildbad.  and 
Ragatz,  formerly  much  in  favor,  have  at  present  lost  their  reputation  in  tabes. 
Mud  baths  and  iron  baths— Pyrmont,  Driburg,  Cudowa,  Elster,  Fran zonsbad— may 
sometimes  act  favorably. 
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Besides  the  methods  of  treatment  so  far  mentioned,  there  are  still  a number  of 
internal  remedies,  the  use  of  which  seems  sometimes  to  be  of  advantage.  Tiie 
chief  ones  to  be  mentioned  are  nitrate  of  silver,  first  recommended  by  Wunderlich, 
one-sixth-of-a-grain  pills  (grm.  O'Ol),  at  first  three,  gradually  increasing  to  six  a 
day,  before  meals;  and  ergotine,*  one-grain  pills  (grm.  0‘05),  three  to  six  a day; 
we  may  also  try  iodide  of  potassium,  phosphorus,  arsenic  [chloride  of  aluminium, 
two  to  four  grains  (grm.  0'l-0-25),  thrice  daily],  etc.  All  these  remedies,  especially 
the  two  first  named,  may  be  used  for  a long  time,  and,  with,  interruptions,  even 
for  years. 

Finally,  we  must  mention  here  nerve-stretching,  usually  stretching  of  the 
sciatics,  which,  for  a short  time  was  practiced  on  many  tabetic  patients  as  a result 
of  a somewhat  too  sanguine  recommendation  on  the  part  of  Langenbuch.  Since, 
however,  experience  has  taught  us  that  ngrve-stretchiug,  in  spite  of  some  apparent 
successes,  scarcely  ever  exerts  a permanent  favorable  action,  and  is  also  not  wholly 
without  danger,  the  operation  has  been  almost  entirely  given  up  in  tabes.  It  may 
stOI  be  tried  in  those  cases  where  we  have  unusually  severe  attacks  of  pain  in  the 
region  of  definite  nerves. 

[Of  late  years  Charcot  has  advocated  suspension  in  the  ti’eatment  of  tabes. 
The  patient  is  suspended  in  a Sayre  apparatus  from  one  to  three  minutes  daily  or 
every  other  day.  It  is  not  without  danger,  and  it  should  not  be  employed  if  any 
spastic  symptoms  be  present.  It  has  not  met  with  the  success  at  first  claimed  for 
it,  but  in  a few  cases  it  seems  to  relieve  the  pain  and  the  ataxic  gait. — K.] 

Symptomatically,  the  same  remedies  are  to  be  considered  as  were  mentioned  in 
the  treatment  of  chronic  myelitis.  We  try  to  alleviate  the  pains  by  narcotic 
embrocations  and  bandaging  the  legs.  Of  internal  remedies,  sodic  salicylate  and 
antipyrine  sometimes  undoubtedly  alleviate  and  shorten  the  pains.  In  bad  cases 
morphine  is  indispensable.  We  try  to  remove  the  constipation  by  prescriptions 
as  to  diet,  or  by  mild  cathartics,  such  as  the  bitter  waters,  tamarinds,  and  rhubarb, 
and  by  enemata.  Morphine  is  the  best  remedy  in  the  gastric  and  laryngeal  crises. 
Cystitis  and  bedsores  must  be  treated  according  to  the  rules  in  general  use. 

In  regard  to  the  patient’s  general  manner  of  life,  we  must  warn  him  against 
any  physical  or  mental  overexertion,  prescribe  a prudent  but  strengthening  diet, 
and  enjoin  good  air,  a country  residence  in  summer,  or  perhaps  the  Alps  or  sea 
air.  The  earlier  we  get  the  patient  under  treatment,  the  more  persevering  and 
careful  should  we  be  in  our  treatment,  because  then  we  can  still  hope  for  success. 
In  old  and  far-advanced  cases  we  must  confine  ourselves  to  a purely  symptomatic 
treatment. 


APPENDIX. 

HEREDITARY  ATAXIA.  FRIEDREICH'S  FORM  OF  TABES. 

A peculiar  and  rare  disease,  which  has  a certain  similarity  to  tabes,  was  first 
described  by  Friedi-eich  under  the  name  of  “hereditary  ataxia.”  The  affection 
almost  always  occurs  in  several  children  of  the  same  family,  and  develops  in 
youth,  somewhere  between  twelve  and  eighteen  years  of  age.  The  female  mem- 
bers of  the  family  are  decidedly  more  often  affected  than  the  male.  A stage  of 
initial  pains  is  usually  absent.  The  disease  begins  with  a pronounced  ataxia  of 
the  legs,  which  usually  very  soon  glasses  to  the  arms.  The  tendon  I’e flexes  disap- 

* There  is  only  an  apparent  contradiction  in  the  fact  that,  in  spite  of  tlie  occurrence  of  an  “ ergotine 
tabes”  (»i(/e  ergotine  i.s  also  used  ns  a remedy  against  tabes.  It  may  very  well  be  that  the 

same  remedy,  which  in  large  doses  causes  certain  systems  of  fibers  to  atrophy,  may  in  smaller  doses 
have  some  favorable  (irritating)  action  on  the  same  system  of  fibers ; but  we  must  always  be  cautious 
in  the  use  of  ergotine. 
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pear  in  most  cases,  but  the  sensibility  of  the  skin  and  muscles  remains  perfectly 
intact,  a fact  which  may  properly  be  regarded  as  evidence  for  the  independence 
of  ataxic  disturbances  from  anomalies  of  sensibility.  The  vesical  functions  also 
remain  completely  normal  for  a long  time.  Disturbances  of  vision  have  not  been 
observed  up  to  the  present  time,  hut  in  the  further  course  of  the  disease  a peculiar 
disturbance  of  speech  arises,  which  is  probably  due  to  a disturbance  of  co-ordina- 
tion in  the  muscular  movements  of  the  lips  and  tongue  necessary  in  speaking. 
Friedreich  has  also  sought  to  interpret  the  nystagmus  which  appears  by  the  hypo- 
thesis of  an  “ ataxic  nystagmus.”  The  disease  lasts  for  a very  long  time,  for  many 
years,  and  finally  leads  to  complete  paralysis,  contractures,  and  atrophy  of  the 
paralyzed  muscles. 

The  anatomical  examination  of  the  spinal  cord  has  so  far  shown  in  all  cases  a 
combined  fascicular  disease  of  the  posterior  and  lateral  columns.  In  the  case  re- 
ported by  Kahler  and  Pick  this  disease  could  be  demonstrated  as  a combined 
systemic  disease.  It  affected  the  lateral  pyramidal  tracts,  the  lateral  cerebellar 
tracts,  the  fundamental  bundle  of  the  posterior  columns,  and  the  columns  of 
Goll.  F.  Schultze  has  lately  taken  the  same  views  in  regard  to  the  anatomical 
lesion. 

The  disease  is  incurable;  at  least  all  the  attempts  at  treatment  up  to  the  pr’e,s- 
ent  time  have  been  unsuccessful. 

Ataxic  Paraplegia. 

( Gombin-ed  Postero-lateral  Sclerosis.) 

[This  name  has  been  given  by  Gowers  to  a chronic  degenerative  disease  of  the 
spinal  cord  which  involves  both  the  posterior  and  lateral  columns.  It  differs 
from  Friedreich’s  ataxia  in  that  it  is  not  a family  disease,  and  that  it  usually  at- 
tacks persons  in  middle  life,  men  being  affected  more  frequently  than  women. 
Unlike  true  tabes,  syphilis  is  only  rarely  a factor  in  the  mtiology.  The  various 
alleged  causes  of  chronic  myelitis  have  been  supposed  to  have  an  influence  in  pro- 
ducing this  affection,  especially  exposure  to  cold,  trauma,  and  sexual  excess.  In 
Italy,  pellagra  has  been  known  to  produce  it.  Chi-onic  lead  poisoning  may  be  of 
influence. 

As  has  been  said,  the  pyramidal  tracts  and  the  postero-median  columns  are 
chiefly  affected,  but  the  degeneration  is  not  limited  absolutely  to  these  systems  of 
fibers. 

The  symptoms,  as  may  be  inferred  from  the  distribution  of  the  sclerosis,  are  a 
combination  of  those  of  spastic  paraplegia  and  true  tabes.  There  is  weakness  of 
the  legs  combined  with  ataxia.  Rigidity  is  a late  symptom.  Pain  is  occasionally 
present,  but  it  is  much  less  marked  than  in  true  tabes.  Sensory  disturbances 
are  rarely  met  with.  The  knee-jerk  is  usually  exaggerated,  and  there  may  be 
ankle  clonus.  If,  however,  Westphal’s  ti’act  be  involved  {vide  supra),  the  knee- 
jerk  is  lost.  The  bladder  and  rectum  may  become  affected  later.  Eye  symptoms 
are  not  common.  The  affection  may  be  associated  with  general  paralysis  {q.  v.). 

The  affection  is  slowly  progressive.  The  diagnosis  is  based  on  the  co-existence 
of  ataxia  and  paraplegia,  and  the  absence  of  sensory  and  ocular  symptoms. 
Transition  forms  more  closely  resembling  chronic  myelitis  may  also  occur.  The 
treatment  is  that  of  chronic  myelitis. — K.] 
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CHAPTER  VII. 

AMYOTROPHIC  LATERAL  SCLEROSIS. 

AnryOTROPHlc  lateral  sclerosis  is  a disease  perfectly  sharply  defined  both  in  its 
clinical  and  its  pathological  aspects,  and  in  the  majority  of  cases  it  may  he  diag- 
nosticated with  greafcertainty,  even  during  the  patient’s  life.  For  the  first  accu- 
rate knowledge  of  it  we  must  thank  Charcot,  who  published  in  1869,  in  company 
with  Joffroy,  his  fii-st  observations  upon  such  cases,  and  who  in  1874  was  able  to 
give  quite  a complete  description  of  the  disease ; hut  an  exact  knowledge  of  amyo- 
trophic lateral  sclerosis  was  first  made  possible  by  Flechsig’s  investigations  upon 
the  course  of  the  paths  of  conduction  in  the  spinal  cord.  According  to  these,  it 
may  be  stated  with  perfect  certainty  that  the  affection  is  to  be  regarded  as  a sys- 
temic degeneration  of  the  pyramidal  tract  throughout  its  whole  extent,  or  at  least 
in  certain  portions  of  it,  combined  with  atrophy  of  certain  nerve-nuclei  in  the 
medulla  oblongata.  It  is  still  entirely  unlcnown  to  us  what  causes  bring  on  the 
disease  of  these  nerve-fibers  and  the  cells  belonging  to  them.  In  individual  cases 
we  can  not  usually  make  out  any  definite  mtiological  factor  at  all.  Severe  physi- 
cal exertion  is  sometimes  claimed  to  be  a cause  for  the  disease.  It  occurs  chiefly 
in  persons  in  youth  and  middle  life,  between  twenty-five  and  forty-five.  The  male 
sex  seems  to  he  decidedly  more  prone  to  the  disease  than  the  female. 

Pathological  Anatomy. — In  the  typical  cases  of  amyotrophic  lateral  sclerosis, 
which  come  to  autopsy  in  the  last  stage  of  the  disease  (initial  cases  have  not  yet 
been  examined  anatomically),  we  find  in  the  spinal  cord  a degeneration  or  “sclero- 
sis ” of  both  pyramidal  tracts,  and  a considerable  atrophy  of  the  corresponding 
large  ganglion-cells  in  the  anterior  gray  cornua,  especially  in  the  external  portion. 
The  degeneration  of  the  pyramidal  tract  is  to  be  made  out  either  in  the  two  lateral 
columns  alone,  or,  if  there  be  an  anterior  pyramidal  tract  also,  in  one  or  both 
anterior  columns  (see  page  535  and  Figs.  66  and  67).  It  occupies  mainly  the  same 
ai-ea  on  cross-section  of  the  cord  as  the  region  of  the  pyi’amidal  tract ; the  boundaries 
of  which  tract  have  been  determined  by  the  distribution  of  secondary  descending 
degeneration  {vide  infra),  and  by  the  results  of  the  history  of  development.  Begin- 
ning in  the  lowest  part  of  the  lumbar  cord,  it  may  be  traced  upward  to  the  pyra- 
mids of  the  medulla,  and  sometimes,  hut  not  always,  still  fai’ther  through  the  pons 
and  the  crura  to  the  internal  capsule.  In  some  cases  examined  recently  by  Char- 
cot and  Marie  the  degeneration  extended  even  to  the  central  convolutions,  whose 
large  motor  ganglion-cells  also  showed  a iDronouuced  atrophy.  Toward  tlie  lateral 
cerebellar  tract  the  disease  of  the  pyramidal  tract  in  the  cord  is  very  sharply  de- 
fined, but  in  the  anterior  portions  of  the  lateral  columns  other  bundles  of  fibers 
are  often  affected.  The  whole  extent  of  the  disease  in  the  lateral  columns  is 
therefore  usually  greater  in  amyotrophic  lateral  sclerosis  than  in  secondary  de- 
scending degeneration.  Of  the  greatest  clinical  importance,  however,  is  the  al- 
ready-mentioned co-existing  disease  of  the  motor  ganglion-cells  in  the  anterior 
cornua  of  the  spinal  cord  and  the  disease  of  certain  nerve-nuclei  in  the  medulla 
oblongata,  especially  the  hypoglossus  nucleus,  the  vagus-accessory  nucleus,  etc. 
From  these  cells,  which  are  inserted  into  the  motor  tract,  the  degeneration  passes 
on  toward  the  periphery,  in  the  affected  nerve-trunks  (hypoglossus,  etc.),  or  iu 
the  anterior  roots  belonging  to  them.  It  is  difficult  to  make  out  atrophied 
fibers  in  the  peripheral  nerves,  and  up  to  the  present  time  they  have  not  always 
been  looked  for  with  sufficient  care,  but  it  can  scarcely  be  doubted  that  the 
affected  motor  fibers,  which  are  processes  of  the  atrophied  ganglion-cells,  are 
likewise  to  be  found  in  a condition  of  degeneration.  Finally,  the  muscles  show 
a considerable  atrophy,  as  is  plainly  manifest  even  during  the  life-time  of  the 
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patient.  Their  volume  is  much  diminished;  many  muscles  (for  details  vide  in- 
fra) finally  almost  wholly  disappear,  so  that  in  their  place  there  is  little  left 
but  connective  tissue  and  fat.  In  the  other  muscles  we  find,  besides  a number 
of  normal  fibers  still  preserved,  many  very  small  fibers,  and  also  some  which 
have  lost  their  tranverse  striation  and  show  a granular  or  fatty  degeneration. 
The  nuclei  of  the  sarcolemma  are  usually  increased,  and  the  intei’stitial  fat  tissue 
is  often,  but  not  always,  abundantly  developed. 

We  accordingly  see  that  the  anatomical  basis  of  amyotrophic  lateral  sclero- 
sis is  a more  or  less  completely  isolated  disease  of  the  great  motor  cortico-mus- 
cular  conducting  tract  from  the  center  to  the  periphery.  The  process  is  to  he 
regarded  as  a simple  degenerative  atrophy.  Fiber  after  fiber  becomes  diseased  and 
atrophies.  We  do  not  know  where  the  process  begins,  whether  at  one  definite  spot, 
whence  it  extends  upward  and  downward,  or  whether  the  fibei-s  throughout  their 
whole  extent,  with  the  corresponding  ganglion -cells  and  muscular  fibers,  are  at- 
tacked at  the  same  time.  Perhaps  different  possibilities  are  to  be  regarded  in  these 
cases,  which  may  explain  the  many  variations  in  the  clinical  coui’se.  At  any  rate, 
the  different  portions  of  the  system  may  become  diseased  in  a varying  order,  and 
the  further  extension  of  the  disease  may  vary  in  its  rapidity.  The  spiual  and  the 
bulbar  diseases  are  perfectly  analogous  to  each  other  and  are  co-ordinated.  Both 
affect  portions  of  the  same  system ; one  belongs  to  the  muscles  of  the  extremities, 
the  other  to  the  muscles  of  the  face,  tongue,  etc.  The  nerve-nuclei  in  the  medulla 
are  to  be  regarded  as  precisely  analogous  to  the  antei'ior  gray  cornua.  The  destrac- 
tion  of  the  nerve-fibers  is  always  the  primary  process,  the  increase  of  the  intersti- 
tial connective  tissue  and  the  slight  changes  in  the  vessels  are  a secondary,  acci- 
dental process. 

Besides  the  typical  cases  of  amyotrophic  lateral  sclerosis,  there  are  also,  quite 
rarely,  combined  and  transitional  forms.  Besides  the  degeneration  of  the  pyram- 
idal tract,  an  affection  of  the  posterior  columns  and  a degeneration  of  the  lateral 
cerebellar  tract  have  also  occasionally  been  found. 

Clinical  History. — In  all  typical  cases  the  clinical  symptoms  give  a perfectly 
characteristic  type  of  disease,  limited  strictly  to  the  motor  sphere,  corresponding 
to  the  perfectly  systemic  anatomical  lesions  just  described. 

The  first  signs  of  the  disease  almost  always  begin  in  the  aim.  The  patient 
notices  a difficulty  in  working,  and  becomes  easily  tired.  The  weakness  of  the 
arm  gradually  increases,  and  finally,  usually  some  months  later,  involves  the 
other  arm.  A wasting  of  certain  muscles,  which  gradually  increases  and  be- 
comes more  extensive,  is  now  often  noticed  by  the  patient.  About  six  months 
or  a year  later,  symptoms  appear  in  the  lower  extremities.  The  gait  becomes 
stiff  and  uncertain,  the  patient  gets  tired  more  easily,  and  quite  a marked  tremor 
of  the  legs  often  comes  on,  ajiparently  spontaneously. 

If  we  now  examine  the  patient  carefully,  the  type  of  the  disease  is  usually 
perfectly  plain.  We  notice,  first  in  the  upper  extremities,  a very  pronounced 
and  more  or  less  extensive  muscular  atrophy.  This  is  usually  most  marked 
where  it  begins— namely,  at  the  thenar  and  hypothenar  eminences.  The  inter- 
ossei  arc  also  plainly  atrophied,  and  the  muscles  on  the  extensor  side  of  the 
forearms.  The  flexors  of  the  hand  and  the  fingei's  remain  intact  longer.  In 
the  upper  arm  the  triceps  and  the  deltoid  are  usually  the  most  atrophied,  and 
later,  and  to  a less  degree,  the  biceps  and  the  muscles  of  the  shoulder.  We  find 
a functional  disturbance  of  the  muscles — a paresis — corresponding  to  the  degi’ec 
of  atrophy.  The  functional  capacity  depends  upon  how  much  muscle  is  left, 
and  only  with  a complete  disappearance  of  the  muscle  is  there  a complete  loss 
of  the  corresponding  motion,  hut  a marked  paresis  can  sometimes  bo  noticed  in 
mu.scles  which  are  not  yet  much  atrophied.  The  electrical  excitability  in  the 
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muscular  fibers  still  presei*vecl  is  normal.  Tlie  strength  of  contraction  of  the 
muscle  irritated  by  the  faradic  current  is  therefore  proportional  to  the  amount 
of  muscular  substance  still  present.  In  the  much-atrophied  muscles  the  effects 
of  iri’itation  are  finally  very  slight,  and  then  we  can  always  make  out  a distinct 
reaction  of  degeneration  in  the  degenerated  mpscular  fibers  that  are  still  left,  es- 
pecially in  the  ball  of  the  thumb.  We  can  scarcely  ever  make  out  with  certainty 
a loss  of  excitability  in  the  nerve-trunk,  probably  because  here  a greater  number 
of  normal  fiber's  are  always  preserved. 

The  examination  of  the  tendon  refiexes  is  very  important.  They  are  invari- 
ably much  increased,  even  from  the  early  stages  of  the  disease.  We  obtain  vigor- 
ous refiex  contractions  from  a gentle  blow  on  the  tendons  of  the  biceps  and  the 
triceps,  and  on  the  lower  ends  of  the  bones  of  the  forearm.  These  are  of  diag- 
nostic importance,  because  they  never  occur  in  this  way  in  ordinary  “ progress- 
ive muscular  atrophy” — that  is,  that  disease  in  which  the  degeneration  extends 
merely  from  the  muscles  to  the  motor  ganglion-cells  in  the  anterior  cornua,  while 
the  lateral  motor-tracts  remain  free  {vide  infra).  In  the  later  stages  of  the  dis- 
ease marked  contractm-es  in  the  arms  and  hands  sometimes,  but  not  always,  de- 
velop. The  sensibility  of  the  skin  and  deeper  parts,  however,  remains  absolutely 
normal. 

The  first  morbid  symijtoms  usually  develop  in  the  lower  extremities  some 
months  later  than  in  the  arms.  The  pure  spastic  symptoms  are  here  remarkably 
prominent,  while  the  muscular  atrophy  is  late  in  its  development,  and  is  but 
slight.  The  legs  become  stiff,  and  oppose  considerable  muscular  resistance  to 
attempts  at  passive  motion,  but  the  crude  strength  of  the  muscles  is  decidedly 
below  the  normal.  There  is  an  obvious  paresis,  although  there  is,  as  it  seems, 
hai’dly  ever  a complete  paralysis  of  the  legs;  and  the  distiu’bance  of  motion,  at 
any  rate,  is  considerably  increased  by  the  spastic  symptoms  (see  a later  chapter). 
These  symptoms  depend  mainly  upon  the  great  increase  of  the  tendon  reflexes. 
The  patellar  reflex  is  very  vigorous,  and  we  often  find  a marked  and  persistent 
ankle  clonus.  The  patient  can  still  walk  quite  a distance,  but  the  gait  is,  of  course, 
difficult  and  laborious.  The  patient  walks  with  short,  slow,  dragging  steps— the 
spastic-paretic  gait.  The  sensibility  also  remains  absolutely  normal  in  the  legs. 
The  cutaneous  reflexes  show  no  striking  changes.  Disturbances  in  micturition 
are  also  entirely  absent.  The  bowels  may  be  somewhat  costive,  but  are  otherwise 

normal.  . , . , 

After  the  condition  has  lasted  for  some  time  (a  year  or  two)  in  this  form- 
muscular  atrophy  and  increased  tendon  reflexes  in  the  upper  extremities  and 
spastic  paresis  in  the  lower-and  has  slowly  grown  worse,  bulbar  symptoms  come 
on  in  the  third  and  last  stage  of  the  disease.  The  speech  gradually  becomes  more 
indistinct,  and  there  is  difiiculty  in  swallowing.  If  we  examine  closely  we  find 
the  lips  ati’ophied,  so  that  puckering  the  mouth,  whistling,  etc.,  are  difficult.  Wc 
also  notice  a decided  atrophy  of  the  tongue.  Its  surface  is  uneven,  and  we  notice 
more  or  less  marked  fibrillary  twitchings  of  single  muscular  bundles.  The  sensi- 
bility is  also  normal  here.  We  sometimes  find  a vigoro’as  masseter  reflex  (jaw- 
ierk)  on  striking  the  lower  jaw,  analogous  to  the  increased  tendon  reflexes  in  the 
extremities.  If  the  patient  have  trouble  in  taking  food,  from  difficulty  in  swal- 
lowing, the  state  of  the  general  nutrition  soon  becomes  worse.  Eespirato^  is- 
tiirbances  are  usually  the  final  immediate  cause  of  death,  if  an  intercurren  isease, 
such  as  inhalation  pneumonia,  etc.,  does  not  previously  put  an  end  to  the  patients 

melancholy  condition.  ,, 

The  picture  of  amyotrophic  lateral  sclerosis  just  sketched  accords  very  wel 
with  the  pathological  lesions.  As  the  degeneration  affects  the  mam  motor  tract 
exclusively,  the  clinical  symptoms  are  also  limited  entirely  to  the  domain  o 
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motility.  Tlie  associated  affection  of  the  anterior  gray  cornua  explains  the  occur- 
rence of  muscular  atrophy,  while  the  degeneration  of  the  lateral  columns  must 
be  made  answerable  for  the  paresis,  independent  of  the  atrophy,  and  for  the 
spastic  symptoms.  The  increase  of  the  tendon  reflexes,  whose  reflex  arc  passes 
through  the  anterior  cornua,  forces  us  to  suppose  that  the  disease  in  the  lateral 
columns  precedes  the  degeneration  in  the  anterior  cornua,  as  this  increase  is  seen 
especially  in  the  lower  extremities;  for  manifestly  there  can  be  no  longer  any 
reflex  in  muscular  fibers  whose  special  ganglion-cells  are  already  atrophied.  The 
increased  reflexes  are  seen  only  in  muscles  which  are  composed,  at  least  in  part,  of 
normal  fibers.  The  bulbar  symptoms  are  dependent  upon  the  degeneration  of  the 
nerve-nuclei  in  the  medulla. 

The  diagnosis  of  the  disease  is  usually  easily  made.  Its  typical  course,  the 
muscular  atrophy  with  co-existing  increased  tendon  reflexes,  the  complete  absence 
of  sensory  or  vesical  disturbances,  and  the  final  appearance  of  bulbar  symptoms, 
are  chiefly  to  be  considered  in  diagnosis.  Confusion  may  arise  from  the  fact  that 
tumors  or  myelitis  may  for  a long  time  have  a similar  localization,  as  in  the  gray 
matter  of  the  cervical  cord,  and  therefore  provoke  analogous  symptoms;  but  in 
such  cases  the  later  course  is  almost  always  different,  and  thus  a subsequent  diag- 
nosis can  be  made  correctly. 

The  prognosis  of  amyotrophic  lateral  sclerosis  must  be  regarded  as  absolutely 
unfavorable.  The  disease  advances  slowly  but  unceasingly,  and  usually  leads  to 
death  in  a few  years.  Only  in  a few  cases,  occurring  in  early  youth  (Seeligmiiller), 
does  the  disease  seem  to  come  to  a standstill. 

We  can  therefore  expect  but  slight  results  from  treatment.  At  most  we  can 
perhaps  check  the  advance  of  the  disease  by  an  electrical  treatment,  kept  up  with 
very  great  patience  and  perseverance. 


CHAPTER  VIII. 

PROGRESSIVE  (SPINAL)  MUSCULAR  ATROPHY. 

Preliminary  Remarks  and  Pathological  Anatomy. — Pew  diseases  of  the  spinal 
cord  have  undergone  such  different  conceptions  and  significations  in  the  course 
of  time  as  progressive  muscular  atrophy.  The  reason  for  this  lies  chiefly  in  the 
fact  that  its  main  symptom,  the  progressive  atrophy  of  the  voluntary  muscles, 
may  be  found  in  many  totally  distinct  diseases,  and  hence  has  given  rise  to  con- 
stant confusion  and  mistakes.  If,  at  the  present  time,  we  read  the  older  and  even 
a part  of  the  newer  literature  on  this  subject,  we  find  everywhere  a mixture  of 
different  ca.seg,  not  at  all  of  the  same  disease,  and  only  the  latest  accurate  clinical 
and  anatomical  methods  of  investigation  have  enabled  us  to  bring  at  least  some 
order  out  of  this  chaos. 

Except  for  a few  earlier  observations,  Duchenne  and  Aran,  in  1849  and  1850, 
gave  the  first  good  description  of  progressive  muscular  atrophy.  Tlie  French 
obserwers  therefore,  at  present  speak  of  the  disease,  in  distinction  from  other 
.similar  affections,  as  “afrop/ue  musculaire  iirogressive,  type  Duchenne- Aran." 
A short  time  after,  in  1855,  Cruveilhier,  on  the  ground  of  a positive  lesion  on 
autojisy,  first  pronounced  the  opinion  that  a disease  of  the  gray  matter  in  the 
spinal  cord  was  to  be  regarded  as  the  special  anatomical  cause  of  the  disease. 

. ince  then  a tedious  dispute  has  been  carried  on,  and  even  in  part  kept  up  to  the 
present  tune,  as  to  whether,  in  fact,  the  disease  has  its  seat  in  the  spinal  coi-d,  or 
ra  ler  in  le  muscles  themselves — a dispute  which  was  necessarily  without  results 
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for  a long  time ; the  more  because  the  actual  pathological  basis  was  very  scanty, 
and  because  the  data  of  examinations  completely  contradicted  one  another,  owing 
to  the  confusion  between  different  forms  of  morbid  processes  which  did  not  belong 
together  at  all.  The  spinal  nature  of  the  disease  was  proven  especially  by  the  in- 
vestigations of  Lockhart  Clarke,  and  Charcot,  while  in  Germany  Friedreich  in 
particular  has  of  late  asserted  its  myopathic  origin. 

In  our  opinion  there  can  no  longer  be  any  doubt*  of  the  fact  that  there  is 
a perfectly  clearly  defined  disease,  whose  chief  clinical  symptom  consists  of  a 
very  slow  but  constantly  progressing  atrophy  of  the  muscles,  following  a certain 
type,  while  anatomical  examination  shows  a degenerative  atrophy,  not  only  of 
the  affected  muscles,  but  also  of  the  corresponding  peripheral  nerve-fibers,  an- 
terior I’oot-fibers,  and  motor  ganglion-cells  in  tbe  anterior  cornua  of  the  spinal 
cord.  We  are  therefore  light  in  separating  this  disease,  as  a “spinal  form  of 
progressive  muscular  atrophy,”  from  those  cases  where  there  is  also  the  develop- 
ment of  an  independent  progressive  atrophy  of  the  muscles,  but  where  the  affec- 
tion always  remains  to  the  last  confined  to  the  muscles,  and  never  invades  the 
motor  nerves  and  the  spinal  cord.  These  last-named  cases  form  the  pure  muscu- 
lar atrophies,  which  correspond  to  the  types  of  the  “ hereditary  or  juvenile  muscu- 
lar atrophy  or  pseudo-hypertrophy”  (see  the  appendix  to  this  chapter).  The  spi- 
nal form  of  progressive  muscular  atrophy,  with  which  we  have  to  do  here,  is 
undoubtedly  nearly  allied  to  “ amyotrophic  lateral  sclerosis,”  described  in  the  pre- 
vious chapter;  but  although  in  the  latter  the  whole  pyramidal  motor  tract  may  be 
degenei’ated,  and  the  lateral  pyrainidal  tracts  in  the  cord  are  in  particular  always 
affected,  in  “ progi-essive  muscular  atrophy  ” the  degeneration,  as  we  have  said,  is 
confined  to  that  portion  of  the  motor  conducting  tract  which  extends  from  the 
ganglion-cells  of  the  anterior  cornua  to  the  muscular  fibers  themselves.  The 
further  central  prolongation  of  this  tract,  however— that  is,  the  lateral  pyramidal 
ti’act — remains  perfectly  normal.  It  is  very  improbable  that  thi.s  difference  in  the 
extent  of  the  anatomical  localization  is  the  principal  distinction  between  the  two 
diseases  named.  In  their  aetiological  relations  the  two  diseases,  and  also  progress- 
ive bulbar  paralysis  {vide  infra),  are  identical.  The  clinical  distinctions  due  to 
the  different  anatomical  localization  are,  however,  of  sufficiently  marked  promi- 
nence to  justify,  at  least  provisionally,  a special  description  cf  progressive  muscular 
atrophy  and  of  amyotrophic  lateral  sclerosis.  [In  the  great  majority  of  cases 
which  have  come  to  autopsy,  changes  have  been  found  in  the  lateral  columns,  so 
that  an  anatomical  distinction  between  the  three  affections  can  hardly  be  main- 
tained. Hence  Schultze  suggests  the  name  of  motor  tabes  as  a general  term  for 
the  three. — K.] 

The  precise  anatomical  lesion  in  progressive  (spinal)  muscular  atrophy  is  as 
follows : 

In  the  spinal  cord,  most  marked  usually  in  the  cervical  cord,  we  find  the  ante- 
rior gray  coimua  very  small ; the  ganglion-cells  have  wholly  or  largely  disap- 
peared, and  those  remaining  are  atrophied ; and  the  neuroglia  is  changed  to  a fine 
fibrous  tissue,  sometimes  studded  with  spider-cells ; but  the  latei’al  columns,  espe- 
cially the  pyramidal  tracts — that  is,  the  portion  of  the  motor  conducting  tract  cen- 
tral to  the  ganglion-cells  of  the  anterior  cornua — are  perfectly  normal.  The 
anterior  roots  and  the  affected  motor  fibers  in  tbe  peripheral  nei’ves  are  also  atiw 
l^hied,  although  in  the  nerve-trunks  the  discovery  of  degenerated  fibers  mixed 


* To  the  cases  already  published  we  caa  add  a recent  observation  of  our  own,  on  a case  of  progress- 
ive muscular  atrophy,  involving  the  upper  e.vtremities  chiefly,  with  almost  complete  atrophy  of  the 
ganglion-cells  in  the  anterior  cornua,  although  it  was  not  followed  by  a corresponding  co-existing 
degeneration  of  the  lateral  pyramidal  tracts. 
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witli  many  other  normal  fibers  is  not  perfectly  easy.  In  the  muscles  the  atrophy 
is  of  coui-se,  still  more  noticeable  on  a post-mortem  examination  than  on  examina- 
tion during  life.  The  muscles  most  affected  are  reduced  to  small,  pale,  and  flabby 
bundles,  in  which  fat  and  connective  tissue  outweigh  the  proper  muscular  tissue. 
On  histological  examination,  we  find  in  many  fibers  a simple  atrophy — that  is,  a 
very  considerable  diminution,  but  with  the  transverse  striation  still  retained ; but 
in  many  other  fibers  we  run  across  the  signs  of  a degenerative  atrophy — fatty  and 
waxy  degeneration  of  the  muscular  fibers,  a splitting  longitudinally  or  trans- 
versely, etc.  The  interstitial  connective  tissue  is  always  increased,  the  muscular 
nuclei  are  increased  in  number,  and  we  often  find  quite  a deposit  of  fat  between 
the  fibers  which  are  still  preserved. 

So  far  the  actual  lesion.  In  comprehending  it,  the  only  difficulties  arise  from 
the  questions  as  to  the  mode  of  development,  and  as  to  the  reciprocal  dependence 
of  the  different  distui’bances.  Is  the  atro^iby  of  the  anterior  coraua  to  be  regarded 
as  primary,  and  the  atrophy  of  the  nerves  and  muscles  as  a secondary  descending 
degeneration ; or  does  the  process  begin  in  the  muscles,  and  extend  upward  from 
them  to  the  spinal  cord ; or,  finally,  do  we  have  to  do  with  an  approximately 
simultaneous  degeneration  of  the  whole  motor  portion  affected  ? These  are 
questions  to  which  at  present  no  definite  answer  can  be  given.  Many  reasons  seem 
to  us  to  favor  the  belief  that  the  degenerative  process  begins  in  the  last  terminal 
branches  of  the  motor  nerves,  and  from  these  ascends  gradually  to  the  spinal  cord. 
This,  however,  is  not  yet  proven,  and  possibly  the  starting-jjoiut  of  the  disease  and 
its  fm’ther  extent  may  differ  in  different  cases. 

.ffitiology  and  Clinical  History. — Progressive  muscular  atrophy  is  an  extremely 
slow  and  chronic  disease  from  the  beginning.  We  often  can  not  find  any  aetio- 
logical  factor’s  which  seem  to  favor  its  development,  but  in  a good  many  cases  the 
first  symptoms  follow  an  immoderate  muscular  exertion.  Thus  we  see  the  first 
signs  of  ntuscular  weakness  coming  on,  for  example,  after  continued  thrashing, 
hal’d  washing,  and  similar  severe  physical  toil.  A hereditary  predisposition  is 
reported  as  common  by  most  observers,  but  it  is  at  present  certain  that  most  cases 
of  this  “ hereditai’y  muscular  atrophy  ” belong,  not  to  the  spinal,  but  to  the  myo- 
pathic form  {vide  infra).  It  also  seems  to  us  to  be  vei’y  probable  that  of  most  of 
the  other  aetiological  factors  reported  their  number  is  to  be  explained,  for  the 
most  part,  only  by  erroneously  reckoning  other  forms  of  atrophic  processes  with 
genuine  progressive  muscular  atrophy.  We  refer  especially  to  the  alleged  origin 
of  this  disease  from  injuries,  from  acute  diseases,  such  as  typhoid  and  diphtheria, 
or  from  syphilis. 

The  disease  begins,  by  far  the  most  frequently,  in  the  upper  extremities,  and 
especially,  as  it  seems,  in  the  right  arm,  but  sometimes  in  the  left,  or  in  both  arms 
at  once.  As  a rule,  it  begins  with  an  atrophy  of  the  short  muscles  of  the  thumb 
and  of  the  hypothenar  eminence,  which  is  accompanied  by  a corresponding  dis- 
turbance of  function.  Any  other  symptoms,  especially  disturbances  of  sensibility, 
paraesthesia,  or  pain,  are  usually  entirely  absent.  The  atrophy  usually  affects  the 
abductor  pollicis  brevis  firet,  and  then  the  opponens  and  the  adductor.  We  notice 
very  early  the  characteristic  sinking  in  and  flattening  of  the  ball  of  the  thumb, 
and  the  abnormal  position  of  the  thumb,  which  is  persistently  approximated  to 
the  second  metacarpal  bone— the  “ape  hand.”  At  the  same  time,  or  a little 
Ccarlier  or  later,  the  interossei  begin  to  atrophy,  which  is  recogjiized  by  the  sink- 
ing in  of  the  interos.seous  spaces  and  the  increasing  incomplete  extension  of  the 
terminal  phalanges  of  the  fingers.  The  atrophy  of  the  lumbricales  causes  a 
visible  flattening  of  the  hollow  of  the  hand.  If  the  disturbance  in  the  function 
of  the  interossei  have  reached  a certain  degree,  the  same  claw-like  position  of  the 
fingers  appears,  as  we  have  already  learned  to  recognize  in  ulnar  paralysis  (see 
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Fig.  78),  due  to  the  contracture  of  the  antagonist  of  the  interossei,  the  extensor 
communis  digitorum. 

In  the  further  progress  of  the  disease  the  atrophy  extends  either  to  the  muscles  ^ 
of  the  forearm,  or,  what  is  not  at  all  rare,  it  jumps  over  these  and  attacks  the 
muscles  of  the  shoulder,  usually  the  deltoid  first.  In  the  forearm  it  is  usually  the 
muscles  on  the  extensor  side  which  are  fii’st  attacked,  the  abductor  and  extensor 
longus  pollicis,  and  only  later  the  supinators,  flexors,  etc.  In  the  upper  arm  the 
deltoid  almost  always  atrophies  fiLrst,  and  then  the  biceps,  while  the  triceps  may 
remain  intact  for  a comparatively  long  time.  Sooner  or  later  the  muscles  of  the 
trunk  ai’e  often  added  to  the  list,  the  trapezius  firet  usually,  then  the  pectorals, 
the  rhomboidei,  and  the  latissimus  dorsi.  The  disturbance  of  function  caused 
by  the  atrophy  of  all  these  muscles  is  readily  apparent  from  what  was  said  in 
the  chapter  on  the  different  forms  of  paralysis.  In  advanced  cases  the  arms  hang 
down  laxly  by  the  two  sides  of  the  trunk.  Only  vsdth  the  greatest  difficulty,  if  at 
all,  can  the  patient  do  anything  with  them,  either  dress  or  undress;  but  he  some- 
times learns  to  help  himself,  at  least  in  some  degree,  by  throwing  movements,  by 
bending  his  body  to  meet  anything,  by  using  his  mouth  in  taking  hold  of  thingsi 
etc.  Quite  rarely  the  atrophy  finally  attacks  the  muscles  of  the  neck.  The 
severest  respiratory  disturbances  may  be  excited  by  an  implication  of  the  dia- 
phragm and  the  other  muscles  of  respiration. 

The  time  which  elapses  before  the  gradual  appearance  of  the  more  marked 
disturbances  of  function  is  almost  always  very  long.  Years  may  elapse  before 
the  atrophy  extends  from  the  little  muscles  of  the  hand  to  the  other  muscles  of 
the  arm.  In  the  muscles  of  the  legs  the  first  signs  of  atrophy  almost  always 
develop  very  late  if  at  all.  The  arms  are  often  perfectly  useless  when  the  patient 
can  still  walk  for  hours.  Of  course  there  are  some  exceptions  to  this  rule.  In 
the  arms  themselves,  too,  the  process  does  not  always  develop  in  the  way  described 
above.  Thus  we  not  very  rarely  see  the  affection  begin  in  the  scapular  fnuscles  or 
the  deltoid,  and  from  this  point  the  atrophy  involves  the  muscles  of  the  hand  or 
of  the  upper  arm.  The  muscles  of  the  trunk,  the  pectorals,  and  the  muscles  of 
the  back,  are  much  more  rarely  the  starting-point  of  the  disease,  and  in  only  a 
very  few  cases  have  we  been  able  to  make  out  that  the  disease  began  in  the  lej^s. 

It  is  worthy  of  note  that  in  such  abnormal  cases  the  muscles  first  affected  were 
sometimes,  but  not  always,  subjected  to  extraordinary  demands  in  caiTying 
loads,  etc. 

Besides  the  atrophy,  and  the  loss  of  function  that  runs  parallel  to  it,  we  must 
mention  some  other  changes  in  the  muscles.  The  fibrillary  muscular  twitchings 
are  often  very  striking.  A constant  tremor  and  wave  of  the  muscle  may  be  pro- 
voked by  them.  In  some  cases  they  are  weak  and  only  rarely  noticed.  They 
usually  become  vigorous  if  one  irritates  the  muscle  mechanically  by  a blow. 
The  electrical  excitability  of  the  diseased  muscles  varies,  inasmuch  as  it  depends 
entirely  upon  the  number  of  normal  fibers  still  preserved  in  the  muscle.  Since 
the  atrophy  affects  only  one  fiber  after  another,  the  faradic  and  galvanic  excita- 
bility decrease  gradually,  and  are  lost  completely  onjy  when  the  gi-eatest  part  of 
the  muscle  is  destroyed.  On  careful  testing,  we  can  then,  however,  almost  always 
make  out  a decided  reaction  of  degeneration  in  single  muscles  that  are  much  dis- 
eased, especially  in  the  form  of  the  so-called  partial  reaction  of  degeneration : the 
excitability  of  the  nerves  is  retained,  but  the  contractions  in  the  muscles  them- 
selves seem  very  slow,  and  the  anodic  closure  contractions  (AnSZ)  predominate 
(see  page  552). 

In  many  cases  there  is  an  increase  of  the  fatty  tissue  at  the  same  time  with 
the  atrophy  of  the  muscular  STibstance,  which  often  makes  it  very  hard  to  judge 
of  the  atrophy;  but  the  loss  of  function  in  the  muscles,  the  diminished  electrical 
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excitability,  and  the  peculiar  soft  feeling  which  atrophied  muscles  have  when 
covered  with  fat,  reveal  the  true  condition  of  things.  Other  trophic  disturbances 
in  the  skin  are  usually  entirely  absent,  but  they  are  sometimes  seen.  In  a few 
cases  a spontaneous  pemphigoid  formation  of  bullse  has  been  observed,  especially 
in  the  hands.  The  skin  sometimes  becomes  thick  and  fissured,  and  the  nails 
become  brittle,  grooved,  and  greatly  curved.  The  coldness  and  cyanosis  of  the 
skin  sometimes  seen  are  due  perhaps  to  vaso-motor  disturbances,  but  at  any  rate 
we  must  also  consider  the  disturbance  of  cnculation  which  is  due  to  the  lack  of 
muscular  movements. 

The  examination  of  the  tendon  reflexes  is  of  great  diagnostic  importance.  While 
they  are  invariably  decidedly  increased  in  the  upper  extremities  in  amyotrophic  lat- 
eral sclerosis,  they  are  entirely  absent  in  genuine  progi*essive  muscfilar  atrophy,  a 
condition  which  is  easily  explained  by  the  atrophy  of  the  motor  ganglion-cells 
belonging  to  the  reflex  arc,  or  by  the  atrophy  of  the  centrifugal  motor  fibers. 
Since  no  degeneration  of  the  lateral  pyramidal  tract  precedes  this  atrophy,  it  goes 
without  saying  that  the  preceding  increase  of  the  tendon  reflexes,  characteristic 
of  amyotrophic  lateral  sclerosis,  is  also  absent.  In  the  lower  extremities  the  patel- 
lar reflex  is  retained  as  long  as  the  disease  spares  the  legs,  but  it  is  not  increased. 
If  the  atrophy  involve  the  legs,  the  patellar  reflex  is  usually  lost. 

In  distinction  from  all  these  manifest  disturbances  in  the  motor  region,  the 
sensibility  of  the  skin  and  deeper  parts  remains  perfectly  preserved.  There  are 
also  never  any  morbid  symptoms  on  the  part  of  the  bladder  or  rectum. 

In  many  cases  the  affection  finally  invades  the  muscular  region  inneiwated 
from  the  medulla ; the  symptoms  of  “progressive  bulbar  paralysis”  {vide  infra) 
are  added  to  those  of  progressive  muscular  atrophy.  This  combination  of  spinal 
and  bulbar  disease  appears,  as  we  have  previously  shown,  as  a rule,  in  amyotro- 
phic lateral  sclerosis,  and  even  after  the  disease  has  lasted  a comparatively  short 
time.  In  genuine  progressive  muscular  atrophy  the  bulbar  symptoms  usually 
develop,  if  at  all,  only  after  the  disease  has  gone  on  for  years.  Then  the  speech 
begins  to  become  indistinct,  from  the  atrophy  of  the  tongue,  swallowing  is  difficult, 
and  the  patient  finally  succumbs  to  increasing  inanition  or  to  respiratory  disturb- 
ances. In  their  principal  characteristics  the  muscular  atrophy  of  the  extremities 
and  the  bulbar  symptoms  are  precisely  analogous  phenomena,  inasmuch  as  the 
nerve  nuclei  in  the  medulla  have  pi’ecisely  the  same  significance  for  the  muscles 
of  the  tongue,  the  pharynx,  and  the  face,  as  the  anterior  gray  cornua  of  the  cord 
have  for  the  muscles  of  the  ti'uuk  and  the  extremities.  In  many  cases,  however, 
bulbar  symptoms  do  not  develop  at  all,  since  the  patients  die  before  then  of  some 
intercurrent  disease. 

Diagnosis.— The  diagnosis  of  progressive  muscular  atrophy  can  easily  be  made 
if  we  confine  ourselves  strictly  to  the  definition  of  the  disease,  and  do  not  confuse 
it  with  other  affections  in  which  the  muscular  atrophy  is  only  a symptom  which 
under  some  circumstances  may  have  an  entirely  different  origin:  muscular  atro- 
phies in  extensive  diffuse  myelitis,  in  tumors,  and  in  the  formation  of  cavities  in 
the  cord,  in  multiple  neuritis,  as  a result  of  articular  affections  (see  the  chapters 
on  acute  and  chronic  inflammations  of  the  joints),  etc.  We  sliould  consider  espe- 
cially the  typical  course  of  the  affection  in  most  cases  of  genuine  progressive  mus- 
cular atrophy,  its  beginning  in  the  upper  extremities,  the  small  muscles  of  the 
hand,  or  more  rarely  the  muscles  of  the  shoulder  and  upper  arm,  its  slow  advancci 
the  peculiar  “individualization”  of  the  atrophy — that  Ls,  the  affection  of  some 
muscles  while  other  neighboring  muscles  remain  completely  normal;  and,  finally, 
the  absence  of  all  disturbances  of  sensibility  or  of  the  sphincters.  Progressive 
muscular  atrophy  is  doubtless  nciirly  allied  to  amyotroidiic  lateral  sclerosis,  but  the 
atter  is  distinguished  by  its  more  rapid  course,  and  especially  b\'  the  increase  of 
42 
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the  tendon  reflexes  due  to  the  affection  of  the  lateral  columns,  and  the  correspond- 
ing appearance  of  spastic  symptoms  in  the  legs.  The  differential  diagnosis  between 
the  spinal  and  the  myopathic,  juvenile  muscular  atrophy,  will  be  described  in  the 
appendix  to  this  chapter. 

The  prognosis  of  progressive  muscular  atrophy  is  to  be  regarded  as  absolutely 
unfavorable.  The  disease  appears  comparatively  benign  only  in  its  frequently 
very  slow  advance,  since  it  may  last  for  ten  or  fifteen  years,  or  even  longer.  As 
we  have  already  said,  the  fatal  termination  at  last  appears  from  some  intprcurrent 
disease,  or  as  a result  of  the  final  appearance  of  dangerous  bulbar  symptoms, 
paralysis  of  deglutition  and  respiration. 

The  results  of  treatment  are  accordingly  very  slight.  An  electrical  treatment, 
continued  for  months  and  years  -with  very  great  persistence,  can  alone  px’oduce 
a little  improvement  or  check  the  advance  of  the  atrophy  somewhat.  Temporary 
improvement  may  also  sometimes  be  attained  by  a methodical  massage  of  the 
muscles  and  a rationally  conducted  gymnastic  ti-eatment.  In  other  respects,  the 
treatment  must  be  symptomatic.  [Gowers  claims  that  daily  subcutaneous  injec- 
tions of  strychnine,  gr.  to  (grm.  0‘0005-0‘002)  often  arrests  the  disease. — K.] 


APPENDIX. 

THE  PRIMARY  MYOPATHIC  FORMS  OP  MUSCULAR  ATROPHY. 

{Hereditary  or  Juvenile  Forms  of  Muscular  Atrophy.  Pseudo-hypertrophy  of  the  Muscles.  PseudM- 

hypertrophic  Muscular  Paralysis.) 

Besides  the  spinal  form  of  progressive  muscular  atrophy,  just  described,  there 
are  also  morbid  conditions  of  the  muscles,  which  develop  exclusively  in  the  mus- 
cles themselves,  independently  of  any  discoverable  affection  of  the  spinal  or 
peripheral  motor  nerve-tracts,  and  which  also  lead  to  a very  considerable  atrophy 
and  a corresponding  disturbance  of  function  in  them.  Besides  this  anatomical 
distinction,  which  is  still  more  sharply  pronounced  in  the  special  form  of  the  dis- 
ease of  the  muscles  {vide  infra),  an  essential  clinical  distinction  between  the  spinal 
and  the  myopathic  forms  of  muscular  atrophy  is  shown  by  the  fact  that,  with  few 
exceptions,  the  myopathic  form  appears  in  youth,  and  often  even  in  childhood,  and 
that  it  very  often  attacks  several  members  of  the  same  family.  We  may  there- 
fore imagine  that  a congenital  defective  predisposition  of  the  muscular  system  is 
the  chief  cause  of  myopathic  muscular  atrophy. 

The  form  of  this  class  of  muscular  diseases  longest  known  is  the  so-called 
pseudo-hypertrophy  of  the  muscles,  a disease  in  which  the  actual  atrophy  of  the 
muscular  fibers  is  in  part  so  concealed  by  an  increase  of  the  inteistitial  fatty  tissue 
that  the  atrophied  muscles  show  even  an  increase  of  volume.  Griesinger  in  1864 
gave  the  first  accurate  description  of  this  condition  in  Germany,  while  Duchenne 
first  called  attention  to  the  disease  in  France,  and  in  1868  was  able  to  give  a very 
complete  description  of  the  clinical  aspect  of  the  disease.  M.  Eulenburg  and  Cohn- 
heim,  by  the  first  careful  anatomical  examination  of  the  nervous  system,  had 
already  before  this  (in  1866)  made  out  that  its  condition  was  perfectly  normal. 

Of  late,  however,  we  have  reached  the  opinion  that  juvenile  myopathic  mus- 
cular atrophy  need  not  always  appear  wholly  in  the  form  of  lipomatous  pseudo- 
hypertrophy, but  that  it  may  develop  partly,  if  not  exclusively,  as  simple  muscular 
atrophy  with  a considerable  loss  of  volume  in  the  muscles.  Erb  in  particular  has 
lately  described  a number  of  cases,  which  have  led  him  to  establish  a second 
special  form  of  juvenile  muscular  atrophy.  In  fact,  we  can  not  deny  that  we  can 
establish  different  “ types  ” of  myopathic  muscular  atrophy  on  the  ground  of  cer- 
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tain  peculiarities;  but  it  is  shown  by  increasing  experience,  as  Erb  himself  has 
already  stated,  that  the  individual  types  do  not  differ  in  principle,  but  that  they 
may  run  into  one  another  in  various  ways.  In  what  follows,  the  separate  descrip- 
tion of  the  chief  types  known  at  present  is  to  be  regarded  as  separate  only  in  a 
clinical  sense.  We  hold  firmly,  however,  to  the  general  distinction  between  these 
types  and  the  spinal  form  of  muscular  atrophy.  The  constant  confusion  of 
these  two  forms  of  disease  has  been  the  main  cause  of  the  errors  that  obtained 
until  a short  time  ago  in  regard  to  all  the  questions  with  reference  to  this  subject. 
It  is  still  advisable  at  present,  however,  especially  from  didactic  reasons,  to  describe 
the  myopathic  forms  directly  after  the  spinal  forms. 

1.  PsEUDO-HYPEETROPHY  OP  THE  MuscLES  {Lipomatosis  luxurians  muscu- 
laris  progressiva  of  HeUer;  Atrophia  musculorum  Upomatosa  of  Seidel). — 
Pseudo-hypertrophy  develops  almost  invariably  in  childhood,  somewhere  between 
the  ages  of  five  and  eight  years.  It  very  often  depends  upon  a pronounced  heredi- 


Fiq.  92.— Positions  of  a child  with  hereditary  (pseudo-hypertrophic)  muscular  atrophy,  on  rising  to  an 

erect  attitude.  (From  Gowers.) 

tary  predisposition,  since  several  children  of  the  family  are  affected  by  the  disease 
in  the  greater  part  of  the  cases.  More  rarely  we  can  make  out  the  same  disease 
in  the  patient’s  antecedents.  The  male  sex  is  decidedly  more  disposed  to  the  dis- 
ease than  the  female.  Sometimes,  hut  not  always,  we  also  find  in  the  affected 
families  some  disposition  to  a nervous  taint,  such  as  hysteria,  epilepsy,  feeble- 
mindedness, anomalies  of  the  skull,  etc. 

The  disease  begins  gradually  and  almost  always  without  a special  exciting 
cause.  The  parents  notice  that  the  child,  who  had  been  x>reviously  perfectly 
well  and  strong,  becomes  insecure  on  his  legs,  so  that  he  can  no  longer  jump  or 
go  up-stairs  as  v/ell  tis  he  used  to  do.  This  points  to  the  first  characteristic  pecul- 
iarity wherein  pseudo-hypertrophy  differs  from  progressive  muscular  atrophy.  It 
begins,  with  rare  exceptions,  in  the  muscles  of  the  trunk,  especially  in  the  muscles 
of  the  back  and  loins,  and  in  the  muscles  of  the  lower  extremities,  especially  in 
those  of  the  thigh.  Wliile  the  arms  and  hands  are  still  perfectly  normal,  walking 
constantly  grows  more  and  more  difficult,  and  the  gait  very  soon  assumes  so  char- 
acteristic a type  that  from  this  alone  the  diagnosis  can  often  be  made  at  the  first 
glance.  Tlie  gait  becomes  waddling,  the  belly  appears  very  prominent,  the  verte- 
bral column  is  arched  forwai’d  in  the  lumbar  region  in  marked  lordosis,  and  the 
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whole  upper  part  of  tlie  body  is  balanced  on  the  legs.  The  legs  are  raised  slowly 
and  with  difficulty,  and  tRe  toes  usually  droop  from  paresis  of  the  doreal  extensoi’s. 
The  child’s  movements,  when  he  tides  to  raise  himself  from  the  floor  or  pick  up 
any  object,  are  very  characteristic,  and  are  alike  in  almost  all  cases.  Since  it  is 
impossible  to  raise  the  trunk,  the  child  usually  gets  on  all  fours  first,  and  then 
gradually  straightens  himself  up  hy  leaning  his  arms  on  his  knees  (see  Fig.  92). 
Later  on  disturbances  of  motion  appear  in  the  upper  extremities  also,  and  in  gen- 
ei’al  they  are  very  similar  to  those  to  be  described  more  fully  in  the  next  type. 

If  we  examine  the  patient  more  closely  we  shall  usually 
find  at  the  first  glance  an  extraordinary  increase  in  the  vol- 
ume of  single  muscles  (see  Fig.  93).  The  calves  are  dis- 
proportionately thick,  and  sometimes  the  thighs  also;  the 
arms  are  affected  later,  esiDecially  the  deltoids,  the  triceps, 
etc.  This  increase  of  volume  is  caused  by  an  abnormal  in- 
terstitial development  of  fat,  “ ijseudo-hypertrophy.  ” Hence 
the  muscles  do  not  feel  firm,  but  soft  and  spongy.  It  is  by 
no  means  rare,  however,  that,  besides  the  pseudo-hypertro- 
phy in  some  muscles,  a genuine  atrophy  develops  in  others, 
with  a pronounced  loss  of  substance  and  without  any  co- 
existing development  of  fat.  This  is  seen  especially  in  the 
upper  extremities.  Finally,  there  seems  to  be  in  addition 
even  a genuine  muscular  hypertrophy.  In  several  cases  we 
have  seen  a marked  increase  in  volume  in  the  muscles  of 
the  calves,  which  were  capable  of  quite  an  extraordinary 
display  of  strength.  In  such  cases,  however,  there  is,  prob- 
ably, in  our  opinion,  a sort  of  compensatory  hypertrophy, 
since  the  muscles  that  are  still  able  to  work  are  exerted  im- 
moderately. 

Fibrillai’y  twitchings  of  the  muscles  can  only  very  rarely 
be  plainly  noticed,  which  is  probably  connected  with  the 
form  of  atrophy  (vide  infra) . Electrical  examination  shows 
a diminution  of  excitability  corresponding  to  the  atrophy 
and  to  the  increased  deposit  of  fat,  but  never  reaction  of  de- 
generation. This  is  a fact  of  great  importance  because  it 
agrees  with  the  anatomical  condition  of  the  diseased  mus- 
cles, and  is  in  remarkable  contrast  to  the  occurrence  of 
reaction  of  degeneration  in  spinal  muscular  atrophy.  The 
phy  of  the  muscles,  sensibility  remains  perfectly  normal,  and  also  micturition 

(from  DuCHKNNB.)  , 1 p n , n n 1 J.  • 

and  defecation ; the  patellar  reflex  was  absent  in  some  oi 
the  cases  examined  by  us.  It  is  noticeable  that  the  skin,  especially  in  the  legs, 
very  often  shows  a peculiar  bluish  marbled  coloring.  Bulbar  symptoms  probably 
never  occur.  The  intelligence  in  most  cases  is  perfectly  normkl,  but  it  sometimes 
happens  that  children  with  hereditary  muscular  atrophy  at  the  same  time  show 
manifest  signs  of  mental  or  even  of  moral  weakness. 

The  disease  advances  very  slowly  but  without  remissions.  Finally  the  patient 
can  not  walk  at  all;  he  is  confined  to  the  bed,  and  becomes  more  and  more  help- 
less. Death  usually  ensues  from  some  intercurrent  disease,  hut  sometimes  from 
insufficiency  of  the  respiratory  muscles. 

The  anatomical  lesions  in  all  cases  of  genuine  pseudo-hypertrophy,  w'hether 
hereditary  or  arising  in  childhood,  which  have  thus  far  been  carefully  examined 
(Chai’cot,  F.  Schultze,  Berger,  and  others),  have  been  completely  negative  with 
regard  to  the  nervous  system.  Except  for  accidental  and  insignificant  complica- 
tions, the  spinal  cord,  and  especially  its  anterior  gray  matter,  have  been  perfectly 
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norma,!.  In  the  muscles  microscopic  examination  shows  a very  considerable  in- 
crease of  the  interstitial  connective  tissue,  and  especially  of  the  fatty  tissue  between 
the  single  fibers  of  the  muscle.  This  may  sometimes  be  seen,  even  during  the 
patient’s  life,  by  harpooning  or  excising  little  pieces  of  muscle.  The  fibers  them- 
selves have  hot  undergone  fatty  degeneration,  and  they  show  but  very  little  de- 
generative atrophy,  but  everywhere  their  transverse  striation  is  manifest.  Some 
of  them  are  perfectly  normal  in  volume,  others  decidedly  smaller,  and  some  are 
even  actually  hypertrophied  (compensatory  hypertrophy  ?).  We  see,  then,  that 
the  anatomical  lesions  of  the  muscular  disease  are  essentially  different  from  the 
purely  degenerative  changes  in  the  muscles  in  spinal  muscular  atrophy. 

2.  Erb’s  Porm  of  Juvenile  or  Hereditary  Muscular  Atrophy. — This  form 
also  begins  almost  always  in  youth,  before  the  age  of  twenty,  but,  as  a rule,  some- 
what later  than  the  form  associated  with  pseudo-hypertrophy.  It  is  occasionally 
or  even  very  often  hereditary  or  generic  (that  is,  occurring  in  families),  and  the 
female  members  of  the  family  are  often  attacked  by  this  form,  while  pseudo- 
hypertrophy is  seen  especially  in  boys.  The  disease  is  also,  like  pseudo-hyper- 
trophy, sometimes  seen  to  begin  in  the  back  and  legs,  but  quite  frequently  the 
shoulders  and  upper  extremities  are  first  attacked.  There  is  also  a remarkable 
regularity  in  the  choice  of  the  muscles  attacked.  According  to  Erb,  the  following 
muscles  are  almost  constantly  diseased  in  the  trunk  and  the  upper  extremities: 
the  pectoralis  major  and  minor,  the  trapezius,  the  latissimus  dorsi,  the  serratus 
magnus,  the  rhomhoidei,  the  sacro-lumbalis  and  longissimus  dorsi,  and  later  the 
triceps.  The  following,  however,  almost  always  remain  normal : the  sterno-mas- 
toid,  the  levator  anguli  scapulae,  the  coraco-brachialis,  the  teres  major  and  minor, 
the  deltoid,  the  supra-spinatus  and  infra-spinatus,  and,  in  distinction  from  what 
was  especially  stated  in  regard  to  spinal  muscular  atrophy,  the  small  muscles  of 
the  hand.  The  muscles  of  the  forearm,  too,  except  the  supinator  longus,  remain 
intact  for  a long  time,  if  not  entirely.  In  the  lower  extremities  the  ati'ophy 
attacks  chiefly  the  glutaei,  the  quadriceps,  the  peronei,  and  the  tibialis  anticus, 
while  the  sartorius  and  the  muscles  of  the  calf  are  usually  spared  for  a long  time. 
Fibrillary  twitchings  in  the  affected  muscles  are  generally  absent,  and  there  is 
never  any  reaction  of  degeneration. 

The  disturbances  of  function  due  to  this  condition  are  self-evident,  so  that  a 
full  description  of  them  may  be  omitted.  The  arms  usually  suffer  first,  as  we 
have  said.  The  marked  projection  of  the  scapulae,  from  the  paralysis  of  the  ser- 
ratus, is  especially  characteristic.  The  gait  soon  becomes  waddling,  as  in  pseudo- 
hypertrophy, and,  finally,  walking  is  utterly  impossible.  The  whole  course  of  the 
disease  is  always  very  chronic.  Erb  describes  cases  in  which  the  disease  has 
existed  from  twenty-three  to  thirty-eight  years.  Bulbar  symptoms  are  as  rare  as 
in  muscular  pseudo  hypertrophy.  It  is  of  significance  that  the  diaphragm  may 
atrophy,  and  the  consequent  respiratory  disturbance  may  be  the  cause  of  death. 

If  we  have  an  opportunity  to  examine  the  diseased  muscles  anatomically,  we  find 
that  the  interstitial  development  of  fat  is  entirely  absent.  The  connective  tissue 
is  somewhat  increased,  and  its  nuclei  are  more  numerous  than  in  healthy  muscles. 
In  the  beginning  of  the  disease  some  of  the  muscular  fibers  arc  hypertrophied,  but 
simply  atrophied  fibers  predominate.  The  number  of  muscular  nuclei  is  con- 
siderably.increascd.  We  often  see  vacuoles  in  the  individual  fibers.  The  more 
the  muscular  substance  wastes  the  more  abundant  becomes  the  connective  tissue, 

3.  The  Infantile,  usually  Generic  Form  of  Myopathic  Muscular  Atrophy 
WITH  Impucation  of  the  Facial  Muscles.  (Duchenue,  Landouzy  and  Dejerine; 
see  Fig.  94.)— Duchenne  had  already  observed  that  in  children  there  is  a form  of 
muscular  atrophy  which  begins  in  tlie  mascles  of  the  face;  but  his  .statements 
were  almost  forgotten  until,  a few  years  ago,  Landouzy  and  D6jerine  called  atten- 
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tion  anew  to  this  subject,  and  demonstrated,  contrary  to  previous  belief,  that  im- 
plication of  the  facial  muscles  is  by  no  means  an  unusual  symptom.  Indeed,  the 

disease  very  often  begins  in 
the  facial  muscles;  the  eyes 
can  no  longer  be  completely 
closed,  and  the  movements  of 
the  mouth  in  whistling,  laugh- 
ing, and  talking  become  im- 
paired. From  the  sinking  in 
of  the  cheeks,  the  drooping  of 
the  under  lip,  etc.,  there  devel- 
ops a very  characteristic  type 
of  countenance  (“/acfes  myo- 
2)athique  ”),  by  which  the  prac- 
ticed eye  can  recognize  the 
affection  at  once.  As  the  dis- 
ease advances  the  muscles  of 
the  shoulder  and  uiiper  arm 
are  usually  first  affected,  some- 
times the  muscles  of  the  back, 
the  thigh,  etc.  The  muscles  of 
mastication,  the  internal  ocu- 
lar muscles,  and  the  muscles 
of  the  forearm  and  hand  al- 
ijiost  always  remain  normal. 
A slight  permanent  contrac- 
ture of  the  biceps  is  often  pres- 
ent and  is  characteristic.  The 
selection  of  muscles  usually 
afiFected  is  almost  precisely  the 
same  as  in  the  previously  de- 
scribed juvenile  muscular  atro- 
phy. Fibrillary  contractions 
and  reaction  of  degeneration 
are  almost  always  absent.  We  therefore  believe  that  the  two  forms  are  not  sharp- 
ly to  be  separated,  but  that  they  are  closely  allied  to  each  other.  The  implication 
of  the  facial  muscles  was  in  former  times  probably  often  overlooked.  In  order  to 
detect  it  it  is  the  best  plan  to  have  the  patient  close  his  eyes  when  the  head  is 
bent  backward;  we  can  then  readily  detect  the  fissure  left  between  the  eyelids 
(insufficiency  of  the  orbicularis  oculi).  Sometimes  the  defective  development  and 
functions  of  the  facial  muscles  seem  to  be  a congenital  condition,  which  may  re- 
main as  such,  or  to  which  sooner  or  later  an  actual  progressive  muscular  atrophy 
is  added.  We  have  ourselves  recently  made  the  especially  interesting  observation 
that  sometimes  we  find  in  the  relatives  (brothei’s  or  sistex’s)  of  patients  with  pro- 
nounced myopathic  muscular  atrophy,  signs  of  a congenital  weakness  of  develop- 
ment of  the  facial  muscles,  such  as  incomplete  closui-e  of  the  lids,  inability  to 
whistle,  etc.,  without  any  disease  which  progresses  fui’ther. 

That  all  three  of  the  forms  just  described  of  juvenile  atrophy  and  pseudh-hyper- 
trophy  ax’e,  at  bottom,  probably  identical  diseases,  follows  not  only  fi’om  all  the 
other  similarities  mentioned,  but  also  from  the  fact  that  sometimes  one  of  the 
children  affected  in  the  family  displays  x’ather  the  type  of  pseudo-hyperti’ophy, 
another  the  type  of  simple  juvenile  atrophy.  We  also  find  various  ti’ansitions 
between  the  different  forms.  Thus,  for  example,  pseudo-hypertrophy  in  the  legs 


Fio.  94.— Juvenile  myopathic  muscular  atrophy  in  a ten-year- 
old  child,  with  marked  implication  of  the  facial  muscles. 
Inability  to  close  the  eyes  or  move  the  lips.  Atrophy  of  the 
pectorals,  etc.  (From  the  Erlangen  Medical  Clinique.) 
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may  be  associated  with  simple  atrophy  of  the  arms.  The  affection  may  also 
beoin  in  tbe  arms,  while  later  the  facial  muscles  are  also  affected.  We  do  not 
know  what  causes  produce  the  great  increase  of  fat-tissue  in  a part  of  the  cases. 
Even  in  the  cases  without  the  interstitial  development  of  fat  the  atrophy  of  the 
muscles  is  essentially  simple,  not  degenerative,  and  the  motor  nerves  and  spinal 
cord  remain  normal,  at  least  according  to  all  present  experience.  Erh  groups 
the  two  forms  together,  under  the  name  of  “ dystrophia  muscularis  progres- 
siva." 

The  differential  diagnosis  between  the  myopathic  and  the  spinal  muscular 
atrophies  is  not  difScult,  if  we  pay  attention  to  the  juvenile  or  generic  character  of 
the  former,  and  also  to  its  characteristic  localization,  affecting  the  extensors  of  the 
spine  and  leaving  free  the  small  muscles  of  the  hand,  etc.,  and  to  the  absence  of 
fibrillary  twitchings  and  of  reaction  of  degeneration  in  the  muscles. 

The  treatment  can  scarcely  ever  be  expected  to  give  permanent  results,  but 
sometimes,  even  in  juvenile  muscular  atrophies,  some  considerable  improvement 
has  been  obtained  by  a very  persistent  electrical  treatment  and  massage  of  the 
muscles. 

[Charcot  and  Marie,  and,  independently  of  them.  Tooth,  have  described  a form 
of  progressive  atrophy,  the  “ peroneal  type,”  which  begins  in  the  peroneal  mus- 
cles, or  perhaps  in  the  intrinsic  muscles  of  the  foot.  It  occurs  usually  in  families, 
and  begins  in  the  second  half  of  childhood,  seldom  after  the  age  of  twenty.  Males 
are  most  frequently  affected.  There  is  some  fibrillary  twitching  of  the  affected 
muscles,  and  reaction  of  degeneration  may  occur.  The  muscular  atrophy  may 
lead  to  club-foot.  Vasomotor  and  sensory  disturbances  have  heen  noted.  It  is 
rather  apt  to  follow  acute  diseases,  especially  measles.  The  pathology  is  still  ob- 
scure, but  many  writers  are  disposed  to  think  it  due  to  a peculiar  form  of  chronic 
peripheral  neuritis.  Hence  it  is  sometimes  spoken  of  as  progressive  neuritic 
atrophy. — K.] 


CHAPTER  IX. 

THE  SO-CALLED  SPASTIC  SPINAL  PARALYSIS. 

{Primary  Lateral  Sclerosis.  Spasmodic  I'abes  Dorsalis.) 

In  the  year  1875  Erb,  and  soon  after  Obarcot,  called  attention  to  a clinical  form 
of  spinal  paralysis  by  no  means  rare,  which  is  chai-acterized  “by  a gradually 
increasijig  paresis  and  paralysis,  usually  advancing  slowly  from  below  upward, 
with  muscular  tension,  reflex  contractions  and  contractures,  with  a marked  increase 
of  the  tendon  reflexes,  with  complete  absence  of  sensory  and  trophic  disturbances, 
of  vesical  and  sexual  weakness,  and  of  any  cerebral  disturbance.”  Both  observera 
agreed  in  assuming  a “primary  symmetrical  sclerosis  of  the  lateral  columns”  as 
the  anatomical  cause  of  this  condition. 

The  numerous  observations  published  in  the  following  years  have  shown  that 
the  type  of  disease  just  briefly  described  is,  in  fact,  often  to  be  met  with,  and  may 
easily  be  distinguished  from  the  other  forms  of  spinal  paralysis.  The  hypothesis 
as  to  its  anatomical  basis  has  not  yet  been  confirmed,  however,  since,  in  all  the 
cases  that  have  come  to  autopsy  so  far,  other  anatomical  changes  were  found 
instead  of  the  pi-irnary  lateral  sclerosis  supposed  to  be  the  only  lesion ; but  it  can 
not  be  denied  that,  besides  other  lesions,  of  course,  a disease  of  the  lateral  columns 
has  been  repeatedly  made  out  in  such  cases;  and  that  this  was  certainly  not  with- 
out significance  for  the  occurrence  of  the  group  of  symptoms  in  question.  It  is 
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also  not  at  all  impossible  that  there  may  he  an  isolated  systemic  disease  of  the 
lateral  columns,  especially  of  the  pyramidal  tracts,  without  any  disease  of  the  gray 
matter  or  of  other  portions  of  the  cord  at  the  same  time,  which  disease  is  closely 
connected  with  amyotrophic  lateral  sclerosis  in  particular,  and  is  a further  link 
in  the  chain  of  primary  diseases  of  the  motor  conducting  tract;  but,  as  we  have 
said,  a definite  case  of  isolated  disease  of  the  spinal  pyramidal  tracts,  without 
invasion  of  the  anterior  gray  cornua,  has  not  yet  been  known. 

In  what  follows  we  will  fh’st  describe  the  clinical  peculiarities  of  spastic  spinal 
paralysis,  and  then  add  the  enumeration  of  its  anatomical  causes,  as  far  as  they 
are  known  at  present.  Hence  we  mean  by  “ spastic  spinal  paralysis  ” only  a group 
of  symptoms  which  is  so  often  observed  that,  from  practical  reasons,  it  is  advis- 
able to  give  it  a short  and  unprejudiced  name. 

Type  of  Spastic  Spinal  Paralysis. — Two  symptoms  predominate  in  the  picture 
of  spastic  spinal  paralysis:  motor  paresis,  and  the  increase  of  the  tendon  reflexes — 
the  patellar  reflex,  and  the  ankle  clonus.  The  former— we  are  speaking  at  present 
only  of  the  spastic  paralysis  of  the  legs,  which  is  by  far  the  most  fiequent  and  the 
most  clearly  marked— is  found  in  various  degrees,  from  a simple  weakness  of 
movement  to  a complete  and  more  or  less  extensive  paralysis.  It  is  the  second 
symptom,  however,  which  gives  to  the  disturbance  of  motion  its  characteristic 
feature  of  spastic  paralysis.  If  the  increase  of  the  tendon  reflexes  be  very  consid- 
erable, the  reflex  contractions  come  on  even  upon  the  stretching  and  pulling  of  the 
tendons,  which  is  excited  by  the  weight  of  the  limbs  or  by  any  active  or  passive 
movements.  The  reflex  muscular  tension  opposes  any  attempt  at  motion.  The 
muscles  feel  rigid  and  firm,  and  the  legs  are  often  found  in  almost  permanent 
contracture  and  extended,  with  the  feet  in  plantar  flexion.  If  we  try  to  flex  the 
leg  passively  at  the  knee,  or  if  we  try  to  extend  the  foot  dorsally,  we  And  it  almost 
impossible  to  do  so.  The  more  rapidly  and  suddenly  we  try  to  produce  the  motion, 
the  more  marked  is  the  muscular  resistance,  which  can  scarcely  be  overcome.  If, 
however,  we  go  to  work  very  slowly  and  cautiously,  and  avoid  any  sudden  ten- 
sion of  the  tendons,  we  can  almost  always  flex  the  leg  without  special  trouble. 
If  we  put  the  patient  on  the  edge  of  the  bed,  the  legs  do  not  hang  down  laxly,  but 
they  usually  fall  at  once  into  a vigorous  extensor  tetanus,  since  the  weight  of  the 
leg  puts  the  quadriceps  into  contraction  by  the  tension  on  the  ligamentum  patellas. 
A convulsive,  reflex  tremor  of  the  whole  leg  often  comes  on  at  once,  similar  to 
ankle  clonus.  If  we  examine  the  patient  while  in  the  bath  we  And  the  spasms 
decidedly  less,  because  in  the  water  the  influence  of  the  weight  of  the  limb  is 
absent. 

Active  motion,  as  is  easily  explained,  must  also  be  impaired  from  the  inhibi- 
tory action  of  the  reflex  spasms.  The  degree  of  disturbance  of  motion  is  thus 
increased,  and  the  paresis  often  seems  greater  than  is  really  the  case.  The  influ- 
ence of  the  muscular  tension  is  especially  manifest  in  the  gait  of  the  patient.  As 
long  as  walking  is  still  possible,  we  notice  very  plainly  that  it  is  rendered  difficult, 
not  only  by  the  muscular  paresis,  but  also  by  the  stiffness  of  the  legs.  The 
patient  walks  with  short  and  difficult  steps,  the  legs  are  scarcely  flexed  at  the 
knee,  and  the  feet  are  scarcely  raised  at  all.  The  feet  “ stick  to  the  floor  ” and 
are  slowly  slid  forward,  and  there  is  a marked  tendency  to  walk  on  the  toes  from 
the  contraction  in  the  muscles  of  the  calves.  The  weight  of  the  body  alone  presses 
the  feet  downward.  We  term  this  very  characteristic  form  of  gait  the  spastic- 
paretic  gait. 

The  increase  in  the  tendon  reflexes  may  also  exist  without  the  presence  of  ar  j 
special  motor  paresis  of  the  muscles  at  the  same  time.  Since,  however,  in  this 
case,  the  motion  is  not  a little  influenced  by  the  constant  spasms,  a disturbance  o^^ 
motility  may  be  counterfeited,  which  might  be  called  “ spastic  pseudo-paralysis. 
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or,  more  properly,  pseudo-paresis.  In  these  cases  the  muscular  strength  is  almost 
normal,  and  the  patient  can ’walk  for  quite  a long  time.  Nevertheless,  all  his 
movements  are  stiff  and  difficult,  and  the  gait  shows  all  the  peculiarities  of  the 
pure  spastic  gait.  The  steps  are  not  very  short  and  they  follow  one  another  quite 
rapidly,  but  the  legs  remain  perfectly  stiff  and  are  scarcely  raised  from  the 
ground,  and  the  patient  walks  almost  entirely  on  his  toes.  In  the  house  the 
patient  walks  with  a noisy  shuffle,  and  in  soft  sand  we  can  see  the  furrows  drawn 
by  the  feet  as  they  slide  along  the  ground. 

Although  we  are  doubtless  justified  in  referring  the  spastic  condition  mainly 
to  the  increase  in  the  tendon  reflexes,  we  must  also  add  that  sometimes  symptoms 
of  direct  motor  irritation  may  occur — single  rapid  or  slow  contractions,  for  which 
we  can  not  make  out  a reflex  origin.  In  some  muscles  there  seems  sometimes  to 
be  a state  of  constant  tonic  ii’ritation;  thus  we  often  see  the  great  toes  in  a perma- 
nent state  of  marked  dorsal  extension.  If  the  patient  bend  his  knee,  a marked 
dorsal  extension  of  the  foot  is  added  as  an  associated  movement.  Although  the 
symptoms  mentioned  are  the  characteristic  positive  features  of  “ spastic  spinal 
paralysis,”  yet,  in  the  original  sense  of  the  word,  the  affection  is  also  character- 
ized by  the  fact  that  certain  other  spinal  symptoms,  especially  disturbances  of 
sensibility,  distm’bances  in  micturition  and  defecation,  ataxia,  muscular  atrophy, 
and  other  trophic  symptoms,  are  entirely  absent.  Only  when  such  was  the  case 
have  Erb  and  Charcot  claimed  that  a special  anatomical  cause  must  Lie  at  the  bot- 
tom of  the  peculiar  group  of  symptoms.  In  fact,  the  cases  in  which  we  happen 
to  see  the  type  of  genuine  spastic  spinal  paralysis  without  any  other  symptoms  are 
not  very  rare.  It  develops  slowly  and  gradually,  without  known  cause,  and  usu- 
ally in  patients  in  youth  and  middle  life.  One  leg  is  first  affected  and  then  the 
other.  The  muscles  of  the  trunk  and  of  the  arms  ai*e  sometimes  added  to  the  list 
later  on,  and  in  the  arms  we  find  a paresis  with  a decided  increase  of  the  tendon 
reflexes  and  without  any  disturbance  of  sensibility  or  any  muscular  atrophy. 
This  type  of  disease,  however,  only  very  rarely  remains  in  its  purity — at  least, 
according  to  present  experience.  Sooner  or  later  other  symptoms  are  mixed 
with  it,  and  in  those  cases,  which  so  far  have  come  to  autopsy,  the  anatomical 
lesions  are  by  no  means  always  of  the  same  sort. 

Pathological  Lesions. — As  we  have  already  said,  Ei’b  and  Charcot  originally 
advanced  the  hypothesis  that  the  anatomical  basis  of  spastic  spinal  paralysis  is 
to  be  found  in  a sclerosis  of  the  lateral  columns.  This  opinion  is  well-founded, 
ina.smuch  as  the  picture  of  the  symptoms  of  spastic  spinal  paralysis  manifestly 
recalls  amyotrophic  lateral  sclerosis  in  many  of  its  relations.  In  both  diseases  wo 
find  symptoms  limited  exclusively  to  the  motor  sphere,  and  an  increase  of  the 
tendon  reflexes.  The  only  distinction  is  in  the  muscular  atrophy,  whose  anatomi- 
cal cause  is  undoubtedly  to  be  found  in  the  atrophy  of  the  anterior  gray  cornua. 
If  we  imagine  the  pyramidal  tract  exclusively  affected,  without  co-existing  disease 
of  the  gi’ay  matter,  the  result  must  be  the  picture  of  “ spastic  spinal  paralysis. ” 
This  line  of  reasoning,  the  justification  of  which  must  to-day  be  acknowledged, 
ha.s,  however,  not  yet  been  entirely  confirmed  by  facts;  but  we  have  learned  to 
recognize  a chain  of  circumstances  under  which,  at  least  at  times,  the  symptoms 
of  spastic  spinal  paralysis  may  arise. 

We  must  first  mention  that  cerebral  changes,  especially  chronic  hydrocephalus, 
may  sometimes  simulate  the  type  of  spastic  spinal  paralysis.  Except  for  .some 
anomalies  in  the  skull,  special  cerebral  symptoms  may  be  entirely  absent,  while 
the  motility  of  the  legs  (and  arms)  is  diminished,  and  tlie  tendon  reflexes  arc  so 
decidedly  increased  that  the  symptoms  of  spastic  paralysis  may  result.  R.  Schulz 
and  we  ourselves  have  made  such  observations. 

The  following  changes  are  also  to  be  considered  : 
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1.  Transverse  myelitis  in  the  upper  dorsal  or  the  cervical  cord.  This  some- 
times shows  a remarkable  symmetiy  in  its  distribution  for  some  time,  and  a 
predominant  localization  in  the  lateral  columns,  while  the  posterior  columns 
remain  comparatively  free.  Hence,  as  we  can  easily  understand,  the  result  is 
a paralysis  of  the  legs  with  greatly  increased  tendon  reflexes,  but  with  normal 
sensibility.  Tumors  of  the  cervical  cord  may  more  rarely  cause  similar  appear- 
ances. 

2.  Compression  of  the  Spinal  Cord. — A gentle  compression  of  the  cord  in  the 
cervical  or  dorsal  region  is  followed,  as  we  have  seen,  by  pai’esis  and  increase  of 
the  reflexes,  but  not  by  sensory  disturbance.  We  can  understand  that,  if  no 
manifest  cause  of  compression  can  be  made  out,  a primaiy  affection  of  the  cord 
may  simulate  the  symptoms  of  spastic  spinal  paralysis. 

3.  Multiple  sclerosis  may  also  frequently  show  such  a localization  of  its  nodules 
as  to  be  followed  by  paresis  and  spastic  symijtoms  without  sensory  disturbances. 
The  case  diagnosticated  by  Charcot  himself  as  “ spasmodic  tabes  donsalis  ” turned 
out  on  autopsy  to  be  multiple  sclerosis. 

4.  In  a case  obseiwed  by  us,  with  almost  the  entire  and  pm'e  type  of  symptoms 
of  spastic  spinal  paralysis,  the  autopsy  showed  a hydi’omyelus  with  co-existing 
degeneration  of  the  lateral  columns. 

5.  Spastic  paralysis  has  been  sometimes  observed  to  come  on  after  acute  dis- 
eases, but  the  reports  of  autopsies  in  such  cases  are  at  present  wanting. 

6.  Finally,  we  will  here  briefly  mention  the  combined  systemic  disease  of  the 
pyramidal  tract,  the  lateral  cerebellar  tract,  and  the  columns  of  Goll,  in  adults, 
described  by  us.  In  tliese  cases  we  And  a gradually  increasing  paralysis  of  the 
legs,  and  later  of  the  arms,  with  increased  tendon  reflexes,  spastic  symptoms,  and 
sensibility  almost  perfectly  normal.  Later  on,  however,  vesical  disturbances  arise, 
which  are  probably  to  be  referred  to  the  disease  of  the  columns  of  Goll.  The 
occurrence  of  true  ataxia  in  the  legs,  with  weakness  and  increased  tendon  reflexes, 
seems  to  be  not  unusual;  but  lancinating  pains,  marked  disturbances  of  sensi- 
bility, and  pupillary  changes  are  always  absent,  so  that  the  morbid  picture  is 
always  very  materially  different  from  that  of  tabes  dorsalis.  Further  observa- 
tions must  give  us  more  definite  knowledge  as  to  the  frequency  and  the  possibility 
of  diagnosis  of  this  apparently  especially  limited  form  of  spinal  disease.  Min- 
kowslcy  has  also  recently  reported  a case  in  which  anatomical  examination 
showed  nothing  but  primary  degeneration  of  the  pyramidal  and  cerebellar  tracts 
in  the  two  lateral  columns  as  the  cause  of  a spastic  spinal  paralysis.  In  this  and 
in  some  similar  cases,  which  come  very  close  to  Erb’s  and  Charcot’s  theoretical 
postulate,  syphilis  was  perhaps  to  be  regarded  as  tlie  special  cause  of  the  disease. 

Diagnosis. — The  symptomatic  diagnosis  of  spastic  spinal  paralysis  is  easy  to 
make,  with  attention  to  the  description  given  above.  We  must  always,  however, 
be  very  cautious  at  present  in  our  anatomical  diagnosis.  Only  the  further  course 
of  the  disease  can  give  us  data  whereby  we  can  first  consider  the  morbid  condi- 
tions mentioned  above. 

Prognosis. — The  prognosis  of  most  cases  which  show  the  symptoms  of  spastic 
spinal  paralysis  is  just  as  unfavorable  as  most  of  the  other  diseases  of  the  spinal 
cord,  but  we  must  always  bear  in  mind  that  many  of  these  cases  run  a very  slow 
course.  The  disease  seems  to  stand  perfectly  still  for  a long  time,  the  symptoms 
are  less  severe  than  in  other  spinal  diseases,  there  are  no  pain  and  no  incontinence, 
and  sometimes  we  have  seen  manifest  improvement  and  even  a few  recoveries, 
but  such  cases  at  present  lack  definite  anatomical  proof. 

Treatment. — The  treatment  of  spastic  spinal  paralysis  in  general  agrees  with 
that  of  chronic  myelitis  {vide  supra).  Galvanic  treatment  usually  gives  compara- 
tively the  best  results.  We  must  also  mention  especially  that  prolonged  warm 
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baths  often  act  well  against  the  spastic  symptoms.  They  may  last  for  half  an 
hour  to  an  hour  and  a half,  and  should  be  of  a temperature  of  90°,  or  at  most  95° 
(2G°-28°  R.).  The  legs  are  more  flexible  and  more  movable  after  them.  Among 
interaal  remedies  we  may  try  nitrate  of  silver  and  ergotine.  If  there  be  a suspicion 
of  syphilis,  for  which  we  should  always  look  carefully,  it  is  an  absolute  necessity 
to  employ  inunction,  and  to  prescribe  iodide  of  potassium  internally. 


CHAPTER  X. 

ACUTE  AND  CHRONIC  POLIOMYELITIS. 

1.  Spinal  Paralysis  of  Children. 

{Acute  Poliomyelitis  in  Children.) 

iEtiology  and  Pathological  Anatomy. — In  children  there  is  quite  frequently  a 
definite  and  well-characterized  form  of  paralysis,  for  the  first  accurate  knowledge 
of  which  we  must  thank  Jac.  von  Heine  in  1840.  Although  Heine  later,  in  1860, 
expressed  the  opinion  that  a disease  of  the  spinal  cord  formed  the  basis  of  the 
paralysis,  the  first  actual  confirmation  of  this  opinion  was  furnished  later  by  Pre- 
vost  and  Vulpian,  Charcot  and  Joffroy,  and  others,  so  that  at  present  we  are  justi- 
fied in  exchanging  the  old  term  “ essential  paralysis  of  children  ” for  the  name  of 
“spinal  paralysis  of  children.” 

As  the  name  indicates,  the  affection  occurs  chiefly,  if  not  exclusively  {vide 
infra),  in  children,  and  is  most  frequent  in  the  earlier  years,  somewhere  between 
one  and  four.  An  exciting  cause,  such  as  taking  cold,  has  hardly  ever  heen  made 
out.  The  children  are  almost  always  perfectly  healthy*  previously,  and  come  of 
healthy  famOies  without  any 
neuropathic  predisposition. 

The  whole  course  of  the  dis- 
ease makes  the  hypothesis  very 
probable  that  we  have  to  do 
with  an  acute  infectious  dis- 
ease— with  an  infectious  pro- 
ce.ss,  which  first  causes  a gen- 
eral infection  of  the  body,  and 
then  is  localized  chiefly  in  a 
circumscribed  portion  of  the 
spinal  cord.  It  also,  perhaps, 
bears  some  relation  to  the  na- 
ture of  the  disease  as  just  .sig- 
nified that  most  of  the  cases  oc- 
cur ill  warm  weather.  With 
regard  to  this,  it  is  worth  men- 
tioning that  a short  time  ago 
we  observed  that  in  a little  vil- 
lage within  a few  days  three  cliildren  fell  ill  with  acute  poliomyelitis. 

ith  reference  to  its  anatomy,  the  disease  may  be  defined  as  an  acute  inflam- 
mation, which  affects  chiefly  a definite  extent  of  the  anterior  gray  matter  of  the 

*Thc  paralyscH  ari«in/i  after  acute  iliscaaca-aueh  as  mcoslcH,  aourlot  fever,  amallpox-,  etc.— are  pcr- 
partly  of  apinal  origin,  but  they  can  not  bo  identilled  with  the  idiopathie  spinal  paralysis  of  ohil- 


Fio.  95. — Section  throujrh  the  cervical  enlargment  in  anterior 
poliomyelitis:  the  left  anterior  column  is  very  much  con- 
tracted ami  is  without  ganglion'Cells.  (From  Charcot  and 
Joffroy.) 
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spinal  cord,  usually  attacking-  only  the  anterior  gray  cornu  of  one  side ; yet  it  does 
not  always  limit  itself  strictly  to  this,  but  it  may  involve  the  white  matter  in  the 
vicinity  somewhat,  although,  of  course,  to  a lesser  extent  than  the  gray  matter. 
Although  fresh  cases  have  so  far  been  examined  in  very  scanty  numbers,  still  we 
can  sometimes  make  out  clearly  the  remains  of  inflammation  in  the  older  centers 
of  disease.  The  ordinary  lesion  in  old  cases,  which  is  most  frequently  found,  con- 
sists of  a considei’able  atrophy  of  one  anterior  cornu,  which  is  changed  to  a dense 
sclerosed  tissue,  often  pierced  by  dilated  and  thickened  vessels,  and  which  con- 
tains scarcely  a single  normal  ganglion-cell.  If  the  pai-alysis  affect  one  arm,  the 
corresponding  anterior  cornu  in  the  cervical  enlargement  is  atrophied  (see  Fig. 
95) ; if  the  leg  be  paralyzed,  the  process  is  seated  in  the  lumbai’  enlargement.  In 
bilateral  paralysis  we  must  think  of  an  affection  of  both  anterior  cornua  at  the 
corresponding  level  of  the  cord. 

This  inflammation  of  the  anterior  cornu,  the  poliomyelitis,  is  to  he  regarded  as 
the  primary  center  of  disease.  From  this  point,  as  in  every  severe  lesion  of  the 
motor  ganglion-cells  there  situated,  there  develops  a secondary  degeneration, 
which,  extending  to  the  periphery,  affects  the  corresponding  anterior  roots,  and 
later  their  appropriate  motor  nerves  and  the  muscles  supplied  by  them.  In  the 
paralyzed  muscles  and  nerves  we  accordingly  And  a marked  pure  degenerative 
atrophy,  such  as  we  have  learned  to  recognize  in  severe  peripheral  paralyses. 

Although  at  present  the  spinal  origin  of  the  atrophic  paralysis  of  children  is 
regarded  as  sufficiently  certain,  we  would  not  deny  that  some  authors,  especially 
Leyden,  have  assumed  a peripheral  origin  for  some  cases — that  is,  a primary  neu- 
ritis, without  a material  implication  of  the  spinal  cord.  In  fact,  it  does  not  seem 
impossible  that  the  same  morbid  aetiological  factor,  which  we  have  supposed  to  be 
infectious,  may  exceptionally  he  localized  chiefly  in  a peripheral  motor  nerve.  In 
the  chai^ter  on  cerebral  paralysis  of  children,  which  is  by  no  means  very  rare,  we 
shall  see  that  a manifestly  closely  allied  acute  process  in  children — one,  perhaps, 
even  setiologically  identical — may  also  develop  in  the  motor  regions  of  the  cortex 
cerebri. 

Clinical  History. — The  disease  almost  always  begins  suddenly.  A child  who 
was  previously  perfectly  well  and  lively  is  all  at  once  attacked  with  severe  fever, 
often  reaching  105°  or  106°  (40°-41°  C.),  which  is  associated  with  quite  severe  gen- 
eral symptoms  even  from  the  beginning.  The  child  complains  of  headache,  and 
sometimes  of  pain  in  the  loins  and  in  the  limbs,  and  is  decidedly  stupid  and  som- 
nolent. Very  often  still  more  marked  cerebral  symptoms  develop:  complete  loss 
of  consciousness,  single  twitchings  in  the  face  or  the  extremities,  or  general  con- 
vulsions. The  eclamptic  attacks,  turning  of  the  eyes,  and  clonic  contractions  in 
the  face  and  the  extremities,  often  appear  even  at  the  beginning  of  the  disease. 
The  whole  of  the  initial  symptoms,  whose  intensity  varies  very  much  in  the  dif- 
ferent cases,  sometimes  last  only  a very  short  time — a day  or  two — although  they 
often  continue  for  a week  or  two.  Indeed,  we  even  know  cases  in  which,  as  the 
mothers  have  assured  us,  the  children  are  said  to  have  “ lain  in  spasms,”  almost 
uninterruptedly,  even  for  four  or  five  weeks  before  the  beginning  of  the  paralysis 
— that  is,  before  it  became  noticeable.  On  the  other  hand,  however,  it  may  hap- 
pen that  the  initial  symptoms,  especially  the  severe  cerebral  symptoms,  ax-e  en- 
tirely absent  or  only  intimated. 

After  the  initial  period  of  the  disease  just  desci’ibed  has  passed  away,  the 
parents  usually  notice  that  the  child  is  attacked  by  a more  or  less  extensive  pai-aiy- 
sis.  If  its  development  can  be  followed  more  closely,  we  always  flud  tliat  it 
spreads  rapidly,  often  in  single  spurts  which  rapidly  follow  one  another,  so  that 
it  usually  reaches  quite  a great  extent  in  a short  time.  Either  both  legs,  or  the 
legs  and  one  ai-m,  or  all  the  extremities,  and  even  the  muscles  of  the  trank,  are 
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affected;  but  the  paralysis  scarcely  ever  remains  permanently  as  extensively  dis- 
tributed as  at  first;  it  is  reduced  much  more  rapidly,  and  soon  di’aws  back  to  a 
definite  muscular  region,  which  remains  permanently  paralyzed.  In  some  cases 
the  paralysis  may  even  entirely  disappear,  but  as  a rule  a complete  paralysis  is 
left  in  one  extremity,  or  at  least  in  a portion  of  it;  most  frequently  in  one  leg, 
especially  in  the  peroneal  muscles;  somewhat  more  rarely  in  the  arm,  chiefly  in 
the  deltoid;  sometimes  in  both  legs;  or,  very  rarely  in  spinal  paralysis,  m one 
arm  and  leg  on  the  same  side  or  on  opposite  sides.  Meantime  the  child’s  general 
health  has  been  completely  restored.  He  is  well  and  vigorous,  has  an  excellent 
appetite,  never  shows  any  permanent  cerebral  disturbance — only  the  painless,  flac- 
cid paralysis,  the  inability  to  use  the  affected  extremity,  is  left  behind.  In  the 
following  weeks  and  months  a further,  slower  advance  in  the  improvement  in  the 
power  of  motion  often  becomes  noticeable,  but,  as  a rule,  a permanent  and  more 
or  less  complete  paralysis  of  certain  muscles  remains. 

In  regard  to  the  more  intimate  peculiarities  of  this  remaining  paralysis,  it  may 
invariably  be  characterized  as  a flaccid  atrophic  paralysis.  A marked  atrophy  of 
the  paralyzed  muscles  shows  itself  a few  weeks  after  the  beginning  of  the  paralysis. 
This  atrophy  gradually  advances  further  and  may  finally  attain  the  highest  degi-ee. 
The  ati’ophy  is  often,  but  not  always,  partly  concealed  by  a more  abundant  devel- 
opment of  fat  tissue.  The  changes  in  the  electrical  excitability  of  the  paralyzed 
nerves  and  muscles  come  on  still  more  rapidly  than  the  visible  atrophy.  Since 
we  have  to  do  with  a pure  degenerative  atrophy  of  nerve  and  muscle,  as  follows 
from  the  anatomical  basis  of  the  disease,  a pronounced  reaction  of  degeneration 
must  necessarily  develop  in  the  affected  parts.  Duchenne  found  that  usually  the 
faradic  excitability  of  the  nerves  and  muscles  is  completely  lost  after  a week  or  two. 
On  galvanic  examination,  we  can  at  first  detect  an  increase  of  excitability  in  the 
muscles  with  a predominance  of  slow  anodic  closure  contractions  (AnSZ),  while 
later,  after  two  or  three  months,  the  galvanic  excitability  also  sinks  very  consider- 
ably ; but  the  muscular  contractions  preserve  their  qualitative  peculiarities  charac- 
teristic of  reaction  of  degeneration  (see  page  551).  Vei’y  often  the  whole  affected 
extremity  remains  backward  in  its  growth,  so  that  later  the  bones  may  show  a 
shortening  of  several  centimetres.  The  parallel  between  the  muscular  atrophy 
and  the  stunted  growth  is  not,  however,  present  in  all  cases,  as  Volkraann,  in 
particular,  has  stated. 

Passive  motion  of  the  paralyzed  extremity  is  at  first,  and  even  later,  perfectly 
free,  except  for  the  contractures  that  finally  set  in  {vide  infra).  Many  joints  are 
so  flaccid  that  we  can  actually  make  flapping  movements  with  the  paralyzed  limbs 
and  give  them  the  most  extraordinary  positions.  The  tendon  reflexes  ai’e  invaria- 
bly completely  absent  in  the  paralyzed  extremities,  and  so  almost  always  ai-e  the 
cutaneous  reflexes — a condition  which  may  sometimes  be  of  diagnostic  significance. 
The  skin  often  shows  certain  trophic  disturbances;  it  feels  cool  and  has  a cyanotic 
appearance.  Its  sensibility,  however,  is  completely  retained  in  all  cases.  Micturi- 
tion is  sometimes  a little  disturbed  at  the  beginning  of  the  disease,  but  in  most 
cases  tliis  di.sturbance  completely  di.sappears  later. 

After  the  paralysis  has  existed  for  a long  time,  certain  secondary  contrac- 
tures almost  always  develop  in  the  paralyzed  parts,  which  are  in  part  of  a very 
characteristic  type.  In  the  legs  especially  the  “paralytic  club-fQot”  {talipes 
varo-equinuH)  is  a condition  long  known.  It  is  duo  to  the  fact  that,  from  the 
paralysis  of  the  peronei  muscles  and  of  the  tibialis  anticus,  the  point  of  the  foot 
constantly  droops,  and  that  a contracture  is  gradually  developed  in  the  anlago- 
nislic  muscles  of  the  csilf,  whose  points  of  insertion  are  permanently  approxi- 
mated. In  paralysis  of  the  muscles  of  the  calf  there  arises,  on  the  other  hand,  a 
moderate  degree  of  calcaueas  fj’om  the  contractm’c  of  the  antagonists.  In  the  arms 
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and  in  the  vertebral  column,  in  paralyses  of  the  spinal  muscles,  the  most  manifold 
and  sometimes  very  considerable  contractures  and  deformities  may  also  arise,  the 
chief  cause  of  which  is  always  to  be  referred  to  the  contracture  of  unparalyzod 
antagonists  and  to  external  mechanical  conditions,  such  as  weight  and  pressure. 

In  conclusion,  if  we  simply  compare  the  type  of  disease  sketched  with  its  ana- 
tomical cause,  the  general  agreement  of  the  two  may  at  once  be  seen.  The  affec- 
tion of  the  anterior  gray  cornu  must  have  as  a result  a paralysis  with  a subsequent 
atrophy  and  reaction  of  degeneration,  in  which  the  reflexes  must  be  lost  by  the 
destruction  of  the  reflex  arc,  but  the  sensibility  must  remain  perfectly  normal  from 
the  persistence  of  the  sensory  conduction  (the  posterior  columns  and  the  posterior 
gray  cornua),  and  the  vesical  functions  must  also  remain  normal.  The  subsequent 
paralysis  is  the  result  of  the  destruction  which  the  morbid  process,  in  itself  com- 
pletely ended,  has  caused  in  the  spinal  cord. 

Diagnosis. — The  diagnosis  of  the  spinal  paralysis  of  children  is  almost  always 
easy  to  make  and  certain  if  we  hold  strictly  to  the  definition  and  peculiarities  of 
the  disease,  and  do  not  reckon  as  spinal  paralysis  every  paralysis  appearing  in  a 
child.  We  should  consider  chiefly  the  acute  beginning,  the  subsequent  flaccid 
paralysis  with  atrophy  and  reaction  of  degeneration,  with  the  loss  of  the  reflexes, 
but  with  retained  sensibility.  If  we  observe  these  features,  we  ai’e  sufficiently 
protected  against  confusion  with  cerebral  diseases  and  other  diseases  such  as  spon- 
dylitis, hereditary  muscular’  atrophy,  or  spastic  spinal  paralysis. 

Prognosis. — It  is  not  impossible,  but  it  is  not  yet  proven,  that  many  of  the  cases 
where  children  die  speedily  with  convulsions  are  to  be  regarded  as  the  initial 
stage  of  acute  poliomyelitis.  If,  however,  the  fu’st  stage  of  the  disease  be  past,  the 
prognosis  as  regards  life  is  entirely  favor-able,  since  the  rest  of  the  child’s  physical 
development  is  no  further  affected  in  any  way.  The  prognosis  as  regards  the 
complete  restoration  of  the  disturbairce  of  function  is,  however,  much  more 
unfavorable.  What  has  not  recovered  in  the  first  weeks  or  months  usually 
remains  paralyzed  for  the  whole  life.  Nevertheless,  this  experience  should  not 
resti’ain  us  from  persevering  in  treatment,  at  least  in  the  first  years,  since  some- 
times a very  noticeable  improvement  in  the  functions  of  the  paralyzed  parts  can 
thus  be  j)rocured. 

Treatment. — If  we  have  an  opportunity,  even  during  the  initial  stage  of  the 
disease  (when,  of  course,  the  diagnosis  can  not  usually  be  made  with  certainty),  to 
attack  the  disease  hy  our  treatment,  we  may  prescribe  cold  corilpresses  or  an  ice- 
bag  to  the  head,  and  eventually,  where  there  is  high  fever  or  great  stupor,  a tepid 
bath  with  cool  affusions.  We  are  but  rarely  led  to  try  local  bloodletting  by 
leeches  behind  the  ears  or  on  the  temples,  where  there  are  signs  of  marked  cerebral 
hyperaemia.  Internally  w-e  usually  prescribe  a mild  “intestinal  derivative,”  such 
as  half  a grain  or  a grain  (grm.  0‘03-0'05)  of  powdered  calomel  every  two  or  three 
hours,  infusion  of  senna,  etc. 

After  paralysis  appears,  we  can  expect  the  most  success  from  electrical  treat- 
ment, kept  up  consecutively  for  months,  and,  with  interruptions,  for  years.  We 
put  a large,  broad  electrode  on  the  vertebral  column  at  the  spot  which  corresponds 
to  the  place  of  the  lesion  in  the  spinal  cord — on  the  cervical  vertebras  in  paralysis 
of  the  arm,  and  the  lower  dorsal  in  paralysis  of  the  leg — while  the  other  electrode 
serves  for  peripheral  application  to  the  paralyzed  nerves  and  muscles.  In  this 
way  we  apply  a moderately  strong  constant  current,  reversing  it  occasionally,  for 
two  or  three  minutes,  partly  stabile  and  partly  by  passing  the  cathode,  or  eventu- 
ally the  anode,  slowly  over  the  paralyzed  muscles  and  nerves.  We  may  also 
employ  occasional  interruptions  and  changes  of  the  current.  Duchenne  has  also 
found  persistent  treatment  by  the  faradic  current  of  advantage.  The  sittings 
should  take  place  three  or  four  times  a week,  and  later  even  pftener,  if  possible. 
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Besides  electrical  treatment,  methodical  ^mnastic  exercises  of  the  muscles,  that 
caa  still  be  moved  somewhat  actively,  may  be  of  distinct  advantage.  Eegular  an^ 
persistent  massage  of  the  muscles  is  also  to  be  recommended  in  the  later  stages.  In 
practice  we  can  not  avoid  prescribing  certain  embrocations,  such  as  spirits  of  cam- 
phor, spirits  of  mustard,  or  spirits  of  formic  acid.  Passive  motion  is  very  impor- 
tant to  guard  against  contractures,  and  to  improve  the  already  existing  deformities. 
In  regard  to  the  further  details  of  orthopaedic  treatment,  which  is  of  great  impor- 
tance, we  must  refer  to  the  appropriate  special  works  on  surgery  and  orthopaedics. 

The  use  of  baths,  of  brine  or  ferruginous  waters,  is  to  be  recommended, 
although,  of  coui-se,  they  must  not  be  overvalued.  They  may  be  given  at  home. 
If  circumstances  permit  sending  the  child  to  a hath  during  the  summer  months, 
we  should  chiefly  consider  the  brine  baths  at  Reichenhall,  Kreuznach,  Kosen,  and 
Colberg;  the  acid  salines  at  Rehme,  Nauheim,  and  Soden;  an,d  eventually,  with 
weak  and  anaemic  children,  the  use  of  the  iron  baths  at  Driburg,  Pyi’mont,  or 
Schwalbach.  Good  results  are  sometimes  obtained  at  the  indifferent  thermal 
baths  at  Teplitz,  Wildbad,  Eagatz,  or  Gastein,  hut  these  must  he  used  only  with 
caution.  We  also  obtain  good  results,  especially  with  older  children,  at  the  cold- 
water  cures. 

Very  little  is  to  be  expected  from  the  use  of  internal  remedies.  Iodide  of  potas- 
sium and  strychnine  are  recommended,  the  latter  in  the  form  of  subcutaneous 
injections,  to  grain  (grm.  0'001-0'003)  daily. 

In  old  cases,  where  there  is  no  longer  any  hope  of  further  improvement  of  the 
paralysis  worth  mentioning,  the  treatment  may  be  limited  to  keeping  up  and 
strengthening  the  patient’s  general  condition  as  much  as  possible  by  proper  food 
and  good  air. 

2.  Acute  Poliomyelitis  op  Adults. 

{Acute  Atrophic  Spinal  Paralysis  of  Adults.) 

Although  it  had  been  believed  for  a long  time  that  the  form  of  acute  ati’ophic 
spinal  paralysis,  just  described,  occurred  only  in  children,  later  observations  by 
Moritz  Meyer,  Duchenne,  Erb,  P.  Schultze,  F.  Miiller,  and  others,  have  established 
the  fact  that  precisely  analogous  cases  of  disease  may  also  develop,  although 
decidedly  less  frequently,  in  adults,  especially  in  young  persons  under  thirty. 
There  is  no  longer  any  doubt  of  this  fact,  especially  if  we  consider  an  undoubted 
anatomical  lesion  found  by  P.  Schultze.  We  have,  however,  already  stated 
that  for  a long  time  we  have  regarded  the  diagnosis  of  acute,  and,  as  we 
shall  soon  see,  of  chronic  poliomyelitis  also,  as  too  readily  made,  and  that  cer- 
tainly very  many  of  the  cases  diagnosticated  and  published  as  poliomyelitis  are  to 
be  classed  as  primary  neuritis  (see  page  582).  Since  we  know  that  primary  degen- 
erative processes  may  develop  acutely  and  subacutely  in  the  motor  nerves,  and 
that  these  also  lead  to  an  atrophic  paralysis,  a greater  part  of  the  teaching  on 
poliomyelitis  needs  new  and  careful  revision  in  order  to  exclude  what  does  not 
belong  to  it. 

The  type  of  acute  poliomyelitis  of  adults,  so  far  as  it  has  been  established  by 
definite  observations,  which  at  present  are  not  numerous,  is,  of  course,  not  mate- 
rially different  from  the  type  of  the  spinal  paralysis  of  children. 

We  often  can  not  make  out  any  mtiological  conditions;  sometimes  exposure 
to  cold,  overexertion,  etc.,  seem  to  favor  the  development  of  the  disease.  Cases 
are  seen  more  frequently  in  the  male  sex  than  in  the  female. 

The  disease  likewise  begins  with  quite  severe  initial  symptoms,  fever,  headache, 
somnolence,  delirium,  and  vomiting,  which  may  last  from  a few  days  to  a week  or 
two.  The  violent  spontaneous  pains  which  arc  very  often  reported  as  occurring 
m the  loins,  the  back,  and  the  extremities,  usually  belong  probably  to  those 
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cases  in  which  a primary  neuritis,  but  not  a poliomyelitis,  is  the  chief  anatom- 
ical lesion.  After  the  end  of  this  stage  the  paralysis  appears.  This  develops 
witli  varying  distribution,  usually  in  single  spurts,  but  always  rather  rapidly. 
The  pai-alyzed  muscles  are  perfectly  flaccid,  the  cutaneous  and  tendon  reflexes  are 
wholly  absent,  and  very  soon  a pronounced  atrophy  and  reaction  of  degeneration 
appear,  while  the  sensibility  and  the  vesical  and  sexual  functions  remain  normal. 

The  distribution  of  the  paralysis  shows  certain  peculiarities,  which  must  be 
briefly  described  here,  since  they  can  be  studied  much  better  in  adults  than  in 
children.  The  paralysis  may  be  very  extensive,  it  may  affect  all  four  extremities, 
or  it  may  occur  in  the  form  of  paraplegia,  or  even  of  monoplegia.  In  the 
extremities  we  very  often  And  certain  groups  of  muscles  paralyzed,  to  which  E. 
Remak  flrst  called  attention.  Since  the  muscles  that  are  paralyzed  at  the  same 
time  are  not  supplied  by  the  same  peripheral  nerves,  but  usually  are  connected 
in  their  functions,  we  may  suppose  that  the  corresponding  ganglion-cells  in  the 
anterior  cornua  of  the  spinal  cord  also  lie  together,  without  regard  to  the  dis- 
tribution of  their  pei’ipheral  processes  in  the  different  motor  nerves.  Thus,  for 
example,  it  is  worthy  of  note  that,  in  x>aralysis  of  the  crural  region,  the  sartorius 
often  remains  entirely  free;  that  in  the  leg  the  tibialis  anticus,  on  the  one  hand, 
and  the  i^eronei  and  the  extensor  digitorum  on  the  other,  may  be  separately  dis- 
eased; that  in  the  forearm  the  supinator  longus,  supplied  by  the  radial  nerve, 
remains  free,  while  all  the  other  muscles  on  the  extensor  side  of  the  forearm  are 
paralyzed  (“  forearm  type  ” of  E.  Remak) ; and  that,  on  the  other  hand,  the  supi- 
nator may  be  paralyzed  alone  or  together  with  the  biceps,  brachialis  anticus,  and 
deltoid  (“  upper-arm  type  ” of  E.  Remak).  This  latter  form  of  paralysis  is  said  to 
correspond  to  a lesion  in  the  cord  at  the  level  of  the  fourth  and  fifth  cervical  roots, 
the  forearm  type  to  a lesion  at  the  level  of  the  eighth  cervical  and  first  doreal 
I'oots.  According  to  Kahler  and  Pick,  the  center  for  the  muscles  of  the  calf  lies 
at  the  level  of  the  fourth  and  fifth  dorsal  roots.  Ferrier  and  Yeo,  in  their  experi- 
ments on  monkeys,  by  irritation  of  the  anterior  motor  spinal  roots  have  obtained 
results  which,  for  the  most  part,  agree  very  well  with  the  observations  on  men 
{vide  supra,  page  624). 

In  regard  to  diagnosis  in  the  future,  especial  attention  must  be  paid  to  the  dis- 
tinction between  poliomyelitis  and  neuritis.  The  gi-eatest  stress  is  to  be  laid  on 
the  initial  pains  and  any  other  slight  distm’bances  of  sensibility.  In  other  respects, 
the  course  of  the  two  diseases  is  so  similar  that  we  can  indeed  imagine  that  they 
are  closely  allied  in  then’  mtiological  relations,  and  exhibit  merely  different  forms 
of  localization  of  the  same  (probably  infectious)  morbid  agency.  Some  obseiwa- 
tions  also  seem  to  favor  the  theory  that  transitional  forms  may  occur  with  a co- 
existing primary  lesion  of  the  cord  and  of  the  peripheral  neiwes. 

The  prognosis  is  not  wholly  iinfavorable,  as  sometimes  a complete  recovery 
has  been  observed,  although  only  after  months.  Of  course,  it  is  not  certain 
whether  these  cases  were  not  multiple  neuritis.  On  the  other  hand,  however,  the 
same  permanent  paralyses  as  in  spinal  paralysis  of  children  may  be  left,  with 
atrophy  and  contractures. 

The  treatment  follows  precisely  the  same  rules  that  we  have  mentioned  in  the 
spinal  paralysis  of  children.  The  internal  or  subcutaneous  use  of  ergotine  may 
be  added  on  the  recommendation  of  some  physicians.  F.  Muller  recommends  a 
.solution  of  two  and  a half  drachms  of  ergotine  (gi’m.  10)  with  a third  of  a gi-ain 
of  sulphate  of  atropine  (grm.  0'02)  in  five  drachms  of  water  (grm.  20),  of  which 
he  injects  seven  to  fifteen  minims  twice  a day. 
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3.  SUBAODTE  AND  CHRONIC  POLIOMYELITIS. 

(Subacute  and  Chronic  Atrophic  Spinal  Paralysis.  Paralyde  gmirale  spinale  anterieure 

mhaigue  [Duchennc]). 

While  the  anatomical  basis  of  acute  poliomyelitis  in  adults  is  still  lacking  in 
proof,  our  anatomical  knowledge  of  the  occurrence  of  a subacute  and  chronic 
poliomyelitis,  in  the  sense  of  the  term  given  it  by  various  authors,  is  still  com- 
pletely defective.  Confusions  with  multiple  neuritis  are  also  undoubtedly  very 
common  here,  and  the  diagnosis  is  not  incontestable  in  all  the  cases  published 
under  the  name  of  “ subacute  poliomyelitis.”  Therefore  we  will  limit  ourselves  to 
reproducing  here  briefly  the  pictm-e  of  the  disease  at  present  described  under  the 
above  name,  while  we  especially  repeat  that  a certain  and  accurate  confirmation 
of  its  anatomical  basis  must  be  left  to  the  future. 

In  the  cases  classed  under  this  heading  a paralysis,  first  of  the  two  legs  and 
somewhat  later  usually  of  tire  two  arms,  develops  in  a comparatively  short  time — 
in  the  course  of  some  days,  or  weeks  at  most.  It  usually  has  no  special  cause 
or  any  severe  initial  symptoms.  The  patient  complains  at  fii’st  of  weakness 
in  the  legs;  he  can  no  longer  walk,  and  is  confined  to  the  bed.  A short  time 
later  the  same  disturbances  appear  in  the  arms,  and  lead  to  a more  or  less  com- 
plete paralysis.  The  phtient  often  feels  some  slight  parsesthesia  in  the  affected 
parts,  but  in  general  the  sensibility  remains  perfectly  normal.  The  paralyzed 
muscles  are  often  quite  sensitive  to  pressure  (neuritic  symptoms  ?).  Soon  after  the 
paralysis  an  equally  extensive  atrophy  develops,  and  a distinct  loss  of  electrical 
excitability,  running  parallel  to  it;  which  passes  over  into  a partial  or,  in  all 
severe  cases,  a complete  reaction  of  degeneration.  The  cutaneous  and  ten- 
don reflexes  are  very  much  diminished  and  often  entirely  lost.  The  bladder  and 
rectum,  however,  remain  intact,  and  bedsores  never  develop.  We  sometimes 
notice  a striking  diminution  of  the  sweat  secretion.  In  rare  cases  the  mus- 
cles of  the  neck,  the  lips,  the  tongue,  and  the  pharynx  are  attacked  by  the 
disease. 

After  the  paralysis  has  reached  its  greatest  extent  there  is  usually  a cessation. 
The  condition  remains  stationary  for  months  sometimes,  and  then  a gradual 
improvement  begins,  which  may  go  on  to  complete  recovery ; but  often,  of  course, 
the  recovery  remains  incomplete,  so  that  the  patient  has  a more  oi-  less  marked 
disturbance  of  function  for  life.  The  “middle  form  of  chronic  poliomyelitis” 
described  by  Erb,  in  which  there  is  only  a partial  reaction  of  degeneration  in  the 
paralyzed  muscles,  almost  always  gives  a good  prognosis.  Those  rare  cases,  how- 
ever, in  which  the  muscles  of  deglutition  and  respiration  are  involved,  may  have 
an  unfavorable  termination,  although  even  then  the  possibility  of  an  improve- 
ment is  not  to  be  entirely  excluded. 

Anatomical  lesions,  which  confirm  the  hypothesis  of  a subacute  (inflamma- 
tory ?)  affection  in  the  anterior  cornua  of  the  cord  ascending  from  below  upward, 
are  to  be  found,  as  we  have  said,  only  in  an  extremely  small  number  of  cases,  and  in 
part  of  them  even  they  are  not  entirely  trustworthy.  A short  time  ago  Oppeuheim 
published  an  undoubted  case  of  chronic  poliomyelitis,  which  ran  its  course  to  a fa- 
tal termination  in  three  years.  There  was  finally  paralysis  and  atrophy  of  the 
muscles  of  all  four  extremities  without  a trace  of  sensory  disturbance.  The  ante- 
rior cornua  of  the  cord  were  throughout  markedly  diseased,  while  only  verj’’  slight 
changes  were  found  in  the  peripheral  nerves.  Clinically,  the  forms  of  disease 
belonging  in  this  category  are  well  chai’acterized,  and  are  easy  to  diagnosticate 
with  proper  attention  and  knowledge.  Fiu’ther  investigations  must  be  made  as 
to  its  anatomical  basis  and  its  relations  to  acute  i)oliomyelitis  and  the  iirimarv 
neuritides. 
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As  follows  from  the  above  description,  the  treatment  is  by  no  means  fruitless, 
and  electrical  treatment  especially  may  produce  the  most  complete  and  rapid 
regeneration  of  the  affected  parts. 


CHAPTER  XI. 

ACUTE  ASCENDING  SPINAL  PARALYSIS. 

(Paralysis  ascendens  acuta.  Landry's  Paralysis.) 

In  the  year  1859  Landry  described  a disease  under  the  name  of  ^^paralysie 
ascendante  aigue,"  which  is  chiefly  characterized  clinically  by  the  fact  that  first 
the  lower  and  soon  after  the  upper  extremities,  and  finally  a number  of  the 
muscular  regions  supplied  by  the  medulla,  are  attacked  by  a rapidly  advancing 
paralysis,  while  the  sensibility  and  the  functions  of  the  bladder  and  rectum 
remain  normal.  In  many  cases  the  disease  terminates  fatally.  Examination  of 
the  nervous  system  has  so  far,  however,  shown  no  lesion  which  can  be  regarded 
with  certainty  as  the  anatomical  cause  of  the  disease.  Considering  the  continued 
and  quite  numerous  observations  of  the  disease,  it  seems  questionable,  at  any  rate, 
whether  we  can  establish  a uniform  anatomical  basis  for  it.  The  diversity  of 
many  symptoms  {vide  infra,  the  condition  of  the  reflexes,  the  condition  of  the 
electrical  excitability)  points  rather  to  the  fact  that  the  seat  of  the  disturbance  is 
not  always  the  same.  Nevertheless,  we  can  not  doubt  the  chnical  resemblance  of 
most  cases,  and  we  must  regard  it  as  possible  that  the  same  cause  of  disease  does 
not  always  need  exactly  the  same  localization  to  i^rovoke  the  disease.  We  may 
very  well  recognize  the  aetiological  unity  of  “ acute  ascending  paralysis,”  without 
claiming  that  all  cases  also  agree  completely  in  the  clinical  anatomical 
details. 

General  Symptomatology. — Acute  ascending  paralysis  attacks  chiefly  persons 
previously  strong  and  healthy  in  youth  or  middle  life,  somewhere  between  twenty 
and  thirty-five  years  of  age.  Some  cases  have  also  been  seen  in  children  and  older 
people.  The  disease  seems  to  be  more  frequent  in  men  than  in  women. 

The  affection  almost  always  begins  with  certain  prodromata.  These  consist  of 
general  malaise,  moderate  febi’ile  symptoms,  headache,  loss  of  appetite,  and  quite 
frequently  of  dragging  and  tearing  pains  in  the  back  and  the  extremities.  After  ■ 
these  symptoms  have  lasted  some  days,  or  more  rarely  some  weeks,  during  which 
they  are  comparatively  slight,  or  so  severe  that  many  patients  are  ah’eady  con- 
fined to  the  bed,  there  usually  comes  on  quite  suddenly,  or  sometimes  more 
gradually,  a paresis,  first  of  one  but  very  soon  of  the  other  leg,  which  rapidly  in- 
creases, and  usually  in  a few  days  leads  to  an  almost  complete  motor  paraplegia. 

The  paralysis  is  flaccid  in  almost  all  cases.  The  legs  may  be  moved  passively 
without  any  muscular  resistance,  and  the  muscles  show  neither  active  nor  reflex 
tension.  Then’  electrical  excitability  remains  perfectly  normal  in  many  cases, 
but  there  is  sometimes  a rapid  loss  of  faradic  muscular  excitability.  It  is  not  yet 
pi-oven  whether  complete  reaction  of  degeneration  occurs.  The  reflexes,  both 
cutaneous  and  tendon  reflexes,  seem  to  be  diminished  or  wholly  lost  in  the 
majority  of  cases,  but  some  exceptions  to  this  rule  have  been  known. 

Sensibility  is  sometimes  perfectly  intact,  but  slight  altei’ations  do  occur,  and 
quite  rarely  there  may  be  even  mai’ked  anmsthesia.  At  times  a noticeable  delay 
of  sensation  is  observed.  We  find  no  changes  in  the  nerves  of  special  sense. 
There  is  occasionally  a slight  oedema  in  the  legs,  which  is  perhaps  to  be  regarded 
as  a vaso-motor  disturbance.  The  marked  sweating,  from  which  many  patients 
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suffer,  is  also  worthy  of  mention.  The  bladder  and  rectum  in  most  cases  are  not 
at  all  affected,  or  they  present  merely  slight  and  temporary  disturbances. 

A short  time  after  the  legs  are  attacked  the  arms  also  begin  to  be  paretic. 
A marked  motor  weakness  appears  first  in  one,  then  in  the  other  arm,  and  this 
may  also  increase  to  almost  complete  paralysis.  The  sensibility,  the  reflexes,  and 
the  electrical  excitability  show  conditions  like  those  in  the  lower  extremities.  The 
muscles  of  the  trunk  are  also  affected  at  the  same  time  as,  or  still  earlier  than,  the 
arms.  The  patient  can  no  longer  sit  up  in  bed,  turn  on  his  side,  or  make  similar 
movements.  In  some  cases  a paralysis  of  the  muscles  of  the  neck  has  also  been 
obseiwed. 

The  third  and  last  stage  of  the  disease  is  characterized  by  the  appearance  of 
respiratory  disturbances  and  bulbar  symptoms.  Manifest  signs  of  a beginning 
respiratory  paralysis  appear;  the  respiration  is  labored  and  difficult,  the  move- 
ments of  the  diaphragm  grow  less,  and  the  paroxysms  of  coughing  are  weaker. 
Disturbances  in  swallowing,  difficulty  in  articulation,  and  paresis  of  the  soft  palate 
and  the  lips  may  set  in.  In  a few  cases  a facial  paralysis  and  disturbances  of  the 
ocular  muscles  have  been  observed.  The  condition  grows  worse  acutely,  and,  as 
we  have  said,  in  many  cases  death  ensues. 

Besides  the  symptoms  thus  far  mentioned,  referable  to  the  nervous  system,  we 
find  certain  other  symptoms  in  almost  every  case,  which  are  less  striking,  hut  yet 
of  greater  significance  in  judging  of  the  disease.  The  first  of  these  is  fever.  The 
temperature  is  usually  elevated  from  the  beginning ; it  may  temporarily  show  quite 
a considerable  increase,  up  to  104°  (40°  C.),  and  later  it  varies  somewhere  between 
100°  and  102°  (38°-39°  C.),  but  between  times  it  may  even  sink  to  normal.  Of  the 
internal  organs  the  spleen  shows  the  most  frequent  changes.  It  is  usually  swollen 
moderately,  hut  still  it  is  manifestly  swollen.  There  is  also  sometimes  a slight 
albuminuria. 

In  the  cases  with  a fatal  termination  the  whole  dm-ation  of  the  disease  is  some- 
times only  a few  days,  and  as  a rule  a week  or  two,  or  rarely  more.  Fortunately, 
however,  all  cases  do  not  terminate  fatally.  Tlie  disease  may  come  to  a stand- 
still at  any  time,  even  if  the  most  threatening  symptoms  be  present.  Then  the 
paralysis  shows  no  further  advance,  the  disturbances  present  disappear,  and 
recovery  ensues  after  a couree  of  several  weeks.  It  is,  of  course,  usually  quite  a 
long  time  before  the  patient  again  feels  himself  in  possession  of  his  full  ijowers. 

Pathological  Anatomy  and  Pathogenesis.— If  we  consider  the  whole  picture  of 
acute  ascending  paralysis,  the  idea  is  necessarily  forced  upon  us  that  we  have  to 
do  here  with  an  acute  infection  of  the  body,  with  a predominating  localization  in 
the  motor  nervous  system,  an  opinion  which  was  fii*st  expressed  by  AVestphal. 
The  beginning  of  the  disease  with  general  malaise  corresponds  perfectly  to  the 
prodromal  stage  of  many  other  acute  infectious  diseases.  The  fever,  the  acute 
splenic  tumor,  and  the  occasional  albuminuria  can  also  scarcely  bo  explained  in 
any  other  way,  according  to  our  present  views,  except  by  the  above  hypothesis. 

The  anatomical  examination  has,  of  course,  as  yet  brought  no  absolute  proof  of 
this  theory.  A notable  case,  published  by  Baumgarten,  in  which  many  rods,  like 
the  bacilli  of  splenic  fever,  were  found  in  the  spinal  cord,  is  at  present  wholly 
unique;  but  the  completely  negative  anatomical  lesions  in  many  cases  seem  to 
point  to  the  fact  that  we  must  look  for  the  cause  of  the  severe  nervous  symptoms 
chiefly  in  the  disturbance  of  function  excited  by  a to.xic  (infectious)  influence. 
We  have  already  signified  that  the  point  of  attack  of  the  infectious  agent  need 
not  always  be  precisely  the  same.  The  condition  of  the  reflexes  and  the  rapid 
loss  of  electrical  excitability,  in  connection  with  the  pains  at  the  beginning,  seem 
h>  justify  the  hypothesis  that  the  disturbance  sometimes  has  its  chief  seat  in  the 
peripheral  motor  nerves,  that  the  disease  then  exhibits  the  most  acute  form  of 
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infectious  “ multiple  nem’itis  ” {vide  supra).  More  accurate  anatomical  investi- 
gations directed  to  this  point  will  perhaps  ijrocure  some  positive  support  for  this 
theory.  In  other  cases,  however,  the  motor  portions  of  the  spinal  cord,  the  lat- 
eral columns,  and  the  anterior  gray  cornua,  are  perhaps  chiefly  affected.  This 
idea  is  supported  by  the  occasional  discovery  (R.  Schulz  and  F.  Schultze,  Von  den 
Delden)  of  an  acute  myelitic  affection  in  the  parts  named. 

Diagnosis  and  Prognosis. — In  every  paralysis  of  the  lower  extremities  begin- 
ning acutely  and  accompanied  by  general  symptoms  and  fever  we  must  consider 
the  possibility  of  an  acute  ascending  paralysis,  but  only  the  further  coui*se  of  the 
disease  can  decide  the  question.  Inasmuch  as  only  a well-characterized  clinical 
group  of  symptoms  is  meant  by  the  above  term,  tbe  diagnosis  is  always  easy  to 
make,  with  attention  to  the  peculiarities  given  above.  It  is  more  difficult,  how- 
ever, to  decide  accm-ately  whether  the  case  corresponds  rather  to  the  type  of  an 
acute  multiple  neimitis  or  to  the  type  of  an  acute  ascending  spinal  paralysis.  We 
can  judge  as  to  this  point  only  by  careful  attention  to  the  single  symptoms,  espe- 
cially the  condition  of  the  sensibility  (pains,  anaesthesia),  of  the  reflexes,  and  of 
tlie  electrical  excitability. 

The  prognosis  must  at  first  be  made  with  great  reserve,  and  we  must  especially 
bear  in  mind  the  possibility  of  a rapidly  fatal  termination.  If  the  firet  acute  stage 
pass  off  fortunately  and  there  be  a decided  cessation  in  the  extension  of  the  symp- 
toms of  paralysis,  the  prognosis  is  quite  favorable,  for  we  jnay  then  expect  that  the 
patient  will  be  completely  restored. 

Treatment. — We  can  not  be  certain  whether  an  energetic  “ derivative  treat- 
ment ’’  is  of  advantage  in  the  beginning  of  the  disease.  Dry  cups  along  the  verte- 
bral column  are  recommended,  and  even  the  use  of  the  hot  iron  to  the  back.  We 
would  hardly  advise  the  latter.  It  may  be  recommended,  however,  to  prescribe 
an  inunction  with  mercurial  ointment,  thirty  to  forty-five  grains  a day,  as  in  anti- 
syphilitic  treatment.  Of  internal  medicines  we  may  give  iodide  of  potassium  or 
ergotine.  It  also  seems  to  be  a good  i^lan  to  begin  galvanic  treatment  early,  gal- 
vanism to  the  spine  and  peripherally.  If  threatening  attacks  of  respiratory  insuf- 
ficiency come  on,  electrical  excitement  of  the  phrenic  nerve  and  of  the  respii’atory 
muscles  sometimes  affords  relief  to  the  patient. 

If  the  symptoms  be  arrested,  electrical  treatment  and  the  use  of  baths  may  do 
most  to  hasten  convalescence. 


CHAPTER  XII. 

NEW  GROWTHS  OF  THE  SPINAL  CORD  AND  OF  ITS  MEMBRANES. 

Pathological  Anatomy. — Tumors  of  the  spinal  cord  are  rare.  The  commonest 
primary  new  growth  is  the  glioma,  which  probably  arises  from  the  neuroglia,  and 
is  a cellular  and  vascular  tumor.  We  often  find  in  gliomata  secondary  softening 
(the  formation  of  cavities,  see  the  following  chapter)  and  haemorrhages.  The 
tumor  is  situated  most  frequently  in  the  cervical  or  upper  dorsal  cord,  and  may 
have  a considerable  longitudinal  extent,  and  a transverse  diameter  of  sevei'al 
centimetres. 

Of  other  new  growths  in  the  spinal  cord  we  may  mention  solitary  tubercles, 
syphilomata,  and  myxomata  (myxo-.sarcomata). 

In  the  spinal  meninges  have  been  found  sarcomata,  fibromata,  liporaata,  myxo 
mata,  and  syphilomata.  A carcinoma  arising  from  the  vertebrae  may  also  reac 
the  spinal  meninges  by  direct  invasion.  Marked  signs  of  compression,  and  the  con 
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sequent  secondary  degenerations,  often  show  themselves  in  the  spinal  cord  at  the 
point  where  a new  growth  is  situated  in  the  meninges. 

We  know  practically  nothing  of  the  aetiology  of  new  growths  in  the  spinal 
cord.  It  is  merely  worthy  of  note  that  in  the  cases  of  glioma  of  the  spinal  cord 
observed,  an  injury,  such  as  a fall  on  the  back,  etc.,  very  often  preceded  the  appear- 
ance of  the  first  symptoms. 

Symptomatology. — A general  description  of  the  tumors  of  the  spinal  cord  can 
not  be  given,  since,  of  course,  the  individual  symptoms  must  differ  in  almost  every 
case,  according  to  the  seat  and  the  extent  of  the  new  growth. 

In  tumors  of  the  meninges  the  symptoms  of  comijression  of  the  cord  are  often 
quite  prominent.  In  the  beginning  we  notice  pronounced  “ root  symptoms  ” — 
that  is,  shooting  pains,  stiffness,  parmsthesia,  anaesthesia,  etc.  Later  on  the  results 
of  the  compression  of  the  cord  show  themselves:  motor  weakness,  which  may 
increase  to  a complete  motor  and  sensory  paraplegia.  We  can  not  here  go  moi’e 
fullj’-  into  the  details.  They  follow  of  themselves  from  attention  to  the  general 
laws  to  be  considered  for  localization  of  lesions  in  the  spinal  cord. 

In  tumors  of  the  spinal  cord  marked  symptoms  of  sensory  irritation  are  usually 
absent  at  fimt.  A complicated  type  of  spinal  disease  gi’adually  develops,  in  which 
all  those  symptoms  may  be  present  in  a single  case  which  we  have  learned  to  recog- 
nize more  exactly  in  the  description  of  diffuse  chronic  myelitis.  In  fact,  the  dif- 
ferential diagnosis  between  tumor  and  transverse  myelitis  is  often  impossible,  but 
certain  peculiarities  in  the  type  of  disease  are  sometimes  present,  which  at  least 
turn  our  suspicions  to  the  possibility  of  a tumor.  Among  them  especially  is  the 
early  asymmetry  of  the  symptoms  on  the  two  sides.  Since  a tumor  may  at  first 
be  confined  to  one  half  of  the  spinal  cord  (which  scarcely  ever  happens  in  mye- 
litis), the  signs  of  a unilateral  lesion  of  the  spinal  cord  {vide  infra,  Chapter  XV) 
are  often  observed  in  tumors  in  a more  or  less  pronounced  fashion.  A certain 
change  in  the  symptoms,  improvements,  and  new  and  quite  sudden  changes  for 
the  worse,  are  sometimes  noticed,  a circumstance  which  is  probably  to  be  referred 
to  a change  in  the  fullness  of  the  vessels,  or  to  haemorrhages  in  the  substance  of 
the  tumor.  The  diagnosis  of  a tumor  of  the  spinal  cord,  however,  can  be  made  best 
only  with  a certain  probability.  The  decision  as  to  the  seat  and  the  extent  of  the 
tumor  is  based  upon  precisely  the  same  rules  as  in  the  diagnosis  of  the  different 
forms  of  myelitis.  We  can  hardly  ever  predict  anything  definite  as  to  the  kind 
of  tumor. 

The  prognosis  of  tumors  of  the  spinal  cord  is  utterly  unfavorable.  The  course 
of  the  disease  is  often  protracted  for  several  years,  but  the  final  termination  is 
always  fatal,  from  general  weakness,  cysto-pyelitis,  and  bedsores.  The  treatment 
is  purely  symptomatic,  and  is  the  same  as  in  chronic  myelitis.  If  there  be  a sus- 
picion of  a previous  syi^hilis,  we  must  try  inunction  and  the  internal  exhibition  of 
iodide  of  potassium.  [In  a few  cases,  where  the  growth  has  not  involved  the  .sub- 
stance of  the  cord,  it  has  been  successfully  removed  by  surgical  interference. — K.J 


CHAPTER  XIII. 

the  formation  of  cavities  and  fissures  in  the  spinal 

CORD. 

Pathological  Anatomy  and  Pathogenesis. — The  abnormal  formation  of  cavi- 
les  in  the  spinal  cord  either  arises  from  a dilatation  of  the  central  canal  (hydro- 
myelus),  or  it  develops  outside  of  the  central  canal,  and  near  it  (syringomyelia). 
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The  cases  of  pui'e  hydromyelus  are  recognized  by  the  fact  that  the  cavity  is 
found  in  the  middle  of  the  cord,  corresi3onding  to  the  position  of  the  central 
canal,  and  that  its  walla  are  covered  by  cylindrical  epithelium.  Slight  degi-ees  of 
hydromyelus,  in  which  tlie  dilated  central  canal  has  a diameter  of  a millimetre, 
or  a millimetre  and  a half,  are  quite  frequently  found.  The  dilatation  usually 
extends  over  only  a portion  of  the  spinal  cord.  Higher  degrees  of  hydromyelus, 
where  the  central  canal  is  dilated  to  a diameter  of  half  a centimetre,  or  a centi- 
metre, are  much  rarer.  In  such  cases  the  substance  of  the  cord  suffers  from  the 
internal  pressure  on  it. 

In  regard  to  the  origin  of  hydromyelus,  following  Leyden’s  example,  we  may 
consider  anomalies  of  development  in  the  formation  of  the  central  canal  to  be  a 
cause  in  at  least  a part  of  the  cases.  Certainly  only  exceptionally  do  we  have  a 
process  of  stasis,  as  Langhans  has  found  in  some  cases,  which  may  have  its  orighi 
in  an  increased  pressure  in  the  posterior  fossa  of  the  skull,  from  tumors,  etc. 

As  to  most  cases  of  syringomyelia,  however,  the  discoveries  of  Westphal,  Simon, 
and  F.  Schultze  leave  scarcely  a doubt  but  that  they  arise  from  a destruction  of 
proliferated  masses  of  neuroglia.  We  have  the  formation  of  a central  glioma, 
probably  arising  usually  from  the  ependyma  of  the  central  canal  itself,  or  from 
its  vicinity,  with  a secondary  disintegration  and  the  formation  of  a cavity.  In 
these  cases  we  can  make  out  the  newly  formed  masses  of  neuroglia  about  the  cavi- 
ties, either  proliferating  or  disintegrating.  The  cavity  is  usually  situated  quite 
close  to  the  center,  and  extends  most  frequently  into  the  substance  of  the  posterior 
columns.  In  its  longitucUual  extent  it  may  involve  a great  part  of  the  cord. 

Clinical  Symptoms. — We  can  not  give  a uniform  picture  for  the  formation  of 
cavities  in  the  spinal  cord,  since  the  symptoms,  of  course,  must  vary  very  much, 
according  to  the  seat  and  the  extent  of  the  change.  Slight  dilatations  of  the  cen- 
tral canal  may  run  their  coui’se  entirely  without  symptoms.  In  the  cases  of  exten- 
.sive  cavity  formation,  with  much  damage  to  the  surrounding  substance  of  the 
cord,  there  usually  arise  a severe  and  complex  array  of  spinal  symptoms,  whose 
coi’rect  interpretation  can  hardly  ever  be  made  with  certainty  during  the  patient’s 
life.  If  the  posterior  columns  and  posterior  cornua  be  chiefly  involved  in  the 
cavity  formation,  the  results  of  the  disturbance  of  fiuiction  of  those  parts  ai’e  espe- 
cially prominent.  In  the  celebrated  case  of  general  anaesthesia  which  Spath  and 
Schiippel  have  described,  a very  extensive  syringomyelia  was  found  in  the  spinal 
cord  on  autopsy.  In  other  cases  there  exists  a form  of  disease  which  resembles 
spastic  spinal  paralysis,  or  there  develops  a composite  spinal  affection  in  which 
the  symptoms  of  unilateral  lesion  are  to  a degree  prominent.  In  all  such  cases 
the  diagnosis  can  be  made  with  a certain  probability  by  excluding  other  chronic 
morbid  processes  in  the  cord.  A very  slow  course,  extending  over  yeare  and  years, 
is  especially  worthy  of  consideration. 

In  one  class  of  cases  the  symptoms  of  syi'ingomyelia  are  more  characteristic, 
and  here,  with  due  attention  and  knowledge,  we  can,  in  fact,  often  succeed  in 
making  a correct  diagnosis.  By  many  observations  by  F.  Schultze,  Kahler,  and 
others,  it  has  been  proven  that  central  gliosis  with  secondary  cavity  formation 
very  often  begins  in  the  cervical  cord,  and  gives  rise  to  so  characteristic  a type  of 
disease  that  the  process  may  often  be  diagnosticated  with  great  certainty  during  the 
patient’s  life.  The  morbid  symi^toms  appear  in  the  upper  extremities.  A gradually 
increasing  muscular  atrophy  sets  in,  with  a corresponding  loss  of  sti’ength  and 
power  to  work ; this  is  often  precisely  like  true  spinal  progressive  muscular  atrophy 
in  the  small  muscles  of  the  hand,  the  forearm,  the  deltoid,  etc.  With  this  are 
next  associated  peculiar  disturbances  of  sensibility,  chiefly  in  the  domain  of  the 
temperature  sense  (anaesthesia  to  heat  and  cold)  and  of  the  pain  sense  (analgesia), 
while  the  tactile  sensibility  for  a long  time  remains  normal.  Trophic  disturbances 
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are  often  observed  and  are  very  interesting;  among  them  are  atrophy  of  the  finger- 
tips, thickening  of  the  joints,  changes  in  the  nails  and  skin,  etc.  Felons  and 
similar  inflammations,  from  which  the  patients  often  suffer,  are  either  connected 
with  these  trophic  disturbances  or  ai-e  due  to  external  injuries,  such  as  bm-ns  as  a 
result  of  analgesia,  etc.  Anomalies  of  the  sweat  secretion  have  been  repeatedly 
observed.  The  lower  extremities  remain  for  a long  time  normal ; later  spastic  and 
paretic  symptoms  may  come  on  in  the  legs. 

With  this  type  of  disease,  which  we  can  usually  distinguish  sufficiently  well 
from  the  very  similar  amyotrophic  lateral  sclerosis,  progressive  muscular  atrophy, 
multiple  nsm’itis,  etc.,  and  which  has  something  very  characteristic,  as  we  can 
confirm  from  our  own  experience,  we  can  make  the  diagnosis  of  syi’ingomyelia  of 
the  cervical  cord.  The  onset  of  other  clinical  symptoms  corresponds,  of  course, 
to  the  further  slow  progress  of  the  anatomical  process. 

The  prognosis  is,  of  course,  always  ruifavorable,  but  the  com’se  is  very  slow, 
and  there  are  long-continued  apparent  cessations  of  the  disease. 

The  treatment  is  purely  symptomatic,  and  foUows  the  same  rules  as  in  chronic 
myelitis. 

[Morvan’s  Disease. — Analgesic  Paresis  ivith  Panaritium. — Morvan,  a Breton 
physician,  has  described  an  affection  which  seems  quite  common  in  a small  dis- 
trict in  Brittany,  some  twenty  cases  having  occurred  in  a population  of  50,000. 
One  or  two  cases  have  been  reported  in  America.  It  is  characterized  by  severe 
pains  at  the  outset,  paresis  with  analgesia,  and  the  formation  of  panaritia  (felons), 
which  are  usually  painless.  There  is  also  tactile  and  thermal  anaesthesia.  The 
presence  of  tactile  anaesthesia  is  considered  the  distinction  between  it  and  syrin- 
gomyelia, but  mere  recent  observations  indicate  that  the  trouble  is  merely  syrin- 
gomyelia associated  perhaps  with  neuritis. — K.] 


APPENDIX. 

SPINA  BIFIDA. 

{Hydrorrhacliis.  Myelocele.  Meningocele.') 

We  give  the  name  of  spina  bifida  to  a congenital  flssui*e-formation  on  the  pos- 
terior side  of  the  vertebral  arches,  due  to  anomalies  of  development,  and  associated 
with  a hernia-like  protrusion  of  the  sac  of  the  dura.  The  most  frequent  seat  of  the 
malformation  is  in  the  sacral  and  lumbar  regions.  Only  rarely  is  the  tumor  so  great 
as  to  hinder  the  birth  of  the  child.  Children  afflicted  with  spina  bifida  are  usually 
bom  normally,  and  only  after  delivery  do  we  find  the  tumor  in  the  sacral  region ; 
its  size  may  be  from  that  of  a small  nut  to  that  of  the  fist  or  larger.  The  skin 
above  the  tumor  is  sometimes  entirely  normal,  but  in  other  cases  very  tense  and 
reddened.  If  we  have  an  opportunity  to  examine  the  tumor  carefully  anatomi- 
cally, we  usually  find  beneath  the  skin  the  protruded  sac  of  the  dura,  and  beneath 
it  the  arachnoid.  Only  i-arely  is  the  dm-a  also  fissured,  so  that  the  .sac  is  formed 
exclusively  of  the  ai’achnoid.  It  is  filled  with  a clear  fluid  which  is  precisely 
identical  with  the  cerebro-spinal  fluid.  In  rare  cases  there  is  also  a dilatation  of 
the  centi’al  canal,  hydromyelus;  then  the  substance  of  the  cord  is  atrojfiiied  to  a 
greater  or  le.ss  extent,  and  the  central  canal  communicates  directly  with  the  cavity 
of  the  spina  bifida.  In  other  cases  the  condition  of  the  cord  is  normal ; sometimes 
its  lower  end  is  adherent  to  one  spot  of  the  sac.  W’^e  must  refer  to  the  text-hooks 
of  pathological  anatomy  in  regard  to  the  many  further  details  of  the  anatomy 
and  the  history  of  development. 

In  regard  to  the  clinical  symptoms  of  spina  bifida,  the  condition  of  most  chil- 
dren at  first  is  perfectly  normal,  apart  from  the  malformation.  The  tumor  itself 
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usually  feels  tense.  If  we  exert  pressure  on  it  with  the  hand,  we  can  often  force 
part  of  its  contents  back  into  the  vertebral  canal.  This  causes  an  increase  of  the 
cerebral  pi-essure,  and  we  notice,  besides  the  lessening  of  the  spina  bifida,  a marked 
expansion  of  the  fontanelles,  and  also  the  appearance  of  somnolence,  contractions, 
and  changes  in  the  pulse  and  respiration,  which  demand  a speedy  interruption  of 
this  rather  dangerous  experiment.  If  such  symptoms  do  not  appear  at  all,  we  can 
conclude  that  the  sac  is  completely  constricted  and  closed. 

Only  rarely,  however,  does  the  child’s  condition  remain  normal  later  on.  The 
tumor  usually  shows  a slow  growth,  and  the  results  of  pressure  on  the  spinal 
cord  or  on  the  cauda  equina  gradually  appear.  Pai’alysis,  aneesthesia,  vesical  dis- 
turbances, bedsores,  etc.,  develop,  and  these  symptoms  finally  lead  to  death.  Still' 
more  frequently  the  sac  bursts,  or  its  walls  inflame,  and  this  becomes  fatal  from 
the  onset  of  a purulent  meningitis. 

The  prognosis  of  most  cases  of  spina  bifida  is  accordingly  to  he  regarded  as 
unfavorable  unless  we  succeed  in  curing  the  disease  by  surgical  treatment. 
Eecovery  has  been  brought  about  in  many  cases  by  methodical  com]Dression  of 
the  sac,  and  by  puncture,  with  evacuation  of  the  fluid  and  a subsequent  injection 
of  a solution  of  iodine  to  obtain  an  obhteration  of  the  sac;  hut,  on  the  other  hand, 
the  operative  treatment  of  spina  bifida  is  attended  with  many  dangers,  such  as 
meningitis,  so  that  we  can  note  frequent  had  results  as  well  as  favorable  ones. 
We  can  not  here  go  into  the  details  of  the  surgical  methods  for  the  cure  of  spina 
bifida ; they  can  be  found  in  full  in  the  text-hooks  of  surgery. 


• CHAPTER  XIV. 

SECONDARY  DEGENERATIONS  IN  THE  SPINAL  CORD. 

Although  the  secondary  degenerations  in  the  spinal  cord  are  chiefly  interest- 
ing merely  from  an  anatomical  point  of  view,  we  must  briefly  describe  them, 
because,  in  the  first  place,  a clinical  significance  has  been  ascribed  to  them  in  cer- 
tain quarters,  and  also  because  the  study  of  secondary  degenerations  has  been  the 
starting-point  of  all  om-  present  knowledge  as  to  the  systemic  diseases  of  the 
spinal  cord. 

1.  Secondary  Degeneration  in  the  Spinal  Cord  after  Cerebral  Lesions. — We 
already  know  (compare  page  538)  that  eveiy  lesion  of  the  great  motor  ganglion- 
cells  in  the  anterior  cornua  of  the  spinal  cord,  and  every  permanent  break  in  con- 
duction in  the  motor  nerves  themselves,  is  followed  by  a secondary  degeneration 
of  the  periijheral  portion  of  the  motor  fibers.  We  assume  as  the  reason  for  this, 
as  we  have  seen,  a “ trophic  influence  ” of  the  said  ganglion-cells  on  the  motor 
fibers  arising  from  them,  so  that  the  latter  degenerate  when  the  conduction  of 
that  ti’ophic  influence  is  interrupted,  or  when  the  trophic  ganglion-cells  them- 
selves are  destroyed.  Precisely  analogous  conditions  exist  for  the  first  great  por- 
tion of  the  motor  conducting  tract,  the  lateral  pyramidal  tract,  from  the  cortex 
cerebri  to  the  anterior  cornua  of  the  spinal  cord.  The  gi’eat  ganglion-cells  of  the 
motor  portion  of  the  cortex  cerebri  also  exert  a trophic  influence  on  the  motor 
fibei’s  arising  from  them,  which  extends  to  the  motor  ganglion-cells  of  the  spinal 
cord.  If  there  be  disease  situated  in  the  motor  portion  of  the  cortex  cerebri  itself, 
or  in  any  part  of  the  motor  tract  in  the  brain  (the  motor  fibers  of  the  corona  radi- 
ata,  the  internal  capsule,  the  crus,  or  the  pons),  by  which  disease  the  conduction  is 
interrupted — if  there  he  disease  there,  we  repeat,  a secondary  descending  degenera- 
tion of  the  motor  fibers  ensues  in  the  whole  portion  below,  down  to,  but  exclusive  of. 
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the  anterior  cornua  of  the  gray  matter.  This  secondary  descending  degeneration 
of  the  pyramidal  tract  is  found  correspondingly  in  the  pyramid  of  the  same  side 
on  which  the  focus  of  disease  in  the  brain  is  situated. 

From  this  point  we  can  trace  the  main  part  of  the  degenera- 
tion farther  down  the  lateral  column  of  the  spinal  cord  on 
the  opposite  side  (secondary  degeneration  of  the  lateral 
crossed  pyramidal  tract)  (see  Fig.  96),  while  in  many  cases 
besides  we  find  a slighter  secondary  degeneration  in  the  an- 
terior column  of  the  spinal  cord  on  the  same  side  (secondaiy 
degeneration  of  the  anterior  uncrossed  pyramidal  tract).  As 
we  know  from  Flechsig’s  investigations,  the  relative  amounts 
of  the  crossed  lateral  fibers,  and  the  anterior  fibers  that  re- 
main uncrossed,  vary  in  individual  cases  within  certain  lim- 
its. In  the  cases  where  no  anterior  pyramidal  tract  exists — 
that  is,  where  all  the  motor  fibers  pass  over  to  the  lateral 
column  of  the  opposite  half  of  the  spinal  coi’d  in  the  decus- 
sation of  the  pyramids — of  course  a descending  degener’ation 
in  the  anterior  column  is  wholly  wanting.  We  must  add, 
however,  that  in  some  cases  a small  number  of  fibers  seem 
to  proceed  uncrossed  in  the  lateral  column,  so  that  accord- 
ingly we  may  also  have  a slight  secondaiy  descending  de- 
generation in  the  lateral  iiyramidal  tract  of  the  same 
(affected)  side  (Pitres). 

2.  Secondary  Degenerations  in  the  Spinal  Cord  in 
Transverse  Affections  of  the  Spinal  Cord  itself. — If  a lesion 
be  situated  in  any  part  of  the  spinal  cord,  by  which  more  or 
less  of  its  transverse  section  is  affected,  the  interruption  of 
conduction  in  these  fibers  is  also  followed  by  the  appearance 
of  secondaiy  degenerations  which  may  be  made  out  both  in 
a descending  and  in  an  ascending  direction  (see  Pig.  97). 

It  is  most  frequently  transverse  myelitis,  compression  of  the 
spinal  cord,  and  tumors  of  the  cord,  which  give  rise  to  second- 
ary degenerations.  The  latter,  however,  of  course,  are 
never  due  to  the  sort  of  lesion,  but  only  to  its  seat,  and  to  the 
interruption  of  conduction  caused  by  it. 

The  secondary  descending  degeneration  affects  the  pyra- 
midal tract  in  a fashion  precisely  analogous  to  that  which 
we  have  also  learned  to  recognize  in  secondary  degenera- 
tions after  cerebral  lesions ; but  since  the  primary  affection 
usually  affects  the  pyramidal  tract  on  the  two  sides,  the  de- 
scending secondary  degeneration  of  course  develops  in  both 
lateral  pyramidal  tracts,  and  also  in  the  anterior  pyramidal 
tracts,  if  they  exist  below  the  point  of  lesion. 

The  secondary  ascending  degeneration,  developing  up- 
ward from  the  primary  point  of  disease,  affects  two  systems 
of  fibers,  the  so-called  columns  of  Goll  (the  internal  portion 
of  the  posterior  column.s),  and  also  at  the  same  time  the 
lateral  cerebellar  tracts*  on  the  periphery  of  the  lateral  col- 
umns and  external  to  the  lateral  i)vramidal  tracts.  Both 


Fia.  00.— 


* The  arcaof  the  oHcending  clogencrution  of  the  “ hiternl  cerobullar  truct,” 
^ niny  be  seen  in  the  picture,  ehowH  ut  its  anterior  end  a marked  expanaion. 
IWibly  this  anterior  jiortion  of  the  degenerated  fibers  eorresponda  to  an- 
otlicr  system  (Bechterew). 


Secondary  de- 
scending degeneration 
of  the  pyramidal  Iraets 
in~a  primary  lesion  of 
the  left  lialf  of  the  cer- 
ebrum. The  lateral 
pyramidal  tract  of  the 
right  half  of  the  cord  is 
degenerated  down  to 
the  lowest  part  of  the 
lumbar  region  (1-8)  ; 
the  anterior  pyraniidai 
tract  of  the  left  half  of 
the  cord  is  degener- 
ated to  the  beginning 
of  the  lumbar  enlarge- 
ment (1-0). 
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sy.stems  of  fibers  mentioned,  whose  conduction  is  in  a centripetal  direction,  must 
accordingly  receive  trophic  influences  from  more  peripheral  ganglion-cells.  The 
connection  of  the  columns  of  Goll  with  the  gray  matter  (spi- 
nal ganglia?  posterior  cornua?)  is  not  yet  accurately  known. 
The  fibers  of  the  lateral  cerebellar  tracts,  however,  are  cer- 
tainly connected  with  the  cells  of  the  columns  of  Clarke.  If 
these  also  be  destroyed  by  any  process  in  the  lower  dorsal 
and  upper  lumbar  cord,  an  ascending  degeneration  of  the 
lateral  cerebellar  tracts  develops,  which  may  be  traced  up- 
ward into  the  restiform  body.  The  further  course  of  the 
fibers  to  the  cerebellum  is  not  yet  certainly  known. 

Although  no  clinical  significance  at  all  can  he  attributed 
to  secondary  ascending  degeneration,  the  theory  first  ad- 
vanced hy  the  French  observers  (Chai’cot  and  othei’s)  pre- 
vails almost  universally,  that  secondai-y  descending  degener- 
ation causes  definite  clinical  symptoms.  The  secondary  con- 
tractures and  the  increase  of  the  tendon  reflexes  in  the  par- 
alyzed limbs,  occurring  in  hemiplegia,  are  especially  referred 
to  this.  We  shall  see  in  a later  section  that  this  theory  is  by 
no  means  proven,  and  is  even  improbable,  so  that,  in  our 
opinion,  the  secondary  descending  degenei’ation  also  has  no 
material  clinical  significance. 

3.  Secondary  Degeneration  in  the  Spinal  Cord  after  In- 
juries of  the  Cauda  Equina. — After  injuries  of  the  cauda 
equina — for  example,  after  fractures  or  caries  of  the  lower 
lumhar  vei'tehrae  and  of  the  sacrum,  in  new  growths  in  this 
region,  etc, — a secondary  ascending  degeneration  occurs  in 
the  spinal  cord,  if  an  actual  solution  of  continuity  of  the 
fibers  have  existed  for  a long  time,  which  depends  exclusive- 
ly upon  the  lesion  of  the  affected  posterior  root-fibers.  This 
is  accordingly  limited  to  the  posterior  columns  of  the  spinal 
cord,  and  in  its  distribution  it  shows  a great  resemblance  to 
the  condition  of  the  degeneration  in  tabes  dorsalis.  In  the  lumbar  cord  the 
greater  portion  of  the  posterior  columns  is  degenerated,  wuth  the  exception  of  a 
little  median  zone  and  the  most  anterior  portion  (compare  Fig.  87).  The  de- 
generation gTows  smaller  upward,  and  finally  limits  itself  in  the  cei’vical  cord  to 
the  region  of  the  columns  of  GolL-  Thus  this  condition  again  affords  a proof  of 
the  correctness  of  the  statements  advanced  hy  Singer,  Kahler,  and  others,  that  the 
columns  of  Goll  form,  at  least  in  part,  the  prolongation  of  the  fibers  from  the 
root-zones  of  the  lumhar  cord  (compare  page  510). 


Fig 


-Secondary  as- 
cending and  descend- 
ing degeneration  in  a 
transverse  affection 
of  the  upper  dorsal 
region.  The  columns 
of  Goll  and  the  direct 
cerebellar  tracts  are 
degenerated  upward. 
The  lateral  pyramid- 
al tracts  are  degener- 
ated downward. 


CHAPTER  XV. 

UNILATERAL  LESION  OF  THE  SPINAL  CORD. 

{Brown-Si'(]i(a>'d'»  Bpinal  Paralysis.) 

Unilateral  lesion  is  not  a definite  disease  of  the  spinal  cord,  but  a peculiar 
group  of  symptoms,  which  ‘occurs  whenever  an  interruption  of  conduction  is 
produced  by  anj’’  affection  in  one  lateral  half  of  the  spinal  cord.  Since  the  symp- 
toms in  these  cases  were  first  carefully  studied  clinically  and  experimentally  by 
Brown-Sequard  in  particular,  we  often  call  the  type  of  disease  in  question  “ Brown- 
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Sequarcl’s  paralysis.”  We  see  this  paralysis  most  frequently  and  in  its  purest 
form  in  injuries  of  the  spinal  cord.  Almost  perfectly  exact  sections  of  one  lateral 
half  of  the  spinal  cord  are  often  produced  hy  stahs  from  a knife,  a sword,  etc.  In- 
flammatory processes,  compression,  and  especially  tumors  of  the  cord,  may  also, 
during  a certain  period  of  their  course,  cause  the  symptoms  of  a more  or  less 
sharply  defined  unilateral  lesion. 

The  peculiar  condition  of  the  symptoms  in  unilateral  lesion  is  easily  explained 
by  a consideration  of  the  course  of  the  fibers  in  the  spinal  cord.  In  the  accom- 
panying diagram  (see  Fig.  98)  the  motor  fibers  from  the  anterior  roots  are  marked 
V,  the  sensory  fibers  from  the  posterior 
roots,  h.  As  we  have  already  said,  the  sen- 
sory fibers,  7t,  pass  at  once  into  the  opposite 
half  of  the  spinal  cord,  and  accordingly  de- 
cussate with  the  corresponding  sensory 
fibers  of  the  other  side.  The  motor  fibers, 

V,  however,  pass  upward  uncrossed  on  the 
side  they  enter  the  spinal  cord,  especially 
in  the  lateral  column.  If  now,  for  exam- 
ple, there  be  situated  on  the  right  side  of 
the  spinal  cord  at  a a lesion,  causing  a sec- 
tion of  one  half  the  cord,  the  conduction  of 
those  motor  fibers  which  come  from  the 
right  side  is  interrupted,  as  well  as  the  con- 
duction of  those  sensory  fibers  which  come 
from  the  left  side.  From  this  it  follows 
that  there  must  be  a motor  paralysis  on  the 
same  side  of  the  body  as  the  lesion  in  the 
spinal  cord,  and  a sensory  paralysis  (anaes- 
thesia) on  the  other  side  of  the  body.  If 
the  affection  be  situated  in  the  dorsal  or 
lumbar  cord,  the  leg  on  the  corresponding 
side  is  paralyzed,  and  the  leg  on  the  other 
side  is  anaesthetic.  If  the  lesion  he  situated 
in  the  cervical  cord,  above  the  entrance  of 
the  nerves  for  the  upper  exti’emities,  the 
arm  and  the  leg  on  the  side  of  the  lesion 
are  both  paralyzed  (spinal  hemiplegia), 
while  the  arm  and  the  leg  on  the  other  side 
are  anaesthetic,  but  their  motility  is  nor- 
mal.* 

On  more  careful  examination,  further  conditions  of  physiological  interest 
appear.  The  sensibility  on  the  side  of  the  motor  pai’alysis  is  usually  not  only 
normal,  but  there  is  even  a pronounced  hyperaesthesia  for  all.  or  at  least  for  some, 
of  the  forms  of  irritation.  Slight  pricks  are  very  painful,  and  tickling  the  soles  of 
le  feet  is  felt  with  abnormal  sh’ength.  The  muscular  sense  alone  (the  feeling 
for  passive  motion)  is  a noteworthy  exception,  since  it  is  usually  markedly  dimin- 
is  e on  the  paralyzed  side.  We  can  explain  this  fact  only  by  Brown-Sequard’s 
for  the  muscular  semibility  (see  2 and  2'  in  Fig.  98),  in  dis- 


Fig.  98.— (From  Erb.)  Schematic  representation 
of  the  course  of  the  main  tracts  in  the  cord, 
represented  for  a single  pair  of  roots,  v. 
Anterior  roots,  /i.  Posterior  roots,  i.  Paths 
for  motor  and  vasomotor  conduction.  2. 
Paths  for  muscular  sense.  3.  Paths  for  cu- 
taneous sensibility  on  the  right.  P,  2',  3'. 
The  same  paths  on  the  left.  The  arrows  in- 
dicate the  direction  of  physiological  couduc- 
tion. 


tinction  from  all  the  other  sensory  fibers, 
uncrossed,  just  like  the  motor  fibers. 


run  their  course  in  the  spinal  cord 


ful  * I'y  Mott  render  thi.s  theory  of  immediate  decussation  somewl.at  douht- 

Utl,  and  undatcral  lesion  may  not  always  present  this  group  or«ymptoms.-K.J 
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Above  the  hyperaesthetic  territory  in  the  skin  we  usually  find  a small  anaes- 
thetic zone  (Fig.  99,  6),  and  above  this  at  times  again  a small  hyperaesthetic  strip 
(see  Fig.  99,  c).  The  anmsthetic  zone  is  easily  explained.  It  corresponds  pre- 
cisely to  the  level  of  the  lesion  in  the  spinal  cord 
— that  is,  to  those  sensory  fibers  coming  from 
the  same  side,  which  are  immediately  involved 
as  soon  as  they  enter  the  cord ; but  a satisfactory 
explanation  is  entirely  lacking  for  the  appear- 
ance of  the  hyperaesthesia  on  the  paralyzed  side, 
and  for  the  ox’igin  of  the  uppermost  small  hyper- 
aesthetic zone. 

The  reflexes,  especially  the  tendon  reflexes, 
are  usually  increased  on  the  paralyzed  side. 
There  is  often  a vigorous  ankle  clomis,  a symp- 
tom which  must  be  explained  by  the  loss  of  the 
reflex  inhibitory  influences  coming  from  above. 
Finally,  we  often  find  on^the  side  of  the  lesion 
the  signs  of  a vasomotor  paralysis,  especially  a 
marked  rise  in  the  cutaneous  temperature  of 
even  2°  (1°  C.),  or  mox’e. 

On  the  anaesthetic  side,  however,  in  pure 
cases,  the  motility  and  also  the  muscular  sense 
are  perfectly  normal,  in  distinction  from  the 
other  forms  of  sensation.  Anaesthesia  is  not  al- 
ways complete,  but  it  sometimes  affects  only  sin- 
gle qualities  of  sensation  to  a greater  or  less  de- 
gi-ee.  Thus  we  have  often  seen  partial  paralyses 
of  the  temperature  sense,  especially  partial  an- 
aesthesia to  cold.  Above  the  anaesthetic  region 
we  also  find  frequently  a small  hyperaesthetic 
zone  (see  Fig.  99,  c).  The  reflexes  are  usually 
normal,  or  only  a little  increased. 

Of  the  other  spinal  symptoms  we  have  still 
to  mention  the  almost  invariable  disturbance  of 
micturition  and  defecation,  neuralgic  pains,  now 
more  on  one  side'  and  now  more  on  the  other, 
muscular  atrophy,  changes  in  the  electrical  ex- 
citability, etc.  All  these  symptoms  are  not  char- 
acteristic of  the  unilateral  lesion  as  such,  and 
are  always  easily  explained  in  any  given  case 
from  the  localization  of  the  disease.  We  must 
also  mention  that  the  symptoms  of  unilateral 
lesion  may  ixot  be  perfectly  pure,  but  we  can 
often  recognize  only  a few  prominent  features  of  them. 

We  need  add  nothing  as  to  the  prognosis  and  treatment  of  unilatei’al  lesion, 
because,  of  course,  they  are  governed  entirely  by  the  form  of  the  primary  disease. 


Fio.  99. — Schematic  representation  of  the 
chief  symptoms  in  unilateral  lesion  of 
the  left  dorsal  cord.  (After  Erb.) 
The  oblique  shading  signifies  motor 
and  vasomotor  paralysis  ; the  verti 
cal  shading  signifies  cutaneous  anses- 
thesia  ; the  dots  signify  cutaneous 
hyperffisthesia. 
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CHAPTER  I. 

PROGRESSIVE  BULBAR  PARALYSIS. 

( GJosso-labio-laryngeal  Paralysis. ) 

Duchenne  in  1860  described  for  the  first  time  with  completeness  the  symptoms 
of  a disease  to  which  Wachsmuth  has  since  given  the  name  of  progressive  hnlhar 
pai’alysis.  Duchenne  did  not,  however,  recognize  the  true  seat  of  the  disease,  and 
it  was  not  till  1870  that  Charcot  in  France,  and  E.  Leyden  in  Germany,  were 
enabled  to  confirm  the  suggestion  of  Wachsmuth  that  the  lesion  is  a progressive 
degeneration  and  atroj)hy  of  the  nuclei  in  the  medulla  oblongata.  Since  then 
om  knowledge  of  the  disease  has  grown  rapidly,  both  from  the  clinical  and  the 
anatomical  standpoints ; and  Kussmaul  and  others  have  thoroughly  investigated 
its  relations  to  two  other  closely  allied  forms  of  disease — amyotrophic  latei’al 
sclerosis,  and  progressive  muscular  atrophy. 

.Etiology. — W e have  scarcely  any  certain  information  about  the  cause  of  the 
disease.  Heredity  seems  of  slight  importance.  In  some  cases  its  origin  is  ascribed 
to  catching  cold,  emotional  excitement,  traumatic  influences,  and  excessive  bodily 
exertion.  Perhaps  it  is  sometimes  occasioned  by  excessive  use  of  the  muscles  to 
which  the  disease  is  chiefly  confined,  as  in  playing  on  wind-instraments;  hut  in 
many  instances  no  possible  cause  can  be  found.  Men  seem  somewhat  more  liable 
to  be  attacked  than  women.  The  disease  hardly  ever  appears  till  middle  or  old 
age — that  is,  after  thirty-five. 

Clinical  History. — The  symptoms  are  almost  always  very  slow  in  their  develop- 
ment. There  may  be  mild  premonitoiy  symptoms — such  as  painful  sensations  in 
the  back  of  the  neck.  Then  there  is  a very  gradual  appearance  of  difficulty  in 
articulation.  Many  words  are  pronounced  indistinctly.  The  fii-st  trouble  is  noticed 
especially  with  letters  in  the  utterance  of  which  the  tongue  plays  an  essential  part: 
E,  R,  L,  S,  G (hard),  K,  D,  T,  and  N.*  It  is  easily  seen  that  the  derangement  is  not 
aphasic.  Tliere  is  no  forgetting  or  confounding  of  the  words  or  letters ; hut  the 
innervation  of  the  tongue  has  become  impaired.  Long  before  the  ordinary  move- 
ments of  this  member  are  visibly  emban-assed,  the  patient  has  lost  the  ahihty  to 
make  those  more  delicate  manipulations  of  it  which  are  essential  to  noimal 
speech.  This  disturbance  of  articulation  is  termed  alalia  or  anarthria. 

By  the  time  this  has  become  somewhat  marked,  it  is  usually  possible  to  detect, 
on  close  examination,  that  the  tongue  is  beginning  to  atrophy.  It  seems  flabby, 
thiji,  and  less  rounded.  Here  and  there  its  surface  presents  fuiTows  and  depres- 
sions; and  often  the  individual  fasciculi  exhibit  active  fibrillary  contractions. 
Just  as  in  progressive  muscular  atrojfiiy,  the  impairment  of  motion  usually 
keeps  equal  pace  t with  the  atrophy.  The  greater  the  atrophy,  the  less  is  the 

* [Except  iw  otherwise  specified,  the  letters  and  words  used  os  e.xamples  here  and  later  on  are  to 
he  given  the  ordinary  English  pronimeintions. — Tkans.] 

t At  the  commencement  of  the  disease  the  paralysis  may  possibly  seem  greater  than  the  atropliy, 
so  fur  ns  the  latter  can  he  detected.  Nor  would  it  bo  impossible  for  a primary  lesion  of  the  nuclei  of 
nerves  to  result  in  a paralysis  Ijoforo  the  secondary  descending  degeneration  hud  become  completely 
developed.  On  the  other  hand,  it  must  bo  borne  in  mind  that  numerous  individual  fibers  in  the  lip  or 
tongue  might  bo  already  atrophied  before  the  eye  or  the  louoh  could  appreciate  any  change  in  bulk. 
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mobility.  Finally  it  becomes  quite  impossible  to  project  tbe  tongue  from  the 
mouth  or  move  it  fx-om  side  to  side.  The  tongue  lies  flat  and  limp  on  the  floor  of 
the  mouth.  Its  surface  is  often  divei*sifled  with  furrows  and  depressions,  contain- 
ing much  desquamated -epithelium  or  the  like.  Evidently  any  gi’eat  impairment 
of  motility  in  the  tongue  hindei-s  not  only  speaking,  but  also  chewing  and  swal- 
lowing. The  organ  can  no  longer  bring  out  such  poi'tions  of  the  food  as  get 
between  the  cheeks  and  the  teeth,  nor  can  it  push  the  bolus  backward  within  the 
gi’asp  of  the  ixhai’jmgeal  constrictors. 

Even  before  the  atrophy  of  the  tongue  becomes  extreme,  analogous  disturb- 
ances usually  appear  in  neighboring  groups  of  muscles.  As  a I’ule,  the  muscles  of 
the  lips  are  next  affected  after  the  tongue.  The  fii'st  thing  the  patient  notices  is 
a peculiar  feeling  of  stiffness  or  texision  in  the  lips.  Movement  becomes  gi-aduaUy 
more  and  moi’e  difficult ; and  the  patient  becomes  unable  to  pucker  up  his  lips  so  as 
to  whistle.  Speech  is  also  noticeably  interfered  with,  for  now  all  those  letters  the 
pi’onunciation  of  which  demands  labial  movements  are  veiy  impei’fectly  articu- 
lated, and  at  last  can  not  be  uttered  at  all.  These  are  O,  A (l^^ng),  P,  F,  B,  M, 
and  Y ; and  also  the  sound  of  double  O,  as  hi  tool.  It  also  becomes  gradually 
evident  that  the  lips  atrophy.  They  gi’ow  thin,  with  shax’p  edges  and  wrinkled 
skin.  Fibrillaiy  conti-actions  ai’e  not  infi'equently  visible. 

This  ati’ophy  of  the  oi’bicularis  oris  is  followed  by  ati’ophy  and  pai’esis  of  some 
of  the  other  muscles  of  expression  supplied  by  the  lower  division  of  the  facial 
nei’ve.  The  general  facial  expression  of  a patient  with  bulbar  paiulysis  thus 
comes  to  beai’  a very  charactex-istic  stamp  : the  mouth  remains  half  open,  and 
seems  to  be  bx’oadened  out,  the  lower  lip  hangs  down,  the  naso-labial  folds  are 
deepened,  and  indeed  the  whole  aspect  is  persistently  lachxymose.  Even  in 
laughing,  the  lower  half  of  the  face  relaxes  compax-atively  little;  while  the  x-egioxx 
supplied  by  the  upixer  division  of  the  facial  nexwe,  axxd  the  movements  of  the  eye- 
ball, x’emain  as  a rule  perfectly  normal. 

The  third  group  of  muscles  affected  are  those  of  the  pharynx  and  laxynx. 
The  soft  palate  becomes  pai'etic,  and  pi’oduces  further  troxxble  in  swallowing. 
Quite  often  the  liquid  ingesta  are  x’egxxx’gitated  thx’ough  the  ixose.  The  voice 
becomes  xxasal.  The  prodxxction  of  maxxy  souixds,  axxd  iix  particxxlar  of  B and  P, 
is  now  impossible,  since,  in  addition  to  the  labial  paresis,  a portioxx  of  the  essential 
cux'x’ent  of  ah’  escapes  through  the  nostrils.  This  explaixxs  xvhy  the  lettei’s  ixxexx- 
tioned  can  sometimes  be  proixoxmced  better  if  the  nose  be  compressed.  The 
pax-alysis  of  the  coixstx’ictors  of  the  phax’yxxx  impedes  deglutition  mox’e  and  mox’e, 
till  the  impairmexxt  of  nutrition  becomes  extx-enxe. 

The  enfeebled  actioix  of  the  lax’yngeal  muscles  is  betx’ayed,  in  the  eax’lier 
stages  of  the  disease,  by  a certaixx  weakness  and  xnoxxotony  iix  speaking.  Modula- 
tions of  the  voice,  axxd  the  xxroduction  of  the  higher  notes,  as  in  singiixg,  ax’e  ixo 
loixger  ixossible.  If  the  inxxervation  of  the  larynx  becomes  still  xnox’e  inxpaix’ed,  it 
becomes  a vex’y  sex’ious  matter.  If  the  arytaxxxoid  cartilages  do  xxot  px’ess  together 
fix’mly  on  swallowixxg,  the  entx’ance  to  the  laryixx  is  inadequately  closed,  axxd  food 
is  ofteix  swallowed  the  wx’oxxg  way.  Liquid  and  even  solid  ingesta  get  iixto  the 
lai’yixx,  and  excite  a violexxt  cough  ; or,  beixxg  inhaled  ixxto  the  air-passages,  the}^ 
cause  broxxchitis  or  lobular  pixeumonia.  The  jxax’alysis  may  reach  such  a degree 
that  the  voice  is  at  best  a hoarse  whisper.  With  the  lax’yxxgoscope  we  caxx  see  that 
the  vocal  cords  are  pax’alyzed.  The  inability  to  close  the  glottis  tightly  is 
extremely  unfavox’able,  for  it  renders  the  jxatient  uxxable  to  cough  vigox’ously. 
Mucous  accumulations  may  therefore  come  to  be  the  source  of  extx’eme  dysxxxxcea. 

The  catalogue  of  symptoms  is  xxot  yet  eixded.  As  we  have  seen,  the  mixscular 
atrophy  of  the  tongixe  axxd  lips  caxx  invax’iably  be  detected.  Tlxat  of  the  pharyn- 
geal axxd  lax’yngeal  muscles  can  xxot  be  demonstx’ated  dxxx’iixg  life,  although  it  is  to 
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be  found  post  mortem.  Inasmuch  as  the  process  is  one  of  genuine  degeneration 
with  consequent  atrophy,  the  affected  fibers  ought  to  give  the  reaction  of  degenera- 
tion to  electricity;  but  this  is  difficult  of  actual  proof,  just  as  it  is  in  progressive 
musculai-  atrophy,  because  numerous  healthy  fibers  lie  side  by  side  with  the 
degenerated  ones.  StiU,  in  an  advanced  case,  careful  examination  will  usually 
bring  out  an  evident  degenerative  reaction  here  and  there  in  the  tongue  and 
lips. 

The  disturbance  of  refiex  action  is  often  striking.  Usually  the  reflexes  are 
greatly  diminished  or  even  absent,  so  that  one  can  ticlde  the  root  of  the  tongue  and 
the  epiglottis  without  causing  the  patient  to  gag.  In  a few  instances  the  facial 
muscles  exhibit  an  increase  of  tendon  refiex,  as  can  be  shown  by  tapping  upon 
the  tendons,  the  periosteum  of  the  jaws,  or  the  bridge  of  the  nose.  This  behavior 
reminds  one  of  the  condition  of  the  muscles  in  amyotrophic  lateral  sclerosis  (g.  v.). 

■ Exceptionally,  still  other  muscular  groups  are  involved.  Of  such  disturbances, 
the  most  frequent  is  in  the  region  supplied  by  the  motor  branch  of  the  trigeminus, 
impairing  mastication.  The  imj)airment  of  these  muscles  now  combines  with  the 
labial  and  lingual  atrophy  to  render  chewing  almost  impossible.  In  very  rare 
cases  the  ocular  muscles  are  also  involved,  with  resulting  ptosis  and  strabismus. 

All  the  symptoms  thus  far  enumerated  are  exclusively  motor.  Sensation  is 
perfect  to  the  end.  The  sensibility  of  the  skin  of  the  face  and  of  the  mucous 
membrane  of  the  tongue  and  mouth,  as  well  as  the  sense  of  taste,  are  unimpaired. 
Disturbances  of  sensation  in  the  distribution  of  the  trigeminus,  and  more  or  less 
deafness,  have  been  reported  in  one  or  two  cases  ; but  there  is  some  doubt  about 
tbe  observations.  It  does,  however,  seem  certain  that  secretory  and  vaso-motor 
derangements  are  frequent.  Salivation  deserves  especial  mention.  In  many 
cases  of  bulbar  paralysis  it  is  a constant  symptom,  so  that  the  patient  is  obliged 
to  keep  a pocket-handkerchief  to  his  mouth,  to  catch  the  fluid  as  it  dribbles  away. 
This  is  due,  to  a certain  extent,  to  the  fact  that  the  secreted  saliva  can  not  be 
swallowed,  and,  as  tbe  lips  do  not  shut  tightly,  it  naturally  escapes  from  the 
mouth  ; but  volumetric  examinations  have  rendered  it  pretty  certam  that  the 
amount  of  saliva  is  abnormally  large.  Tbe  explanation  of  this  has  not  been 
determined.  Nor  as  yet  do  we  know  much  about  tbe  vaso-motor  disturbances. 
Many  patients  complain  of  a feeling  of  heat  and  “ boiling  ” in  the  head.  We 
may  also  mention  in  this  connection  that  occasionally,  toward  the  close  of  the 
disease,  the  pulse  becomes  very  rapid  (140-160).  This  is  probably  due  to  paralysis 
of  the  vagus. 

The  course  of  the  disease  is  invariably  protracted.  The  order  in  which  the 
symptoms  appear  is,  as  a rule,  that  in  which  they  have  just  been  described.  The 
atrophy  and  paresis  appear  first  in  the  tongue,  then  in  the  lips  and  the  neighbor- 
ing muscles  of  tbe  face,  and  lastly  in  tbe  muscles  of  the  soft  palate,  pharynx,  and 
larynx.  Still,  there  may  be  some  deviation  from  this.  Usually  the  progress  of 
the  disease  is  very  gradual.  There  may  be  an  apparent  arrest  of  the  trouble;  or 
less  often  there  are  quite  sudden  exacerbations.  When  all  the  different  symptoms 
are  well  developed,  the  clinical  picture  is  unusually  characteristic.  The'  peculiar 
immobility  of  expression;  the  broad,  slightly  gaping  mouth,  with  the  atrophied 
bps;  the  almo.st  unintelligible  speech,  low,  monotonous,  and  labored;  and  the 
inability  to  swallow— these  often  betray  the  disease  at  once.  The  last  stage  of 
the  illness  is  the  more  distressing,  in  that  the  intelligence  remains  to  the  end 
entirely  unclouded. 

The  entire  duration  of  the  disease  is  usually  several  years— say  two  to  five.  If 
death  is  not  caused  by  some  intercurrent  trouble,  it  is  brought  about  in  one  of 
reo  ways  : either  through  inanition,  due  to  the  increasing  difficulty  of  degluti- 
tion ; or  through  pulmonary  complications— namely,  bronchitis,  lobular  pneumo- 
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nia,  or  gangrene,  as  a result  of  food  passing  down  the  trachea  ; or  through  sudden 
asphyxia  or  cardiac  failure. 

Pathology.  Nature  of  the  Disease,  and  its  Appearance  as  a Symptom  of  Pro- 
gressive Muscular  Atrophy  or  of  Amyotrophic  Lateral  Sclerosis.— If  we  seek  the 
anatomical  lesion  corresponding  to  the  gi’oup  of  symptoms  above  depicted,  we 
shall  find,  on  microscopic  examination  of  the  nervous  system,  in  all  cases  of 'this 
description,  a typical  disease  of  the  medulla  oblongata.  The  ganglionic  nuclei 
and  the  nerves,  corresponding  to  those  muscles  which  we  have  found  to  imdergo 
atrophy  in  bulbar  paralysis,  present  distinct  evidences  of  degeneration.  This  is 
most  readily  demonstrated  in  the  nucleus  of  the  hypoglossus.  The  ganglionic 
cells  have  some  of  them  entirely  disappeared,  while  others  are  greatly  atrophied. 
The  connective  tissue  is  increased  in  amount,  and  the  walls  of  the  blood-vessels 
traversing  the  nucleus  are  thickened.  In  the  earlier  stages  there  are  often  many 
cells  which  contain  granules  of  fat.  The  same  changes,  though  perhaps  less  pro- 
nounced, are  exhibited  by  the  common  nucleus  of  the  vagus  and  accessorius,  that 
of  the  facial,  and  sometimes  also  that  of  the  glosso-pharyngeal  nerve.  The  other 
nuclei  are  perfectly  normal.  We  never  find  a diffuse  “inflammation,”  but  in 
every  case  a primary  degeneration  of  the  nuclei,  which  spreads  no  farther. 

Starting  from  these  nuclei,  the  degeneration  and  atrophy  may  be  seen  to 
extend  into  the  nerve-fibers  which  issue  from  them.  The  roots  of  the  hypo- 
glossus, vagus,  accessory,  and  facial  nerves  can  often  he  seen  by  the  naked  eye  to 
be  diminished  in  size  and  of  a gray  color.  The  microscope  always  shows  a partial 
atrophy  of  their  fibers.  Finally,  there  is  a corresponding  atrophy  of  muscles  of 
the  tongue,  lips,  and  other  parts.  We  need  not  enter  into  detail,  for  the  histolo- 
gical conditions  are  precisely  those  seen  in  the  muscles  of  the  trunk  and  extremi- 
ties in  the  spinal  form  of  progressive  muscular  atrojiby. 

Thus  we  find  progressive  bulbar  paralysis  perfectly  analogous  with  progressive 
muscular  atrophy.  The  nuclei  in  the  medulla  oblongata  are  the  motor  and  trophic 
centers  of  the  bulbar  nerves  and  of  the  muscles  which  these  neiwes  supply.  The 
relation  is  precisely  that  which  exists  between  the  anterior  cornua  of  the  spinal 
cord  on  the  one  hand,  and  the  spinal  nerves  and  the  muscles  which  they  inner- 
vate on  the  other.  In  both  diseases  there  is  a degeneration  and  atrophy  of  the 
trophic  and  motor  center  and  the  corresponding  nex’ves  and  muscles.  In  both 
diseases  the  atrophy  and  the  functional  disability  of  the  muscles  keep  pace  with 
each  other,  and  in  both  the  affection  is  strictly  limited  to  the  motor  tract,  sensibility 
suffering  no  impairment  whatever.  Certain  questions  about  bulbar  pai’alysis  are 
as  unsettled  as  similar  ones  about  progi’essive  muscular  atrophy.  It  is  uncertain 
whether  the  primary  degenerative  process  is  limited  to  the  bulbar  nuclei,  and  the 
degeneration  of  the  nerves  and  muscles  is  to  be  regarded  as  secondarj^ ; or  Avhether 
the  entire  motor  apparatus,  fi’om  the  ganglionic  cell  to  the  muscular  fiber,  is  simul- 
taneously attacked  ; oi’,  finally,  whether,  as  Friedreich  maintains,  the  atrophy 
begins  in  the  muscles,  and  thence  ascends  along  the  nerve-fibers  to  the  medulla. 
We  think  it  improbable  that  these  points  will  be  cleared  up  very  speedily.  Their 
solution  would  seem  to  be  only  of  theoretical  interest. 

We  certainly  must  recognize,  however,  the  essential  identity  of  progressive 
bulbar  paralysis  and  pi’ogressive  muscular  atrophy.  The  resemblance  becomes 
even  more  striking  if  we  consider  that  very  frequently  both  diseases  are  present 
simultaneously.  Often,  after  a case  of  progressive  muscular  atrophy  has  lasted 
for  some  time,  the  symptoms  of  bulbar  pai’alysis  also  appear.  And,  on  the  other 
hand,  an  illness  may  begin  with  bulbar  symptoms,  and  later  on  be  complicated  by 
atrophy  of  the  muscles  of  the  extremities — almost  always  first  seen  in  the  arms. 
If  cases  of  this  sort  come  to  autopsy,  we  find  a combination  of  the  anatomical 
lesions  of  both  diseases;  in  addition  to  the  degeneration  of  the  nuclei  in  the 
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medulla  oblongata,  there  is  marked  atrophy  of  the  ganglionic  cells  in  correspond- 
ing places  in  the  anterior  gray  cornua  of  the  spinal  cord. 

We  must  here  refer  again  to  the  occurrence  of  the  symptoms  of  bulbar  pai-aly- 
sis  in  amyotrophic  lateral  sclerosis  (see  page  650).  In  this  disease,  too,  there 
is  the  same  combination  of  a degeneration  of  the  nuclei  in  the  medulla  oblongata 
and  of  the  anterior  cornua  of  the  gi’ay  matter  of  the  cord ; but  in  addition  there  is  a 
derangement  of  the  motor  tract  in  the  lateral  columns.  This  addition  modifies  the 
picture,  but  otherwise  the  symptoms  are  almost  precisely  the  same  as  in  progressive 
muscular  atrophy.  Even  the  derangement  of  the  crossed  pyramidal  tract  is  in  per- 
fect harmony  with  the  other  lesions,  for  it  represents  merely  a further  invasion  of 
the  tract  by  which  motor  impulses  are  conducted.  It  seems  justifiable,  therefore,  to 
say  that  these  three  diseases — progressive  bulbar  j>ai’alysis,  progressive  muscular 
atrophy,  and  amyotrophic  lateral  sclerosis — differing  as  they  do  in  the  localization 
of  then-  lesions,  are  yet  closely  allied.  They  are  essentially — that  is,  pathogenetic- 
ally,  and  perhaps  also  aetiologically — different  results  of  one  disease  ; or,  at  least, 
the  pathological  process  in  each  case  must  be  nearly  the  same.  In  each  there  is 
a primary  chronic  degeneration  of  portions  of  the  chief  motor  tract,  varying  only 
in  region  or  in  extent.  If  we  accustom  ourselves  to  regard  these  three  groups 
of  symptoms  as  really  identical,  we  shall  be  less  j)uzzled  by  the  slight  variations 
which  different  cases  may  present  than  if  we  attempt  to  differentiate  the  disor- 
ders too  nicely  on  account  of  unessential  variations. 

Diagnosis. — The  diagnosis  of  a tyincal  case  of  progressive  bulbar  paralysis  has 
no  difficulties,  if  we  only  hold  firmly  to  the  definition  of  the  disease  and  its  symp- 
toms as  alsove  depicted.  Upon  careful  examination  of  the  other  muscles,  and  con- 
sideration of  the  course  of  the  disease  as  a whole,  we  shall  be  able  in  each  case  to 
determine  whether  the  bulbar  trouble  is  the  sole  disease,  or  merely  a part  of  a 
more  extended  degeneration  of  the  motor  tract.  If  there  are  no  symiJtoms  but 
those  referable  to  the  medulla  oblongata,  we  must  bear  in  mind  that  the  phe- 
nomena of  genuine  progressive  bulbar  paralysis  maybe  closely  simulated  by  other 
bulbar  diseases.  The  acute  troubles,  like  thrombosis  or  haemorrhage,  although 
they  produce  similar  symptoms,  can  easily  be  differentiated  by  the  manner  of  their 
appearance,  contrasting  with  the  invariably  slow  development  of  genuine  bulbar 
paralysis.  It  is,  however,  much  more  difficult  to  eliminate  gradually  forming 
tumors  situated  in  the  medulla  oblongata  or  its  vicinity.  Here  prolonged  observa- 
tion is  frequently  needed,  until  finally  sudi  phenomena  appear  as  are  foreign  to  typ- 
ical bulbar  paralysis.  Such  symptoms  are  disturbances  of  sensation  and  invasion  of 
the  upper  division  of  the  facial,  the  nerves  of  special  sense,  and  the  ocular  muscles. 
The  same  is  true  of  that  rare  trouble,  diffuse  sclerosis  of  the  medulla  oblongata. 

It  should  also  be  mentioned  that  bilateral  cerebral  trouble  may  occasion  so 
complete  a paralysis  of  the  tongue  and  lips,  according  to  Lepine  and  others,  as  to 
simulate  bulbar  paralysis.  Such  cases  have  been  termed  ‘‘  glosso-labio-phaiyngeal 
paralysis  of  cerebral  origin,”  or  pseudo-bulbar  paralysis.  Indeed,  in  rare  instances,  a 
.siitiilar  grouj)  of  symptoms  seems  to  be  referable  to  unilateral  cerebral  disturbances. 
This  is  explained  by  assuming  that  the  muscles  involved  upon  both  sides  receive 
at  least  a }>ortion  of  their  motor  nervous  libers  fr(nn  the  same  hemisi^here.  And 
yet  in  most  of  the.se  cases  of  pseudo-bulbar  paralysis  the  exclusion  of  the  genuine 
disease  is  possible,  because  certain  variations  from  the  typical  coui’se  of  the  disease 
are  pronounced  enough  to  set  us  right.  Thus  there  is  an  abrui)t  onset,  the  j)aralysis 
rs  not  perfectly  symmetrical,  or  the  lips  and  tongue  react  iiornuilly  to  electricity. 

Prognosis  and  Treatment. — Dcsi)ite  the  unfavorjible  ])rognosis  of  progressive 
bulbar  paralysis,  we  must  at  least  ti-y  to  check  the  progress  of  the  disease.  Elec- 
tricity might  i)erhaps  be  regarded  as  the  most  promising  means  to  employ.  To  in- 
fluence the  seat  of  the  trouble,  galvanization  is  chieJly  used.  The  poles  are  applied 
44 
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to  the  two  mastoid  processes,  if  possible,  every  day  for  two  or  three  minutes,  and 
the  current  is  repeatedly  reversed.  We  may  also  galvanize  the  sympathetic 
nerve  and  the  affected  muscles  of  the  lips  and  tongue.  Upon  the  rnuscles  the 
faradic  current  might  also  he  tried.  When  deglutition  begms  to  be  impaired,  it  is 
an  excellent  thing  to  excite  the  action  of  swallowing,  by  galvanism.  For  this  the 
anode  is  placed  upon  the  nape  of  the  neck,  and  the  kathode  upon  one  side  of  the 
larynx.  At  every  kathodic  closure  (KaS),  or  every  time  that  the  kathode  is  passed 
across  the  side  of  the  larynx,  there  is  a reflex  act  of  deglutition.  The  current 
should  be  of  medium  strength. 

It  might  he  weU  to  prescribe  further  a resort  to  treatment  by  baths,  as  at 
Rehme,  or  the  ‘‘  cold-water  cure  ” might  be  cautiously  tried.  The  same  internal 
remedies  are  recommended  as  in  the  chronic  diseases  of  the  cord,  especially  argen- 
tic nitrate,  ergotine,  and  potassic  iodide.  For  salivation,  atropine  may  prove  bene- 
ficial, in  pills  of  yJ-ij  of  a grain  (grm.  O’OOOS),  three  or  fom*  to  be  taken  daily. 

The  way  of  giving  noui’ishment  is  important  if  deglutition  is  impaired.  We 
should  try  carefully  to  avoid  having  the  food  go  down  the  wrong  way,  lest  pul- 
monary complications  ensue.  It  is  therefore  wise  not  to  defer  the  use  of  the  stom- 
ach-tube too  long,  through  which  we  may  introduce  milk,  eggs,  Avine,  and  the 
various  mfant  foods. 

In  the  distressing  close  of  the  disease,  narcotics  must  be  exhibited  to  lessen  the 
patient’s  suffering,  at  least  as  far  as  we  can. 

APPENDIX.  ^ 

THE  RARER  FORMS  OF  CHRONIC  BULBAR  PARALYSIS,  AND  PROGRESSIVE  OPHTHAL- 
MOPLEGIA. 

As  we  have  seen,  the  typical  form  of  chronic  bulbar  paralysis  is  practically 
limited  in  its  effects  to  the  distribution  of  the  hypoglossus,  the  labial  division  of 
the  facial,  and  the  pharyngeal  muscles.  Possibly  the  reason  it  extends  no  farther 
is  merely  that  death  is  so  speedy.  But  there  are  a few  rare  cases  where  the  chronic 
degenerative  process  comes  to  involve  other  motor  nuclei,  together  with  the  corre- 
sponding neiwe-fibers  and  muscles.  Of  comse  the  clinical  phenomena  of  these 
cases  vary  from  the  ordinary ; and  yet  there  is  no  real  reason  to  distinguish  these 
from  common  bulbar  paralysis,  particularly  as  all  sorts  of  transitional  fonns  are 
to  be  observed.  Thus,  we  have  om’selves  noticed  that  there  is  sometimes  a sym- 
metrical and  slowly  progressive  paresis  of  the  upjier  division  of  the  facial,  and  in 
particular  of  that  portion  which  supplies  the  cheek,  complicating  the  glosso-pha- 
ryngeal  paralysis.  In  other  cases  we  have  seen  the  degeneration  attack  from  the 
start  the  entne  distribution-  of  the  facial,  gradually  producing  a complete  ''^diple- 
gia facialis."  Sometimes,  also,  the  ordinary  symptoms  of  bulbar  paralysis  are 
accompanied  by  disturbances  in  the  area  of  distribution  of  the  ocular  nerves, 
the  result  of  degeneration  of  the  corresponding  nerve-nuclei.  Erb  relates  a few 
cases  where  there  were  not  only  ptosis  and  impairment  in  the  movements  of  \he 
tongue  and  in  deglutition,  but  also  paresis  of  the  muscles  supplied  by  the  accesso- 
rius and  the  motor  branch  of  the  trigeminus. 

What  seems  very  remarkable  is  that  the  process  may  be  confined  entu-ely  to 
the  ocular  muscles.  A.  von  Graefe  named  this  condition  j>rogressive  oifiithalmo- 
plegia.  Another  name  is  “anterior  hulhar  paralysis.”  The  disease  progresses 
with  extreme  slowness  and  is  perfectly  symmetrical.  The  movements  of  the  eye 
are  unpaired  in  all  directions.  Diplopia  is  never  present.  The  pupil  reacts  to 
light,  and  usually  the  power  of  accommodation  is  preserved.  Finally  both  eye- 
balls become  absolutely  motionless,  and  there  is  a well-marked  though  incomplete 
ptosis.  There  is,  beyond  a doubt,  a progressive  degeneration  of  the  nuclei  and 
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fibers  of  the  corresponding  nerves — i.  e.,  the  abducens  and  motor  oculi ; but  with 
these  the  proce.ss  may  stop,  spreading  no  farther.  W e have  ourselves  lately  met 
witli  a patient  who  presented  total  bilateral  ophthalmoplegia,  and  in  whom  this 
condition  had  existed  without  the  slightest  change  for  fifteen  years.* 

We  must  add,  in  conclusion,  that  our  anatomical  knowledge  concerning  these 
rarer  forms  of  chronic  bulbar  paralysis  is  very  incomplete.  The  results  of  a few 
autopsies,  however,  join  with  the  clinical  phenomena  in  strongly  confirming  the 
surmise  above  expressed  as  to  the  pathological  lesions. 


CHAPTER  II. 

ACUTE  AND  APOPLECTIFORM  BULBAR  PARALYSIS. 

1.  H.®morrhage  into  the  Medulla  Oblongata  and  the  Pons. 

Hemorrhage  into  the  medulla  oblongata  and  the  pons  is  much  more  frequent 
than  into  the  spinal  cord,  but  it  is  much  i-arer  than  cerebral  haemorrhage.  As  to 
its  production,  the  same  views  are  held  as  will  be  considered  in  detail  under  cere- 
bral haemorrhage,  in  the  next  section.  In  the  first  place,  there  is  probably  always 
some  disease  of  the  blood-vessels — that  is,  atheroma  or  miliary  aneui'ism — and 
then  some  factor  productive  of  increased  arterial  tension.  There  may  be  cardiac 
hypertrophy,  nephritis,  excessive  bodily  exertion,  or  alcoholism.  Now  and  then 
injuries  of  the  occiput  are  followed  by  an  effusion  ioto  the  medulla.  It  is  not  rare 
to  have  secondary  and  usually  small  ecchymoses  in  acute  inflammation  of  the 
spinal  cord  {vide  infra),  and  in  purulent  meningitis  or  in  connection  with  new 
gi’owths  which  are  richly  vascular. 

The  anatomical  conditions  produced  by  bulbar  haemorrhage  are  so  completely 
analogous  with  those  of  cerebral  haemorrhage  that  the  reader  may  safely  be 
referred  to  the  succeeding  section  about  these  also.  The  size  of  the  lesion  varies 
gi’eatly.  Bleeding  extensive  enough  to  affect  the  greater  part  of  a transverse  sec- 
tion is  more  frequent  in  the  pons  than  in  the  medulla  oblongata.  If  the  blood 
is  poured  out  close  under  the  floor  of  the  foiu’th  ventricle,  as  has  been  repeatedly 
observed,  it  may  break  into  the  ventricle.  If  death  be  not  speedy,  the  blood  is 
mostly  absorbed,  and  in  its  place  develops  either  an  ‘‘  apoplectic  scar  ” or  an  apo- 
plectic cyst. 

There  may  be  slight  prodromata,  but  the  real  symptoms  of  bulbar  hasmorrhage 
are  very  sudden.  There  is  almost  always  a in-onounced  apoplectic  seizure.  The 
patient  has  a shock,  falls  down,  and  becomes  dizzy  or  even  unconscious.  In  other 
cases  there  may  be  headache,  vomiting,  tinnitus  aui’ium,  and  clonic  spasms,  or 
even  a typical  epileptiform  attack. 

In  most  cases  death  is  speedy,  if  not  immediate.  This  is  probably  due  in  every 
instance  to  grave  lesions  of  the  respiratory  and  chculatoi-y  center's,  rendering 
continued  existence  impossible.  Sometimes  the  initial  symptoms  abate,  where- 
upon the  local  results  of  the  lesion  become  appreciable. 

One  of  the  characteristics  of  bulbar  paralysis  irow  seen  is,  that  disturbances  are 
particularly  great  in  the  distribution  of  the  bulbai-  nerves.  In  cerebral  apoplexy 
they  never  appear  in  the  same  way.  Another  point  is,  that  these  paralytic  symp- 
toms arc  combined  with  paralysis  of  the  extremities  in  a peculiar  way,  as  a i-esult 


* It  80cm.s  that  total  ophthalmoplegia  may  also  appear  as  one  of  tho  symptoms  of  locomotor  ata.\io 
or  of  ficncral  paralysis.  It  has  been  observed  by  Mendel  as  a sequel  to  diplitheria.  In  these  cases, 
however,  tlic  symptom  is  probably  in  part  duo  to  a dogonerution  of  tlic  fibers  of  tho  periplioral  nerves! 
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of  the  anatomical  relations.  For  the  same  reason,  the  order  of  the  paralysis  in 
the  extremities  may  also  he  peculiar.  Of  the  hulbar  pai’alyses  we  may  mention 
more  or  less  complete  paralysis  of  the  tongue,  and  a consequent  difficulty  in  articu- 
lation (anarthria) ; frequent  inability  to  swallow ; and  paralysis  in  the  distribu- 
tion of  the  accessorius,  facial,  and  trigeminus.  If  there  is  a lesion  of  the  pyram- 
idal tracts  in  the  pons  or  medulla,  we  have  paralysis  of  the  extremities  in  addition 
to  the  specific  bulbar  symptoms.  If  the  hmmorrhage  be  extensive,  all  four 
extremities  may  be  more  or  less  completely  paralyzed  ; but  in  most  instances  the 
pai-alysis  is  unilateral.  In  the  larger  number  of  hgemorrhages  into  the  pons  there 
is  crossed  pai-alysis.  The  paralysis  of  the  extremities  is 
uijon  one  side,  and  that  of  the  facial  is  on  the  other  side. 

This  is  a great  aid  to  diagnosis.  It  is  easy  to  see  how  this 
happens  if  we  bear  in  mind  that  the  cerebral  fibers  of  the 
facial  cross  at  a x^oint  certainly  much  higher  than  the 
decussation  of  the  x^yramids,  in  which  latter  place  the 
motor  fibers  of  the  extremities  cross.  Now  a haemorrhage 
may  be  situated  in  one  side  of  the  pons,  aliove  the  decussa- 
tion of  the  x^yramids  but  below  that  of  the  facial.  This 
would  occasion  {vide  Fig.  100,  y)  a paralysis  of  the  facial  on 
the  same  side  with  the  lesion,  and  of  the  extremities  upon 
the  oxjx^osite  side ; but  if  the  lesion  be  higher,  above  the  xilace 
where  the  facial  crosses  over,  all  the  x>aralytic  symx)toms 
would  be  on  the  ox)posite  side  of  the  body  (ufdeFig.  100,  £c). 

In  other,  rarer  instances  we  observe  similar  combina- 
tions; only  some  other  bulbar  nerve  rexfiaces  the  facial, 
such  as  the  hypoglossus  or  abducens.  In  a few  cases  the 
lesion  is  at  the  very  decussation  of  the  x^yramids.  This 
is  extremely  rare  in  hmmorrhage,  though  somewhat  more 
frequent  in  troubles  of  a different  nature.  The  result 
may  be  that  the  motor  fibers  for  one  extremity  are  cut 
off  before  they  cross,  and  those  of  the  other  exti’emity 
after  they  have  crossed.  Thus  is  pi’oduced  the  rare  phenomenon  of  a crossed 
hemixfiegia — i.  e.,  x^aralysis  of  the  arm  on  one  side  and  of  the  leg  on  the  other. 

Disturbances  of  sensation  in  the  skin  of  the  paralyzed  exti’emities  sometimes 
result  from  trouble  in  the  XJons,  but  they  are  very  seldom  extreme,  and  can  not 
be  made  available  for  making  out  the  exact  locality  of  the  haemorrhage,  smee  the 
course  of  the  sensory  fibers  through  the  upper  extremity  of  the  sx^inal  cord  is  still 
almost  unknown.  The  anaesthesia  sometimes  obsei’ved  in  the  distribution  of  the 
trigeminus  is  of  moi’e  value,  as  this  may  be  due  to  a lesion  of  the  nucleus  or  root 
of  the  nerve. 

There  are  other  symxetoms,  which  are  indeed  rare,  but  which  bear  an  impor- 
tant relation  to  certaiir  nervous  centers  of  the  medulla.  Thus,  there  may  be 
marlced  respiratory  disturbance ; the  pulse  may  become  rapid  or  irregular ; there 
may  be  vaso-motor  derangement,  as  shown  by  a rise  of  the  cutaneous  temxjerature 
and  by  a subjective  sensation  of  warmth ; and  occasionally  there  ai’e  temporai’y 
albuminuria  and  glycosuria.  The  temxierature  of  the  body  is  generally  normal  at 
first,  or  nearly  so ; but  i7i  case  of  a fatal  termination  it  often  rises  greatly,  even 
to  107‘5°  (42°  C.)  and  higher. 

As  to  the  prognosis  of  bulbar  haemorrhage,  sx^eedy  death  has  been  repeatedly 
observed,  as  we  have  said.  If  the  immediate  effects  be  successfully  withstood,  the 
Xn‘OSX)ect  becomes  more  favorable.  The  effusion  is  gradually  absorbed,  the  symx7- 
toms  of  comxjression  abate,  and  there  is  a steady  XJi’Ogress  toward  comx>aratively 
good  or  even  xjcrfect  health.  More  often,  howevei’,  some  of  the  xiaraljdic  sjunp- 
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Fio.  100.— Diagram  of  focal 
diseases  iii  the  pons. 
L.  Left.  R.  Right.  P. 
Pons.  Mo.  Medulla  ob- 
longata. DP.  Decussa- 
tion of  the  pjTamids. 
E.  Fibers  to  the  ex- 
tremities. F.  Facial 
fibers.  X.  Lesion  in  the 
upper  half  of  the  pons. 
?/.  Lesion  in  the  lower 
half  of  the  pons. 
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toms  remain  stationary,  either  in  the  distribution  of  the  bulbar  nerves  (like  the 
lingual  or  pharyngeal),  or  in  the  exh’emities,  as  shown  by  pereistent  hemiplegia. 
If  this  latter  be  the  case,  the  subsequent  contractions  and  other  symiDtoms  are  the 
same  as  in  ordinary  cerebral  hemiplegia. 

The  diagnosis  of  bulbar  hsemorrhage  is  based  upon  the  apoplectic  onset,  and 
upon  the  presence  of  specific  bulbar  symptoms,  such  as  disturbance  of  speech  and 
of  deglutition,  and,  most  characteristic  of  all,  if  it  occur,  a crossed  hemiplegia. 
The  differential  diagnosis  between  embolism  and  hsemorrhage  can  hardly  ever  be 
made  with  certainty  {vide  infra). 

The  treatment,  not  only  of  the  seizure  but  of  the  persistent  paralysis,  should 
conform  to  the  principles  which  will  hereafter  he  set  forth  in  describing  the 
treatment  of  cerebral  hsemorrhage.  If  the  bulbar  nerves  present  obstinate  symp- 
toms, we  must  employ  the  same  means  as  in  chronic  bulbar  paralysis,  the  most 
effective  being  electricity. 

2.  Embolism  and  Thrombosis  of  the  Basilar  Artery. 

The  medulla  and  pons  receive  their  blood  chiefly  from  branches  of  the  anterior 
spinal,  vertebral,  and  basilar  arteries.  These  branches  penetrate  the  antex’ior 
median  fissure  and  then  proceed  to  the  nerve-nuclei.  A far  smaller  portion  of 
the  ch’culation  flows  through  the  “ arteries  of  the  roots.”  These  are  minute  off- 
shoots of  the  lateral  branches  of  the  basilar  and  vertebral  arteries,  which  enter 
the  cord  at  the  roots  of  the  nerves  and  penetrate  to  the  corresponding  nuclei. 
According  to  Duret,  the  nuclei  of  the  hypoglossal  and  accessory  nerves  are  sup- 
phed  from  the  anterior  spinal  and  vertebral  arteries  ; those  of  the  vagus,  glosso- 
pharjmgeal,  and  auditoiy  nerves  by  branches  of  the  upper  end  of  the  vertebral 
arteries  ; and  the  nuclei  of  the  facial,  trigeminus,  and  the  three  nerves  to  the  ocular 
muscles  by  branches  of  the  basilar.  There  may  he  individual  exceptions  to  these 
rules.  Occlusion  by  embolism  or  thrombosis  of  the  arteries  just  named  must 
occasion  a secondary  softening  in  con-esponding  portions  of  the  medulla,  and  is, 
therefore,  a not  very  infrequent  cause  of  apoplectic,  or  at  least  very  rapidly 
developed,  bulbar  paralysis. 

The  causes  of  thrombosis  or  embolism  in  the  arteries  just  mentioned  are  the 
same  as  we  shall  consider  minutely  when  treating  of  cerebral  softening.  Emboli 
are  most  frequent  in  cardiac  disease.  They  occur  only  in  the  vertebral  arteries, 
oftene.st  in  the  left  one,  and  are  never  primary  in  the  basilar  arteiy  ; but  an 
embolus  may  be  enlai’ged  by  thrombosis  after  lodging  in  one  of  the  vertebral  arte- 
ries, and  then  block  up  the  basilar.  Thrombosis  is  of  more  frequent  occurrence, 
and  results  from  chronic  changes  in  the  arteries,  mainly  atheroma  or  syphilitic 
endarteritis.  The  latter  disease,  one  favorite  locality  for  which  is  the  basilai* 
artery,  is  the  commonest  cause  of  acute  softening  of  the  pons. 

The  anatomical  condition  is  likewise  similar  to  that  in  cerebral  softening 
iq.  V.).  In  the  region  which  is  deprived  of  arterial  blood  by  the  occlusion  of  the 
affluent  veasel,  the  acute  anaemia  entails  necrosis  and  disintegration  of  tissue.  A 
spot  of  “softening”  results,  made  up  mainly  of  vestiges  of  nervous  tis.sue  and 
numerous  colls  filled  with  granules  of  fat. 

When  the  basilar  artery  is  blocked  up,  the  symifioms  appear  very  suddenly. 
There  is  either  an  apoplectic  seizure,  or  at  least  a very  rapid  development  of  paralysis 
(occupying  only  a few  days).  The  symptoms  of  the  fimt  onset  are,  in  all  essential 
points,  those  of  bulbar  or  even  of  cerebral  apoplexy.  Although  there  is  usually 
no  marked  loss  of  consciousness  in  apoplectic  bulbar  paralysis,  yet  no  great  diag- 
nostic significance  can  be  assigned  to  its  absence.  The  sudden  obstruction  of  the. 
basilar  artery  produces  such  a disturbance  of  the  circulation  even  in  anterior  por- 
tions of  the  brain  as  may  suspend  consciousness.  In  some  few  instances  this  civ 
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culatory  derangement  may  even  give  rise  to  choked  disk,  as  seen  by  the  ophthal- 
moscope. Often  there  are  noticeable  respiratory  and  cardiac  symptoms,  such  as 
Cheyne-Stokes’  respu-ation,  and  rapid  pulse. 

If  death  be  not  immediate,  and  we  are  therefore  enabled  to  make  out  the  symp- 
toms due  to  the  local  disturbance,  we  usually  observe  the  same  phenomena  as  have 
just  been  described  under  bulbar  haemorrhage.  There  is  sometimes  paralysis  of 
all  the  extremities,  but  usually  there  is  trouble  only  upon  one  side.  Then  we 
have  the  characteristic  crossed  hemiplegia.  The  facial  nerve  or  the  nerves  of  the 
ocular  muscles  may  be  paralyzed.  It  has  repeatedly  happened  that  the  paralysis 
seemed  at  first  much  greater  upon  one  side,  but  after  a few  days  changed  over  to 
the  opposite  one.  This  must  be  due  to  changes  in  the  circulation ; the  thrombus 
grows  larger,  or  a collateral  circulation  is  developed.  The  specific  bulbar  symp- 
toms are  the  familiar  ones  of  all  bulbar  derangements — namely,  lingual  paralysis 
with  resulting  difficulty  in  ai-ticulation,  iiharyngeal  paralysis,  and  rarely  deafness, 
as  a result  of  lesion  of  the  acoustic  center.  Of  coui>se,  the  severity  and  extent 
of  all  these  symptoms  must  vary  according  to  the  location  and  size  of  the  spot  of 
softening. 

The  prognosis  of  cases  of  this  sort  is  almost  always  unfavorable.  Death 
results  at  latest  after  a few  days.  It  is  often  ushered  in  by  a high  temperature. 
ExceiJtionally,  there  is  a ti’ansition  into  a chronic  form. 

We  need  say  nothing  about  treatment,  except  that  the  same  remedies  are 
employed  as  in  other  acute  bulbar  diseases. 

3.  Acute,  or  Inflammatory,  Bulbar  Paralysis. 

{Acute  Bulbar  Myelitis.) 

“ Acute  bulbar  23aralysis,”  in  the  stricter  sense  of  the  term,  means  a form  of 
disease  where  marked  symptoms  of  bulbar  derangement  apiiear  acutely — that  is, 
within  a few  days  or  weeks.  The  anatomical  lesion  is  probably  an  acute  inflam- 
mation of  the  medulla  oblongata.  It  is  a rare  disorder,  and  its  astiology  is  doubt- 
ful. There  are  usually  mild  prodromata:  vertigo,  headache,  and,  in  one  case  of 
our  own,  pauiful  sensations  in  the  back  of  the  neck.  Evident  bulbar  symptoms 
very  quickly  follow.  Usually  the  first  of  these  is  dysphagia.  Not  only  is  deglu- 
tition impaired,  but  the  paresis  of  the  soft  palate  and  of  the  laryngeal  muscles 
allows  liquids  to  enter  the  nostrils  or  the  larynx.  The  tongue  also  becomes  grad- 
ually paralyzed,  speech  becomes  indistinct,  and,  if  the  soft  palate  be  involved,  nasal. 

Sometimes  the  extremities  also  become  jiaretic,  as  a result  of  the  extension  of 
the  disease  to  the  region  of  the  pyi’amids ; but  in  many  instances  the  extremities 
remain  unimpaired  to  the  end.  Paralyses  of  the  facial  nerve  and  of  the  ocular 
muscles  are  somewhat  more  frequent.  The  temjierature  is  sometimes  a little  ele- 
vated (100°-102°,  38°-39°  C.),  but  not  always.  The  pulse  is  almost  invariably 
rapid  ; in  our  patient  it  was  148. 

The  prognosis  is  ajiparently  always  bad.  Often  death  takes  place  in  four  to 
eight  days,  or  it  may  be  not  till  the  end  of  two  or  three  weeks.  It  is  invariably 
preceded  by  all  the  tokens  of  paralysis  of  respiration.  In  our  case  there  was 
well-marked  paralysis  of  the  diaiihragm  at  the  end. 

As  yet,  few  autopsies  have  been  reported.  Generally  the  medulla  presents  no 
macroscopic  changes.  Exceptionally,  it  can  be  seen  to  be  softened  and  mottled 
with  minute  hsemori’hages.  The  microscope  detects  abundant  evidence  of  inflam- 
mation : granule-cells,  infiltration  with  nuclei  around  the  blood-vessels,  thicken- 
ing of  the  walls  of  some  of  the  blood-vessels,  small  extravasations,  sv/ollen  axis- 
cylinders,  etc.  It  should  also  be  borne  in  mind  that  precisely  similar  clinical 
phenomena  seem  often  to  be  referable  to  peripheral  changes,  such  as  multiple 
neuritis  affecting  the  bulbar  nerves. 
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The  treatment  of  acute  bulbar  paralysis  is,  of  course,  almost  hopeless.  In 
early  stages  we  should  apply  counter-irritation  to  the  nape  of  the  neck;  and  we 
might  prescribe  mercurial  inunction.  It  might  also  be  well  to  employ  the  con- 
stant current,  applied  at  the  back  of  the  neck,  and  also  used  to  excite  the  move- 
ments of  deglutition.  We  found  injections  of  strychnine  useless.  Toward  the 
end,  narcotics  ai’e  indispensable. 


CHAPTER  HI. 

COMPRESSION  OF  THE  MEDULLA. 

Acute  compression  and  other  injuries  of  the  medulla  are  most  frequently  due 
to  fracture  or  dislocation  of  the  atlas  and  axis.  As  is  well  Imown,  dislocation  of 
the  axis,  or  backward  dislocation  of  the  atlas,  usually  causes  instant  death. 

Gradual  compression  is  seen  in  chronic  disease  of  the  bones  around  the  medulla, 
in  cai-ies  and  tumors  of  the  occiput  and  of  the  fu’st  two  vertebrse.  Enchon- 
di’oma  of  the  base  of  the  skull  ; new  growths  of  the  sphenoid,  at  its  junction 
with  the  occipital  ; tumors  of  the  dura ; and  sometimes  even  tumors  of  the  cere- 
bellum— may  all  excite  by  their  pressure  the  gravest  bulbar  symi^toms.  We 
should  also  mention  anenrism  of  the  vertebral  artery  at  its  uj)per  end,  and  of  the 
basilar,  as  capable  of  doing  similar  hann.  In  all  these  cases  the  main  cause  of 
disturbance  is  undoubtedly  the  mechanical  prcssm’e,  either  directly  destroying 
the  nervous  ti'acts  or  interrupting  the  transmission  of  nervous  influences  ; but 
the  circumstances  may  be  fm’ther  complicated  by  haemorrhages,  and  sometimes 
perhaps  by  inflammation  of  the  medulla  itself. 

The  clinical  phenomena  of  gradual  bulbar  compression  resemble  those  of  spinal 
compression,  in  that  they  usually  begin  with  symptoms  of  irritation  in  the  distri- 
bution of  those  nerves  the  roots  of  which  are  first  affected.  There  are  neuralgia 
of  the  trigeminus,  twitching  of  the  facial  muscles,  tinnitus  aurium,  etc.  If  the 
compression  becomes  greater,  there  are  more  serious  bulbar  symptoms : disturb- 
ances of  speech  and  deglutition,  pai-alysis  of  the  tongue,  soft  palate,  face,  and  very 
likely  motor  and  sensory  symptoms  in  the  extremities.  Usually  we  also  see  gen- 
eral cerebral  symptoms,  such  as  vertigo,  headache,  vomiting,  and  sometimes  epi- 
leptiform convulsions. 

We  can  not,  of  course,  draw  uj)  a definite  and  rigid  list  of  symptoms,  since 
both  the  individual  symptoms  and  the  general  coui’se  of  the  disease  exhibit  great 
variations  according  to  the  way  in  which  the  compression  is  brought  about.  The 
diagnosis  can  be  made  in  those  cases  only  where  some  setiological  factor  like 
trauma  or  caries  of  the  vertebrse  is  known  to  exist.  Aneurism  of  the  vertebral 
artery  is  said  by  Moser  sometimes  to  give  rise  to  a loud  systolic  murmur  heard 
between  the  mastoid  process  and  the  spine.  In  all  other  cases  we  can  seldom  do 
more  than  surmise  the  truth.  Slow  compression  is  distinguished  from  genuine 
progressive  bulbar  paralysis  chiefly  by  the  course  it  pin-sues— that  is,  there  aix; 
initial  symptoms  of  irritation— by  the  gi-eater  complexity  of  the  clinical  phenom- 
ena, like  sensory  lesions  and  hemiplegia,  and  sometimes  by  the  asymmetry  of  cer- 
tain symptoms.  If  the  anterior  part  of  the  medulla  is  compressed,  in  the  region 
of  the  pyramids,  there  may  for  a time  be  no  bulbar  symptoms,  but  merely  motor 
symptoms  in  the  extremities.  These  are  chiefly  paretic  or  spastic. 

The  prognosis  is  almost  always  bad,  as  can  bo  inferred  from  the  nature  of  the 
causative  disease.  Death  is  brought  on  cither  by  inhalation-pneumonia,  or  by 
paralysis  of  respiration.  Treatment  must  be  purely  symptomatic,  and  should  fol 
low  the  same  rules  as  in  progressive  bulbar  paralysis. 
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V. — The  Diseases  of  the  Brain. 


SECTION  I. 

Diseases  of  the  Cerebral  Mexinges. 

CHAPTER  I. 

HJEMATOMA  OF  THE  DURA  MATER. 

{Internal  Hcemorrhagie  Pachymeningitis.) 

iEtiology  and  Pathology. — Hematoma  of  tlie  dura  mater  is  the  name  given  to 
effusions  of  blood  found  on  tlie  inner  surface  of  the  dura  mater.  They  are  of  con- 
siderable area,  but  of  moderate  thickness,  and  are  usually  encapsulated.  There 
has  been  much  discussion  as  to  their  mode  of  origin,  and  views  still  differ.  One 
is  that  the  haemorrhage  is  the  primary  lesion,  and  that  the  connective-tissue  mem- 
branes are  developed  only  by  the  organization  of  the  clot.  This  conception  was 
oi’iginally  the  prevailing  one,  but  was  opposed  by  Vu’cbow,  who  was  led  by  the 
results  of  his  own  investigations  to  maintain  that  the  haemorrhage  was  always 
secondary.  The  primary  process  he  believed  to  be  a peculiar  sort  of  inflammation 
— “haemorrhagic  pachymeningitis.”  This  gave  rise  to  a new  growth  of  richly 
vascular  connective  tissue,  into  which  the  haemorrhage  took  place.  Of  late,  how- 
ever, the  tendency  is  again  to  regard  the  haemorrhage  as  the  initial  change,  at  least 
in  certain  cases,  and  to  refer  it  to  an  affection  of  the  walls  of  the  blood-vessels 
which  diminishes  their  power  of  resistance. 

The  mildest  forms  of  internal  pachymeningitis  present  a delicate  membrane 
upon  the  inner  surface  of  the  dina  matei*,  quite  easily  separable,  of  a reddish 
color,  and  dotted  with  numerous  red  and  brownish  spots.  These  spots  are  due  to 
minute  haemorrhages  and  collections  of  haematoidin.  The  membrane  itself  is  a 
delicate  interstitial  tissue,  traversed  by  numerous  \vide  capillaaaes. 

In  more  advanced  cases  the  thickening  is  much  greater.  There  are  usually  sev- 
eral layers,  the  newest  and  most  superficial  being  nearest  the  brain.  The  oldest, 
which  is  in  apposition  with  the  dura  mater,  is  composed  of  connective  tissue  that 
has  already  become  rather  Arm  and  fibrous.  It  is  evident  from  this  lamellar 
structure  that  the  whole  process  goes  on  by  fits  and  starts.  The  clinical  course  of 
the  disease  will  be  seen  below  to  agree  well  with  such  a view.  The  effusions  are 
sometimes  very  extensive,  even  larger  than  a hen’s  egg,  and  exercise  no  shght 
pressure  upon  the  underlying  cerebral  parenchyma.  The  hjemorrhage  always 
takes  place  inside  the  mass,  or  between  its  layers.  The  effusion  may,  however, 
break  through  the  innermost  layer,  so  that  the  blood  flows  into  the  arachnoid 
spaces  ; this  is  known  as  “ intermeningeal  apoplexy.” 

The  favorite  location  of  the  haematoma  is  the  parietal  region.  It  is  sometimes 
found  at  the  base  of  the  brain,  in  the  posterior  or  middle  fossa.  Occasionally  the 
haematoma  is  bilateral. 

Haemorrhagic  pachymeningitis  is  not  a rare  disease.  It  is  sometimes  found,  to 
exist  in  a modex’ate  degree  in  chronic  cardiac,  renal,  or  pulmonary  cases,  which 
come  to  autopsy.  Usually  there  have  been  no  special  symptoms,  the  lesion  being 
discovered  incidentally.  It  has  been  found  in  like  manner  in  connection  wt 
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a great  many  acute  infectious  diseases,  like  typhoid  fever  and  small-pox.  It  is  a 
more  important  and  more  frequent  complication  in  other  chronic  cerebral  diseases, 
in  particular  such  as  induce  marked  atroj)hy  of  the  brain  as  a whole.  It  is  espe- 
cially common  in  general  paralysis  of  the  insane  and  in  other  forms  of  demen- 
tia. Chronic  alcoholism  is  also  regarded  as  a potent  mtiological  factor.  In  topers 
it  is  not  very  unusual  for  the  haematoma  to  be  so  extensive,  if  it  occurs  at  all, 
;is  to  cause  grave  cerebral  derangement.  Very  likely  changes  in  the  vascular 
walls,  like  atheroma  and  fatty  degeneration,  contribute  an  important  part  to  the 
result  in  such  patients.  Hasmatoma  may  also  occur  in  all  diseases  where  there  is 
a general  haemorrhagic  diathesis.  Thus  it  is  seen  in  pernicious  anaemia,  leukae- 
mia, and  scurvy.  Here  certainly  the  haemorrhage  is  the  primary  event,  as  it  also 
is  in  the  traumatic  cases,  of  which  a number  have  been  observed. 

As  might  be  inferred  from  the  aetiological  factors  enumerated,  the  disease  is 
found  chiefly  in  advanced  life,  and  much  oftener  in  men  than  in  women. 

Symptoms. — Not  infrequently  a haematoma  of  the  dura  is  found  post  mortem, 
which  had  during  life  been  entirely  unsuspected.  Either  the  haemorrhage  was 
not  extensive  enough  to  cause  any  symptoms,  or  the  brain  exercised  that  remark- 
able tolerance  which  it  sometimes  shows  even  when  there  are  wide-reaching 
lesions ; or  such  symptoms  as  there  may  have  been  escaped  particular  notice,  in  the 
severity  of  the  moi’e  general  symptoms  (of  typhoid  fever  or  some  similar  disease). 
But  in  other  cases  haemorrhagic  pachymeningitis  excites  grave  symxDtoms,  although 
they  are  seldom  so  characteristic  as  to  reveal  the  diagnosis  ; for  individual  cases 
vary  greatly,  according  to  the  size  of  the  haemorrhages,  their  location,  and  the  fre- 
quency of  their  recurrence. 

Almost  always  the  beginning  of  the  disease  is  rather  sudden.  It  may  even  he 
like  an  ajjoplectic  seizure.  The  symjjtoms  are  referable  partly  to  the  general 
effect  of  the  haemorrhage  ujDon  the  brain,  and  partly  to  the  exact  locality  of  the 
haemorrhage.  The  more  general  symptoms  com^n-ise  headache;  imijairment  of 
intelligence  (that  is,  stupor  or  even  complete  coma) ; slow  or  irregular  pulse ; vom- 
iting; and  contracted  ]5upils — all  being  symptoms  of  cerebral  comxiression.  Now 
and  then  we  even  find  choked  disk.  Other  xihenomena  are  added  to  the  above 
when  the  haematoma  occujiies  its  usual  position,  upon  one  side  and  in  the  neigh- 
borhood of  the  motor  cortical  region,  or  central  convolutions.  The  hemijilegic 
symptoms  are  not  infrequent,  such  as  hemiparesis,  and,  from  the  irritation  which 
the  effu.sion  produces  in  the  motor  centers,  twitchings  and  convulsions  in  one  half 
of  the  body.  Sometimes  these  symxitoms  are  limited  to  a single  extremity  or  to 
the  distribution  of  the  facial  nerve.  Aphasia  has  been  repeatedly  observed  when 
the  hacmon’hage  was  near  the  island  of  Eeil.  If  the  effusion  increases,  the  motor 
disturbance  becomes  correspondingly  aggravated,  and  may  become  bilateral.  Sen- 
sation is  usually  little  impaired. 

The  further  course  of  the  disease  varies  greatly  in  different  cases.  In  the 
worst  cases  there  is  speedy  death,  usually  ushered  in  by  deep  coma.  In  pthere,  the 
first  symptoms  are  followed  by  improvement,  although  mild  indications  of  cerebral 
pressure  persist,  such  as  headache  or  vertigo,  or  else  local  symxitoms,  like  hemi- 
pare.sis.  It  is  possible  for  the  effused  blood  to  be  absorbed,  and  complete  recovery 
to  ensue;  but  usually  new  hannorrhages  and  corres^ionding  symxitoms  arise.  It 
is  preci.sely  this  appearance  of  the  symptoms  in  separate  attacks,  this  frequent 
recun’ence  of  severe  cerebral  disturbances,  that  is  characteristic  of  hannatoma  of 
the  dura  mater.  As  already  intimated,  the  way  in  which  the  anatomical  lesions 
develop  explains  this  jierfectly.  Thus  the  disca.se  may  drag  on  for  months  and 
years,  sometimes  imiiroving  and  sometimes  aggravated.  Then  some  attack  at  last 
proves  fatal.  Aivest  and  actual  imxirovement  arc  .still  xiossible  even  in  the  later 
stages,  although  often  the  features  of  the  case  have  meanwhile  undergone  essen- 
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tial  alteration  because  of  the  progi-ess  of  some  causative  disease.  In  general,  the 
clinical  phenomena  of  liasmatoma  of  the  dura  are  often  complicated  and  obscured 
by  the  co-existence  of  the  primai’y  disease. 

The  diagnosis  is  therefore  difficult.  The  main  pomts  may  be  recapitulated  as 
follows  : First,  the  existence  of  aetiological  factors,  like  alcoholism,  or  chronic 
cerebral  disease  ; second,  the  sudden  onset,  and  also  the  abx’upt  appearance  of 
further  symptoms,  the  alternation  of  rapid  aggravation  and  improvement;  and 
third,  the  existence  of  symptoms  which  experience  has  taught  us  to  refer  mainly 
to  the  cortex  of  the  brain,  namely,  unilateral  convulsions,  monoplegic  paresis 
and  contractures,  and  contracted  pupils.  Nevertheless,  frequent  errors  in  diagnosis 
can  not  be  avoided. 

Treatment. — The  possibility  of  therapeutic  interference  being  successful  is  very 
small.  In  apoplectic  shocks,  ice  to  the  head  is  xisef  ul ; and  if  the  patient  be  robust, 
it  may  also  be  advisable  to  use  local  depletion,  by  leeches  on  the  temples  or  behind 
the  ears.  It  is  also  customary  to  prescribe  some  such  thing  as  senna  or  calomel 
for  “intestinal  depletion.” 

If  the  first  onset  is  successfully  withstood,  the  main  things  as  to  further  treat- 
ment are  general  hygienic  and  dietetic  directions,  so  as  to  guard  as  fai'  as  possible 
against  fresh  hemorrhages.  Alcohol  and  excessive  bodily  or  mental  exertion 
should  be  forbidden.  Of  course,  paralysis  or  other  j>ersistent  distui-bances  may 
call  for  special  treatment. 


CHAPTER  II. 

PURULENT  MENINGITIS. 

{Puj'vlent  Cerebral  Lepiomeningilis.  Meningitis  of  the  Convexity.) 

jEtiology. — Piu’ulent  inflammation  of  the  dura  mater  has  no  clinical  impor- 
tance, for  it  is  very  rare,  and  occurs  only  as  the  result  of  the  extension  of  disease 
from  neighboring  parts.  We  shall  accordingly  consider  below  purulent  inflam- 
mation of  the  pia  mater  only.  One  important  variety  of  this  disease  has  ali’eady 
been  discussed  (see  page  103  et  seq.)  as  one  of  the  infectious  diseases,  under  the  name 
of  ej)idemic  cerebro-spinal  meningitis.  There  we  saw  also  that  the  occasional 
sporadic  cases  of  primary  or  “ idiopathic  ” meningitis  ax’e  probably  identical  setiolo- 
gically  with  those  of  epidemic  meningitis.  In  all  other  instances,  purulent  menin- 
gitis is  a secondary  disease — that  is,  the  specific  agent,  which  excites  the  pm-ulent 
inflammation,  originates  in  some  other  organ  primarily,  and  affects  the  meninges 
only  secondai’ily.  We  should,  therefore,  seek  most  carefully  in  every  case  of  puru- 
lent meningitis,  at  the  bedside  and  more  particularly  at  the  autopsy,  to  discover 
the  way  by  which  the  pathogenetic  virus  reached  the  meninges.  We  have  no 
right  to  say  that  the  case  is  one  of  primary  meningitis,  strictly  so  called,  until  w'e 
have  made  a most  careful  examination  with  a negative  result.  Prom  a clinical 
standpoint,  it  is  true  that  many  cases  of  secondaiy  meningitis  do  seem  as  if  they 
were  primaiy,  because  not  infrequently  the  really  primary  disease  excites  msig- 
nificant  symptoms,  or  perhaps  no  symptoms  at  all. 

Secondary  purulent  meningitis  is  most  often  due  to  disease  of  the  cranial  bones, 
and  in  particular  to  disease  of  the  petrous  portion  of  the  temporal  bone,  with  the 
auditory  apparatus  therein  contained.  If  we  consider  the  anatomical  relations  of 
the  middle  and  internal  parts  of  the  ear,  we  can  easily  understand  -why  inflamma- 
tion in  them  is  not  infrequently  followed  by  meningitis.  Usually  it  is  a cai’ies  of 
the  petrous  portion,  itself  due  to  an  otitis  media,  which  leads  to  an  iriaiptiou  into 
the  cranial  cavity.  This  is  especially  apt  to  take  place  through  the  thin  vault  of 
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the  tympanic  cavity.  It  may  also  extend  from  tlie  mastoid  cells,  or  by  direct 
propagation  along  the  sheaths  of  the  acoustic  or  facial  nerves,  or  along  the  vessels 
which  lie  in  the  petroso-squamous  suture.  The  dura  is  first  attacked,  and  then 
the  pia.  In  many  instances,  the  neighboring  venous  sinuses  (transverse,  cavei*- 
nous,  and  superior  petrosal)  transmit  the  infiammation,  being  fii’st  attacked  by  a 
suppurative  thrombo-phlebitis.  Again,  exceptionally,  a ptmulent  inflammation  in 
the  upper  part  of  the  nasal  cavity  may  lead  to  meningitis. 

Another  and  frequent  source  of  meningitis  is  found  in  the  various  traumatic 
injuries  of  the  cranium.  In  the  great  majority  of  these  cases  there  is  an  open 
wound,  admitting  infectious  agents  which  are  suspended  in  the  air.  The  suppura- 
tion often  commences  in  the  spongy  texture  of  the  diploe,  thence  extending  to  the 
dura  and  pia,  either  directly  or  by  way  of  a purulent  thrombosis  of  some  sinus 
into  which  the  veins  of  the  diploe  enter.  It  is,  indeed,  generally  affirmed  that  we 
may  have  a traumatic  punilent  meningitis  without  any  open  wound  ; but  this  is 
not  easily  explained,  according  to  om’  present  views  as  to  the  origin  of  purulent 
inflammations.  It  is  equally  difficult  to  understand,  what  many  authors  affirm, 
that  the  heat  of  the  sun’s  rays,  sticking  upon  an  uncovei’ed  head,  may  excite 
purulent  meningitis.  In  most  cases  of  sunstroke  we  find  marked  hypermmia  of 
the  meninges,  but  no  inflammation. 

Meningitis  may  have  an  intra-cranial  origin  ; it  is  sometimes  the  sequel  of 
cerebral  abscess.  No  matter  what  starts  the  abscess,  if  it  extends  to  the  sm’face  of 
the  brain,  it  causes  a more  or  less  extensive  purulent  meningitis  at  that  point. 
An  abscess  may  burst  into  one  of  the  lateral  ventricles,  and  the  infection  be 
carried  from  that  point  to  the  pia  at  the  base  of  the  brain. 

All  the  cases  thus  far  contemplated  allow  of  the  explanation  that  the  inflam- 
mation reaches  the  meninges  by  direct  extension  ; but  thei’e  is  another  gi’ouj)  of 
cases  where  the  agent  that  infects  the  pia  mater  originates  at  some  distant  pai’t  of 
the  body,  and  is  in’obably  conveyed  by  the  blood  or  lymph  currents.  These  cases 
are  often  tenned  metastatic  meningitis. 

Of  this  sort  is  the  secondary  meningitis  seen  in  connection  with  genuine  lobar 
pneumonia,  a combination  already  discussed  (see  page  198).  The  meningitis  is 
also  sometimes  a complication  of  empyema,  rarely  of  pymmia  and  septicaemia, 
ulcerative  endocarditis,  and  very  I’ai’ely  of  typhoid  and  the  acute  exanthemata 
(small-pox,  scarlet  fever),  and  of  acute  articular  rheumatism.  In  each  case  we 
must,  of  course,  determine  whether  the  meningitis  may  not  have  a connecting 
link  between  itself  and  the  primary  disease,  such  as  otitis  in  scaidatiua,  or  second- 
ary empyema  in  typhoid  fever. 

Pathology, — For  the  pathological  anatomy  of  pm’ulent  meningitis,  we  may  refer 
mainly  to  the  statements  made  on  page  94,  under  epidemic  meningitis,  for  the 
le.sions  are  similar.  Tlie  only  way  to  determine  whether  a meningitis  is  secondary 
or  primary  is  by  finding  or  failing  to  find  disease  in  neighboring  or  remote  parts, 
for  example  pneumonia.  The  seat  of  the  meningitis  will  vary  accoi’ding  to  that  of 
the  primary  inflammation,  if  there  be  any.  If  the  meningitis  is  due  to  caries  of  the 
petrous  bone  or  to  an  injury  of  the  slcull,  the  purulent  exudation  is  usually  most 
abundant  in  the  immediate  neighborhood  of  the  primary  lesion,  between  the  pia  and 
arachnoid.  Thence  it  gradually  extends  along  the  surface  of  the  brain,  sometimes 
chiefly  on  the  convexity  and  sometimes  at  the  l)ase.  But  in  general  it  may  be  said 
that  both  the  secondary  and  the  metastatic  varieties  of  meningitis  as  a rule  affect 
the  convexity,  altliough  this  is  by  no  means  invariably  the  ca.se.  This  rule  explains 
why  these  cases  are  sometimes  termed  meningitis  of  the  convexity,  in  contrast  to 
tubercular  meningitis,  which  latter,  as  wo  shall  find,  has  .a  i)referenco  for  the  base 
of  the  brain,  and  hence  is  called  basilar  meningitis.  The  spinal  pia  mater  is 
sometimes  simultaneously  attacked,  but  not  so  constantly  as  in  primary,  or  epi- 
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(lemic  meningitis.  Tlie  brain  is  almost  always  involved — tbe  inflammation  extends 
along  tlie  vessels  wbicli  dip  from  tbe  pia  mater  mto  tbe  cerebral  parencbyma.  It 
is  not  a rare  thing  to  find  minute  abscesses  or  eccbymoses  in  the  interior  of  tbe 
brain.  Tbe  whole  parencbyma  is  usually  moist,  cedematous,  and  of  a doughy 
consistence.  The  meningeal  exudation  exerts  upon  tbe  brain  a pressure  which 
gives  rise  to  important  symptoms ; by  it  the  superficial  cerebral  convolutions  are 
often  considerably  flattened.  The  lateral  ventricles  almost  always  contain  more 
or  less  sero-pus. 

Clinical  History. — So  varied  are  the  primary  diseases  which  may  entail  a men- 
ingitis,  that  it  is  hardly  possible  to  make  a sketch  of  the  disease  which  would  suit 
all  cases.  If  the  meningitis  comes  on  diu’ing  the  course  of  pyaemia,  pneumonia, 
or  some  other  severe  illness,  its  proper  symptoms  are  often  inextricably  confused 
with  those  of  the  primaiy  trouble;  and  when  the  sloxU  or  the  brain  has  been 
mechanically  injm-ed,  it  is  very  hard  to  determine  whether  a meningitis  has  been 
excited,  because  the  trauma  may  of  itself  produce  such  serious  effects.  The  fol- 
lowing description,  therefore,  applies  chiefly  to  cases  of  apparently  primaiy  men- 
ingitis, or  to  cases  Avhere  the  meningitis,  although  secondary,  is  well  marked. 

The  beginning  in  such  cases  may  be  sudden,  or  it  may  be  somewhat  insidious. 
Sometimes  the  gi-ave  symptoms  appear  almost  at  once,  accompanied  by  a chill  and 
high  fever.  Sometimes  there  are  for  a while  indefinite  and  more  or  less  ambigu- 
ous prodromata,  but  almost  always  it  is  the  headache  which  first  attracts  attention. 
This  grows  worae  with  more  or  less  rapidity,  and  almost  always  becomes  veiy 
violent.  Exceptionally  it  may  be  insignificant.  Not  infrequently  it  varies  con- 
siderably, being  much  worse  at  some  hours  or  on  some  days  than  on  others.  The 
location  of  the  pain  is  sometimes  frontal,  sometimes  occii^ital,  and  sometimes  oTer 
the  whole  head.  Next  in  prominence  to  the  headache,  particularly  in  the  later 
stages  of  the  disease,  is  the  mental  disturbance.  The  patient  complains  of  vertigo, 
becomes  dull  and  stupid,  or  begins  to  wander.  The  delirium  may  be  extremely 
violent,  but  usually  there  is  depression  rather  than  exaltation,  and  the  stuijor 
merges  into  coma.  That  the  headache  still  continues  may  be  inferred  from  tbe 
frequent  raising  of  the  hand  to  the  head  and  the  giamace  of  pain  whenever  the 
head  is  moved,  till  finally  the  coma  becomes  so  profound  that  even  these  reflex 
actions  cease. 

Usually  these  general  cerebral  symptoms  are  attended  by  others  referable  to 
the  particular  locality  affected.  The  neck  is  rigid.  This  is  most  marked  when 
the  posterior  fossa  and  the  medulla  are  affected.  Then  there  are  all  sorts  of 
paralytic  or  irritative  symptoms  in  the  distribution  of  the  cranial  nerves,  mainly 
due  to  lesions  of  the  nerves  where  they  emerge  from  the  base  of  the  brain  ; there 
is  derangement  of  the  motores  oculi,  as  shown  by  paralysis  or  nystagmus  ; the 
pupils  are  unequal,  or  are  contracted  or  dilated,  and  do  not  react  to  light  ; there 
is  paresis  of  the  facial,  or  trismus,  or  grinding  of  the  teeth.  All  these  symptoms 
may  appear  equally  plainly  in  other  forms  of  meningitis.  Sometimes  we  can 
detect  optic  neux’itis  with  the  ophthalmoscope.  Other  symptoms  are  due  to  cere- 
bral disturbance,  often  apparently  located  chiefly  in  the  cortex.  Thus  there  may  be 
twitchings  of  individual  muscles,  or  even  pronounced  convulsions  in  one  or  more 
limbs,  or  paralysis  of  one  extremity  or  of  half  the  body.  Sometimes  the  autopsy 
explains  these  phenomena,  but  often  we  fail  to  find  any  marked  anatomical  lesion 
to  correspond  to  them,  and  are  obliged  to  ascribe  them  to  circulatory  or  functional 
derangement. 

Of  the  remaining  symptoms,  the  fever  is  most  important.  Almost  always  the 
temperature  is  decidedly  elevated,  not  infrequently  reaching  104°  or  105°  (40°-40'5° 
C.).  The  fever  is,  however,  very  irregular.  There  may  be  repeated  chills  with 
gi-eat  elevations  of  temperature.  The  pulse  is  generally  rapid,  and  often  some- 
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what  irregular.  Exceptionally  it  is  less  frequent  than  normal,  because  of  cerebral 
compression.  Vomiting  is  not  a rare  symptom,  particularly  at  first.  There  is 
almost  invariably  constipation,  and  the  abdomen  is  often  tense  and  concave.  The 
urine  is  scanty,  and  often  contains  a trace  of  albumen.  Secondary  diseases  are 
sometimes  found  post  mortem,  such  as  lobular  pneumonia,  due  to  iuhalation  of 
food  during  the  comatose  state. 

The  entire  course  of  the-  disease  occupies  only  a few  days  in  very  acute  cases, 
and  scarcely  ever  exceeds  a week  or  ten  days.  The  termination  is  almost  sure 
to  he  fatal.  In  the  few  cases  of  recoveiy  which  have  been  reported  the  diagnosis 
is  doubtful.  In  most  instances  deep  coma  precedes  death,  though  sometimes  it  is 
ushered  in  by  convulsions.  There  is  often  a great  rise  of  temperature  (107 '5°,  42° 
C.,  or  higher)  before  the  close  of  life. 

Diagnosis. — The  diagnosis  of  pui’ulent  meningitis  is  sometimes  pretty  evident ; 
but  it  may  be  very  obscm’e,  so  that  we  can  not  always  avoid  confounding  it  with 
other  severe  acute  diseases,  such  as  typhoid,  pyaemia,  and  general  tuberculosis.  In 
general  the  most  characteristic  symptoms  of  any  variety  of  meningitis  are  intense 
headache,  rapid  onset  of  grave  cerebral  distm*bances,  delirium  and  insensibility, 
stiffness  of  the  neck,  and  disturbances  in  the  distribution  of  the  cranial  nerves 
(especially  impaired  motion  of  the  eyeball  and  optic  neuritis).  These  last,  although 
often  slight,  are  generally  present  ; and  in  connection  with  these  separate  symp- 
toms we  must  also  always  consider  the  whole  coiu’se  of  the  disease  and  any  mtio- 
logical  factors  which  may  exist.  Tyqjhoid  fever  is  excluded  by  its  usually  slower 
onset,  the  greater  delay  in  the  appearance  of  grave  cerebral  symptoms,  the  rose- 
spots,  the  greater  size  of  the  spleen,  the  characteristic  stools,  and  the  peculiar  fever- 
curve.  Severe  septic  and  pymmic  diseases,  includmg  ulcerative  endocarditis,  like- 
wise excite  cerebral  disturbances  which  might  be  misleading,  but  these  diseases 
are  to  be  recognized  by  their  aetiology  (external  wounds,  abortion,  etc.),  cutaneous 
ecchymoses,  septic  retinitis,  swelling  of  the  joints,  and  repeated  rigors.  Uraemia 
may  also  simulate  meningitis.  Sometimes  the  character  of  the  urine,  and  the 
predominance  of  convulsions,  will  set  us  right,  but  not  always.  We  may  state 
in  conclusion  that  every  one  who  sees  many  cases  (including  ourselves),  must 
repeatedly  have  met  with  patients  presenting  the  symptoms  of  a severe  and  acute 
cerebral  affection  apparently  primary,  without  demonstrable  cause,  and  seeming  to 
justify  a diagnosis  of  meningitis,  but  yet  yielding  post  mortem  no  signs  of  disease 
beyond  “ hjqieraemia,”  “ cedematous  swelling,”  and  similar  changes  of  only  second- 
ary importance.  We  are  as  yet  wholly  unable  to  explain  such  cases. 

Granting  that  meningitis  exists,  what  variety  is  present  ? The  mtiology  is  a 
great  help  in  answering  this  question.  We  should  endeavor  to  learn  whether 
there  has  been  traumatism  or  some  old  ear  trouble.  It  is  well  to  employ  the  aural 
speculum.  We  can  not  say  that  a patient  has  ej)idemic  meningitis  unless  several 
ca.ses  occur  simultaneously,  although  herpes  is  very  characteristic,  as  it  appears 
only  exceptionally  in  other  varieties.  Usually  tubercular  meningitis  also  can 
be  diagnosticated  only  by  means  of  the  mtiology.  Its  symptoms,  of  course,  are  in 
almost  all  particulars  identical  with  those  of  purulent  meningitis.  Sometime.s, 
however,  tubcrcle.s  can  be  detected  in  the  choroid  by  means  of  the  oj)htlialmoscope. 
For  further  particulars  sec  the  next  chapter. 

Treatment.  The  treatment  of  the  different  forms  of  meningitis  varies  but  little. 
Locally,  the  favorite  remedies  are  ice  applied  to  the  head,  wliich  .should  be  sliaved 
if  practicable,  and  local  de])letion  by  means  of  leeches  behind  the  ears  or  oit  the 
temples.  Many  physicians  recommend  cutting  off  the  hair  and  rubbing  in  anli- 
monial  ointment,  or  applying  ethereal  tincture  of  iodine.  We  have  never  tried 
this.  Cool  baths  with  douching  can  not  be  cmj)loyed  unlc.ss  the  jjatient  can  be 
moved  without  too  much  pain.  For  violent  paiji  or  great  rcstlc,ssness  wo  must 
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use  narcotics.  The  best  is  morphine  subcutaneously.  We  can  not  hope  for  much 
benefit  from  other  internal  remedies,  such  as  iodide  of  potassium  or  calomel. 

Prophylaxis  demands,  above  all,  prompt  recourse  to  the  otologist  for  aural 
trouble  of  any  kind,  and  strictly  antiseptic  treatment  of  all  injuries  of  the  skuU. 


CHAPTER  HI. 

TUBERCULAR  MENINGITIS. 

{Basilar  Meningitis^ 

-Etiology.— Tuberculosis  of  the  leptomeninges  is  always  a secondary  affection — 
a sequel  to  previously  existing  tubercular  disease  of  some  other  organ.  Why  tke 
pia  mater  should  be  so  often  singled  out  for  secondary  infection  with  the  tuber- 
cular’ virus,  or  what  path  that  virus  traverses  to  reach  the  pia— about  these  ques- 
tions we  know  very  little.  We  can  merely  state  what  the  other  tubercular  diseases 
are,  which,  as  experience  shows,  entail  tubercular  meningitis  most  frequently. 
These  primary  affections  may  be  of  themselves  productive  of  grave  clinical  phe- 
nomena, the  meningitis  merely  adchng  to  the  complexity  of  the  picture.  Again, 
the  primary  trouble  may  not  have  betrayed  itself  at  all,  or  its  symptoms  may  have 
been  long  ago  arrested,  so  that  the  meningitis  seems  to  be  a primary  disease.  In 
some  cases  even  the  most  careful  examination  will  fail  to  detect  the  origin  of  the 
trouble. 

Tubercular  meningitis  is  oftenest  a sequel  to  piilmonary  tuberculosis.  It  may 
appear  as  a terminal  complication  hi  cases  of  advanced  phthisis,  or  it  may  come  on 
while  the  signs  of  pulmonary  disease  are  as  yet  very  slight.  Next  in  order  as  a 
causative  affection  comes  tubercular  pleurisy.  This  origin  is  not  infrequent.  As 
we  have  already  seen,  most  cases  of  apparently  primary  pleurisy  are  due  to  tuber- 
cle. This  statement  is  supported  by  the  fact  that  it  is  not  very  exceptional  for  the 
symptoms  of  tubercular  meningitis  to  supervene  suddenly  upon  what  had  seemed 
to  be  genume  convalescence  from  pleurisy.  In  children,  and  sometimes  in  adults, 
the  virus  may  be  carried  to  the  meninges  from  cheesy,  tubercular,  bronchial  or 
mesenteric  glands,  or  from  tubercular  or  “ fungous  ” disease  of  the  bones  or  joints. 
Another  danger  to  adults  is  tubercular  disease  of  the  genito-urinary  apparatus. 
It  should  also  be  noticed  that  a single  large  tubercle  in  the  brain  may  lead  to  mili- 
ary tuberculosis  of  the  meninges.  In  short,  we  see  that  it  is  not  impossible  for  any 
tubercular  infiltration,  wherever  situated,  to  communicate  infection  either  to  the 
meninges  alone  (in  some  remarkable  way),  or  simultaneously  to  them  and  many 
other  organs.  In  this  last  case,  where  in  all  probability  the  blood  carries  the 
virus  thi’ough  the  system,  the  meningitis  is  merely  a part  of  a general  miliary 
tuberculosis  (see  page  236).  When  the  meninges  ai’e  alone  or  predominantly 
affected,  there  must  be  some  peculiar  nianuer  of  infection,  about  which,  how- 
ever, as  we  have  already  confessed,  we  have  no  iuformation. 

We  sometimes  hear  the  attack  ascribed  to  such  causes  as  over-exertion,  mental 
excitement,  or  traumatism ; but  we  need  hardly  say  that  these  can  not  be  properly 
regarded  as  jetiological  factors,  and  that  usually  they  are  merely  coincidences. 
Age,  however,  does  have  an  influence ; children  are  much  oftener  attacked  than 
adults,  although  the  latter  also  are  liable  to  it. 

Pathology. — As  in  tuberculosis  of  serous  membranes,  so  in  tuberculo.sis  of  the 
pia,  there  are  two  effects  of  infection  to  be  distinguished  from  each  other : (1)  the 
development  of  the  specific  new  growth — that  is,  of  miliary  tubercles  ; and  (2) 
the  inflammation.  The  relative  degree  of  these  two  varies.  Sometimes  the 
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tubercles  are  very  abundant  and  the  inflammatory  exudation  comparatively 
scanty ; and  in  other  cases  the  inflammation  is  considerable,  although  relatively 
few  tubei'cles  are  discoverable.  The  tubercles  are  usually  found  in  greatest 
number  along  the  course  of  the  larger  blood-vessels,  and  therefore  chiefly  in  the 
furi-ows  and  clefts  of  the  surface  of  the  brain,  in  the  flssm’e  of  Sylvius,  at  the 
chiasma,  the  pons,  the  medulla,  and  the  cerebellum.  And,  in  general,  the  base  of 
the  brain  is  usually  more  affected  than  the  convexity— hence,  as  we  have  said,  the 
name  of  “basilar  meningitis.”  There  are,  however,  exceptions  to  this  rule.  We 
very  often  And  that  the  region  supplied  by  one  or  more  ai-teries  suffers  above 
other  parts;  this  must  be  due  to  the  manner  of  infection.  The  inflammatory 
lesions  consist  of  hyperaemia,  usually  well  marked,  and  a sero-gelatinous  exuda- 
tion of  variable  amount.  That  this  exudation  is  partly  cellular  can  always  be 
proved  by  the  microscope,  and  often  even  macroscopically  from  the  great  cloudi- 
ness of  the  pia;  but  still  we  seldom  find  enough  to  justify  us  in  calling  the  pro- 
cess one  of  genuine  imrulent  inflammation.  Small  haemorrhages  into  the  pia  are 
quite  often  found.  The  brain  itself  is  usually  flattened  from  the  pressure  of  the 
meningeal  exudation.  Often  the  inflammation  involves  the  brain-substance  itself, 
as  shown  microscopically  by  tubercles,  inflammatory  changes,  and  capillary 
haemorrhages.  The  ventricles  usually  contain,  although  not  invariably,  a hydro- 
cephalic effusion.  This  led  eai'lier  observers  to  term  the  disease  “ acute  hydi’o- 
cephalus.”  The  effusion  is  serous,  but  generally  turbid  from  cellular  constituents, 
and  not  infrequently  tinged  with  blood.  The  choroid  plexus  is  engorged,  and  may 
present  tubercles.  The  spinal  cord,  in  the  majority  of  cases,  shares  in  the  tuber- 
cular disease.  Here,  too,  we  find  inflammation  of  the  pia  and  miliary  tubercles. 
This  fact  has  a clinical  beai’ing,  being  explanatory  of  many  of  the  symptoms. 

Clinical  History. — Tubercular  meningitis  almost  always  beguis  with  a pro- 
dromal .stage,  which  is  often  brief,  but  may  last  one  or  two  weeks,  or  even  longer. 
The  patient  may  be  apparently  well  {vide  supra)  until  this  comes  on,  or  he  may 
have  already  shown  signs  of  some  other  tubercular  affection.  He  now  feels  badly, 
at  any  rate,  and  begms  to  complain  of  headache,  worse  at  some  times  than  at 
others.  There  is  anorexia  and  very  often  constipation.  Another  frequent  pro- 
drome is  an  attack  of  vomiting,  which  may  or  may  not  recur.  Sleep  is  disturbed, 
either  by  the  headache  or  by  a certain  general  restlessness.  We  have  occasionally 
met  with  cases  where  the  illness  began  Avith  pronounced  mental  disturbance.  The 
patient  became  hrational  and  said  and  did  queer  things,  and  then  a few  days  later 
there  appeared  distinctive  meningeal  symptoms.  In  two  patients,  who  Avere 
topers,  the  disease  began  just  like  delirium  tremens. 

After  an  initial  period  of  variable  dm-ation,  the  general  health  becomes  more 
and  more  impaired.  The  headache  increases.  The  patient  takes  to  his  bed,  begins 
to  be  delirious,  and  soon  presents  Avell-marked  symptoms  of  grave  brain  trouble. 
Intelligence  becomes  more  and  more  impaired.  The  patient  is  sleepy,  and  can  be 
roused  imperfectly  by  the  voice,  if  at  all.  At  the  same  time  he  is  usually  quite 
restless  at  first,  grasping  at  invisible  objects  in  the  air,  picking  the  bed-clothes, 
and  continually  moving  his  legs.  The  delirium  may  be  low  or  noisy;  the  patient 
may  keep  up  a constant  singing  or  screaming  or  Avhistling.  The  persistence  of 
the  headache  even  in  this  stage  is  shown  by  the  facial  contortions  and  complaints 
of  the  sufferer,  whenever  there  is  a temporary  approach  to  consciousness.  There 
is  also,  as  a rule,  decided  tenderness  in  the  na])e  of  the  neck  on  iircssure,  freqAiently 
accompanied  by  great  stiffue.ss  of  the  nock.  Sometimes  there  is  stiffness  of  the 
entire  spinal  column,  and  pain  in  the  same.  This  is  certainly  due  to  the  coinci- 
dent spinal  meningitis. 

Another  grcnip  of  symptoms  in  the  distribution  of  the  cranial  nerves  are  iden- 
tical with  those  .seen  in  the  other  forms  of  meningitis.  Ptosis  is  not  infrequent. 
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on  one  or  botli  sides,  due  to  paresis  of  tlie  motor  oculi.  There  is  sti’abismus,  either 
internal  or  external.  Symptoms  of  irritation  of  the  nerves  governing  the  move- 
ments of  the  eye  are  very  frequent,  especially  in  the  early  stages  of  the  disease. 
Thus  we  see  slow  involuntary  lateral  movements  of  the  eyehalls,  and  sometimes 
nystagmus.  The  pupils  are  often  unequal ; they  may  he  enlarged  or  contracted, 
and  often  they  undergo  marked  and  repeated  variations  in  size.  The  reaction  of 
tlie  pupils  to  light  is  usually  sluggish,  and  may  be  absent.  With  the  ophthal- 
moscope we  find  not  infrequently  neuritis,  or  choked  disk.  In  some  instances, 
but  not  in  all,  we  find  also  tubercles  in  the  choroid,  which,  of  course,  gi-eatly 
assists  diagnosis.  Sometimes  there  is  occasional  twitching  in  the  disti’ibution  of 
the  facial  nerve,  or  a slight  tonic  contraction,  or  again  paresis  on  one  side.  The 
natural  explanation  of  all  these  phenomena  is  that  the  nerve-ti’unks  are  inter- 
fered with  at  the  base  of  the  brain,  whether  by  the  pressure  of  the  exudation  or  by 
participation  in  the  infiammatoiy  process,  or  by  the  minute  hmmorrhag^  whicli 
sometimes  take  place  into  the  sheath  of  the  nerves. 

Distnrbances  in  the  extremities  may  he  caused  by  various  lesions.  Motor 
symptoms  of  irritation  are  apparently  referable  for  the  most  part  to  changes  in 
the  cortex  of  the  brain.  We  see  occasional  twitching  of  larger  or  smaller  groups 
of  muscles,  or  rarely  convulsions.  These  latter  may  be  unilateral,  or  in  a single 
extremity.  Sometimes  there  is  well-marked  paresis  of  one  half  the  body  or 
paralysis  of  one  limb,  or  there  may  be  aphasia,  although  it  is  only  in  a part  of  the 
cases  that  we  find  j)ost  mortem  any  lesion  which  explains  these  symptoms.  In 
most  cases  there  is  a particularly  large  collection  of  tubercles  in  certain  places 
upon  the  cortex  cerebri,  occasioning  a local  compression  or  an  inflammatory  oede- 
ma, which  in  its  turn  excites  the  phenomena  mentioned.  Sometimes  the  brain- 
substance  itself  is  found  in  a state  of  red  softening  underneath  these  spots.  An- 
other and  not  very  rare  symptom  is  a xjeculiar  stiffness  of  the  limbs,  due  either  to 
direct  irritation  or  to  reflex  action.  The  reflexes  in  the  loAver  extremities  are  gen- 
erally exaggerated  at  fu’st,  but  later  on  become  dimmished,  and  finally  abolished. 
The  reflexes  upon  one  side  may  be  more  vigorous  than  upon  the  other.  As  to 
sensation,  it  is  hard  to  reach  definite  conclusions,  because  of  the  patient’s  stupor. 
Sometimes  there  is  well-marked  cutaneous  hypersesthesia,  i^robahly  referable  to  an 
implication  of  the  spinal  cord  in  the  process. 

The  behavior  of  the  pulse  and  temperature  is  interesting.  The  temperature 
is  usually  elevated,  but  often  only  to  a slight  extent — that  is,  varying  between 
100‘5°  and  102°  (38°  and  39°  0.).  Often  the  temperature  falls  quite  low,  only  to 
I'ise  again,  the  alternations  being  at  irregular  intervals.  Exceptionally  the  tem- 
peratui’e  may  remain  high  (104°  F.,  40°  C.)  most  of  the  time.  Toward  the  end 
there  is  usually  a decided  change  in  temperatm’e,  either  upward  or  downward. 
In  many  instances  there  is  a very  low  temperature  before  death ; in  two  cases  we 
have  seen  a tem]jerature  of  87 ‘8°  (31°  C.).  Or  the  temperature  may  rise  to  106° 
(41°  0.)  or  higher  just  before  death.  The  pulse  is  often  abnormally  slow  in  the 
early  stages  of  the  disease,  even  numbering  only  40  to  50  beats  per  minute.  This 
is  referable  without  doubt  to  the  inci’eased  intra-cranial  pressure.  Later  on  the 
pulse  becomes  small  and  rapid.  The  transition  may  be  very  sudden.  The  vagus 
is  at  first  irritated,  and  then  paralyzed.  Tlie  pulse  is  often  irregular. 

Respiration  is  generally  moderately  accelerated.  If  the  breathing  is  very  deep 
and  rapid,  we  should  always  think  of  simultaneous  miliary  tuberculosis  of  the 
lungs.  Toward  the  close  of  the  disease  the  respiration  often  assumes  the  Cheyne- 
Stokes  type:  there  is  a long  pause,  followed  by  very  superficial  and  gentle  respi- 
ration, which  gradually  grows  deeper  and  deeper,  then  diminishes  again,  and  is 
succeeded  by  another  complete  pause.  This  symptom  is  always  most  ominous,  for 
it  indicates  that  the  excitability  of  the  respiratory  center  is  ah’eady  greatly  impaired. 
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Symptoms  referable  to  still  other  organs  are  few.  Vomiting  is  rare  in  the 
later  stages  of  the  disease.  The  abdomen  often  presents  a “ hoat-shaped  ” concav- 
ity, as  the  result  of  tonic  muscular  contraction,  and  is  hard  and  tense.  There  is 
almost  always  constipation.  The  spleen  may  be  somewhat  enlarged.  The  ui’ine 
sometimes  contains  a trace  of  albumen.  On  account  of  the  di-owsiness,  it  is  usu- 
ally voided  in  the  bed  or  retained  in  the  bladder.  Almost  invariably  there  is  rapid 
marasmus. 

The  entire  duration  of  tubercular  meningitis  varies  somewhat,  chiefly  because 
of  the  varied  length  of  the  first  stage.  Wlien  the  disease  is  once  fully  developed, 
the  illness  seldom  lasts  more  than  thi’ee  to  ten  days  longer.  Frequently  the 
illness  is  divided  into  three  stages  : 1.  The  stage  of  cerebral  irritation,  with  head- 
ache, stiff  neck,  vomiting,  and  delirium  ; 2.  The  stage  of  cerebral  compression, 
chiefly  due  to  the  hydrocephalus,  and  causing  drowsiness,  slowness  of  the  pulse, 
paralysis  of  the  motores  oculi,  hemiplegia,  etc. ; and  3.  The  paralytic  stage,  pre- 
senting deep  coma,  relaxation  of  the  previously  contracted  muscles,  accelerated 
pulse,  and  marked  variations  of  temperature.  Such  a division  is  too  diagrammatic 
to  correspond  accurately  to  the  real  phenomena,  hut  will,  nevertheless,  often  aid 
us  in  getting  a general  idea  of  the  course  of  the  disease. 

The  termination  of  tubercular  meningitis  seems  to  be  inevitably  fatal.  Sooner 
or  later  the  patient  loses  consciousness  completely,  his  pulse  grows  very  small  and 
rapid,  his  respirations  irregular  and  intermittent  (Oheyne-Stokes),  his  temperature, 
as  we  have  said,  either  rises  high  or  falls  far  below  normal,  and,  finally,  death  is 
ushered  in  by  a paralysis  of  all  the  vital  functions.  A few  physicians  have 
reported  cases  of  recovery ; but  was  the  diagnosis  correct  ? While  we  would  by 
no  means  absolutely  deny  that  recovery  from  tubercular  meningitis  might  occur, 
it  would  certainly  be  very  difficult  to  prove,  in  any  particular  instance,  that  such 
a thing  had  happened. 

Tubercular  Meningitis  in  Children.— The  disease  is  so  prone  to  attack  children  , 
that  it  seems  desirable  to  subjoin  a few  remarks  about  the  peculiarities  of  the  affec- 
tion as  observed  in  them. 

Often  the  little  patient  is  pale  and  weakly,  with  tubercular  antecedents;  but 
sometimes  apparently  healthy  and  vigorous  children  are  attacked.  Tubercular 
meningitis  may  he  the  sequel  of  measles,  whooping-cough,  or  some  other  disease, 
which  has  occasioned  the  development  of  the  tubercular  process.  Usually  the 
severer  symptoms  are  preceded  by  a rather  long  prodromal  stage,  during  which 
the  child  is  fretful,  eats  little,  and  grows  thin  and  pale.  In  childi-en  as  well  as 
adults,  the  second  stage  is  generally  ushered  in  by  headache  and  vomiting.  The 
headache  is  not  very  often  violent ; but  children  complain  with  remarkable 
frequency  of  pain  in  the  abdomen  and  chest.  The  cause  of  this  symptom  is 
unknown.  The  pulse  is  almost  invariably  slow,  often  somewhat  irregular,  and 
it  frequently  undergoes  surprisingly  rapid  changes  in  rate — for  example,  varying 
twenty  or  more  beats  inside  of  a few  hours.  Very  early  the  child  becomes  dull 
and  drowsy.  Frequently  it  emits  a peculiar  deep  sigh,  or  that  sudden  loud  scream 
or  “ cephalic  cry  ” which  physicians  long  ago  learned  to  recognize  and  fear.  The 
symptoms  referable  to  the  cranial  nerves  and  the  nervous  disturbances  in  the 
limbs  are  similar  to  those  seen  in  adults.  Strabismus  is  almost  constant.  Very 
often  there  is  trismus,  and  a distinctly  audil)le  grinding  of  the  teeth,  most  dis- 
tressing to  the  by-standers.  Trousseau  laid  weight  upon  the  appearance  of  red 
spots  (taches  c4r4brale»)  upon  the  skin  after  it  has  been  mechanically  irritated; 
but  these  have  no  diagnostic  value.  They  are  due  to  increased  reflex  action,  and 
are  seen  in  all  sorts  of  acute  diseases.  The  fever  is  generally,  as  in  adults,  not 
very  high,  100°  to  102°  (38°-39“  C.).  Respiration  is  usually  rapid,  and  often  is 
irregular. 
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The  change  from  bad  to  woi-se  is  almost  always  announced  by  a rapid  increase 
in  the  pulse-rate,  to  160  or  200.  The  child  becomes  completely  comatose.  Very 
often  there  are  repeated  epileptiform  convulsions,  either  universal  or  affecting 
single  exti’emities.  Death  is  usually  preceded  by  a decided  rise  in  temperature. 

Diagnosis. — When  the  symptoms  are  pronounced,  the  diagnosis  of  meningitis 
is  easy,  and  we  have  merely  to  detemiine  just  what  variety  is  before  us.  That 
the  disease  is  due  to  tuberculosis  is  never  to  be  ascertained  by  means  of  the 
meningeal  symptoms  themselves,  but  is  rendered  possible  only  by  the  aetiology,  if 
that  he  discoverable.  Here,  as  in  all  tubercular  diseases,  we  have  chiefly  to  con- 
sider (1)  heredity  and  (2)  the  evidence  of  previous  or  existing  tubercular  affections 
in  other  parts  of  the  body.  Under  this  second  head  are  to  he  considered  .scrofula, 
diseases  of  the  bones  and  joints,  pulmonary  tuberculosis,  pleuri.sy,  and  tubei’culosis 
of  the  genitals  or  of  the  choroid.  If  our  search  be  imsuccessful,  we  may  some- 
times get  a hint  of  the  truth  from  the  general  appearance  of  the  patient : for 
example,  he  may  be  pale,  or  narroAV-chested.  And,  again,  the  absence  of  trauma, 
aural  disease,  or  epidemic  meningitis  will  make  tuberculosis  more  probable. 

In  its  early  stages,  or  when  it  varies  from  the  usual  course,  tubercular  menm- 
gitis  may  be  very  difficult  to  diagnosticate.  This  is  particularly  tnie  when  the 
patient  is  a child.  The  early  malaise  and  vomiting  are  treated  as  “ordinary 
gastric  catarrh  ” until  the  grave  cerebral  symptoms  disclose  the  mistake  in  diag- 
nosis. In  such  cases  we  should  be  careful  not  to  disregard  the  initial  slowness 
and  irregularity  of  the  pulse.  This  alone  should  make  our  prognosis  guarded. 
The  fever  may  be  prominent  at  the  commencement,  and  tempt  us  to  call  the  case 
one  of  incipient  typhoid  fever;  and,  indeed,  the  correct  diagnosis  is  often  impos- 
sible until  the  disease  develops  further.  In  regard  to  this,  see  the  preceding 
chapter  on  purulent  meningitis,  where  the  exclusion  of  severe  septic  diseases  and 
of  uraemia  is  also  considered. 

Before  the  autopsy  we  must  remain  in  gx-eat  uncertainty  as  to  the  number  and 
distribution  of  the  tubercles,  the  existence  of  a large  effusion  into  the  lateral 
ventricles,  etc.  We  are  often  amazed  at  the  post-mortem  examination  by  the 
apparent  insignificance  of  the  lesions.  Paralysis  of  the  cranial  nerves  (eyes,  face) 
implies  that  the  base  of  the  brain  is  gravely  affected.  If  such  symptoms  are 
absent,  and  there  are  mental  disturbances,  and  motor  symptoms  of  irritation  dis- 
played in  the  extremities,  Ave  are  led  to  infer  meningitis  of  the  convexity.  If  the 
nervous  disorder  be  mainly  xmilateral,  we  may  assume  that  one  hemisphere  is 
more  affected  than  the  other. 

Treatment. — However  hopeless  the  prospect,  we  are  nevertheless  bound  to 
employ  all  the  remedies  at  our  command,  as  in  other  forms  of  meningitis. 
Above  all,  we  should  be  thorough  in  applying  ice  to  the  head,  and  may  also  try 
local  depletion  and  lukewaa’m  baths,  with  douching.  The  inunction  of  mercurial 
ointment  has  also  been  recommended.  The  most  common  internal  remedies  are 
calomel — half  a grain  to  a grain  (grm.  0 '03-0 '05)  fora  child  every  two  hours — afld 
infusion  of  senna.  Iodide  of  potassium  may  also  be  freely  given,  fifteen  grains 
daily  to  a child,  and  two  or  three  times  as  much  to  an  adult.  Whether  it  does 
any  good  is  extremely  doubtful.  If  the  patient  is  very  restless,  narcotics  are 
indispensable.  Stimulants  are  often  given  in  the  last  stage  of  the  disease,  but 
generally  Avithout  effect. 

About  prophylaxis,  we  need  merely  refer  to  the  general  statements  on  page 
231,  in  regard  to  prophylaxis  from  the  various  tubercular  diseases. 
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CHAPTER  IV. 

THROMBOSIS  OF  THE  CEREBRAL  SINUSES. 

JEtiology  and  Pathology.— The  sinuses  of  the  dura  mater  sometimes  present  a 
thrombosis,  under  circumstances  similar  to  those  which  induce  the  same  process 
in  other  veins.  The  most  frequent  occasion  for  such  thrombosis  is  marasmus, 
however  brought  about,  with  the  accompanying  feebleness  of  circulation.  This 
is  the  explanation  of  those  not  very  rare  cases  found  among  wretched  and  ill- 
nourished  children  in  the  first  year,  of  life,  and  also  among  adults  in  a similar 
physical  condition,  as  in  phthisis.  In  many  of  these  instances  passive  congestion 
also  seems  to  contribute  to  the  fonnation  of  the  thrombus. 

Half  way  between  marantic  thrombosis  and  the  infiammatory  variety  imme- 
diately to  be  described,  come  those  cases  which  are  seen  in  typhoid  fever  and 
other  severe  acute  infectious  diseases.  Hei’e  the  specific  virus  apparently  plays 
an  important  part  (just  as  in  thrombosis  of  the  femoral  vein),  although  very 
likely  the  cardiac  weakness  also  promotes  the  thrombosis. 

Genuine  infiammatory  thrombosis — that  is,  thrombosis  in  connection  with  real 
phlebitis  of  the  sinus — is  almost  always  due  to  the  extension  of  infiammation  from 
some  neighboring  part.  The  most  fruitful  cause  is  suppuration  in  the  petrous 
bone,  the  result  of  otitis  or  caries.  This  spreads  to  the  walls  of  the  transverse  or 
petrosal  sinuses,  which  are  close  by.  Also  wounds,  necrosis,  or  other  affections  of 
other  cranial  bones  may  excite  thx-ombosis  ; likewise,  although  seldom,  deep- 
seated  infiammation  of  the  soft  parts  of  the  head  and  face,  like  large  furuncles  or 
erysipelatous  abscesses,  may  produce  the  same  result. 

Thrombosis  due  to  marasmus  is  most  frequently  found  in  the  superior  longi- 
tudinal sinus,  while  the  inflammatory  variety  usually  occupies  either  the  trans- 
verse, petrosal,  or  cavernous  sinuses.  Of  course  the  thrombus  may  grow  out  from 
its  original  siuus  into  neighboring  ones.  Important  clinical  symptoms  are  caused 
by  secondary  venous  stasis  m the  veins  which  empty  into  the  occluded  sinus. 
These  symptoms  are  most  pronoimced  when  the  longitudinal  sinus  is  afl;‘ected  ; 
objectively,  we  find  the  meningeal  veins  which  he  on  the  surface  of  the  brain  dis- 
tended and  tortuous ; and  often  there  are  extensive  meningeal  ecchymoses.  Even 
the  cerebral  parenchyma  beneath  shows  distinct  evidence  of  passive  congestion, 
and  minute  capillary  haemorrhages  have  been  repeatedly  found  in  it. 

Symptoms. — In  some  instances  moderate  thrombosis  of  the  cerebral  sinuses 
has  been  found  post  mortem,  although  there  had  been  no  symptom  suggesting  it 
before  death.  In  other  cases  the  thrombosis  does  excite  undeniable  cerebral  dis- 
order, but  the  symptoms  are  so  general  and  ambiguous  that  the  most  we  can  do 
is  to  suspect  the  existence  of  the  clot  without  being  at  all  certain  about  it. 

Siuus  thrombosis  in  marantic  childi’en  usually  causes  coma,  stiffness  of  the 
neck  and  back,  strabismus,  nystagmus,  and  sometimes  clonic  spasms  in  the  face 
and  limbs.  The  symptoms  in  adults  are  similar,  comprising  headache,  drowsi- 
ness, occasionally  delirium,  sometimes  coma,  and  varying  symi^toms  of  irritation 
or  of  paralysis  in  the  distribution  of  the  cranial  nerves  (nystagmus,  strabismus, 
trismus)  and  in  the  extremities.  But  even  all  these  .symptoms  are  insufficient  to 
make  the  diagnosis  certain.  They  must  he  re-enforced  by  certain  other  ])henom- 
ena  more  distinctly  referable  to  the  peculiar  circulatory  disturbances  occasioned 
by  the  thrombosis.  Occlusion  of  the  cavernous  sinus  sometimes  excites  well- 
marked  symptoms  of  stasis  in  tlie  ophthalmic  veins.  Thus  the  retina  may  be 
seen  through  the  ophthalmoscope  to  be  passively  congested,  there  is  oedema  of 
eyelids  and  the  conjunctiva,  the  eyeball  is  unusually  prominent,  and  the  frontal 
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veiu  is  distended.  In  case  of  an  inflammatory  thrombosis,  the  periphlehitic  swell- 
ing may  cause  symptoms  in  the  distribution  of  the  neighboring  nerves,  especially 
paresis  of  the  oculo-motor  or  abducens,  or  trigeminal  neuralgia.  In  thrombosis  of 
the  transverse  sinus  an  cedematous  swelling  is  occasionally  seen  behind  the  ear, 
near  the  mastoid  process.  If  the  clot  projects  into  the  petrosal  sinus  or  even  actu- 
ally into  the  internal  jugular,  the  lower  part  of  this  vein  collapses.  And  inas- 
much as  the  external  jugular  can  empty  itself  with  unusual  ease  into  the  unfilled 
internal  jugular  vein,  the  external  jugular  is  also  affected  and  becomes  less  promi- 
nent upon  the  affected  than  upon  the  noi’mal  side.  Sometimes  it  is  even  possible 
to  feel  the  thrombus  in  the  internal  jugular.  Such  thrombosis  causes  pain  and 
swelling  in  the  neck  on  the  abnormal  side.  When  the  superior  longitudinal 
sinus  is  blocked  up,  there  are  symptoms  of  nasal  engorgement  (epistaxis),  and 
distention  of  the  veins  about  the  temples,  which  veins  are  connected  with  the  lon- 
gitudinal sinus  by  emissary  veins.  We  must  confess,  however,  that  all  these 
special  symptoms  are  comparatively  rare,  and  often  difiicult  of  demonstration 
even  when  present. 

The  symptoms  become  more  complex  where  there  is  a suppurative  phlebitis, 
because  there  are  usually  pysemic  symptoms  as  the  disease  progresses.  Thus, 
there  may  he  rigors  and  high  fever,  pulmonary  abscess,  suppurative  arthritis,  etc. 
We  have  ah-eady  mentioned  the  combination  of  thi’ombosis  of  a sinus  with  puru- 
lent meningitis. 

The  prognosis  is  almost  always  bad,  both  because  of  the  nature  of  the  causa- 
tive disease  and  because  of  the  grave  cerebral  derangement  or  the  secondary 
pyaemia.  Treatment  can  be  only  symptomatic. 


SECTION  II. 

Diseases  of  the  Brain-Substance. 

CHAPTER  I. 

DISTURBANCES  OF  CIRCULATION  IN  THE  BRAIN. 

{Cerebral  Hypercemia.  Cerebral  Ancemia.) 

It  is  presumable  that  so  sensitive  an  organ  as  the  brain  is  much  influenced  even 
by  slight  disturbances  of  circulation  ; but  as  yet  we  have  comparatively  little 
knowledge  of  the  production  and  character  of  such  disturbances,  their  very  exist- 
ence being  very  difficult  to  demonstrate.  There  are  many  instances  where  mai-ked 
cerebral  symptoms  justify  the  assumption  that  the  brain  is  in  some  abnormal  con- 
dition, and  yet  where  there  are  many  arguments  against  any  marked  anatomical 
lesion.  Here  we  sm’mise  that  there  is  some  circulatoiy  derangement,  although 
we  have  no  actual  and  dix’ect  arguments  to  rely  upon.  For  example,  we  refer  to 
this  cause  certain  cases  of  headache,  sensations  of  pre.ssure  in  the  head,  vertigo, 
general  hyperaesthesia,  and  of  that  protean  and  nevertheless  easily  distinguishable 
disease  known  as  cerebral  neurasthenia  {q.  v.).  At  present,  however,  we  can  not 
determine  how  far  circulatory  disturbances  are  actually  concerned  in  these  cases, 
or  of  what  kind  they  are,  or  whether  there  may  not  be  purely  functional  dis- 
ease of  the  brain  entirely  independent  of  changes  in  the  blood-vessels. 

Certain  groups  of  cerebi’al  symptoms,  which  come  on  in  paroxysms,  seem  the 
most  clearly  referable  of  all  to  circulatory  disturbance.  There  can  hai'dly  be  a 
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doubt  that  the  phenomenon  known  as  fainting  or  syncope  is  due  to  sudden  cerebral 
anajmia.  As  is  well  known,  fainting  is  usually  the  re.sult  of  a clearly  demon- 
strable cause.  Frequent  and  familiar  causes  are  emotional  excitement,  terror, 
unusual  psychical  impressions  (like  the  sight  of  blood),  the  influence  of  great  heat, 
or  great  physical  strain,  as  by  long  standing.  The  condition  of  the  stomach  has 
certainly  a great  influence  in  many  cases.  There  are  many  persons  who,  if  they 
go  long  beyond  the  usual  time  without  eating  (particularly  without  breakfast),  are 
very  liable  to  syncope.  Some  individuals  are  especially  subject  to  fainting  fits. 
Such  persons  are  often  slight  and  anEemic  (for  example,  convalescents),  but  some 
are  in  appearance  robust  and  vigorous.  Many  childi’en  are  subject  to  fainting. 

Just  what  causes  the  cerebral  ansemia  in  all  these  cases  is  doubtful.  Mental 
excitement  is  usually  supposed  to  lead,  in  fainting,  to  a conti’action  of  the  minute 
cerebral  arteries.  It  is  not,  however,  impossible  that  in  these  cases  also,  as  in 
others,  sadden  cardiac  weakness  is  one  factor,  although,  if  so,  it  is  strange  that  we 
never  see  a trace  of  cyanosis.  Where  the  attack  is  apparently  connected  with 
imusual  conditions  of  the  abdominal  organs  we  are  reminded  of  the  relations  of 
the  splanchnic  nerve  to  the  heart  (Holtz’s  experiment  of  beating  the  belly  of  a 
frog),  and  of  the  possibility  that  the  brain  might  be  left  anaemic  if  the  abdominal 
vessels  suddenly  dilated  and  absorbed  a large  proportion  of  the  whole  blood- 
supply. 

The  symptoms  of  an  ordinary  fainting  flt  are  known  to  every  one.  There  are 
usually  certain  prodromata.  The  person  begins  to  “ feel  badly.”  Dizziness  comes 
on,  the  senses  are  confused,  the  ears  ring,  there  are  spots  before  the  eyes  or  total 
darkness,  the  floor  seems  to  move,  and  surrounding  objects  begin  to  spin  around. 
All  this  is  almost  always  accompanied  by  nausea,  and  sometimes  there  is  actual 
vomiting.  If  the  person  can  lie  down  promptly  the  attack  is  sometimes  averted 
without  complete  loss  of  consciousness.  Otherwise  there  is  unconsciousness  for  a 
time  varymg  from  some  minutes  to  even  a half-hour  or  longer.  What  the  by- 
stander notices  most,  even  at  the  flrst,  is  the  pallor  which  overspreads  the  face  and 
often  becomes  extreme,  and  which  is  the  visible  expression  of  the  coincident  cere- 
bral anaemia.  Very  often  the  face  and  body  are  bathed  in  cold  perspiration.  The 
pulse  is  usually  small  and  rapid. 

There  is  no  real  danger  in  an  ordinai’y  attack.  The  most  important  therapeu- 
tic measure  is  to  lay  the  patient  horizontally  as  soon  as  possible,  to  favor  the 
return  of  blood  to  the  brain.  Mild  stimulants  should  also  be  employed ; the  face 
should  be  sprinkled  with  cold  water,  the  temples  rubbed  with  vinegai’  or  cologne- 
water;  brandy  or  wine  should  be  administered.  We  can  overcome  a tendency  to 
fainting  fits  only  by  strengthening  the  constitution. 

The  results  of  chronic  cerebral  ansemia  are  observable  when  the  cerebral  con- 
dition is  part  of  excessive  general  ana3mia.  Almost  all  cases  of  chloi’osis,  per- 
nicious ana3mia,  and  acute  aummia  from  loss  of  blood  (as  in  ulcer  of  the  stomach) 
display  most  plainly  the  symptoms  of  cerebral  ansemia.  The  phenomena  are 
essentially  the  same  as  in  .syncope,  only  less  in  degree.  Consciousness  is  main- 
tained, except  in  the  worst  cases.  A sort  of  persistent  drowsiness,  however,  often 
attended  by  frequent  gaping,  is  one  of  the  most  constant  symptoms.  The  patient 
is  most  di.stres.sed,  as  a rule,  by  loud  tinnitus  aurium,  persistent  nausea,  and  some- 
times by  obstinate  headache.  All  these  symptoms  are  aggravated  if  the  patient 
.sits  up  in  bed,  and  are  least  marked  when  he  lies  as  quietly  as  possible  in  a hori- 
zontal position.  The  treatment  of  this  condition  is  of  course  identical  with  that 
of  the  causative  disease  and  the  general  anosmia. 

Cerebral  hyperaemia,  like  cerebral  anminia,  may  be  either  chronic  or  paroxy.s- 
mal.  Of  the  chronic  variety  we  know  almost  nothing.  It  seems  doubtful,  to  say 
the  least,  whether  there  is  really  a “ general  plethora,”  or  whether  the  headaches 
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and  vertigo  that  “ full-blooded  ” persons  complain  of  ai’e  due  to  Ii3rpera3mia  of  the 
brain.  Nor  have  we  any  direct  proof  that  the  cerebral  symptoms  resulting  from 
chronic  poisoning  (alcohol,  tobacco),  or  from  persistent  mental  over-exertion,  are 
brought  about  by  hyperaemia,  as  some  assume,  and  not  rather  by  functional  dis- 
order of  the  nervous  elements  themselves. 

W e have  the  best  reason  to  claim  cerebral  hyperaemia  as  the  cause  of  cerebral 
symptoms  in  instances  of  “cerebral  congestion”  or  “rush  of  blood  to  the  head.” 
There  is  a more  or  less  sudden  appearance  of  general  excitement,  with  a sensation 
of  warmth  in  the  head  and  neck,  strong  pulsation  of  the  carotids,  a red  face,  gen- 
eral hyperaesthesia  and  irritability,  headache,  vertigo,  tinnitus,  spots  before  the 
eyes,  and  nausea.  An  a,ttack  las,ts  half  an  hour  to  an  hour.  Apparently  there  is 
vaso-motor  disturbance,  causing  a sudden  enlargement  of  the  cerebral  blood-ves- 
sels, and  due  either  to  a paralysis  of  the  vaso-constrictoi’s  or  to  a stimulation  of  the 
dilators.  In  severe  cases  there  may  be  maniacal  excitement,  or  there  may  be 
stupor  and  di’ow.siness  and  other  symptoms  of  lowered  intellectual  activity,  resem- 
bling a slight  apoplectic  attack  (see  a later  chapter).  In  such  a case  we  can  not 
determine  whether  there  is  hyperaemia  alone,  or  whether  there  is  not  some  further 
lesion,  like  a small  haemorrhage. 

In  treating  congestion  we  should  keep  the  patient  as  quiet  as  possible,  with 
head  and  shoulders  raised ; and,  secondly,  we  should  endeavor  to  draw  the  blood 
away  from  the  brain.  This  purpose  will  be  served  by  hot  foot-baths,  sinapisms 
applied  to  the  chest  and  the  calves,  and  purgatives,  like  senna  or  colocynth.  It  is 
also  beneficial  to  apply  cold  to  the  head.  In  a severe  case  it  is  proper  to  put 
leeches  to  the  temples  or  the  mastoid  processes. 

To  prevent,  as  far  as  possible,  the  recurrence  of  the  attacks,  we  must  have 
regard  to  the  general  constitution  of  the  patient.  We  may  mention,  as  of^  chief 
importance,  diet  (no  alcohol)  and  a course  at  some  watering-ifiace,  or  “ cold-water 
treatment.”  ^ 


CHAPTER  II. 

GENERAL  PRELIMINARY  REMARKS  UPON  THE  LOCALIZATION  OF 

CEREBRAL  DISEASES, 

(Topical  Diagnosis  of  Cerebral  Lesions) 

The  physiological  relations  of  the  brain  are  such  tliat  the  symptoms  of  cere- 
bral disease  are  determined  to  a greater  extent  by  the  locality  than  by  the  nature 
of  the  lesion.  If,  for  example,  there  arises  at  any  place  a break  in  the  con- 
tinuity of  the  cerebral  motor  tract,  the  result,  as  we  ali’eady  know  (see  page  536), 
is  hemiplegia  upon  the  opposite  side  of  the  body.  The  result  is  precisely  the 
same,  whether  the  interruption  is  due  to  a haemorrhage,  an  abscess,  a new  growth, 
or  an  embolic  softening.  If  in  any  way  the  function  of  the  motor  libel’s  is  sus- 
pended, then  the  necessary  sequence  in  every  case  is  a paralysis  of  definite  extent 
and  definite  characteristics.  Much  the  same  may  be  said  of  many  other  syrnptoms 
which  appear  when  there  is  a lesion  of  one  or  more  definite  places,  but  which  are 
never  referable  to  a special  abnormal  process,  regardless  of  the  portion  of  brain 
thereby  affected. 

However  self-evident  these  simple  statements  may  appear,  it  required  a long 
time  for  them  to  gain  universal  acceptance  among  physicians.  The  chief  cause  of 
this  was  the  conception  entertained  by  the  older  physiologists  in  regard  to  the 
functions  of  the  brain.  Flourens,  in  1842,  taught  that  functionally  all  parts  of  the 
cerebrum  were  alike,  and  therefore  any  one  pai’t  could  act  vicariously  for  any 
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other;  and  this  view  had  numerous  adherents  among  physicians,  as  weU  as  physi- 
ologists. It  was  nevertheless  experience  at  the  bedside  and  the  autopsy-tabic 
which  first  led  to  observations  and  discoveries  irreconcilable  with  this  view. 
Above  all,  it  was  the  lesions  found  in  aphasia  which  forced  men  to  localize  one 
cerebral  symptom  as  due  to  an  affection  of  one  particular  spot  in  the  brain.  In  1861 
Broca  announced  that  the  appearance  of  aphasia  is  always  due  to  a lesion  of  the 
third  left  frontal  convolution;  and  this  was  the  starting-point  of  the  doctrine  of 
localizations  in  general.  Nine  years  later  (1870)  appeared  the  famous  treatise  of 
Fritsch  and  Hitzig  detailing  successful  attempts  at  irritation  of  the  surface  of  the 
brain  in  animals,  and  thus  overthrowing  the  old  idea  that  the  gray  cortical  sub- 
stance could  not  be  irritated.  It  was  shown  that  irritation  of  certain  places  in  the 
cortex  is  followed  by  muscular  contractions  in  well-defined  portions  of  the  oppo- 
site side  of  the  body,  so  that  we  are  justified  in  assuming  the  existence  of  a num- 
ber of  cortical  centers,  the  boundaries  of  which  are  comparatively  narrow.  These 
results  were  soon  confirmed  by  numerous  observations  in  cerebral  pathology  in 
man ; and  to-day  oirr  information  about  the  motor  functions  of  the  cerebml  cortex 
forms  the  best-known  portion  of  the  doctrine  of  cerebral  localization.  Of  late 
years  successful  work  has  been  done  in  this  exceedingly  difficult  field  by  Mey- 
nei-t  and  Flechsig  among  anatomists ; Ferrier,  Munk,  Goltz,  and  other  physiolo- 
gists; and  such  pathologists  as  Charcot  and  his  pupils,  Nothnagel  and  Hughlings 
Jackson.  It  is  time  that  we  are  only  just  beginning  to  know  something  about 
the  subject.  There  are  numerous  contradictory  views  asserted,  and  numerous 
questions  unanswered.  The  following  summary,  therefore,  is  to  be  regarded 
merely  as  expressing  the  prevailing  opinions  now  existing.  Much  in  it  will  sui’ely 
be  altered  in  the  course  of  time  ; but  still  this  doctrine  of  special  localization  of  the 
various  cerebral  functions  marks  out  in  general  outlines  the  only  foundation 
upon  which  we  can  hope  to  erect  a system  of  cerebral  pathology  and  diagnosis. 
In  the  follo'vying  sketch  we  shall,  for  practical  reasons,  put  the  results  of  clinical 
observations  in  the  foreground,  and  merely  speak  incidentally  of  the  correspond- 
ing experimental  achievements.  This  will  be  the  quickest  way  to  gain  acquaint- 
ance with  the  practical  points  in  the  diagnosis  of  what  Griesinger  called  the  “ focal 
diseases  ” ; and  then,  when  we  take  up  the  separate  varieties  of  cerebral  disease, 
we  shall  have  these  general  remarks  to  refer  to. 

1.  The  Motor  Region  of  the  Cortex  Cerebri. 

Clinical  observation  and  the  results  of  experiment  both  teach  that  a part  of 
the  cerebral  cortex  is  distinct  from  the  rest,  inasmuch  as  it  is  the  exclusive  seat 
of  motor  functions.  This  “motor  region”  {vide  Figs.  102  and  103,  page  713)  is 
inatle  up  of  the  two  central  convolutions  {gyri  centrales  anterior  et  posterior,  in 
Fig.  101),  and  the  paracentral  lobule  {vide  Fig.  103),  which  lies  on  the  median  sur- 
face of  the  cerebrum.  It  is  also  anatomically  different  from  the  other  regions  of 
the  cortex,  as  Betz  was  the  first  to  point  out,  for  it  alone  possesses  certain  large 
pyramidal  ganglion -cel  Is,  which  are  in  all  likelihood  motor.  However  extensive 
the  destnictive  processes  which  attack  other  parts  of  the  surface  of  the  brain,  pro- 
vided they  do  not  involve  these  particular  convolutions,  they  cause  no  paralytic 
symptoms  ; while  all  diseases  which  destroy  any  considerable  ])ortion  of  the 
“ motor  ” region  inevitably  result  in  a paralysis  on  the  opposite  side  of  the  body. 

We  can  differentiate  still  further.  There  are  separate  regions  which  act  as 
special  centers  for  the  various  groups  of  muscles.  The  center  for  the  movements 
of  the  facial  mu.scles  (lower  division  of  the  facial  nerve)  lies,  as  it  would  seem,  at 
the  lower  end  of  the  central  convolutions,  and  particularly  of  the  anterior  central 
convolution.  Near  by,  apparently  still  lower,  is  found  the  center  for  the  move- 
ments of  the  tongue.  The  center  for  the  movements  of  the  arm  lies  somewhat. 
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higher  than  the  center  for  the  facial,  occupying  roughly  the  middle  portion  of  the 
anterior  centi’al  convolution.  The  center  for  the  lower  extremity  is  found  partly 
in  the  uppermost  portions  of  the  central  convolutions,  but  apparently  lies  for  the 
most  part  in  the  paracentral  lobule.  Any  minuter  division  is  not  yet  possible. 

There  are  already  quite  a large  number  of  cases  of  hemiplegia  known  which 
were  caused  by  some  disease  in  the  motor  region,  like  a tumor  or  spot  of  soften- 
ing. We  should  add,  in  regard  to  the  pathological  anatomy  of  these  cases,  that 
they  all,  without  exception,  presented  a secondai*y  descending  degeneration  of  the 
pyramidal  tract  (compare  page  680),  extending  tlu-ough  the  internal  capsule,  crus 
cerebri,  and  medulla  into  the  corresponding  lateral  and  ajiterior  columns  [that  is, 
on  the  same  side  in  the  anterior  columns  and  on  the  opposite  side  in  the  lateral].' 
The  hemiplegia  due  to  cortical  lesion  does  not  differ  from  that  due  to  focal  disease 
lower  down  in  the  motor  tract  (compare  page  536)  in  its  clinical  aspects.  We  shall 
consider  the  symptoms  more  particulai-ly  in  the  chapter  on  cerebral  haemorrhage. 


Fig.  101.— Lateral  aspect  of  the  brain  (from  Eckeb).  The  gyi-i  and  lobules  are  in  Roman  type,  tlie  sulci 

and  Assures  in  italics. 

It  is  nevertheless  possible  in  many  instances  to  decide  that  the  disease  involves 
the  motor  portion  of  the  cortex  of  the  brain.  This  is  due  to  the  following  pecu- 
liarities : 

In  the  first  place,  we  have  already  remarked  (page  536)  that  the  relative  posi- 
tions of  the  motor  centers  for  the  face,  arm,  and  leg  are  such  as  to  allow  readily 
of  isolated  paralysis  of  any  one  of  these  portions  of  the  body — that  is,  “ mono- 
plegia.” In  fact,  we  already  possess  a long  series  of  obseiwations  where  circum- 
scribed lesions  in  the  motor  area  of  the  cortex  produced  paralysis  of  one  side  of  the 
face,  or  of  one  arm  or  leg,  and  of  no  other  part.  Such  paralysis  is  termed  mono- 
plegia of  the  face,  or  the  aim,  or  the  lower  extremity.  And  it  follows,  from  what 
has  been  said,  that  even  during  life  we  can  state,  with  considerable  accuracy,  the 
spot  on  the  surface  of  the  brain  where  the  disease  must  he  situated.  Still  more 
frequently,  a combined  paraly.sis  of  two  portions  of  the  body  is  to  he  obseiwed  as  a 
result  of  cortical  lesion ; the  commonest  is  a simultaneous  paralysis  of  the  arm 
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and  face ; more  rarely  we  .see  the  arm  and  leg  paralyzed  together.  On  the  other 
hand,  we  may  feel  cei’tain,  from  the  position  of  the  motor  centers,  that  no  single 
center  of  disease  could  paralyze  simultaneously  the  leg  and  the  face,  while  the 
arm  escaped  injury.  As  a matter  of  fact,  no  such  combination  has  ever  been 
observed. 


Eoker).  The  motor  region  of  the  cortex,  con.sisting  of  the 
shaded*^  posterior  centra,  convolutions,  as  well  as  of  the  paracentral  lobule  shown  in  F^,  103,  is 


™ch"olhc?  by'^a^sairitluy'scitT^^^  ComIis”cnl'r'' " t’i  ar 

have  the  same  meaning  as  in  Fig  101  ^ ^lie  difTeronces  in  the  lyn 

corteTw''l!noth'”'^  f discussed,  localized  disease  of  tit 

cortex  has  another  characteristic.  In  it  the  symptoms  of  irritation  of  the  moto 
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centers  are  noticeably  frequent.  There  are  tonic  and  clonic  spasms,  which,  like 
the  paralysis,  not  infrequently  affect  a single  arm,  or  an  arm  combined  with 
half  the  face.  Sometimes,  howevei-,  they  involve  the  entii'e  half  of  the  body. 
These  paroxysmal  spasms  are  termed  “ cortical  epilepsy,”  or  partial  epilepsy,  or 
Jacksonian  epilepsy ; for  the  movements  are  just  the  same  as  in  genuine  epilepsy. 
Numerous  cases  of  disease  have  taught  us  that  these  circumscribed  epileptiform 
attaclcs  occur  almost  exclusively  in  affections  of  the  motor  cortex.  They  furnish 
information  as  to  the  precise  locality  of  the  lesion;  for  spasms  in  the  distribution 
of  the  facial  nerve  imply  that  mainly  the  lower  third  of  the  centi'al  convolutions 
is  affected;  of  the  ai’m,  the  middle  third;  and  of  the  lower  extremity,  the  upper 
portions  of  the  same.  At  the  same  time,  the  spasms  and  the  paralysis  vary 
greatly  in  their  relations  to  each  other.  Often,  for  example,  when  there  is 
haemorrhage  into  the  central  convolutions,  violent  unilatei’al  convulsions  come 


Fio.  104.— (Drawn  according  to  Ecker.)  Explanation  of  the  topoCTaphical  relations  between  the  surface  of 
the  brain  and  the  skull,  c.  Fis.sure  of  Rolando.  HC.  and  VC.  Posterior  and  anterior  central  convolu- 
tions. S.  Si.  and  Sii.  Fissure  of  Sjdvius.  Pb  P^.  Upper  and  lower  parietal  lobes.  0.  Occipital  lobe. 
Cb.  Cerebellum.  T.  Temporal  lobe.  F.  Frontal  lobe. 

on  simultaneously  with  the  paralysis.  In  the  case  of  tumors  and  other  lesions 
which  develop  slowly,  partial  epileptiform  spasms  will  often  appear  quite  a long 
while  before  there  are  symptoms  of  paralysis.  Finally,  it  is  not  rare  for  epilepti- 
form attacks  to  occur  repeatedly  in  regions  that  are  already  paralytic.  Either 
of  the  occurrences  described  in  the  two  preceding  sentences  ad’e  particularly  strong 
evidence  that  the  coi-tex  cerebri  is  diseased.  Beside  the  pronounced  epileptic 
attacks,  disease  of  the  motor  region  of  the  cortex  may  give  rise  to  less  violent 
symptoms  of  motor  irritation,  like  occasional  twitching,  rhythmical  twitching, 
and  tonic  contraction. 

About  the  condition  of  sensation  when  there  is  cortical  paralj^sis  we  Icnow  as 
yet  too  little.  The  late  experimental  researches  of  Munk  hav^  led  to  the  conclu- 
sion that,  in  animals,  the  so-called  “ sphere  of  sensation  ” lies  in  the  same  region 
as  the  motor  centers  of  the  cortex.  We  might,  therefore,  be  somewhat  inclined 
to  presuppose  that  a disturbance  of  sensation  would  invariably  accompany  cortical 
paralysis  in  man  also,  but  about  this  point  clinical  observations  do  not  yet  give 
perfectly  haimonious  results.  In  many  cases  sensation  is  undoubtedly  normal, 
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while  in  others  simultaneous  disturbances  of  sensation  have  been  clearly  demon- 
strated. Of  especial  interest  is  the  well-attested  fact  that  the  muscular  sense  may 
be  diminished  in  the  extremities  involved — that  is,  the  patient  can  not  tell,  with 
eyes  closed,  the  position  of  the  atfected  limbs. 

2.  The  other  Parts  of  the  Cortex  Cerebri,  except  the  Center  for 

Speech. 

1.  Frontal  Convolutions.— XJnilateval  disease  of  the  anterior  portion  of  the 
brain  may  be  quite  extensive  without  causing  notable  disturbance  of  any  kind. 
Certainly  the  upper  two  frontal  convolutions  have  no  motor  functions.  It  is, 
however,  maintained  that  the  portion  contiguous  to  the  anterior  central  convolu- 
tion, called  the  foot  of  the  frontal  convolutions,  does  contain  motor  centei-s ; but 
even  about  this  doubt  has  lately  arisen.  The  third  (lowest)  frontal  convolution 
on  the  left  side  has,  as  we  shall  soon  see,  an  undoubted  connection  with  the  motor 
processes  of  speech. 

There  is  a quite  generally  accepted  view  that  the  cortex  of  the  frontal  portion 
of  the  brain  is  to  be  regarded  as  the  “seat  of  the  higher  psychical  functions.” 
Some  few  cases  ai’e  on  record  where  extensive  bilateral  lesions  of  these  parts  had 
for  their  only  symptoms  mental  disturbances.  In  general  paralysis  also,  and  in 
other  forms  of  dementia,  it  is  very  probable  that  the  atrophy  is  greatest  in  the 
anterior  part  of  the  cerebrum.  Nevertheless,  we  can  not  emphasize  too  much  the 
fact  that,  at  present,  we  have  no  certain  knowledge  about  the  minute  relations  of 
the  psychical  functions  to  the  different  sections  of  the  brain. 

2.  Parietal  Convolutions.— 'We  know  practically  nothing  about  tbs  functions 
of  the  cortex  of  the  parietal  lobe,  and  tbe  symptoms  which  might  imply  disease  of 
that  portion  of  the  cerebrum.  The  results  of  clinical  observations  thus  far  made 
with  these  points  in  view  are  quite  contradictory.  In  regard  to  the  motor  func- 
tions of  the  pai'ietal  region,  apart  from  the  posterior  central  gyrus,  we  know  only 
that  in  the  supra-marginal  and  angular  gyri  seem  to  lie  the  centei-s  for  associated 
conjugate  movements  of  the  eyes.  In  the  angular  gyrus  is  perhaps  also  a center 
for  the  ocular  portion  of  the  facial  nerve,  orbicularis  oculi,  and  levator  palpebrae 
superioris.  The  parietal  lobe  seems  to  have  important  relations  to  sensibility. 
According  to  Flechsig,  most  of  the  sensoiy  fibers  of  the  tegmentum  seem  to  have 
their  centi-al  termination  here.  Disturbances  of  the  musculai-  sense  seem  to  be 
especially  common  with  lesions  in  the  parietal  region. 

3.  Occipital  Convolutions. — The  clinical  and  experimental  investigations  of 
the  last  few  years  have  all  shown  that  the  occipital  portion  of  the  cerebrum  con- 
tains the  cortical  center  for  visual  sensations.  It  is  here,  in  all  probability,  that 
the  fibers  of  the  optic  nerve  terminate  in  the  cortex  cerebri.  A glance  at  the  fol- 
lowing diagram  (Fig.  105)  will  make  it  easy  to  understand  the  disturbances  of 
vi.sion  which  result  from  lesions  of  the  occipital  lobe.  L represents  the  left  eye 
and  R the  right,  Ch  the  optic  chiasma,  where,  as  is  now  certain,  some  of  the  fibers 
of  the  optic  neiwes  cross  to  the  opposite  side.  The  fibers  (distinguished  by  a 
broken  line)  from  the  outer  or  temporal  half  of  each  retina  extend,  without  cross- 
ing, into  the  corre.sponding  optic  tract  {Tract,  opt.),  while  those  from  the  inner  or 
nasal  half  of  the  retina  cross  over  in  the  chiasma.  The  right  occipital  lobe,  for 
example,  comes  in  this  way  to  receive  the  fibers  from  the  outer  half  of  the  right 
retina  and  from  the  inner  half  of  the  left.  If  the  riglit  occipital  lobe  becomes 
di.sorganized,  then  the  images  formed  upon  the  parts  of  the  retinm  just  named,  be- 
longing to  the  left  half  of  the  field  of  vision,  are  unperccived.  With  each  eye 
the  patient  sees  only  such  objects  as  lie  in  the  right  half  of  his  field  of  vision,  and 
is  blind  to  all  that  lies  upon  his  left.  This  sort  of  visual  disturbance,  where  each 
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eye  becomes  blind  to  the  same  “homonymous”  portions  of  the  field  of  vision,  is 
termed  hemianopsia,  or  heaniopia.  A lesion  of  the  right  occipital  lobe  causes, 

therefore,  left-sided  hemiopia,  and,  vice  ver- 
sa, destruction  of  the  left  occipital  lobe  en- 
tails right-sided  hemiopia. 

It  may  also  be  well  to  mention  briefly 
another  peculiar  disturbance  of  vision  which 
is  perhaps  due  to  a lesion  of  the  occipital 
cortex.  Fiirstner  noticed  certain  phenom- 
ena in  the  insane,  which  implied  that  the 
patient,  although  he  could  see,  and  could 
not  therefore  properly  be  called  blind,  yet 
did  not  recognize  the  objects— that  is,  was 
no  longer  able  to  interpret  the  meaning  of 
the  visual  image.  Munk  has  given  to  this 
condition  the  name  of  “soul  blindness,” 
conceiving  it  to  be  a “ loss  of  visual  memo- 
ry. ” Soul  blindness  seems  to  occur  chiefly 
in  superficial  lesions  in  the  occipital  region, 
while  the  special  visual  center  itself  seems 
to  lie  chiefly  in  the  cuneus  and  the  first  occipital  convolution. 

4.  Temporal  Convolutions. — The  relation  of  the  temporal  lobe  to  hearing  is 
apparently  analogous  with  that  of  the  occipital  to  vision.  Whether  extensive 
disorganization  of  the  temporal  lohe,  or  of  the  fibers  that  enter  it,  can  produce 
actual  deafness  of  the  opposite  ear,  has  not  yet  been  proven,  masmuch  as  very 
few  cases  have  yet  been  studied.  It  may,  however,  be  regarded  as  extremely 
probable  that  a lesion  of  the  fii’st,  or  uj^permost,  temporal  convolution  occasions 
that  peculiar  phenomenon  known  as  “ word  deafness  ” or  “ soul  deafness,”  with 
which  we  are  at  once  to  become  more  intimately  acquainted. 

3.  The  Centers  op  Speech  and  the  Disturbances  op  Speech. 

{Aphasia  and  Allied  Conditions.) 

The  Various  Forms  of  Aphasia,  and  their  Anatomical  Localization.— As  we 
remarked  at  the  very  beginning  of  this  chapter,  the  peculiar  derangements  of 
speech  observed  in  many  cerebral  diseases  were  the  first  symptoms  which  were 
found  to  be  caused  by  a distinctly  localized  cerebral  lesion.  For  the  better  under- 
standing of  this  extremely  interesting  subject,  it  is  necessary  that  we  should  enter 
somewhat  minutely  into  the  processes  connected  with  normal  speech. 

Incitement  to  speech — that  is,  to  the  oral  expression  of  our  thoughts  to  others 
— comes  either  from  an  internal  impulse  or  from  external  causes  which  excite 
this  impulse.  Speech  always  requires  internal  mental  activities — the  presence  of 
ideas  and  their  transformation  into  that  which  we  wish  to  communicate  by 
speech.  Where  there  are  no  conceptions  there  can  be  no  words.  The  idiot  is 
silent,  because,  like  the  newborn  infant  or  the  hrute,  he  has  nothing  to  say;  but, 
on  the  other  hand,  the  impulse  to  speak  must  also  be  present.  In  melancholic 
insanity  we  sometimes  obseiwe  persistent  loss  of  speech,  not  from  any  lack  of 
something  to  say.  but  because  there  is  no  incitement  to  the  act,  or  because  inhibi- 
tmy  influences  immediately  repress  any  tendency  to  utter  words.  If  we  take  for 
granted  that  the  mental  material  for  speech  exists,  then  the  transformation  of  this 
material  into  actual  speech  is  a result  of  the  following  complicated  jirocesses,  the 
disturbance  of  which,  individually,  produces  the  vai’ious  forms  of  aphasia. 

In  the  first  place,  the  speaker  must  be  acquainted  witli  the  word  which  ex- 
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presses  the  mental  conception.  If,  for  instance,  he  wishes  to  tell  another  the 
name  of  some  animal,  he  must  know  the  appropriate  word— “dog,”  “sparrow,” 
“frog.”  This  knowledge,  which,  as  far  as  our  mother  tongue  is  concerned,  we  all 
acquired  in  childhood,  may,  as  experience  shows,  be  lost  again  in  case  of  cerebral 
disease.  Just  as  we  may  ourselves  forget  a word  momentarily,  or  as  any  healthy 
person  may,  at  the  sight  of  an  animal  that  is  perhaps  rather  rare,  he  “ unable  at 
the  minute"  to  think  of  its  name,”  so  in  disease  one  may  forget  all  or  a greater  or 
less  number  of  words.  Such  a patient  sees  a dog,  and  knows  well  enough  that  it 
is  an  animal  possessed  of  such  and  such  qualities,  but  he  has  forgotten  its  name. 
The  association  between  the  conception  “ dog,”  and  likewise  between  the  percep- 
tion of  a dog  by  the  eye,  and  the  appropriate  vocal  representation  “ dog,”  is  lost. 
This  condition  is  termed  amnesic  aphasia,  because  it  is  due  to  complete  or  partial 
loss  of  the  memory  for  words.  The  patient  knows  perfectly  well  what  te  wishes 
to  say,  but  the  words  escape  him.  At  the  same  time,  in  cases  of  pure  amnesic 
aphasia,  the  power  of  repetition  is  unimpaired.  As  soon  as  we  say  “ dog  ” to  the 
patient,  he  repeats  the  word  perfectly  well  ; and  sometimes  he  also  perceives 
that  this  is  I’eally  the  correct  word ; hut  in  other  instances,  although  the  word  is 
correctly  repeated,  the  patient  does  not  become  conscious  of  its  meaning  {vide 
infra  “word  deafness  ”). 

Of  great  interest  are  certain  cases  where  there  is  only  partial  amnesia.  These 
have  been  repeatedly  observed.  Thus  a patient  forgot  nothing  but  his  own  name, 
remembering  all  other  words  perfectly ; or  the  loss  of  words  may  be  confined  to 
but  one  language,  the  patient  being  still  able  to  express  himself  tolerably  well  in 
another  tongue.  In  a case  observed  by  Graves,  the  patient  still  knew  the  initial 
letter  of  all  words;  if,  for  example,  he  saw  a cow,  he  would  know  that  the  cori-e- 
sponding  word  began  with  0,  and  would  look  under  C in  a dictionary  till  he 
found  the  word. 

If  the  memory  for  words  be  retained,  the  next  requisite  for  speaking  is  the 
transfer  of  the  word  unage  into  such  action  of  the  muscles  of  our  organs  of  speech 
as  is  calculated  to  produce  the  word  in  question  as  an  actual  sound.  This  motor 
process  is  so  complicated  that  an  extremely  accurate  co-ordination  of  movements 
is  demanded  for  the  correct  pronunciation  of  the  word.  Man  therefore  possesses 
a separate  center,  in  which  this  transfer  of  the  word  image  into  the  motor  pro- 
cesses of  speech  takes  place.  If  this  center  be  diseased,  there  again  results  a loss, 
or  at  least  a greater  or  less  impairment,  of  speech.  The  patient  is  in  this  case  well 
aware  of  the  woi’d  he  wishes  to  say,  hut  he  can  not  pronounce  it.  He  has,  if  we 
may  use  the  expression,  forgotten  the  movements  that  are  essential  to  speaking. 
His  tongue  and  lips  are  not  really  paralyzed,  but  the  patient  no  longer  knows  how 
to  make  use  of  them  for  talking.  He  has  reverted  to  the  condition  of  childhood, 
before  he  had  learned  to  talk.  The  patient  often  makes  the  greatest  effort  to 
speak.  The  word  he  wishes  to  utter  “ keeps  hovering  before  him  ” ; he  moves  his 
mouth  in  the  most  striking  manner,  but  bi’ings  out  only  an  occasional  sound,  and 
that  incorrect.  This  form  is  known  as  ataxic  aphasia.  Of  course  it  is  equally 
impossible  for  the  patient  to  rcjieat  a word  after  some  one  else.  He  kee])s  his  eyes 
fixed  on  the  mouth  of  the  speaker,  and  endeavors  to  imitate  the  motions  of  his 
mouth,  but  he  is  either  partially  or  totally  unable  to  reproduce  the  sound. 

Ataxic  aphasia  exhibits  many  degrees  of  intensity.  On  the  one  hand  there  are 
cases  of  complete  aphasia,  where  the  patient  can  utter  only  such  separate  sounds 
as  “a.”  “e,”  etc.  And,  on  the  other  hand,  there  are  also  very  mild  ca.ses  where 
there  are  merely  slight  errors  in  pronunciation.  The  patient  pronounces  many 
words  correctly,  but  with  others  there  are  such  mistakes  as  the  transposition  of 
individual  letters,  the  misplacement  or  omission  of  letters,  or,  finally,  the  adding 
on  of  letters.  For  example,  ho  will  say  thens  instead  of  then,  widow  instead  of 
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window,  dipter  instead  of  dipper,  liefd  instead  of  held,  wrelster  instead  of  wrest- 
ler, and  belnow  instead  of  below.  This  mildest  form  of  ataxic  disturbance  is 
termed  “ stumbling  over  syllables  ” (Silbernstolpern),  or  “ literal  ataxia.”  In  most 
iTistances  the  patient  can  j)ronounce  some  words  tolerably  well,  others  only  imper- 
fectly and  with  difficulty,  and  still  others  not  at  all.  Usually  the  patient  gradu- 
ally learns  a few  common  words  and  expressions  (e.  g.,  “ good  morning”)  by 
means  of  persistence  in  repeating  them  as  they  are  uttered  by  another,  so  that  he 
pronounces  them  better  and  better.  What  is  very  remarkable,  and  not  so  very 
rare,  is  that  a patient  will  be  able  when  in  a passion  to  pronounce  a word,  such  as 
an  oath  or  an  exclamation,  perfectly  well,  because  it  is  done  to  a certain  extent 
involuntarily,  while  he  can  not  utter  the  same  words  if  he  wishes  to  say  them. 
Association  also  often  exerts  an  appreciable  influence ; for  example,  a patient  who 
finds  it  absolutely  impossible  to  pronounce  “six,”  utters  it  with  j)erfect  distinct- 
ness if  he  begins  to  count  from  one,  in  the  ordinary  way,  up  to  six.  There  are 
many  facts  connected  with  this  subject  which  can  not  here  be  discussed.  Each 
case  demands  separate  and  earnest  study,  and  will  usually  be  found  to  present  an 
abundance  of  interesting  peculiarities. 

Allied  to  ataxic  aphasia  are  two  other  disturbances  of  speech,  known  as  mono- 
phasia  and  paraphasia.  Monophasia  is  very  rare ; in  it  the  patient  has  command 
of  but  one  single  syllable,  or  a single  short  phrase,  and  this  is  pronounced  when- 
ever he  attempts  to  talk.  A patient  of  our  own  could  for  a long  Avhile  utter  noth- 
ing but  meaningless  words,  “ selber  sag  ich  ndmlicJi  selber  ” (self  say  I namely 
self).  The  entire  verbal  thesaurus  of  another  (female)  patient  whom  we  saw  con- 
sisted of  the  meaningless  sounds  “bibi”  and  “eibibi.”  StUl  a thmd  could  .say 
only  “tinne,  tinne.”  The  patient  is  quite  well  aware  that  what  he  says  is  wrong, 
but,  despite  all  his  efforts,  every  attempt  to  speak  excites  these  same  sounds.  It 
produces  a comical  impression  to  see  the  patient  use  the  same  invariable  word, 
with  all  sorts  of  facial  expression.  Thus  the  woman  mentioned  above  begged  for 
things,  with  “ bibi,”  in  a coaxing  tone,  while  sometimes  she  would  give  vent  to 
violent  anger  with  a loud  “ bibibibi.” 

Paraphasia  is  a confounding  together  of  words.  The  association  between  the 
idea  and  the  corresponding  word  is  broken  up,  and  instead  other  words  come  to 
the  tongue.  Some  of  these  are  ijroper  words  enough,  but  others  are  quite  mean- 
ingless. Such  a patient  may  talk  a long  while  without  conveying  any  idea  to  the 
listener,  inasmuch  as  he  says  “brush”  instead  of  “bed,”  or  “gove”  instead  of 
“ give,”  etc.  It  is  a very  interesting  fact  that  in  paraphasia  the  influence  of  cer- 
tain associations  are  often  manifest.  The  patient,  for  instance,  uttei*s  a wi’ong 
word  which  has  a certain  resemblance  in  sound  to  the  right  one,  begins  Avith  the 
same  syllable,  etc.  Purely  ideal  associations  sometimes  also  play  a part ; thus  one 
of  our  patients  called  a white  handkerchief  “ snow,”  etc. 

As  has  been  already  shown,  in  amnesic  aphasia  the  connection  between  the 
word  and  the  conception  it  represents  is  so  imperfect  that  the  rising  up  to  con- 
sciousness of  the  idea  fails  to  call  up  the  corresponding  word.  Now,  on  the  other 
hand,  the  opposite  may  occur;  the  word,  when  it  is  heard,  may  fail  to  call  up  the 
appropriate  mental  image.  Kussmaul  has  given  tliis  condition  the  name  of  word 
deafness  (Wernicke’s  sensory  aphasia).  The  j)atient  is  not  really  deaf,  for  he  hears 
everything,  but  he  no  longer  understands  what  he  hears,  and  he  has  forgotten 
what  the  words  signify.  The  vernacular  sounds  to  him  as  a foreign  tongue  would 
to  a healthy  but  unlearned  man.  A moderate  amount  of  word  deafness  is  very 
frequent  in  aphasia,  particularly  in  the  amnesic  variety;  but  this  last,  and  w’ord 
dumbness,  are  not  identical.  A person  may  forget  the  word  corresponding  to  some 
idea  and  yet  understand  the  meaning  of  that  word  perfectly  when  he  hears  it. 
It  is  an  easy  matter  to  prove  whether  word  dumbness  exists  or  not  by  asking  the 
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patient  to  do.something— for  example,  to  touch  certain  parts  of  his  body,  or  to 
perform  certain  motions  (without,  however,  making  any  explanatory  gestures  our- 
selves), and  seeing  whether  he  understands  and  complies.  Of  course,  the  demon- 
sti’ation  of  word  deafness  can  usually  be  made  with  regard  to  the  names  of  con- 
crete things  only,  and  cei-tain  verbs  and  adjectives,  but  is  hardly  practicable  in 
other  cases  (for  example,  with  abstract  words  and  adverbs),  particularly  if  there  be 
aphasia  at  the  same  time. 

These  various  forms  of  aphasia,  just  described,  seldom  occur  singly  and 
unmixed.  They  are  usually  found  in  combinations,  which  vary  greatly,  so  that  > 
a complete  idea  of  the  derangement  existing  in  any  case  can  be  obtained  only  by 
careful  examination  and  continued  observation  of  the  patient.  Granting,  how- 
ever, that  the  variety  of  aphasia  has  been  determined,  what  light  will  this  throw 
upon  the  localization  of  the  cerebral  disease? 

As  eai’ly  as  1825  Bouillaud  affirmed  that  disease  of  the  anterior  lobes  of  the 
brain  is  alone  capable  of  producing  distm’bances  of  speech.  In  1836  another 
French  physician,  Marc  Dax,  pointed  out  for  the  first  time  that  only  lesions  of  the 
left  half  of  the  brain  cause  aphasia ; and  in  1861  Broca  was  able,  as  already  stated, 
at  last  to  declare  that  the  “ center  for  speech  ” lies  in  the  third  left  frontal  convo- 
lution. This  statement  has  since  been  confirmed  innumerable  times,  although  it 
must  be  added  that  disease  here  is  a cause  of  ataxic  or  motor  aphasia  alone.  Still 
more  accurately,  it  is  the  posterior  portion  of  the  third  left  frontal  convolution,  the 
pars  opercularis,  so  called,  which  gives  rise  to  this  symptom.  It  is  in  this  region, 
therefore,  that  those  complicated  processes  of  motor  co-ordination  which  are  essen- 
tial to  the  utterance  of  a word  take  place.  Word  deafness,  on  the  other  hand, 
according  to  all  the  newer  observations  of  Wernicke,  Kahler,  and  Pick,  seems 
invariably  to  be  referable  to  disease  of  the  first  or  uppermost  left  temporal  convo- 
lution. Probably  the  same  is  true  of  amnesic  aphasia.  It  is  apparently,  then,  this 
region  which  is  essential  to  the  normal  association  between  the  auditory  image  of 
the  words  we  hear  and  the  appropriate  mental  concej^tions.  Any  minuter  local- 
ization of  these  and  the  remaining  forms  of  disturbance  of  speech  is  at  i3resent 
impossible.  It  is  probable,  though  not  certain,  that  the  left  island  of  Reil  also 
has  some  connection  with  aphasic  disorders.  However  this  may  be,  the  coire- 
sponding  portions  of  the  right  hemisphere  are  not  usually  connected  with  this 
sort  of  disturbance — a fact  perhaps  analogous  with  the  predominant  use  of  the 
right  hand ; that  is,  of  the  left  cerebral  hemisphere.  It  is  only  in  a few  exceptional 
cases — for  example,  of  left-handed  persons,  or  of  such  as  present  congenital  defects 
in  the  left  half  of  the  brain — that  observer’s  have  noticed  aphasia  in  connection  with 
disease  of  the  corresponding  frontal  and  temporal  convolutions  of  the  right  side. 

The  diagnosis  of  aphasia  in  general  is  an  easy  matter  if  we  stick  closely  to  the 
true  conception  of  aphasia.  The  examination  would  have  to  be  a superficial  one 
to  lead  to  confounding  it  with  bulbar  symptoms  such  as  dysarthria  {vide  supra, 
page  685),  or  with  the  disturbances  of  .speech  which  result  from  other  lesions  which 
entail  paresis  or  paralysis  of  the  hypoglossus  or  certain  fibers  of  the  facial. 

No  general  rules  can  be  laid  down  as  to  the  prognosis  and  treatment  of  aphasia, 
inasmuch  as  everything  must  of  course  depend  upon  the  nature  of  the  disease 
which  excites  this  symptom.  We  will  merely  emphasize  here  the  therapeutic  fact 
that  methodical  exercises  in  speaking  and  in  language  may  be  decidedly  beneficial. 

In  ataxic  aphasia  such  instruction  may  be  imparted  in  about  the  same  way  as  to 
the  deaf  and  dumb,  sight  and  touch  being  invoked  to  aid  in  a fresh  training  of  the 
appropriate  muscles.  In  amnesic  aphasia  the  memory  must  be  trained,  that  the 
forgotten  words  may  once  more  be  “ stamped  ” upon  it.  Of  course,  all  such  efforts 
demand  great  tact  and  patience,  and  accomplish  little  unless  they  are  methodical 
and  persistent. 
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Disturbances  Allied  to  Aphasia ; Agraphia,  Alexia,  Amimia,  and  Apraxia, 

Aphasia  is  very  often  accompanied  by  a group  of  other  symptoms,  which  are  like- 
wise due  to  disturbance  of  the  processes  of  association.  Besides  the  language  of 
words  we  possess  two  other  means  of  expression — writing  and  gesticulation.  Our 
mental  concepts  are  associated  not  only  with  certain  sounds  but  also  with  certain 
visible  forms,  so  that,  on  the  one  hand,  we  use  them  to  impart  our  thoughts  to 
others,  and,  on  the  other,  by  their  aid  we  learn  the  thoughts  of  other  people.  In 
aphasia  this  capability  also  is  often  more  or  less  lost.  If  it  be  impossible  for  the 
patient  to  make  himself  understood  by  means  of  words,  and  we  give  him  a pen, 
that  he  may  write  down  his  wishes,  it  is  often  found  that  this,  too,  is  out  of  the 
question.  The  patient  tries  to  write,  and  may  indeed  set  down  one  or  two  words, 
or  one  or  two  letters,  but  he  is  no  longer  capable  of  writing  a single  sentence,  or 
perhaps  even  a single  word,  correctly.  This  is  termed  “agraphia.”  Probably,  in 
most  instances,  the  agraphia  is  amnesic.  The  patient  has  forgotten  the  written 
chai’acters.  Usually,  although  not  in  every  case,  he  can  copy  correctly  what 
another  has  written.  When  the  patient  writes  a wrong  word  in  place  of  the  right 
one,  we  call  it  paragraphia.  Here,  too,  processes  of  mental  association  become 
manifest  as  in  paraphasia  {vide  supra).  With  the  disturbance  in  writing  is  often 
associated  alexia ; the  patient  can  not  read  any  better . than  he  can  write — that 
is,  the  characters  which  he  sees  fail  now  to  call  up  the  associated  mental  con- 
ception. Alexia  is  not  inseparably  connected  with  woi’d  deafness.  It  is  possible 
for  a patient  not  to  understand  a spoken  word,  and  yet  to  recognize  it  at  once  if 
written. 

The  aphasic  ai’e  also  quite  often  unable  to  exjjress  themselves  by  pantomime  or 
“ dumb  show.”  Frequently  the  patient  makes  no  effort  whatever  of  this  kind,  or 
what  signs  he  does  make  are  evidently  wrong  and  misleading.  We  have  repeat- 
edly seen  an  aphasic  patient  nod  his  head,  when  it  was  plain  that  he  meant  to  say 
No,  and  vice  versa. 

Finally,  there  is  api’axia,  a disturbance  which,  to  be  sure,  is  often  associated 
with  aphasia,  but  implies  more  extensive  lesions.  The  essential  point  in  apraxia 
is  that  the  patient  has  more  or  less  completely  forgotten  what  the  different  objects 
about  him  really  are.  The  condition  must  be  closely  allied  to  that  in  so-called 
“soul  blindness.”  The  patient  sees  the  objects,  but  fails  to  recognize  them  for 
what  they  are.  He  takes  a knife  for  a spoon,  the  washbowl  for  the  chamber-pot, 
the  soap  for  a piece  of  bread,  and  acts  accoi-dingly ! 

A definite  anatomical  localization  of  all  these  disorders  which  have  just  been 
briefly  alluded  to  can  not  at  present  be  given.  Alexia,  and  still  more  apraxia, 
suggest  lesion  of  those  tracts  which  are  connected  with,  or  situated  in,  the  posterior 
part  of  the  cerebrum,  the  region  of  memory  for  visible  objects. 

4.  The  Centrum  Ovale,  Internal  Capsule,  Central  Ganglia,  and  Region 

OF  THE  Corpora  Quadrigemina. 

Centruin  Ovale. — The  white  substance  of  the  hemispheres  is  made  up,  so  far 
as  we  know  at  present,  both  of  commissural  fibers,  which  connect  the  various 
cortical  centers  together,  and  of  fibers  which  proceed  downward  from  the  centers 
of  the  cortex  and  connect  these  centers  with  peripheral  parts  of  the  body  (corona 
radiata).  As  to  the  symptoms  caused  by  diseases  which  destroy  the  commissural 
fibers,  there  is  hardly  anything  known.  We  can  only  surmise  that  in  case  of 
disturbances  of  association,  such  as  we  have  studied  under  aphasia  and  kindred 
disorders,  there  may  sometimes  be  a lesion  of  commissural  fibers,  as  of  those  con- 
necting together  the  temporal  and  frontal  lobes.  A bi’eak  in  the  continuity  of 
the  fibers  of  the  corona  radiata  must  of  couree  result  in  the  same  symptoms  as  if 
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the  corresponding  center  were  itself  destroyed.  This  explains  why  circumscribed 
le.sions  of  the  centrum  ovale,  if  they  involve  the  motor  fibers  of  the  corona  radi- 
ata,  which  proceed  from  the  central  convolutions  (and  only  if  they  do  this),  cause 
hemiplegia,  or,  if  very  limited,  monoplegia.  In  an  analogous  manner,  disease  of 
the  white  substance  of  the  occipital  lobe  may  entail  hemiopia ; of  the  temporal 
lobe,  auditory  disturbances,  such  as  word  deafness.  More  than  once,  quite  exten- 
sive disease  of  the  white  substance  of  the  frontal  lobe  on  one  side  has  been  discov- 
ered post  mortem,  although  no  symptoms  whatever  had  been  caused  by  it.  Only 
when  the  coronal  fibers  which  proceed  from  the  third  left  frontal  convolution  are 
involved  in  disease  is  motor  or  ataxic  aphasia  inevitable. 

Internal  Capsule. — The  most  important  facts  relating  to  the  functions  of  the 
internal  capsule,  as  far  as  at  present  known,  have  been  already  stated.  In  par- 
ticular, it  was  pointed  out  that  through  the  posterior  limb  of  the  internal  capsule, 
in  a comparatively  narrow  space,  passes  the  pyramidal  tract  on  its  way  from  the 
central  convolutions  to  the  crura  cerebri  (see  Fig.  64,  page  534).  Here,  then,  even 
a very  limited  focal  disease  must  lead  to  complete  hemiplegia  on  the  opposite  side 
of  the  body.  Clinical  experience  also  shows  that  the  largest  number  of  cases  of 
persistent  hemii^legia  are  occasioned  by  disease  in  this  spot.  In  these  cases  the 
facial  nerve  is  usually  alsqi  involved,  although  its  fibers  apparently  lie  somewhat 
further  forward  than  the  tracts  which  are  destined  for  the  extremities. 

The  sensory  tract  (com^re  page  511,  and  Fig.  64,  page  534)  lies  at  the  posterior 
extremity  of  the  internal  capsule,  and  apparently  includes  not  only  the  fibers  for 
cutaneous  sensation,  but  also  for  the  organs  of  special  sense.  Complete  disorgan- 
ization of  this  spot  ought  therefore  to  cause,  in  the  opposite  half  of  the  body,  not 
only  anaesthesia  of  the  skin,  but  also  simultaneously  a corresponding  impairment 
of  smell,  taste,  and  hearing,  and  hemiopia — in  short,  a so-called  complete  cere- 
bral hemianaesthesia.  Still,  in  regard  to  this  very  point  we  are  much  in  need  of 
further  and  definite  observations.  Charcot’s  statement  that  in  these  cases  the 
disturbance  of  vision  is  not  hemiopia,  hut  total  amblyopia  of  the  eye  opposite  to 
the  focal  lesion,  has  caused  great  confusion,  for  such  a fact  would  of  course  be 
hard  to  reconcile  with  the  appearance  of  hemiopia  in  diseases  of  the  occipital  lobe, 
although  this  latter  occurrence  is  well  established.  However,  this  statement  of 
Charcot’s  is  by  no  means  absolutely  proven,  so  that  meanwhile  we  are  at  liberty 
to  maintain  the  view  that  the  visual  disturbance  in  cerebral  hemianmsthesia  may 
be  hemiopia. 

Certain  practical  conclusions  in  regard  to  diagnosis  can  be  deduced  from  the 
preceding  facts.  A purely  motor  hemiplegia,  unattended  by  impairment  of  sensa- 
tion, implies  a lesion  that  does  not  involve  the  posterior  portion  of  the  internal 
capsule;  but  probably  this  portion  is  also  affected,  when  there  is  not  only  paraly- 
sis, but  considerable  sensory  disturbanee.  The  sensory  disturbance  does  not  in- 
variably extend  to  all  the  senses  ; quite  often  there  is  nothing  but  cutaneous 
anaesthesia. 

About  the  importance  of  the  other  parts  of  the  internal  capsule,  not  mentioned 
here,  nothing  is  known.  A statement  made  by  Charcot  should  bo  added  in  con- 
clusion— namely,  that  when  there  are  also  post-hemiplegic  sjnnptoms  of  irritation, 
such  as  post-hemiplegic  chorea,  there  is  very  probably  a lesion  of  the  posterior 
extremity  of  the  internal  capsule. 

Central  Ganglia;  Caudate  Nucleus  (Corpus  Striatum  proper),  Lenticular 
Nucleus,  and  Optic  Thalamus. — Before  the  course  of  the  pyramidal  tract  had  been 
accurately  determined,  ordinary  cases  of  cerebral  hemiplegia  were  almost  uni- 
versally ascribed  to  lesions  of  the  central  ganglia,  and  in  particular  of  the  caudate 
and  lenticular  nuclei.  At  present,  however,  observations  seem  to  foi’cc  one  to  the 
conclusion  that  a complete  hemiplegia  can  be  produced  only  by  a cutting  off  of 
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the  pyramidal  tract.  There  are,  indeed,  numerous  cases  of  hemiplegia  presenting 
cii’cumscribed  disease  of  the  central  ganglia;  but  they  can  probably  all  be  ex- 
plained by  supposing  either  that  the  pyramidal  tract,  as  it  lies  in  the  contiguous 
internal  capsule,  is  directly  involved  in  the  disease,  or  that  its  functions  are  sus- 
pended by  the  indirect  effects  of  the  neighboring  lesion — for  instance,  by  the 
pressure  it  exercises.  Accordingly,  we  find  that  circumscribed  lesions  of  the 
central  ganglia  iu  the  neighborhood  of  the  internal  capsule  generally  produce  a 
temporary  hemiplegia — that  is,  the  i^aralysis  gradually  impi-oves  as  the  indirect 
influence  of  the  focal  disease  upon  the  internal  capsule  ceases.  Chronic  and  in- 
curable hemiplegia,  however,  if  due  to  a lesion  anywhere  in  this  region,  always 
implies  an  actual  lesion  of  the  pyramidal  tract  in  the  internal  capsule.  In  regard 
to  hemiansesthesia,  also,  the  facts  seem  to  be  quite  analogous.  It  was  formerly 
held  that  this  phenomenon  was  especially  connected  with  a lesion  of  the  optic 
thalamus,  the  reason  being  that  the  sensitive  fibers  lie  so  close  to  the  thalamus 
in  the  posterior  extremity  of  the  internal  capsule  that  they  become  themselves 
involved. 

About  the  symptoms  which  lesions  of  the  central  ganglia  directly  produce 
little  is  definitely  known.  The  results  of  both  clinical  observation  and  experiment 
are  quite  contradictory,  and  in  repeated  instances  quite  extensive  disorganization 
of  these  parts  has  existed  without  producing  any  symptoms  to  speak  of  during  life. 
In  particular,  it  should  be  borne  in  mind  that  softening  may  occur  in  the  lenticu- 
lar and  caudate  nuclei,  and  yet  not  a trace  of  hemiplegia  be  observable.  It  seems 
probable  also  that  the  optic  thalamus  has  nothing  to  do  with  voluntary  motion ; 
but  it  seems  to  have  some  importance  for  movements  of  mimetic  expression  (Bech- 
terew,  Nothnagel).  In  hemiplegics  we  sometimes  see  that  one  half  of  the  face 
can  not  be  moved  voluntarily,  but  it  is  moved  very  actively  in  emotional  expres- 
sion, such  as  laughing  or  crying.  In  such  cases  we  can  decide  that  the  thalamus 
is  intact,  while  in  lesion  of  the  thalamus  the  contrary  is  observed — the  affected 
half  of  the  face  can  be  moved  voluntarily,  but  it  remains  completely  i-igid  in 
emotional  expression.  As  to  perceptive  functions,  there  is  only  one  which  the 
optic  thalamus  is  certainly  known  to  possess:  the  centi’al  termination  of  some 
fibers  of  the  optic  nerve  lies  in  its  posterior  portion  (known  as  the  posterior 
tubercle  or  pulvinar),  while  other  fibers  go  to  the  corpus  geniculatum  externum. 
Destruction  of  the  hinder  part  of  the  thalamus  accordingly  produces  complete 
hemiopia  (vide  page  716)  of  the  opposite  side.  It  has  been  affirmed  that  the  optic 
thalamus  has  connections  with  other  sensory  tracts,  but  definite  proof  is  lacking. 
Focal  disease  of  the  thalamus  has  repeatedly  occasioned  “ post-hemiplegic  chorea” 
and  other  post-hemiplegic  symptoms  of  in’itation.  According  to  recent  experi- 
ments. the  lenticular  nucleus  contains  centei’s  for  regulating  heat. 

Corpora  Q,uadrigemina  and  Crura  Cerebri.— Diseases  of  the  corpora  quadri- 
gemina  are  infrequent,  and  usually,  when  they  do  occur,  they  are  merely  a part 
of  more  extensive  lesions  of  the  brain.  They  are  therefore  very  rarely  considered 
frona  a diagnostic  point  of  view. 

The  anterior  tubercles  are  certainly  connected  with  the  fibers  of  the  optic  nerve. 
If  both  of  the  anterior  tubercles  be  destroyed,  total  blindness  is  inevitable,  while 
if  only  one  be  disorganized,  hemiopia  is  to  be  anticipated.  Still,  these  symptoms 
are,  of  course,  too  ambiguous  ever  to  be  regarded  as  pathognomonic  of  localized 
disease  of  the  anterior  corpora  quadrigemina.  Another  point  to  be  considered, 
whenever  the  corpora  quadrigemina  are  diseased,  is  the  position  of  the  nuclei  o 
the  nerves  which  preside  over  the  motions  of  the  eyeball,  and  in  particular  of  the 
oculomotor  nerve.  This  explains  why  unilateral,  or  even  bilateral,  paralysis  of 
the  oculomotorius  has  been  repeatedly  observed  in  connection  with  lesions  of  the 
corpora  quadrigemina,  as  have  also  nystagmus  and  immobility  of  the  pupil. 
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[Notlmagel  considers  that  a staggering  gait,  resembling  that  of  a dirnnken  man, 
associated  with  oculomotor  paralysis,  if  associated  with  general  symptoms  of 
tumor,  is  strongly  indicative  of  tumor  of  the  corpora  quadrigemina.  The  eye 
paralysis  must,  however,  be  an  early  symptom  in  order  to  be  of  value.  The 
paralysis  in  such  cases  is  apt  to  be  of  irregular  distribution,  often  involving  up- 
ward and  downward  movements  of  the  eye. — K.] 

Should  the  crura  cerebri  become  involved  in  the  disease,  the  resulting  symptoms 
are  often  very  chai'acteristic  of  the  locality  affected;  there  is  paralysis  of  one  side 
of  the  body  (arm,  leg,  facial  nerve),  and  at  the  same  time  a crossed  paralysis  (that 
is,  one  situated  upon  the  opposite  side)  of  the  motor  oculi.  A glance  at  Fig.  65 
(page  535)  will  explain  this  phenomenon.  Thus,  a circumscribed  lesion  on  the 
right  side  would  destroy  the  fibers  of  the  third  nerve  on  that  side,  and  therefore 
produce  a right-sided  paralysis  of  the  oculomotor  nerves,  and  at  the  same  time,  if 
extensive  enough,  the  lesion  would  involve  the  pyramidal  fibers  of  the  right  crus, 
and  thus  occasion  left  hemif)legia.  That  disease  of  the  tegmentum  w'ould  neces- 
sarily entail  sensory  distiu’bances  may  be  taken  for  granted,  although  there  is  as 
yet  very  little  clinical  proof  of  it. 


5.  The  Cerebellum. 

Quite  extensive  destruction  of  the  cerebellum  may  take  place  without  any 
symptoms  to  indicate  it.  In  such  cases,  however,  the  disease  is  almost  invariably 
confined  to  the  hemispheres ; but,  if  the  central  portion  or  vermiform  appendix  be 
attacked  to  any  gfeat  extent,  peculiar  symptoms  almost  always  result,  pointing  in 
many  instances  Avith  considerable  certainty  to  disease  of  the  cerebellum. 

There  are  two  especially  characteristic  symptoms — a peculiar  uncertainty  of 
gait  (cerebellar  ataxia),  and  troublesome  vertigo. 

Cerebellar  ataxia  affects  only  the  trunk  and  lower  extremities.  Both  standing 
and  locomotion  are  interfered  with.  When  the  patient  is  lying  in  bed  he  can 
move  his  legs  almost  as  well  as  ever,  and  with  normal  vigor;  but  as  soon  as  he 
gets  up,  the  characteristic  motor  disturbances  become  very  evident.  Even  while 
standing  still  the  whole  body  can  usually  be  plainly  seen  to  sway  back  and  forth. 
This  becomes  more  marked  if  the  patient  bring  his  heels  together.  If  he  stand 
with  his  legs  widely  apart,  the  trouble  is  less  noticeable.  Closing  the  eyes,  as  a 
rule,  does  not  aggravate  the  swaying,  inasmuch  as  the  cutaneous  and  muscular 
sensibility  of  the  lower  limbs  remains  normal  in  uncomplicated  cerebellar  disease. 
When  the  patient  tries  to  walk,  he  sways  and  totters,  precisely  as  if  he  were  deeply 
intoxicated,  but  usually  in  a very  different  way  from  that  seen  in  tabes  doi'salis. 
Instead  of  the  uniform  stamping  and  pitching  gait  of  the  latter,  cerebellar  ataxia 
causes  a real  staggering  of  the  whole  body,  so  that  in  severe  cases  the  patient  loses 
entirely  the  ability  to  w'alk  str-aight,  but  seems  to  fall  forward,  as  it  were,  in  a zig- 
zag line,  now  to  the  right  and  now  to  the  left.  Sometimes,  but  by  no  means  inva- 
riably, it  is  noticed  that,  in  walking,  the  body  sways  principally  in  one  particular 
direction,  either  forward  or  backward,  or  to  one  side.  Such  peculiarities,  however, 
do  not  enable  us,  with  our  present  knowledge,  to  determine  with  certaintj^  just 
what  position  in  the  cerebellum  the  lesion  occuj)ios.  The  most  we  can  do  is  to 
surmise,  in  such  a case,  that  the  middle  peduncles  of  the  cerebellum  {vide  infra) 
are  involved.  It  is  worthy  of  note  that,  with  few  exceptions,  the  ataxia  does  not 
involve  the  upper  extremities.  Many  a patient  who  can  scarcely  walk  unaided  is 
still  able  to  perform  the  most  delicate  manipulations  with  his  hands.  This  shows 
that  it  is  only  in  maintaining  the  bodily  equilibrium — essential  to  standing  and 
locomotion— that  the  function  of  the  cerebellum  is  important. 

As  already  stated,  this  cerebellar  ataxia  is  in  most  cases  attended  with  pro- 
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nounced  vertigo.  There  is  not,  however,  a complete  correspondence  between  the 
locomotor  disturbance  and  the  dizziness.  Exceptionally  one  symptom  may  be 
present  without  the  other.  The  vertigo  is  usually  felt  only  when  the  patient 
stands  or  moves  about,  being  almost  always  absent  when  he  lies  quietly  in  bed. 
We  are  as  yet  ignorant  just  how  it  is  produced.  Vertigo  is  quite  frequently  pro- 
duced by  other  cerebral  diseases.  It  can  not,  therefore,  be  regarded  as  indicating 
disease  of  the  cerebellum  unless  it  is  very  persistent  and  decided,  and  is  associated 
with  the  characteristic  cerebellar  gait. 

Little  is  known  about  other  symptoms  of  disease  in  the  cerebellum.  There 
may  be  some  diagnostic  value  in  persistent  occipital  headache,  particularly  if 
other  cerebellar  symptoms  be  present.  If  they  do  not  exist,  the  headache  is  too 
ambiguous  to  be  of  much  value ; and,  besides,  an  affection  of  the  cerebellum  may 
exceptionally  be  attended  by  pain  in  the  side  of  the  head  or  in  the  forehead.  Vom- 
iting is  of  still  less  value.  It  is,  to  be  sure,  frequently  occasioned  by  chronic 
disorders  of  the  cerebellum,  and  by  tumoi-s  in  particular,  but  may  be  equally  well 
the  result  of  disease  elsewhere.  Tumors  of  the  cerebellum  are  very  apt  to  cause 
disturbances  of  vision ; but  it  is  certain  that  these  are  not  a direct  result  of  the 
cerebellar  lesion,  but  are  occasioned  by  the  development  of  a clioked  disk  {vide 
chapter  on  cerebral  tumors). 

We  must  add  in  conclusion  a few  words  about  diseases  of  the  middle  pedun- 
cles (crura  ad  pontem).  Usually  it  is  an  irritation  of  these  which  causes  those 
peculiar  symptoms  known  as  foi’ced  movements  and  forced  positions.  Thus,  in 
such  a case,  the  patient  always  lies  upon  one  particular  side  in  bed.  He  may  be 
quite  conscious,  or  in  a state  of  complete  unconsciousness.  If  he  is  put  in  any 
other  posture,  he  at  once  involuntarily  reassumes  his  former  position.  Not  infre- 
quently this  forced  position  of  the  trunk  is  accompanied  by  a corresponding  forced 
position  of  the  head  and  eyeballs,  while  the  extremities  are  seldom  affected. 
Genuine  forced  movements  are  seen  far  less  often.  They  produce  either  often- 
repeated  rotations  of  the  body  on  its  longitudinal  axis,  or,  if  the  patient  be  able 
to  walk  at  all,  involuntary  circular  movements  (“  circus  movements  ”),  etc.  It  is 
not  possible,  even  by  minute  analysis  of  these  symptoms,  to  determine  in  which  of 
the  two  peduncles  the  source  of  irritation  exists.  In  a few  very  rare  cases  of  brain 
disease  these  same  symptoms  have  been  observed,  although  no  affection  of  the 
middle  peduncles  of  the  cerebellum  could  afterward  be  detected. 


For  convenient  reference  we  subjoin  a summary  of  the  most  important  facts 
bearing  upon  the  localization  of  cerebral  diseases. 

1.  The  most  frequent  cause  of  ordinary  hemiplegia  is  a lesion  of  the  pyramidal 
tract  in  the  posterior  limb  of  the  internal  capsule.  If  the  hemiplegia  be  persistent, 
then  this  tract  is  actually  destroyed ; if  temporary,  the  tract  has  been  functionally 
deranged  for  a time  by  focal  disease  in  neighboring  pai’ts  of  the  brain. 

2.  Monoplegic  cei'ebral  paralysis  is  usually  due  to  affections  of  the  cortex  of 
the  brain,  that  is,  the  central  convolutions  and  the  paracentral  lobule.  Mono- 
plegia of  the  face  and  tongue  is  the  result  of  lesions  in  the  lower  extremity  of  the 
anterior  central  convolution.  Monoplegia  of  the  arm  is  referable  principally  to 
some  lesion  of  the  middle  third  of  the  anterior  central  convolution.  Monoplegia 
of  the  lower  extremity  implies  some  affection  of  the  paracentral  lobule. 

3.  Hemiplegia  or  monoplegia,  if  associated  with  epileptiform  convulsions  affect- 
ing either  one  half  or  one  particular  portion  of  the  body,  are  almost  always 
caused  by  cortical  lesions.  These  same  symptoms  of  motor  irritation  without 
accompanying  paralysis  are  likewise  ascribable  to  some  irritation  of  the  above- 
mentioned  regions  of  the  cortex. 
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4.  Hemiplegia  with  crossed  paralysis  of  the  oculomotor  nerve  indicates  a lesion 

*^\lem^legia  with  crossed  facial  paralysis  implies,  with  an  approach  to  cer- 
tainty, that  the  lesion  is  situated  in  the  pons. 

6 Post-hemiplegic  chorea  {vide  infra)  seems  to  occur  especiaUy  when  there 
is  focal  disease  in  the  neighborhood  of  the  optic  thalamus  or  of  the  posterior  part 

of  the  internal  capsule.  i x + 

7 Hemianesthesia  (of  the  skin  and  of  the  organs  of  special  sense)  seems  to 

result  principaUy  from  lesions  of  the  most  posterior  portion  of  the  internal  cap- 

8.  Hemiopia  may  be  due  to  a lesion  of  the  occipital  lobe.  Probably, 
lesion  of  the  posterior  extremity  of  the  internal  capsule  may  cause  it,  m which 
case  it  is  usually  associated  with  hemianesthesia.  Finally,  it  may  be  produced 
by  affections  of  the  posterior  tubercle  of  the  optic  thalamus,  or  of  one  of  t le 
anterior  corpora  quadrigemina,  or  of  one  of  the  optic  tracts. 

9.  Genuine  motor  aphasia  indicates  disease  of  the  third  left  frontal  convolution. 

10.  Word  deafness  seems  to  be  due  to  disease  of  the  first  left  temporal  convolu- 


11.  Difficulty  in  articulation  implies  disease  of  the  medulla,  as  does  also  dys- 
phagia. 

12.  Staggering  gait  apd  vertigo  are  the  most  constant  symptoms  of  cerebellar 
disease.  Forced  positions  and  forced  movements  are  seen  chiefly  in  connection 
with  lesions  of  the  crura  cerebelli  ad  pontem. 

[13.  Staggering  gait  and  ocular  paralyses  are  indicative  of  lesions  of  the  cor- 
pora quadi-igemina.-K.] 


CHAPTER  m. 

CEREBRAL  H2EMORRHAGE. 

JEtiology. — The  cause  of  cerebral  hasmorrhage  should  always  be  sought  in 
some  disease  of  the  coats  of  the  minute  cerebral  arteries.  In  1868  it  was  fii'st 
shown  by  Charcot  and  Bouchard  that  in  almost  every  case  of  cerebral  hemor- 
rhage there  are  miliary  aneurisms  of  the  small  arteries  of  the  brain  substance, 
some  one  of  which  has  burst  and  allowed  the  blood  to  escape.  All  later  investi- 
gators have  confirmed  their  statements  about  the  occurrence  and  importance  of 
these  miliary  aneurisms.  The  aneurisms  may  attain  a diameter  of  a millimetre 
or  more.  They  usually  appear  like  spindle-shaped  dilatations  of  the  entire  cir- 
cumference of  the  vessel,  although  sometimes  the  bulging  is  confined  to  one  side 
of  it.  So  far  as  has  yet  been  learned,  the  process  of  development  starts  with  dis- 
ease of  the  iutima.  This  layer  presents  at  fii’st  proliferations  and  also  a fatty 
degeneration  of  the  endothelium.  Later  on,  however,  the  intima  atrophies,  just 
as  the  muscular  coat  does.  Inasmuch  as  the  intra-cerebral  arteries  possess  almost 
no  true  adventitia,  it  is  easy  to  see  that  these  vessels  are  especially  pi’cdisposed  to 
aneurismal  dilatation.  It  has  been  affirmed  that  the  disease  of  the  vascular  wall, 
which  leads  to  the  formation  of  these  aneurisms,  is  identical  with  ordinary  arterio- 
sclerosis {vide  page  331)  or  atheroma.  Cliarcot  denies  it,  but  the  later  investiga- 
tions of  Eichler  make  it  seem  very  probable.  Indeed,  we  very  often,  although  not 
invariably,  find  that  cerebral  hmmorrhage  attacks  persons  who  present  either  a 
general  arterio-sclerosis  or  a more  limited  atheromatous  disease  of  the  cerebral 
arteries ; and  most  of  the  factors  which  are  said  to  promote  cerebral  hmmorrhage 
are  the  same  as  favor  the  development  of  arterio-sclerosis. 
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It  has  long  been  recognized  that  age  has  an  important  bearing  on  these  cases. 
Although  exceptionally  a younger  individual  may  be  attacked,  the  majority  of 
sufferers  are  over  fifty  years  old — that  is,  at  the  time  of  life  when  arterio-sclerosis 
usually  becomes  most  fully  developed.  Again,  cerebral  hmmorrhage  is  decidedly 
more  frequent  in  men  than  in  women,  which  is  also  true  of  atheroma.  Alco- 
holism, syphilis,  and  gout  are  also  reckoned  among  the  setiological  factors  of  both 
disorders,  and  in  both  a hereditary  predisposition  is  not  very  rarely  demonstra- 
ble. What  is  called  the  “ apoplectic  habit  ” also  deseiwes  brief  mention.  Although 
there  is  no  variety  of  constitution  which  exempts  its  possessor  from  the  possibility 
of  cerebral  hmmorrhage,  yet  it  can  not  be  denied  that  often  the  victims  of  apo- 
plexy do  exhibit  a certain  ‘‘  habit.”  Such  persons  are  not  very  tall,  but  are  corpu- 
lent, broad-chested,  with  a short,  thick  neck  and  round  face.  They  have  not  been 
disinchned  to  the  pleasures  of  the  table  and  the  bottle,  and  sometimes  they  suffer 
from  emphysema,  moderate  hypertrophy  of  the  heart,  and  general  arterio-sclero- 
sis,  as  the  condition  of  the  radial  and  temporal  arteries  may  disclose  even  during 
life. 

Granting,  therefore,  that  disease  of  the  arteries,  and  more  particularly  miliary 
aneurisms  resulting  from  chronic  endai’teritis  of  the  smaller  cerebral  arteries, 
must  be  regarded  as  the  chief  cause  of  cerebral  haemorrhage,  then,  on  the  other 
hand,  the  question  suggests  itself  whether  an  abnormal  elevation  of  the  blood- 
pressure  may  not  have  some  part  in  determining  the  haemorrhage.  If  the  coats 
of  the  arteries  be  normal,  surely  they  would  not  be  torn,  no  matter  how  great  the 
arterial  tension  became;  but  if  aneurisms  have  already  been  developed,  then 
there  can  be  no  doubt  that  a persistent  or  even  a temporary  elevation  of  the  blood- 
pressure  must  favor  the  bursting  of  the  vessels.*  In  this  sense  a cerebi’al  haemor- 
rhage, occurring  in  patients  with  certain  forms  of  cardiac  hypertrophy  (contracted 
kidney,  idiopathic  hypertrophy,  etc.),  combined  with  disease  of  the  vessels,  may  be 
referred  in  part  to  the  increased  arterial  tension ; but  it  is  most  of  all  with  regard 
to  many  exciting  causes,  which  are  immediately  followed  by  a cerebral  haemor- 
rhage, that  increased  blood-pressure  assumes  great  importance.  Here  it  is  tem- 
porary. Cerebral  haemorrhage  may,  for  example,  follow  excessive  muscular 
exertion,  the  ingestion  of  a large  amount  of  food,  indulgence  in  alcohol,  taking  a 
cold  bath,  or  violent  mental  excitement.  In  all  such  cases,  however,  the  change 
in  the  arteries  is  a necessary  prerequisite. 

It  should  be  mentioned,  in  conclusion,  that  quite  considerable  hajmorrhage 
may  also  take  place  in  the  course  of  such  general  diseases  as  are  associated  with 
impaired  nutrition  and  a consequent  diminution  in  the  resisting  power  of  the 
vascular  walls.  Cerebral  luemorrhage  under  these  circumstances  is  merely 
symptomatic  of  a general  haBmoiThagic  diathesis,  as  we  find  it  in  leukasmia, 
pernicious  anaemia,  and  those  affections  which  are  called,  in  a stricter  sense, 
haemorrhagic  diseases,  such  as  scurvy  and  purpura  haemorrhagica.  The  grave 
infectious  diseases,  including  septicaemia,  typhus  or  typhoid  fever,  and  variola, 
may  occasion  haemorrhage  into  the  brain  as  well  as  into  other  organs.  The 
haemorrhages  are  generally,  however,  from  caj^illary  vessels,  and  ai’e  very  laiely 
©xtcusivs. 

Pathology. — Tlie  miliary  aneurisms  do  not  develop  in  all  the  cerebral  arteries 
with  equal  frequency,  and  accordingly  we  find  certain  regions  particularly  habile 
to  cerebral  haemorrhage,  being  very  much  oftener  affected  by  it  than  ot  ers.  i 
is  the  large  central  ganglia  in  the  neighborhood  of  the  lateral  ventricles  tlia 


* [Mendel  has  found  that  the  normal  blood-pressure  in  the  lentieulo-striute  arteries,  which  are 
most  prone  to  rupture,  is  much  higher  than  it  is  in  the  cortical  and  many  other  small  arteries  of  tl 
brain. — K.] 
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suffer  most  frequently  — namely,  the  optic  thalamus,  caudate  and  lenticular 
nuclei,  and  also  the  adjacent  white  matter  of  the  internal  capsule  and  centrum 
ovale.  Haemorrhages  in  other  portions  of  the  brain  are  much  less  frequent — 
such  as  haemorrhages  into  the  convolutions,  the  pons,  the  cerebellum,  the  crura 
cerebri,  or  the  medulla.  If  the  blood  escapes  into  the  neighborhood  of  a ven- 
tricle, it  may  burst  into  the  latter.  Likewise,  in  rare  instances,  an  effusion  of 
blood  near  the  cortex  may  make  its  way  out'upon  the  surface  of  the  bi’ain. 

An  extensive  collection  of  blood  in  one  .of  the  hemisi^heres  may  exercise  so 
decided  a pressure  upon  surrounding  pai’ts  that  the  results  of  increased  tension 
upon  the  affected  side  are  at  once  recognized  when  the  skull  is  opened.  The  dura 
on  that  side  is  more  tightly  stretched,  the  falx  is  crowded  over  to  the  opposite  side, 
the  convolutions  on  the  convexity  seem  flattened,  and  the  furrows  are  shallow. 
Exceptionally,  when  there  is  a very  large  effusion  reaching  nearly  to  the  surface, 
we  may  even  detect  fluctuation. 

On  cutting  through  the  brain-substance  we  find  the  seat  of  haemorrhage,  and 
are  enabled  to  determine  its  position  and  extent.  Its  size,  of  course,  varies  con- 
siderably in  different  cases ; it  may  be  small,  or  it  may  occupy  a large  part  of  an 
entire  hemisphere.  The  wall  of  the  effused  mass  is  made  up  of  ragged  and  torn 
cerebral  tissue,  and  the  mass  itself  contains  debris  of  the  nervous  elements  entangled 
in  the  coagulated  blood.  The  blood-clots  are  almost  always  very  dark-colored 
when  fresh.  Later  on,  the  mass  changes  to  a chocolate-colored  or  more  brownish- 
yellow  pulp,  composed  of  the  di.sintegrated  remnants  of  the  nervous  substance 
and  the  clotted  blood.  The  microscope  reveals,  particulai'ly  in  the  immediately 
surrounding  tissues,  numerous  fatty  granular  cells.  These  are  white  blood- 
corpuscles  which  have  absorbed  the  fat  resulting  from  the  decomposition  of  the 
myeline  substance.  There  is  also  always  an  abundance  of  haematoidine  crystals, 
due  to  the  disintegration  of  the  red  blood-globules.  At  a greater  distance  from 
the  effusion  the  tissues  present  a yellowish  tinge,  from  the  imbibition  of  such 
blood-pigment  as  has  reached  them  in  a state  of  solution ; and  there  is  also  usually 
an  oedematous  softening  of  the  parts  not  too  far  removed  from  the  haemorrhagic 
focus. 

If  the  patient  survive,  the  mass  is  gradually  absorbed.  It  slowly  diminishes 
in  size,  and  the  surrounding  pai-ts  tend  to  reassume  their  normal  relations.  The 
final  result  in  many  cases  is  a cavity  filled  with  serous  fluid  and  bounded  by 
smooth  walls.  This  “apoplectic  cyst”  remains  stationary.  In  some  instances 
however,  and  particularly  if  the  effusion  be  rather  small,  the  walls  approach  each 
other  as  more  and  more  of  the  fluid  is  absorbed;  there  is  a great  hyperplasia  of 
connective  tissue;  and  so,  finally,  there  is  nothing  left  but  a so-called  apoplectic 
scar,  usually  of  a yellow  color,  due  to  vestiges  of  the  blood-pigment.  Tlie  position 
and  dimensions  of  the  permanent  lesion  determine,  of  course,  the  question  of  sec- 
ondary descending  degeneration  (vide  page  680),  as  well  as  the  nature  and  extent 
of  the  persistent  clijiical  symptoms. 

Clinical  History.-The  symptoms  of  cerebral  hemorrhage  agree  closely  with 
the  anatomical  lesions  just  described.  The  miliary  aneurisms  themselves,  even 
when  numerous,  seldom  excite  any  symptoms.  Sometimes,  however,  it  is  possible 
that  the  slight  circulatory  disturbances  they  occasion  produce  tlie  mild  headache 
and  similar  annoyances  which  often  precede,  for  a longer  or  shorter  time,  the 
occurrence  of  cerebral  hcTomorrhage.  ’ 

the  h'r  bursts,  however,  and  blood  escapes  into  any  part  of 

tom^cnllTi  immediately  seen  a group  of  grave  cerebral  symp- 

ms,  collectively  termed  an  apoplectic  attack,  or  “ shock.”  As  - the  blood  cscapL 

^der  a pressure  nearly  equal  to  the  general  arterial  pressure,  and  doubtless  much 
greater  than  that  to  which  the  soft  substance  of  the  brain  is  normally  exposed. 
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the  affected  portion  of  the  brain  is  at  once  subjected  to  a considerable  increase  of 
tension,  which  is  transmitted  for  various  distances  in  all  directions.  It  need  not 
be  said  that  the  destructive  influence  of  the  haemorrhage  may  vary  exceedingly, 
and  that  therefore  the  symptoms  are  by  no  means  equally  severe  in  all  cases. 
The  larger  the  rent  in  the  blood-vessel,  and  the  more  rapid  and  abundant  the 
consequent  haemorrhage,  the  worse  is  the  apoplectic  attack.  Bleeding  from 
larger  vessels  is  therefore  usually  attended  by  graver  symptoms  than  from  the 
minute  arterial  twigs.  An  extensive  cerebral  haemorrhage  sometimes  causes 
the  patient  to  fall  down  suddenly  in  complete  unconsciousness,  while  smaller 
haemorrhages  may  occasion  only  a temporary  attack  of  vertigo  and  slight  cloudi- 
ness of  intellect.  If  the  tear  in  the  wall  of  the  arteiy  be  very  small  and  narrow, 
permitting  the  blood  to  escape  but  slowly,  then  there  may  be  no  sudden  attack  at 
all,  the  phenomena  requiring  a certain  length  of  time  for  their  development. 

There  is  also  an  important  relation  between  the  location  of  the  hmmorrhage 
and  the  severity  of  the  apoplectic  attack.  The  chief  symptom  of  these  cases  is 
loss  of  consciousness  (about  which  we  shall  soon  speak  at  length) ; and  as  this 
certainly  is  due  to  an  interruption  of  the  functional  activity  of  the  cerebral 
cortex,  it  is  plain  (1)  that  the  nearer  the  cortex  is  to  the  hmmorrhagic  focus,  the 
more  apt  are  the  symptoms  to  be  serious.  It  is  confirmatory  of  this  that  hajmor- 
rhage  into  the  more  deeply  situated  portions  of  the  bi*ain,  like  the  crura  cerebri 
or  the  pons,  quite  often  occasions  comparatively  slight  symptoms.  But  (2)  there 
is  a fact  about  the  circulation  in  the  brain  that  often  causes  the  shock  from 
haemorrhage  into  the  brain-stem  to  be  greater  than  the  shock  following  haemor- 
rhage into  the  cortex  or  the  white  substance  of  the  hemispheres.  The  explana- 
tion is  that  the  brain-stem  has  comparatively  much  larger  arteries  than  the  other 
parts  just  mentioned,  which  contain  only  minute  blood-vessels.  Furthermore,  as 
Duret  and  Heubner  have  shown,  the  blood-vessels  are  so  distributed  that  the 
arterial  tension  in  the  brain -stem  is  not  a little  higher  than  in  the  other  portions. 
This  renders  intelligible  the  clinical  phenomenon  that  hsemorrhages  in  the  terri- 
tory of  the  main  arteries,  besides  being,  as  we  have  said,  the  most  frequent  of  any, 
produce  apoplectic  symptoms  even  when  the  effusion  is  comparatively  small; 
while  sometimes  haemorrhages  of  about  the  same  size  in  the  cortex  or  white  sub- 
stance may  not  be  noticed. 

The  clinical  jihenomena  of  the  apoplectic  attack  will  now  be  considered  in 
detail.  The  onset  is  sometimes  absolutely  without  warning,  but  in  other  cases  it 
is  preceded  for  a greater  or  less  length  of  time  by  certain  prodromata.  These  are 
either  the  result  of  the  disturbance  of  circulation  caused  by  the  disease  of  the 
blood-vessels  in  the  brain,  and  then,  as  ah'eady  stated,  they  comprise  occasional 
headache,  vertigo,  tinnitus  aurium,  spots  before  the  eyes,  languor,  and  muscular 
weakness;  or  they  are  caused  by  minute  hmmorrhages,  which  seem  not  infre- 
quently to  precede  a greater  one.  In  such  a case,  the  friends  relate  that  of  late 
the  patient  has  had  one  or  more  slight  and  brief  attacks,  characterized  by  faint- 
ness, temporary  trouble  in  speaking,  sudden  but  temporary  weakness  of  an  arm 
or  leg,  and  similar  symptoms.  The  prodromata  may  extend  over  several  days 
or  even  weeks  and  months  i^receding  the  severe  attack. 

In  other  cases  there  are  no  such  premonitory  symptoms.  The  apoplexy  occurs 
unexpectedly  and  suddenly.  In  the  midst  of  apparently  vigorous  health  the 
patient  sinks  down  “as  if  he  had  been  struck.”  In  still  other  cases  there  are 
indeed  no  prodromata,  but  the  symptoms  do  not  at  first  appear  in  all  their  severity , 
and  occupy  some  hours  or  even  a whole  day  in  their  gradual  development.  This 
is  due  to  a slow  and  gradually  increasing  haemorrhage,  and  is  termed  a slow  or 
delayed  apoplectic  attack.  The  patient  grows  confused,  anxious,  and  delirious  (a 
case  of  our  own  had  pronounced  hallucinations  of  sight) ; the  arm  and  leg  on  one 
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side  become  paretic,  and  gradually  more  and  more  completely  paralyzed;  and 
after  a few  hours  complete  unconsciousness  comes  on. 

The  attack  may  be  rapidly  fatal.  In  such  cases  the  abnormal  pressure  prob- 
ably involves  the  medulla  oblongata  and  paralyzes  the  cardiac  and  respiratory 
centers  tliere  situated.  Usually,  however,  there  is  merely  a complete  loss  of  con- 
sciousness, more  or  less  rapidly  developed.  Sometimes  the  patient  has  time  to 
lie  do^vn.  He  usually  sinks  back  in  his  chair  or  falls  to  the  floor,  and  becomes 
deeply  comatose.  The  face  is  often  noticeably  flushed,  and  the  pulse  full  and 
tense,  but  not  infrequently  somewhat  slow,  becanse  of  the  inci’eased  cerebral 
pressure.  The  respirations  are  deep,  noisy,  stertorous,  and  likewise  often  slow. 
The  relaxed  cheeks  and  lips  are  often  drawn  deeply  in  at  every  insi^iration,  and 
puffed  out  at  every  expiration.  The  temperature  is  usually  subnormal  at  first, 
later  regaining  the  normal,  or  even  a higher  point.  In  a rapidly  fatal  case,  how- 
ever, the  temperature  remains  depressed  till  dehth.  It  is  not  very  rare  in  severe 
cases  to  observe  a peculiar  position  of  the  head  and  eyeballs,  they  being  all  turned 
in  one  direction.  This  phenomenon  is  termed  by  Prevost  conjugate  deviation 
{deviation  conjuguee)  of  the  eyes  and  head.  It  is  generally  temporary,  and  is 
said  by  Landouzy  to  be  connected  principally  with  a lesion  of  the  lower  temporal 
lobe.  There  is  no  perfectly  constant  relation  between  the  lateral  deviation  and 
the  half  of  the  brain  affected.  Apparently  in  most  cases  the  eyes  are  directed 
toward  the  injured  side,  and  so  to  a certain  extent  “ look  toward  the  lesion”  and 
away  from  the  paralyzed  side  of  the  body  {vide  infra).  The  pupils  present  no 
constant  peculiarities.  Often  they  are  of  normal  size.  In  other  cases  they  are 
contracted,  dilated,  or  unequal.  No  definite  diagnostic  conclusions  can  be  drawn 
from  them.  In  the  worst  cases  the  pupils  will  not  react  to  light;  in  other  cases 
they  react,  but  often  sluggishly. 

During  the  deep  apoplectic  coma  the  extremities  generally  lie  completely 
motionless  and  limp.  In  the  worst  cases  reflex  action  is  wholly  suspended ; but 
sometimes  the  vigorous  thrust  of  a pin  or  the  pinching  of  the  skin  wiU  excite  an 
occasional  slow  reflex  twitch,  or  a motion  as  if  to  ward  off  the  tormentor. 
Whether  the  apoplexy  has  caused  hemiplegia  at  all,  and  if  so  on  what  side,  can 
not  always  be  easily  determined  during  the  initial  coma.  Still,  it  is  often  to  be 
observed,  even  now,  that  one  angle  of  the  mouth  hangs  down  lower  than  the 
other,  and  that  the  corresponding  cheek  is  more  puffed  out  during  expiration 
than  is  the  other;  that  the  extremities  of  one  side  ai’e  even  more  completely 
relaxed  and  limp  than  those  on  the  opposite  side  of  the  body,  and  that  the  reflex 
action  and  defensive  movements  are  almost  absent  upon  one  side  (the  paralyzed 
side),  while  they  can  be  clearly  demonstrated  on  the  other. 

In  contrast  to  the  usual  laxness  of  the  anns  and  legs  during  the  apoplectic 
coma  is  the  tonic  rigidity  sometimes  seen  in  the  extremities,  particularly  on  the 
side  opposite  to  the  hmmorrhage.  This  symptom  seems  to  be  especially,  although 
not  exclusively,  connected  with  a bursting  of  the  escaping  blood  into  a lateral 
ventricle.  It  is  rather  exceptional  for  cerebral  hasmorrhage  to  be  attended  with 
genera]  or  unilateral  epileptiform  convulsions — a symptom  which,  as  we  have 
seen,  is  referable  to  irritation  of  the  motor  regions  of  the  cortex. 

It  should  be  mentioned  that  in  many  cases  of  cerebral  hasinorrliage  the  urine 
pa.s.scd  after  the  attack  has  been  found  to  contain  small  amounts  of  albumen  or 
sugar.  Tliis  symptom  is  usually  ascribed  to  compression  of  the  medulla  from  the 
effusion.  There  is  usually  retention  of  ifrine;  in  other  cases  there  is  involuntary 
micturition. 

A certain  number  of  patients  never  awake  from  the  initial  coma.  Death  may 
not  be  immediate,  but  they  remain  completely  unconscious;  the  respirations 
become  more  rapid  and  irregular  (sometimes  of  the  Cheyue-Stokes  character). 
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and  there  is  a,  rattling  in  the  throat,  because  mucus  and  saliva  run  down  into  it; 
the  pulse,  which  was  at  fu'st  retarded,  now  becomes  accelerated;  the  face  grows 
paler  and  more  and  more  sunken;  the  eyes  are  deep  in  their  sockets;  the  cornea 
becomes  opaque;  and  at  last,  after  the  coma  has  lasted  some  hours,  or  even 
one  or  two  days,  death  occurs,  often  attended  by  a considerable  rise  in  tempera- 
ture. ■ 

This  termination  is,  however,  by  no  means  the  usual  one.  More  frequently 
the  patient  survives  the  attack.  The  bleeding  ceases,  the  clot  contracts,  and 
begins  to  be  disintegrated  and  absorbed.  At  the  same  time  the  pressure  exerted 
upon  surrounding  parts  grows  less  and  less,  the  more  distant  parts  of  the  brain 
gradually  recover  from  the  shock,  and  consciousness  slowly  returns.  The  patient 
begins  to  open  his  eyes  when  he  is  spoken  to  in  a loud  tone;  he  raises  his  hand  to 
his  head,  sighs,  and  yawns ; gradually  the  intellect  clears  up,  he  tries  to  talk,  or 
to  express  himself  by  signs;  memory  returns,  and  he  recognizes  those  about  him 
once  more.  Exceptionally,  recovery  is  interrupted  by  a fresh  and  perhaps  a 
fatal  relapse.  This  may  result  from  a renewal  of  the  hminorrhage.  Generally, 
however,  improvement  persists,  the  patient  fully  regains  his  consciousness  at  the 
end  of  a few  days,  and  it  now  becomes  possible  for  the  first  time  to  “ estimate  the 
damages.” 

The  symptoms  thus  far  described  belong  to  severe  apoplectic  attacks.  There 
are  also,  as  we  have  said,  cases  of  all  degrees  of  mildness,  as  regards  the  first  onset. 
In  these  there  is  no  deep  and  persistent  coma.  The  patient  loses  consciousness 
only  temporarily,  if  at  all.  He  is  seized  with  vertigo,  or  with  sudden  headache, 
and  is  for  a time  stupefied.  Nausea  and  vomiting  are  of  quite  frequent  occurrence, 
just  as  in  ordinai'y  syncope.  Yet  cases  presenting  these  comparatively  slight 
early  symptoms,  and  with  few  even  of  these,  may  exhibit  the  genuine  focal 
symptoms  referable  to  the  hseinorrhage,  such  as  hemiplegia,  in  all  their  severity. 
These  latter  phenomena  must  now  be  considered. 

Among  the  symptoms  of  impairment  of  function  resulting  from  cerebral 
hajmorrhage,  only  those  are  to  be  regarded  as  direct  focal  symptoms  which  are 
caused  by  the  actual  destruction  of  a region  of  the  brain.  Where  the  hajmorrhage 
takes  place  w'e  have  seen  that  a larger  or  smaller  extent  of  the  brain-substance  is 
completely  destroyed  by  the  sudden  and  forcible  escape  of  the  blood.  The  dimen- 
sions of  this  lesion  are  represented  later  by  the  apoplectic  scar  or  cyst,  and  its 
position  by  the  nature  and  extent  of  the  persistent,  and  foi*  the  most  part  irrepa- 
rable, loss  of  function  (Ausfallserschemungen).  But  there  ai-e,  in  addition  to  these 
direct  symptoms,  other  indirect  focal  symptoms,  which  outlast  the  apoplectic 
shock,  and  vary  with  the  locality  of  the  haemorrhage.  These  do  not,  however, 
correspond  to  the  territory  actually  destroyed.  They  are  due  to  the  influence 
exerted  for  a certain  length  of  time  by  the  haemorrhagic  focus  upon  the  immedi- 
ately surrounding  structures.  The  pressure  of  the  effusion,  the  disturbance  of  cir- 
culation resulting  from  it,  the  collateral  oedema,  and  perhaps  also  the  imbibition 
of  the  soluble  products  of  disintegration,  are  the  chief  factors  in  exciting  these  in- 
direct symptoms.  They  do,  indeed,  outlast  the  initial  shock,  but  are  nevertheless 
temporary,  vanishing  sooner  or  later,  at  the  end  of  several  days  or  weeks,  or  even 

months.  . i -i  -i,  i 

Even  if  the  character  of  the  initial  attack  and  the  symptoms  still  exhibited 

have  been  minutely  determined,  yet  w^  are  unable  to  say,  at  first,  whether  the 
existing  focal  symptoms  are  direct  or  indirect.  We  can  decide  about  this  on  J 
after  further  observation.  If  the  early  symptoms  disappear  within  the  next  few 
days  or  weeks,  or  after  the  first  two  or  three  months,  we  can  then  affirm,  letio 
spectively,  that  they  were  indirect.  Such  as  outlast  the  first  six  months  are  o 
be  regarded  as  direct,  and  as  not  destined  to  improve  much.  From  a prac  ica 
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point  of  view  this  distinction  is  of  extreme  importance.  We  shall  revert  to  the 
subject  when  considering  the  course  of  cerebral  apoplexy. 

A minute  description  of  all  the  focal  symptoms  which  might  occur  after  cere- 
bral hajmorrhage,  and  of  the  light  thus  thrown  upon  the  location  of  the  hemor- 
rhage, need  not  he  attempted  here,  for  it  would  necessitate  a repetition  of  all  the 
facts  enumerated  in  the  preceding  chapter.  It  is  only  requisite  to  describe,  in 
detail,  the  chief  and  by  far  the  most  frequent  result  of  a cerebral  haemorrhage — 
ordinary  cerebi’al  hemiplegia. 

It  has  been  mentioned  that  most  of  these  haemorrhages  occur  near  the  lateral 
ventricles.  Hence,  in  a majority  of  instances,  the  motor  pyramidal  tract,  as  it 
traverses  the  internal  capsule,  is  either  directly  destroyed  or  at  least  indirectly 
affected.  Consequently,  most  patients  who  survive  the  apoplectic  shock  present 
a paralysis  of  that  half  of  the  body  which  is  opposite  the  seat  of  haemorrhage. 
On  minute  examination  we  usually  find,  in  the  fii’st  place,  that  even  in  the  dis- 
tribution of  the  facial  nerves  there  is  a distinct  difference  between  the  two  sides, 
the  lower  division  of  the  facial  (which  supplies  the  muscles  of  the  cheek,  nose,  and 
mouth)  being  evidently  paralyzed  on  one  side,  while  its  upper  division  (going  to 
the  eyes  and  forehead)  is  entirely,  or  almost  entirely,  intact.  The  forehead  can 
be  wrinkled  on  one  side  as  well  as  on  the  other;  but  if  the  patient  tries  to  tmm 
up  his  nose,  or  alter  the  shape  of  his  mouth,  the  paralysis  becomes  evident.  Often 
indeed,  while  the  face  is  quiet,  it  can  be  noticed  that  one  naso-labial  fold  is  oblit- 
erated, or  that  one  corner  of  the  mouth  hangs  down.  It  is  an  interesting  fact  that 
the  paresis  of  the  lower  division  of  the  facial  is  much  more  noticeable  during 
voluntary  efforts,  as  in  showing  the  teeth,  than  when  the  patient  smiles  involun- 
tarily. A patient  will  sometimes  try  in  vain  to  draw  back  the  corner  of  his 
mouth,  then  begin  to  laugh  at  his  own  awkwardness,  and  thereupon  open  his 
mouth  in  an  almost  perfectly  normal  manner.  We  have  seen  above,  in  the  chapter 
on  cerebral  localization,  that  this  condition  can  probably  he  explained  by  the  rela- 
tion of  the  optic  thalamus  to  the  movements  of  mimetic  expression.  Why  there  is 
such  a difference  between  the  upper  and  lower  divisions  of  the  facial  nerve  in 
cerebral  hemiplegia  is  not  certainly  known.  Possibly  it  has  some  connection 
with  the  fact  that  the  muscles  supplied  by  the  upper  division  (frontalis,  corrugator 
supeicilii,  and  to  a certain  extent  the  orbicularis)  are  very  seldom  exercised  upon 
one  side  alone,  but  always  bilaterally.  Perhaps  both  sides  receive  nervous  fibers 
from  each  cerebral  hemisphere,  .so  that,  if  a single  center  be  intact,  it  alone  answers 
for  the  muscles  on  both  sides.*  Sometimes,  however,  careful  examination  shows 
a slight  paresis  of  the  frontalis  muscle  on  the  paralyzed  side.  In  the  distribution 
of  the  lower  division  of  the  facial,  also,  ordinary  cases  of  cerebral  hemiplegia  pre- 
sent almost  always  a more  or  less  marked  paresis,  and  only  exceptionally  a com- 
plete paralysis. 

There  is  quite  often  a slight  impairment  of  the  hypoglossus  in  addition  to  the 
paresis  of  the  facial  nerve.  If  the  patient  puts  out  his  tongue,  its  tiji  deviates 
toward  the  paralyzed  .side.  This  is  a result  of  paresis  of  one  of  the  genio-hyo- 
glossi.  When  both  these  muscles  contract,  they  may  be  said  to  push  the  tongue 
forward  If  this  thrust  be  more  vigorous  on  one  (the  healthy)  side,  the  tongue  is 
deflected  toward  the  other  (paralyzed)  side.  In  ordinary  cerebral  hemiplegia  this 
IS  almost  always  the  sole  way  in  whieh  the  movements  of  the  tongue  can  be  .seen 


* There  is  a rcnmrkable  general  rule  which  should  bo  mentioned  hero,  and  which  i.s  perhaps  to  bo 
explained  m the  same  way  namely,  that  those  muscles  which  are  usually  called  into  play  in  , airs  are 
e^r  completely  paralyzed  in  cerebral  hemiplegia.  Furthermore,  it  is  impossible  fir  us  JZZ 
ost  of  these  singly,  on  one  side  alone,  or  at  least  not  without  special  practice;  this  ai.plies  for 
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to  be  impaii’ed.  Sometimes,  however,  the  slight  paresis  of  half  of  the  tongue, 
combined  with  the  facial  paresis,  entails  a noticeable  difficulty  in  articulation. 
This,  to  be  sure,  is  not  great,  and  is  often  appreciated  by  the  patient  alone,  who  is 
conscious  that  an  effort  is  requhed  in  order  to  speak. 

The  soft  palate  is  rarely  much  affected.  It  may,  however,  hang  rather  lower 
down  on  the  paralyzed  than  on  the  unaffected  side,  and  move  less.  The  uvula  is 
inclined  sometimes  toward  the  healthy  and  sometimes  toward  the  paralyzed  side. 
There  are  no  special  distm’bances  of  function  as  a result  of  these  changes. 

The  trapezius  is  the  only  muscle  of  the  trunk  which  is  ordinarily  much 
affected  in  cerebral  hemiplegia.  As  a result  of  the  paresis  of  this  muscle,  the 
shoulder  sags  and  can  not  be  raised  as  high  as  on  the  normal  side.  If  the  patient 
tries  to  take  a very  deep  breath,  it  is  in  some  cases  j)ossible  to  see  that  the  para- 
lyzed side  lags  behind  a little  in  respiration,  which  is  undoubtedly  due  to  a pare- 
sis of  the  respiratory  muscles  on  that  side.  It  is  perhaps  due  to  this  that  the 
pulmonary  diseases  which  attack  hemiplegic  patients  frequently  develop  in  the 
lung  on  the  affected  side,  where  respiration  is  deficient. 

The  most  important  element  in  the  hemiplegia  is  the  paralysis  of  the  extremi- 
ties. Immediately  after  the  haemori’hage  it  is  often  so  complete  that  even  the 
slightest  voluntary  motion  in  the  affected  arm  and  leg  is  impossible.  Other  cases, 
however,  exhibit  only  a more  or  less  severe  paresis  (hemiparesis)  from  tbe  first; 
or  the  complete  paralysis  at  any  rate  is  confined  to  certain  groups  of  muscles,  the 
others  still  retaining  vestiges  of  their  normal  contractility.  Even  when  there  is 
total  hemiplegia  at  first  some  of  the  muscles  usually  regain  a certain  amount  of 
their  old  power  later  on  {vide  infra). 

The  behavior  of  the  reflexes  is  comparatively  constant  in  nearly  all  cases. 
Almost  invariably  there  is  increased  tendon  reflex  on  the  paralyzed  side.  If, 
howeve]’,  the  initial  shock  be  very  severe,  there  may  at  first  be  no  tendon  reflex 
whatever.  In  all  cases  of  any  duration  it  is  always  exaggerated,  and  often  very 
much  so.  A tap  upon  the  tendons  and  bones  (periosteal  reflex)  of  the  arm,  as 
wen  as  of  the  leg,  excites  the  most  vigorous  and  manifold  conti-actions.  Very 
often  a persistent  ankle  clonus  can  be  obtained.  It  is  noteworthy  that  even  on 
the  normal  side,  particularly  in  the  lower  extremity,  it  is  almost  always  possible 
to  demonstrate  an  exaggeration  of  the  tendon  reflex,  although  less  pronounced 
than  on  the  paralyzed  side.  Many  have  expressed  the  opinion  that  the  increased 
tendon  reflex  upon  the  paralyzed  side  is  a result  of  the  secondary  degeneration  of 
the  pyramidal  tracts  in  the  spinal  cord.  In  our  judgment  this  view  is  entiiely 
unfounded,  inasmuch  as  the  exaggeration  of  the  tendon  reflex  often  appears 
within  a few  days,  or  even  hours,  after  the  apoplectic  attack  that  is,  befoie  a 
secondary  degeneration  in  the  spinal  cord  is  to  be  thought  of.  We  would  rather 
seek  to  explain  the  phenomenon  as  being  due  to  the  suspension  of  certain  reflex 
inhibitory  influences  because  of  the  cerebral  lesion. 

There  is  very  often  found,  particularly  in  cases  of  long  standing  affected  with 
well-marked  contractions,  an  increase  of  “ direct  mechanical  excitability  m t e 
paralyzed  muscles,  such  that  a tap  upon  them  causes  thern  to  contract  vigorously. 
We  are,  however,  of  opinion  that,  in  part  at  least,  this  is  also  a reflex  symptom, 
to  be  referred  to  the  mechanical  irritation  of  the  fascia  of  the  muscles  (fascia 


r©fl.©x) 

The  sldn  reflexes  in  hemiplegia  behave  in  precisely  the  opposite  way  from  the 
tendon  reflexes,  being  almost  invariably  decidedly  diminished  on  the  para  yzec 
side.  In  the  paralyzed  arm  it  is  usually  impossible  to  excite  any  skin  reflex  what- 
ever; and  in  the  corresponding  leg  there  is  either  no,  or  at  any  rate  a gi  ea  y 
diminished  reflex.  The  difference  is  seen  especially  well  in  the  abdominal  an 
cremaster  reflexes  (vide  page  543);  on  the  paralyzed  side  they  are  almost  or  quite 
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absent,  while  they  remain  normal  upon  the  opposite  side.  This  contrast  often  Ls 
of  seiwice  in  determining  the  location  of  the  hemiplegia  when  the  patient  is  in  a 
stupor  or  coma. 

Sensation  is  but  little  impaired  in  most  cases  of  cerebral  hemiplegia.  It  is 
usually  possible,  in  a hemiplegia  occasioned  by  this  particular  lesion  (cerebral 
haemorrhage),  to  find  at  first,  by  careful  testing,  a slight  blunting  of  cutaneous 
sensibility;  l)ut  this  is  seldom  very  great,  and  later  on  frequently  becomes  even 
slighter  than  at  first.  Slight  paraestliesia  is  not  infrequently  complained  of  on 
the  affected  side,  especially  at  first.  Any  marked  disturbance  of  sensation  indi- 
cates, as  has  been  seen  (compare  page  721),  that  the  posterior  extremity  of  the 
internal  capsule  is  involved.  Such  cases  are  rare.  In  them  we  may  observe  a 
complete  cerebi'al  hemiansesthesia  combined  with  the  hemiplegia.  According  to 
Gowei-s,  a temporary  hemiopia  is  often  present  directly  after  the  occurrence  of  a 
cerebi-al  haemorrhage.  Nor  is  it  very  exceptional  to  find  a persistent  hemiopia 
associated  with  hemiplegia;  but  as  yet  little  is  known  about  the  pathological 
anatomy  of  such  cases.  The  most  likely  thing  would  seem  to  be  some  lesion  of 
the  fibers  of  the  optic  nerve  in  the  internal  capsule  or  in  the  posterior  tubercle  of 
the  optic  thalamus.  The  muscular  sense  is  not  usually  affected  in  hemiplegia. 
Lately  it  has  been  affirmed  that  paralysis  of  cortical  origin  invai-iably  causes 
anomalies  in  the  muscular  sensibility  of  tke  parts  which  are  paralyzed,  but  the 
statement  lacks  confirmation.  Our  own  observations  would  certainly  lead  us  to 
doubt  whether  it  is  universally  true. 

Turning  now  to  the  further  course  of  hemiplegia,  we  find  a new  group  of  im- 
portant symptoms.  First  of  all  should  be  considered  the  changes  in  the  paralyzed 
muscles.  If  the  hemiplegia  be  incomplete,  even  from  the  start,  almost  the  normal 
degree  of  motility  may  in  a comparatively  brief  period  be  regained  by  the  affected 
side.  At  most  there  will  persist  a certain  slight  amount  of  weakness  and  stiffness ; 
and  even  these  will  gradually  diminish.  From  what  has  been  already  said,  it  is 
evident  that  in  tliese  cases  the  initial  paresis  is  an  indirect  focal  symptom,  and 
accordingly  vanishes  as  soon  as  the  effusion  ceases  to  affect  the  tissues  not  im- 
mediately involved. 

But  even  where  there  is  a complete  hemiplegia  it  is  exceptional  for  this  con- 
dition to  remain  unabated  throughout  the  entire  region  affected.  After  a few 
weeks,  or  even  a few  days,  one  part  and  another  of  the  paralyzed  half  of  the 
body  begin  to  recover  their  former  motility.  The  improvement  goes  on  slowlv 
and  in  the  most  favorable  cases  the  paralysis  may  for  the  most  part  have  vanished 
at  the  end  of  some  months.  Usually,  however,  the  improvement  never  becomes 
more  than  partial.  It  is  noteworthy  that  the  lower  extremity  almost  always  im- 
proves more  than  does  the  upper.  Many  patients  gradually  become  able  to  walk 
alone  once  more  perhaps  with  the  aid  of  a cane,  although  the  arm  remains  almost 
useless  It  must  be  confessed  that  tlie  gait  is  seldom  perfectly  natural.  The 
patient  takes  short  steps  drags  the  affected  limb  more  or  less,  and  i,i  many  cases 
does  not  move  it  straight  forward,  but  with  an  outward  sweep.  Very  often  the 
functions  of  the  ileo-psoas  and  quadriceps  return.  The  patient  can  tlien  walk 
alone  even  if  the  other  muscles  remain  paralyzed,  because  by  these  muscles  the 
usuaRv  in  tbf  fi  \ ^ wooden  leg.  In  the  arm,  the  chief  improvement  is 

recovm-ing  least  elbow-joint,  the  movements  of  the  shoulder-joint 

improvement  during  the  first  few  months  is  not  fully 
^certained.  Probably  it  is  largely  time  that  only  the  persistent  ,iaralytic  svmm 

an  iridire^r^''^  temporary  motor  disturbances  are  only 

mdemn  ^ ^ 'f  hmmorrhagic  focus,  and  vanish  when  once  the  pressure 

, c.,  ave  ceased.  It  is,  however,  not  absolutely  impossible  that  gradually 
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new  tracts  (perEaps  originating  in  the  sound  hemisphere*)  assume  vicariously 
some  of  the  functions  which  are  at  fii'st  arrested.  That  fibers  which  have  been 
desti-oyed  are  ever  actually  regenerated  is  very  improbable;  and,  as  has  been 
mentioned  already,  there  is  not  much  improvement  after  the  fii’st  six  months. 

The  permanently  paralyzed  muscles  become  very  often  contracted  later  on. 
The  appearances  produced  exhibit  considerable  uniformity.  The  arm,  which 
suffers  more  from  paralysis  than  the  leg,  is  also  usually  more  contracted.  The 
fingers  are  almost  invariably  flexed;  the  forearm  contracted  in  a position  of 
pronation,  and  usually  flexed  rather  than  extended ; and  the  upper  arm  adducted 
(the  pectoralis  major  being  chiefly  affected).  These  contractures  correspond  to 
the  natural  positions  which  the  paralyzed  arm  almost  always  assumes  if  left  to 
itself.  This,  taken  alone,  is  a reason  for  ascribing  the  contractnres  chiefly  to  the 
fact  that  the  ai*m  moves  less  than  normal,  and  that,  as  a necessary  sequel,  certain 
muscles  become  permanently  shortened.  This  view  would  make  the  changes 
“ passive  contractures.”  Another  argument  in  its  favor  is  that  the  deformity  can 
to  a certain  extent  be  prevented  by  the  pereistent  use  of  passive  motion,  which 
renders  any  permanent  shortening  of  the  muscle  impossible.  Nevertheless,  Char- 
cot and  his  pupils,  including  Bouchard,  hold  an  entnely  different  opinion— 
namely,  that  the  contractures  are  due  to  the  secondary  degeneration  of  the 
pyramidal  tract.  In  defense  of  their  position  no  fact  can  be  adduced,  save  that 
fatal  cases  exhibiting  hemiplegic  contractures  do  invariably  present  the  secondary 
degeneration  mentioned ; hut  of  coui-se  this  is  no  proof  that  the  two  things  have 
any  causative  relation  to  each  otlier.  A contracture  occurs  only  in  connection 
with  persistent  paralysis ; a persistent  paralysis  never  is  seen  unless  the  pyramidal 
tract  be  destroyed ; and  if  it  be  destroyed,  a secondary  degeneration  must  result. 
The  contractures  and  the  secondary  degeneration  are  therefore  two  sequelae,  inde- 
pendent of  each  other.  And  that  the  degeneration  should  “ irritate  ” the  fibers, 
and  thus  excite  muscular  contractions,  is  extremely  improbable ; for,  according  to 
all  analogy,  fibers  which  are  undergoing  degeneration  can  not  be  stimulated,  and 
can  not  therefore  transmit  any  sort  of  stimulus  to  the  paralyzed  muscles. 

If  the  contractures  become  marked  in  the  lower  limb,  they  may  involve  either 
the  extensors  or  flexors.  In  the  leg  a moderate  contracture  of  the  calf  is  the  most 
frequent  condition.  Hitzig  has  called  attention  to  a remarkable  fact,  which  is 
that  often  the  contractures  are  very  slight  in  the  morning,  when  the  jjatient  fii’st 
wakes  up,  becoming  aggravated  after  he  has  moved  about  a little.  Hitzig  refers 
this  phenomenon  (wdiich  has  not  yet  been  at  all  satisfactorily  studied)  to  abnor- 
mal “ associated  movements  ” of  the  paralyzed  muscles.  Such  associated  move- 
ments do  occur:  movements  of  the  sound  side  excite  associated  movements  in  the 
opposite  membei’s ; and  efforts  to  move  the  paralyzed  j)arts  excite  in  their  tuim 
associated  contractions  of  the  normal  muscles.  Sometimes,  also,  involuntary 
movements  of  the  lower  limb  on  the  paralyzed  side  are  observed  when  the  patient 
exerts  himself  to  move  his  corresponding  arm  all  he  possibly  can.  Very  often  on 
drawing  the  affected  leg  up  on  the  trunk  we  observe  a marked  dorsal  extension  of 
the  foot  as  an  associated  movement. 

Another  peculiar  phenomenon  must  be  mentioned  here.  It  is  w'hat  Weir 
Mitchell  has  termed  post-hemiplegic  chorea.  Some  time  after  the  p>aralysis  begins 


* As  has  been  nli’oady  stated  (page  731),  it  seems  proper  to  assume  that  certain  mu.seles  enjoy  a 
double  innervation — that  is,  from  each  hei'nisphcrc.  Tliis  applies  particularly  to  such  muscles  as 
usually  are  c.xercised  in  pairs.  We  might  perhaps  in  this  way  o.\plain  why  the  lower  c.vtrcmitj  is 
capable  of  more  improvement  after  hemiplegia  than  is  tlie  arm.  The  legs  have  to  bo  used  simultane- 
ously or  consentaneously,  as  in  walking,  much  more  than  the  two  arms.  Another  fact  deserves  me 
mention  : on  careful  examination,  it  is  sometimes  possible  to  make  out  a slight  paresis  in  the  soum 
side,  which  may  perhaps  be  referable  to  lesion  of  the  direct  motor  fibers  (Pitres). 
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the  parts  afPected  by  it  exhibit  involuntary  movements,  reminding  one  of  chorea 
or  athetosis  {vide  page  541).  Sometimes  these  movements  are  continuous,  some- 
times they  occur  only  as  associated  movements  in  connection  with  voluntary 
motions  of  the  paralyzed,  or  even  of  the  sound,  side.  Hemiplegia  due  to  cerebral 
haemorrhage  very  seldom  exhibits  this  phenomenon.  It  is  said  to  occur  chiefly 
in  focal  disease  of  the  posterior  extremity  of  the  internal  capsule,  and  of  the  optic 
thalamus.  It  is  much  commoner  in  cerebral  infantile  paralysis  {vide  infra). 

It  is  interesting  to  observe  the  trophic  a,nd  vasomotor  changes  in  the  paralyzed 
parts.  At  first  the  skin  may  be  somewhat  redder  and  warmer  on  the  paralyzed 
than  on  the  sound  side.  Nothnagel  has  shown  that,  even  in  the  distidbution  of 
the  cervical  sympathetic,  symptoms  of  vasomotor  paralysis  occur.  They  are  partly 
temporary  and  partly  persistent,  and  comprise  increase  of  temperature  and  color 
in  the  paralyzed  side  of  the  face,  swelling  of  the  eyelids,  and  contraction  of  the 
pupil;  but  they  are  usually  slight.  We  very  frequently  find,  especially  on  the 
back  of  the  hands,  more  or  less  pufliness,  which  is  likewise  usually  regarded  as  of 
vasomotor  origin.  It  should,  however,  be  considered  that  the  natural  movements 
of  any  part  of  the  body  greatly  promote  the  nervous  and  lymphatic  circulation, 
and  that  the  quietude  of  paralysis  may  therefore  have  much  to  do  with  the  oedema. 
In  hemiplegia  of  some  duration  the  extremities  upon  the  paralyzed  side  are  always 
cooler  than  normal,  and  the  hand  in  particular  is  very  often  deeply  cyanotic. 
The  skin  sometimes  becomes  harsh  and  fissured,  and  often  is  thickened.  The  in- 
ternal surface  of  the  hand,  in  case  of  contracture,  is  frequently  quite  damp  with 
perspiration. 

Among  the  specific  trophic  symptoms  of  hemiplegia  Charcot  includes  “ acute 
malignant  decubitus.  ” This  sometimes  develops  with  extreme  rapidity  within  a 
few  days  after  the  shock,  and  usually  occupies  the  buttock  on  the  affected  side. 
There  appears  a circumscribed  redness  with  the  foimation  of  vesicles,  which  is 
soon  succeeded  by  a deep-reaching  necrosis  of  the  soft  parts.  We  have  ourselves 
never  met  with  this  in  a case  which  has  been  properly  nursed,  and  we  can  not  there- 
fore help  thinking  that  its  development  is  not  wholly  due  to  trophic  disturbance, 
but  to  pressure  and  to  the  penetration  of  septic  matter  below  the  skin.  Of  course' 
patients  long  confined  to  bed  with  hemiplegia  are  as  liable  to  bedsores  as  are  any 
others  similarly  situated. 


The  permanently  paralyzed  muscles  gradually  atrophy  somewhat  in  the  course 
of  years;  yet,  in  uncomplicated  cases  of  cerebral  hemiplegia,  this  atrophy  is  never 
of  the  degenerative  sort,  nor  is  it  usually  very  great.  The  paralyzed  muscles 
therefore  continue  to  react  perfectly  to  faradism  (see  page  547).  The  joints  of  the 
paralytic  extremities,  and  in  particular  the  knee  and  shoulder,  may  exception- 
ally become  inflamed.  The  arthritis  is  sometimes  acute,  and  sometimes  more  of 
a chronic  variety.  Its  cause  is  not  evident.  Charcot  thinks  that  it  is  probably 
a neurotrophic  symptom,  and  he  is  of  the  same  mind  with  regard  to  the  rarely 

seen  swellings  of  the  peripheral  nerve-trunks  of  the  paralyzed  side  (“  hypertrophic 
neuritis  ).  ^ j t 

Mental  symptoms  are  rare,  except  the  initial  loss  of  consciousness.  There  is 
sometimes,  however,  a persistent  general  uneasiness  of  mind,  accompanied  by 
great  excitability  and  wakefulness.  In  a large  number  of  cases  of  ]iersistent  hemi- 
plegia there  finally  come  on,  in  the  cour.se  of  years,  constantly  increasing  indica- 
tions  of  mental  weakness.  The  patient  grows  dull  and  forgetful.  Very  often  he 
exhibits  a peculiar  tendency  to  weeping,  bursting  into  tears  at  the  slightest  provo- 
ca  ion.  u requently  lie  is  subject  to  quick  alternations  of  feeling,  weeping  and 
laughing  m the  same  minute. 


long  wniie.  oometimes  there  is  even 
cases,  and  especially  in  the  beebndden, 
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marasmus  gradually  comes  on  and  hastens  the  fatal  termination,  pai-ticularly  if 
there  be  some  intercurrent  trouble,  such  as  a bedsore  or  bronchitis. 

We  have  detailed  the  peculiarities  of  hemiplegia  somewhat  minutely,  because 
the  statements  will  apply  to  all  cases  of  cerebral  hemiplegia,  no  matter  in  what 
place  the  pyramidal  tract  is  interrupted  or  by  what  sort  of  a lesion.  It  is  need- 
less to  enter  into  the  diverse  symptoms  which  are  caused  by  diversity  in  the  exact 
location  of  the  haemorrhage.  The  hemiplegia  itself  is  the  same,  whether  the  effu- 
sion be  in  the  cortex,  internal  capsule,  crus  cerebri,  or  pons.  It  it  easy  to  infer 
from  the  preceding  chapter  what  the  accessory  symptoms  are  which  would  en- 
able us  to  localize  the  trouble.  We  need  here  mention  only  the  frequent  com- 
bination of  right  hemiplegia  and  aphasia.  This  occurs  when  there  is  a large 
effusion  in  the  left  hemisphere,  extending  from  the  internal  capsule  to  the  neigh- 
borhood of  the  third  frontal,  or  possibly  the  uppermost  temporal  (compare  page 
716)  convolution. 

Diagnosis. — The  diagnosis  of  cerebral  hmmorrhage  rests  on  the  sudden  onset  of- 
the  apoplectic  symi^toms,  and  on  the  later  symptoms  (if  there  he  any)  of  impair- 
ment of  the  cerebral  functions.  The  diagnosis  can  scarcely  ever  be  made  with 
absolute  certainty,  for  cerebral  embolism  may  exhibit  almost  identical  phenomena: 
the  differential  diagnosis  between  the  two  will  be  given  in  the  following  chapter. 
Occasionally  there  may  be  danger  of  mistaking  other  cerebral  affections  for  a 
haemorrhage,  such  as  meningitis  and  tumors.  The  same  may  be  said  of  a suddenly 
developed  tu’aemia,  and  of  constitutional  sepsis.  In  these  cases  the  rapid  onset  of 
grave  cerebral  symptoms  of  a general  nature,  such  as  unconsciousness,  simulates 
the  apoplectic  coma. 

Prognosis, — The  fir,st  question  is,  whether  the  patient  will  survive  the  initial 
shock.  The  answer  depends  upon  the  severity  of  the  early  symptoms.  The 
deeper  and  more  persistent  the  unconsciousness,  the  more  deficient  the  respiration 
and  pulse,  the  less  the  prospect  of  recovery;  but  we  can  never  decide  absolutely. 
If  the  patient  have  withstood  the  first  onset  and  be  hemiplegic,  then  the  possibility 
of  improvement  hinges  on  the  question  whether  the  paralysis  is  a direct  or  an 
indirect  focal  symptom.  Inasmuch  as  there  are  no  means  of  knowing  about  this 
at  first,  we  must  speak  very  guardedly.  It  should  never  be  forgotten  that  the 
haemorrhage  may  recur.  The  predisposing  disease  of  the  blood-vessels  renders 
individuals  who  have  had  one  stroke  liable  to  be  visited,  sooner  or  later,  by 
another. 

Treatment.— Tlie  treatment  of  the  apoplectic  shock  demands,  first  of  all,  rest 
in  bed,  with  the  head  and  shoulders  elevated.  To  avoid  bedsores  it  is  very  impor- 
tant to  maintain  cleanliness,  and  to  watch  attentively  that  portion  of  the  skin 
which  is  pressed  against  the  bed  by  the  weight  of  the  body.  An  ice-bag  should 
be  put  upon  the  head,  and  particularly  over  that  side  on  which  the  haemoi’rhage 
is  supposed  to  be.  Bleeding  was  formerly  universally  practiced,  but  of  late  its 
usefulness  is  doubted.  It  is  not  indicated  unless  the  deep  congestion  of  the  face, 
the  violent  pulsation  of  the  carotids,  and  the  full,  slow  pulse  show  increased  arte- 
rial tension.  In  such  a case,  if  the  p:^tient  seem  otherwise  robust,  we  may  bleed 
at  the  commencement  of  an  attack,  in  the  hope  of  checking  the  flow  of  blood  by 
lowering  the  intra-arterial  pressure.  In  similar  conditions  experience  shows  that 
the  local  abstraction  of  blood  from  the  temples  is  sometimes  advantageous.  The 
bowels  should  be  well  emptied  by  enemata,  and  later  on  by  drastic  purgatives.  If 
the  respu’ation  and  pulse  fail,  we  may  try  stimulants  (ether,  camphor),  but  ver^- 

likely  they  will  be  without  success.  ■ 

[Horsley  and  Spencer  have  found,  by  experiments  on  animals,  that  if  the  in- 
ternal carotid  be  tied  the  bleeding  from  the  divided  lenticulo-str-iate  artery  is 
checked.  Horsley  therefore  suggests  that  in  the  very  earliest  stage  of  cerebral 
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haemorrhage  ligature  or  compression  of  the  internal  carotid  may  check  the  bleed- 
ing, and  prevent  the  formation  of  a large  clot  and  extensive  destruction  of  the 
brain.  This  procedure  has  not  yet  been  tried  upon  the  human  subject. 

Where  there  is  much  difficulty  in  respiration  during  the  period  of  coma,  relief 
may  sometimes  be  obtained  by  turning  the  patient  upon  the  side. — K.] 

When  the  patient  is  safely  over  the  shock,  our  resources  for  aiding  him  in  the 
further  stages  of  his  trouble  are  very  limited.  As  long  as  headache  and  symptoms 
of  fever  persist,  the  application  of  ice  to  the  head  should  be  kept  up,  and  other 
disturbances  should  be  treated  symptomatically.  For  uneasiness  and  -wakefulness, 
small  doses  of  morphine  or  chloral  are  given.  Treatment  of  the  hemiplegia  must 
be  deferred  for  the  first  thi’ee  or  four  weeks,  until  all  the  initiatory  symptoms  of 
irritation  are  over.  Then  electricity  plays  the  chief  role.  Local  galvanization 
should  be  tried,  the  current  being  made  to  pass  transversely  through  the  head, 
with  as  much  regard  as  possible  to  the  position  of  the  hEemorrhagic  focus ; the 
current  should  be  feeble,  and  the  application  should  occupy  two  or  three  minutes. 
With  this  may  be  combined  galvanization  of  the  sympathetic  nerve  on  the  side  of 
the  haemoiThage.  Nor  should  galvanization  (stroking  with  the  cathode)  and  fara- 
dization of  the  paralyzed  muscles  and  nerves  be  neglected.  If  favorable  changes 
take  place,  it  is,  however,  uncertain  how  much  should  be  ascribed  to  treatment; 
since,  as  has  already  been  stated,  there  is  often  improvement  without  treatment. 

Passive  movements  and  massage  of  the  paralyzed  limbs  are  very  important  as 
a prophylaxis  against  contractures.  They  should  be  commenced  promptly,  and 
be  methodically  continued.  Massage,  and  later  on  systematic  and  appropriate 
gymnastic  exercises,  may  contribute  much  to  the  restoration  of  voluntary  motions. 
The  same  object  is  also  promoted  by  rubbing  with  spirits  of  camphor,  chloroforai 
liniment,  etc. 

Internally,  potassic  iodide  is  frequently  given,  out  of  regard  for  its  “ absorbent” 
properties.  W e may  also  tiy  the  effect  of  strychnine ; it  is  most  adapted  for  cases 
of  some  duration. 

As  to  baths,  they  should  not  be  too  warm— that  is,  not  over  90°-93°  (26°-27° 
R.).  Moderately  warm  baths,  medicated  with  common  salt  if  it  seems  desirable, 
and  employed  three  or  four  times  a week,  seem  to  be  beneficial.  If  it  be  thought 
best  to  send  the  patient  to  a regular  bathing-place,  Wildbad,  Ragatz,  Teplitz,  wles- 
baden,  or  Rehme  may  be  chosen.  At  the  first-mentioned  places  none  but  the 
cooler  springs  should  be  used. 

Hemiplegic  paralysis  often  lasts  so  long  that  the  physician  must  repeatedly 
change  the  details  of  treatment,  so  as  to  support  the  coui’age  and  patience  of  the 
sufferer.  Particular  care  should  be  given  to  regimen,  in  order  that  any  recur- 
rence of  the  haemorrhage  may,  if  possible,  be  avoided.  The  diet  should  be  simple ; 
any  large  amount  of  alcohol  should  be  forbidden;  and  there  should  be  no  severe 
boddy  exertion  or  mental  excitement. 


CHAPTER  IV. 

CEREBRAL  EMBOLISM  AND  THROMBOSIS. 

{Softening  of  the  Brain,  from  Embolism  or  Thrombosis.) 

.ffitiology  and  Pathology.— Occlusion  of  the  cerebral  arteries  is  one  of  the  most 
requen  injuries  inflicted  by  embolism.  Usually  the  emboli  originate  in  the  left 
me  of  the  heart,  from  thrombi  in  the  left  auricle,  or  from  the  thrombotic  deposits 

uc  1 orm  m chronic  endocarditis  (mitral  or  aortic  disease)  upon  the  valves  of 
47 
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tlie  left  ventricle. 


Chronic  arterio-sclerosis  may  also  lead  to  thrombosis  in  the 
larger  arteries,  particularly  the  aorta;  and  in  case  the  cerebral  arteries  themselves 
are  extensively  atheromatous,  the  larger  vessels  at  the  base  of  the  brain  mav  fur- 
lush,  material  for  embolism  of  tlie  smaller  cerebral  arteries. 

Thrombosis  of  the  arteries  of  the  brain  is  always  due  to  primary  disease  of  the 
blood-vessels,  the  most  common  cause  being  the  chronic  arterio-sclerosis  iust 


Wherever  the  atheroma  has  altered  the  normal  structur^oT  thTintil^a 
deposits  of  fibrine  may  take  place.  Their  development  is  further  promoted  bv 
the  subnormal  elasticity  of  the  arteries,  and  by  the  occasional  narrowing  of  their 
lumen  ; for  thus  the  flow  of  blood  is  rendered  slow,  if  not  even  completely 
checked.  It  is  easy  to  understand  that  thrombosis  and  embolism  may  each  o-ive 
rise  to  the  other.  From  every  thrombus  an  embolus  may  be  detached ; and  every 
fli-mly  lodged  embolus  may  form  a nucleus  for  thrombosis. 

Next  to  arterio-sclerosis,  the  most  frequent  cause  of  a cerebral  thrombus  is 
syphilitic  endarteritis.  In  the  chapter  on  cerebral  syphilis  this  subject  will  be 
minutely  considered.  Whether  thrombi  ever  form  here  independently  of  disease 
of  the  vessels  is  doubtful.  An  apparently  spontaneous  thrombosis  is  now  and 
then  seen  in  patients  who  are  cachectic  or  severely  ill  (cancer,  grave  typhoid  or 
typhus  fever,  pneumonia) ; in  such  instances  the  cardiac  weakness,  and  possibly 
also  an  abnormal  tendency  of  the  blood  to  coagulate,  are  regarded  as  either  the 
causes,  or  at  least  the  predisposing  factors,  of  the  thrombosis. 

In  whatever  part  of  the  arterial  system  complete  occlusion  has  been  produced 
by  an  embolus  or  thrombus,  the  results  depend  upon  the  po.ssihility  or  impossi- 
bility of  blood  reaching  by  collateral  channels  the  region  thus  deprived  of  its 
ordinary  supply.  If  the  collateral  circulation  prove  efficient,  no  harm  is  done;  if 
not,  the  tissues  must  perish  and  undergo  “softenuig.”  It  is  thus  a matter  of  the 
gi'eatest  practical  hnport  that  the  perforating  arteries  of  the  brain-stem,  and  par- 
ticulai’ly  the  branches-  of  the  middle  cerebral  artery  in  the  Assure  of  Sylvius, 
which  supply  the  great  central  ganglia  and  internal  capsule,  are  all  “ terminal,” 
in  Cohnheim’s  sense — that  is,  they  form  few  anastomoses  with  neighboring  ves- 
sels. Now,  the  middle  cerebral  artery  and  its  branches  ai-e  known  from  experience 
to  be  peculiarly  liable  to  embolism,  above  other  cerebral  arteries.  Hence  we  see 
why  the  region  they  supply  suffers  so  severely  and  so  very  frequently  from  emboli. 
It  is  noteworthy  that  the  left  middle  cerebral  artery  is  more  frequently  plugged 
by  emboli  than  is  the  right.  In  the  centrum  ovale  and  cortex  there  is  more  op- 
portunity for  collateral  compensation  than  in  the  central  ganglia;  but  even  here 
the  supply  of  blood  often  proves  insufficient,  as  is  shown  by  the  not  infrequent 
occurrence  of  spots  of  softening  in  the  cortex  and  the  white  substance  of  the  cere- 
brum. On  the  other  hand,  embolic  foci  are  much  rarer  in  the  crura  cerebri,  pons, 
and  cerebellum. 

The  various  steps  in  the  process  which  begins  with  embolic  or  thrombotic 
occlusion  and  ends  in  softening  of  the  brain-substance  are  essentially  the  same  as 
occur  in  other  organs  (compare  chapter  on  pulmonary  embolism,  page  247).  The 
tissues  which  are  deprived  of  their  ai-terial  blood  perish,  become  disintegrated,  and 
are  transformed  into  a soft  homogeneous  mass.  Into  the  empty  iJoi’tion  of  the 
artery,  beyond  the  embolus,  blood  flows  in  the  reversed  dii-ection  from  the  veins, 
and,  if  the  anatomical  relations  permit,  from  the  minute  arteries  in  the  neighbor- 
hood ; but  the  supply  is  not  sufficient  to  nourish  the  tissues.  The  walls  of  the 
blood-vessels  become  abnormally  permeable  and  delicate,  so  that  some  red  glob- 
ules invade  the  disintegrating  region  by  diapedesis,  and  others  in  the  way  of 
minute  hut  genuine  ecchymoses.  Actual  infarctions  are,  howevej’,  never  formed 
in  the  brain,  perhaps  because,  as  Weigert  suggests,  the  nervous  structures  swell  so 
much  as  to  exclude  any  large  amount  of  blood;  but  the  little  punctiform  ecchy- 
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moses  are  in  many  instances  so  abundant  that  the  whole  softened  spot  seems  dis- 
tincUy  reddish  or  yellowish.  This  red  or  yellow  softening  is  also  due  m part  to 
the  tissues  being  stained  by  the  dissolved  pigment  of  disintegrated  blood-glob- 
ules. If  the  discoloration  he  not  very  striking,  then  we  speak  of  a white  sott- 

^^^Fresh  foci  of  softening  are  seen  through  the  microscope  to  be  composed  of  drops 
of  myeline,  bits  of  swollen  nerve-fibers,  numerous  fatty  granular  cells,  and  free 
fat  globules.  The  minimum  time  required  for  these  changes  is  one  or  two  days. 

If  within  that  period  a compensatory  collateral  circulation  is  set  up,  the  nCTVOus 

structures  may  be  restored  and  resume  their  functional  activity.  If  not,  the  tis- 
sues perish  and  become  disintegrated.  The  white  blood-corpuscles  and  leucocytes 
(and  possibly  also  the  endothelial  cells  of  the  blood-vessels,  and  the  neuroglia  and 
ganglion-cells)  absorb  the  fatty  detritus  thus  made,  and  come  to  form  the  fatty 
granular  cells  above  mentioned.  If  the  patient  live,  the  dead  and  disintegrated 
tissue  is  gradually  absorbed,  and  it  ma  *even  finally  be  replaced  by  a cyst  not  differ- 
ent in  appearance  from  those  which  occur  after  cerebral  haemorrhage.  A minute 
focus  of  softening  may  sometimes  also  be  replaced  by  indurated  cicatricial  tissue. 
If  portions  of  the  surface  of  the  brain  become  softened,  quite  a deep  depression 
often  results.  This  is  filled  up  in  part  with  serous  fluid  and  in  part  by  hyperifiasia 
of  the  pia  mater.  Sometimes  the  convolutions  are  still  recognizable  in  places ; 
but  . they  are  atrophied,  of  a yellowish  color,  and  of  a greatly  increased  consist- 


ence, due  to  the  growth  of  cicatricial  tissue. 

Clinical  History. — The  occurrence  of  cerebral  embolism  is  attended  with  almost 
precisely  the  same  sort  of  shock  as  is  cerebral  haemorrhage.  We  do  not  need 
to  enter  into  the  particulars  again  here,  but  will  refer  to  the  preceding  chapter 
{vide  page  727).  In  embolism,  also,  the  intensity  of  the  shock  varies;  it  ranges 
between  extreme  mildness,  when  it  occasions  only  transitory  confusion  of  intel- 
lect or  slight  vertigo,  to  the  greatest  severity,  when  there  is  deep  and  jiersistent 
coma.  One  chief  factor  in  determining  the  nature  of  the  case  is  the  size  of  the 
occluded  artery;  another  is  its  position,  according  as  the  embolism  has  taken 
place  in  the  hemispheres  or  toward  the  base  of  the  bi’ain.  In  general,  the  shock 
of  embolism  is  not  often  so  severe  and  long  continued  as  that  of  haemorrhage ; 
and  embolism  does  not  so  frequently  give  rise  to  symptoms  of  cerebral  compres- 
sion, including  slowing  of  the  pulse.  On  the  other  hand,  epileptiform  convul- 
sions are  seen  more  often  iu  embolism  than  iu  haemorrhage.  Embolism  again 
may  have  a rather  slow  onset,  where  there  is  at  fii’st  a small  embolus  and  this 
becomes  the  nucleus  of  a gi-adually  formed  thrombus. 

It  is  not  easy  to  explain  why  there  should  be  a shock  at  all  in  case  of  embolism. 
Perhaps  the  main  reason  is  the  diminution  of  pressure  which  the  embolism 
occasions  in  the  region  directly  affected  and  in  its  neighborhood.  The  portion  of 
the  artery  beyond  the  plug  becoming  empty,  not  only  causes  a draught  upon  the 
blood  and  lymph,  but  subjects  all  the  soft  surrounding  structures  to  a diminution 
of  tension  and  to  a certain  amount  of  strain  (Wernicke).  It  is  not  impossible, 
however,  that  the  disturbance  of  circulation  occasioned  in  the  sui’rounding  blood- 
vessels by  sudden  embolism  of  a good-sized  artery  is  of  itself , enough  to  account 
for  the  symptoms  of  shock. 

With  regard,  also,  to  the  persistent  symptoms  of  embolism  we  may  be  equally 
brief,  inasmuch  as  they  very  closely  resemble  those  which  follow  a cerebral 
haemorrhage.  As  has  been  said,  it  is  only  when  a compensatory  collateral  circu- 
lation is  developed  within  the  first  forty-eight  hours  that  the  early  symptoms  of 
focal  disturbance  can  entirely  vanish.  After  this  period,  the  tissues  which  have 
been  deprived  of  tlieir  normal  blood-supply  must  undergo  necrosis;  although 
there  is  still  room  for  hope  that  some  of  the  symptoms  will  prove  indirect,  and 
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therefore  capable  of  improvement,  so  that  embolic  hemiplegia,  like  that  from 
haemorrhage,  may  improve  decidedly  in  the  course  of  the  first  few  weeks. 

Inasmuch  as  the  middle  cerebral  artery  is  by  far  the  most  frequent  seat  of 
cerebral  embolism,  and  inasmuch  as  this  artery  suijplies  the  internal  capsule  as 
well  as  the  great  central  ganglia,  the  most  frequent  focal  symptom  of  embolism 
of  the  brain  is  ordinary  cerebral  hemiplegia,  all  the  features  of  which  have  been 
depicted  in  the  preceding  chapter.  Aphasia  is  associated  with  it  with  compai-ative 
frequency,  for,  as  already  mentioned,  the  left  middle  cerebral  artery  is  especially 
apt  to  suffer.  Less  frequent  is  j)aralysis  of  a single  member,  due  to  cortical  embo- 
lism, or  an  occipital  lesion  with  hemiopia. 

Where  softening  is  the  result  of  thrombosis,  the  symptoms  are  hut  seldom 
abrupt  in  then’  onset.  Usually  the  focal  symptoms  and  the  more  general  ones 
(such  as  unconsciousness)  are  developed  rather  gradually.  This  is  most  often  seen 
in  so-called  senile  softening  of  the  brain,  a disorder  almost  always  caused  by 
sclerosis  of  the  cerebral  arteries.  The  vai’iftis  symptoms  generally  come  on  under 
cover  of  repeated  relapses  and  fresh  aggravations  of  the  disease.  A severe  initial 
shock  seldom  occm’s;  hut  almost  invariably  there  is  a gradual  and  progressive 
dementia. 

The  further  course  and  the  final  termination  of  cerebral  softening  vary  as  do 
those  of  cerebral  haemorrhage.  Embolism  of  a larger  artery  may  cause  speedy 
death.  If,  however,  the  first  shock  passes  away,  the  impairment  of  function 
which  may  be  left  behind  may  last  for  years  without  seriously  affecting  the 
general  health.  There  is  always  danger  of  a recurrence  when  the  source  of  the 
embolism  continues  unchanged,  as  in  cardiac  disease  or  atheroma. 

Diagnosis.— Both  the  onset  and  the  persistent  focal  symptoms  are  so  much  alike 
in  haemorrhage  and  embolism  that  in  many  cases  it  is  utterly  impossible  to  decide 
which  caused  the  apoplexy  and  hemiiffegia.  The  following  are  factors  in  making 
a differential  diagnosis,  if  one  can  be  made:  1.  It  is  very  important  whether  there 
he  any  source  for  an  embolus.  Thus,  if  the  patient  have  valvular  cardiac  disease 
(particularly  mitral),  embolism  is  more  probable  than  haemorrhage.  2.  A young 
person  is,  on  the  whole,  more  apt  to  have  embolism  than  haemorrhage.  At  a later 
period  of  life  one  is  about  as  probable  as  the  other.  3.  "When  the  shock  is  severe 
and  persistent,  with  red  face,  strong  pulsation  of  the  carotids,  and  signs  of  cerebial 
compression  (slow  pulse),  we  would  think  of  haemoi’rhage  rather  than  embolism, 
in  which  latter  the  initial  symptoms  are  sometimes  comparatively  slight  {vide 
supra).  4.  Finally,  it  is  sometimes  possible  to  obtain  support  for  a diagnosis  of 
cerebral  embolism  by  demonstrating  embolism  elsewhere,  as  in  the  fundus  oculi, 
by  means  of  the  ophthalmoscope. 

In  rare  instances,  also,  tumors  of  the  brain,  into  the  substance  of  which  hmm- 
oi’rhage  takes  place,  may  induce  symptoms  closely  simulating  a primary  apoj)lec- 
tic  shock,  as  may  also  abscesses  which  have  been  previously  latent,  and  then  sud- 
denly burst  into  a ventricle.  In  such  cases  a correct  diagnosis  is  seldom  possible. 

Softening  due  to  a thrombus  is  the  most  readily  diagnosticated  in  those  cases 
where  there  is  cerebral  syphilis  {q.  v.).  Senile  softening  is  inferred  from  the  age 
of  the  patient,  the  signs  of  general  arterio-sclerosis,  the  abrupt  advances  of  the  dis- 
ease from  mildness  toward  severity,  and  the  developing  dementia.  . 

For  the  prognosis  and  treatment  of  cerebral  embolism  we  may  refer  simply 
what  was  said  in  the  preceding  chapter. 
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CHAPTER  V. 

INFLAMMATION  OF  THE  BRAIN. 

(Acute  and  Chronic  Encephalitis.') 

1.  Abscess  of  the  Brain  (Suppurative  Encephalitis). 

.Sltiology. — In  most  cases  of  cerebral  abscess  it  is  possible  to  demonstrate  with 
certainty  that  infectious  material  capable  of  exciting  suppuration  has  penetrated 
to  the  encephalon.  This  is  particularly  true  of  those  not  very  rare  abscesses  which 
follow  injuries  of  the  scalp,  cranium,  or  brain  (traumatic  abscess  of  the  brain). 
Here  the  wound  is  almost  always  an  open  one,  affording  free  ingress  to  the  virus. 
It  is  not  essential  that  the  bones  should  be  injured,  for  experience  shows  that,  even 
where  the  soft  parts  alone  are  wounded,  suppuration  may  extend  to  the  brain. 
The  manner  in  which  this  extension  takes  place  determines  the  question  whether 
a suppurative  meningitis  (q.  v.)  or  an  abscess  shall  be  developed.  Not  infrequently 
we  find  the  two  combined.  Another  source  of  traumatic  cerebral  abscess  is  foreign 
bodies  which  penetrate  into  the  brain  (for  instance,  through  the  orbit),  and  thus 
cari-y  septic  matter  into  the  very  substance  of  the  organ.  Some  exceptional  cases 
have  been  reported  of  traumatic  cerebral  abscess  without  any  open  wound ; as  yet 
they  are  beyond  our  comprehension.  Possibly  there  is  even  in  these  some  minute 
wound  invariably  present  but  ovei’looked. 

Analogous  to  the  above  causes  is  suppuration  in  neighboring  parts,  which  may, 
by  direct  extension,  occasion  cerebral  abscess.  The  same  processes  are  prominent 
in  this  connection  which  we  have  already  found  to  excite  piu’ulent  meningitis  {vide 
page  698)— particularly  suppuration  (caries)  in  the  middle  ear  and  in  the  petrous 
hone.  In  such  a case  the  most  frequent  position  of  the  abscess  is  naturally  the 
temporal  lobe  or  the  cerebellum.  Abscesses  also  occur  in  the  anterior  part  of  the 
brain,  from  suppurative  processes  in  the  nasal  cavity  and  the  ethmoid  bone ; but 
this  mode  of  origin  is  much  less  frequent. 

In  yet  a third  class  of  cases  the  morbific  agents  are  conveyed  from  foci  of 
disease  situated  in  distant  parts  of  the  body.  These  are  metastatic  or  embolic 
abscesses.  They  occur,  for  instance,  in  pyaemia  and  ulcerative  endocarditis. 
Abscesses  of  this  sort,  however,  are  usually  small,  and  seldom  are  conspicuous  in 
modifying  the  gi'ave  general  disease.  Of  more  importance  are  cerebral  abscesses 
connected  with  certain  suppurative  affections  of  the  lungs  and  pleura.  These  are 
not  so  very  rare.  They  are  oftenest  associated  with  fetid  bronchitis,  pulmonary 
gangrene,  and  empyema.  Purulent  meningitis  {q.  v.)  may  occur  in  the  same  way. 
There  can  be  no  doubt  that  virus  is  in  some  way  conveyed  to  the  brain,  but  just 
how  is  not  yet  known.  ’ 

In  some  few  cases  of  cerebral  abscess  no  certain  aetiology  can  be  made  out. 
To  these  the  term  idiopathic  is  applied.  We  met  with  several  of  them  just  at  the 
time  of  an  epidemic  of  cerebro-spinal  meningitis;  and  it  therefore  seems  reason- 
able to  suspect  that  possibly  many  apparently  spontaneous  cerebral  abscesses  ai-e 
referable  to  the  same  poison  as  is  epidemic  meningitis. 

Pathology.— The  pathological  anatomy  of  abscess  of  the  brain  is  precisely  the 
same  as  that  of  abscesses  in  other  organs.  The  size  varies  from  minute  foci 
hardly  as  large  as  a lentil  to  great  cavities  occupying  nearly  the  whole  of  one 
lobe.  Not  infrequently  several  abscesses  appear  simultauously  in  different  parts 
of  the  brain.  The  pus  is  u,sually  greenish  yellow.  It  may  be  odorless  or  offen- 
sive.  Sometimes  remnants  of  the  destroyed  (“melted”)  nervous  tissue  and  red 

1 T The  walls  of  the  abscess  often  bulge  out  irregu- 

larly, The  cerebral  parenchyma  around  the  abscess  for  a greater  or  less  distance 
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exhibits  white  softening.  This  is  due  partly  to  the  pressure  and  partly  to  the 
spread  of  the  inflammation.  An  abundance  of  granular  cells  is  generafly  to  be 
found  in  the  tissues  near  the  abscess.  j'  to  oe 

If  the  abscess  be  very  large  and  reach  nearly  to  the  surface  of  the  brain  it  mav 
sometimes  be  recognized  during  life  by  a distinct  bulging  and  fluctuation  The 
convolutions  on  the  surface  of  the  affected  hemisphere  are  almost  always  flat- 
tened.  If  the  abscess  extend  clear  to  the  surface  of  the  brain,  purulent  menin- 
gitis IS  excited.  Abscesses  which  are  centrally  situated  not  infrequently  burst 
into  a lateral  ventricle.  An  abscess  of  long  standing  may  finally  become  encap- 
sulated-that  is,  become  incased  in  a smooth,  firm  layer  of  connective  tissue 
which  prevents  further  extension  of  the  process.  The  pus  inside  gradually 
becomes  thick  and  cheesy.  Apparently,  however,  it  is  very  seldom  entirely 
absorbed. 

Clinical  History.  Small  abscesses,  and  even  large  ones,  may  for  a long  while 
have  scarcely  any  symptoms.  This  is  particularly  true  of  idiopathic  abscesses 
and  of  those  which  develop  very  slowly  and  insidiously  after  apparently  insig- 
nificant injuries  of  the  head  or  in  connection  with  chronic  inilammation  of  the 
middle  ear. 

In  cases  following  more  extensive  injuries,  the  symptoms  are  more  violent 
from  the  start ; which  is  also  true  of  many  abscesses  which  develop  acutely  and 
enlarge  rapidly.  The  symptoms  can  hardly  be  distinguished  from  acute  menin- 
gitis. The  patient  is  dull,  or  grows  delirious ; he  has  violent  headache  and  fever. 
Sometimes  the  temperature  repeatedly  rises  to  a high  point.  The  loss  of  conscious- 
ness becomes  more  and  more  complete ; and  in  a comparatively  brief  time  (one  or 
two  weeks)  there  may  be  profound  coma  and  death.  Rarely  the  violent  symp- 
toms abate,  and  the  acute  passes  into  a chronic  stage. 

The  symptoms  of  cerebral  abscess,  when  it  piu'sues  a chronic  course,  may  be 
divided  into  (1)  the  general  symptoms  and  (2)  the  focal  symptoms,  resulting  from 
the  special  position  of  the  abscess.  There  is  no  other  localized  cerebral  disorder 
in  which  the  focal  symptoms  are  so  often  absent,  either  for  a long  while  or  even 
throughout  the  illness.  This  is  partly  because  the  abscesses  are  often  situated  in 
parts  of  the  brain,  injury  to  which  does  not  occasion  any  demonstrable  focal 
symptoms.  Such  localities  are  the  white  matter  of  the  frontal  lobe,  and  the  hemi- 
spheres of  the  cerebellum.  A second  reason  is  that  an  abscess  seldom  excites  indi- 
rect focal  symptoms  by  affecting  the  parts  ai'ound  it. 

Among  the  general  symptoms,  the  most  important  is  a persistent,  deeply  situ- 
ated, dull  headache.  For  a long  while  it  may  be  the  only  symptom,  especially 
when  the  abscess  is  gradually  developed  after  an  injury  to  the  head  or  after  aural 
disease  of  long  standing.  The  pain  is  referred  mainly  to  the  seat  of  the  abscess; 
but  the  exceptions  to  this  rule  are  not  infrequent.  Another  frequent  symptom  is 
vertigo;  and  in  many  cases  there  is  vomiting,  either  after  meals  or  enthely  inde- 
pendently of  food.  Another  valuable  symptom  in  diagnosis  is  the  irregular  fever, 
sometimes  slight,  and  sometimes  exhibiting  great  elevations  with  mtervals 
between  them ; but  in  many  cases  also,  particularly  where  the  abscess  is  encap- 
sulated, there  may  be  no  fever  whatever.  An  important  negative  point  is  that 
choked  disk  is  much  rarer  in  cerebral  abscess  than  in  case  of  tumoi’s  {q.  v.). 

The  general  health  may  be  but  slightly  disturbed.  Usually,  however,  there  is 
decided  indisposition.  The  patient  is  pale,  has  no  appetite,  and  loses  flesh. 

As  to  the  focal  symptoms,  little  need  here  be  added  to  what  is  contained  in 
Chapter  II  of  this  section.  Abscesses  involving  the  motor  region  of  the  cortex 
have  been  repeatedly  found  to  cause  limited  epileptiform  attacks  and  paralysis  of 
some  one  limb.  It  is  particularly  characteristic  that,  as  the  abscess  grows,  one 
symptom  of  paralysis  is  added  to  another,  and  that  often  the  advance  of  the 
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paralysis  is  ushered  in  by  epileptiform  convulsions.  Abscesses  in  the  occipital 
lobe  have  repeatedly  been  observed  to  cause  bemiopia,  and  abscesses  in  the  tem- 
poral lobe  word  deafness ; and  these  facts  have  been  used  in  making  a diagnosis 
of  the  location  of  abscesses.  Abscesses  in  the  cerebellum  may  remain  unsuspected 
for  a long  while;  or  the  above-mentioned  general  symptoms  may  occur  in  especial 
severity  in  such  cases. 

The  duration  of  chi'onic  cerebral  abscess  varies  greatly.  In  most  cases  it  lasts 
for  months ; and  sometimes  it  has  certainly  lasted  for  years.  Particularly  where 
the  abscess  gives  rise  to  no  symptoms,  or  merely  to  slight  and  indefinite  ones  refer- 
able to  the  bead,  it  may  last  a very  long  while.  It  is  quite  often  the  case  that 
there  are  separate  attacks  of  the  severe  symptoms,  such  as  headache,  vomiting,  and 
fever,  and  that  in  the  intervals  of  variable  duration  between  these  paroxysms  the 
patient  feels  pretty  well. 

The  final  termination  of  cerebral  abscess  is  almost  alAvays  fatal.  Recovery  is 
not  impossible,  but  it  has  been  seen  with  certainty  in  only  a very  few  instances. 
Death  either  comes  on  gradually,  where,  as  the  abscess  grows  larger,  all  the 
symptoms  become  correspondingly  aggravated ; or  it  may  happen  quite  suddenly. 
Sometimes  it  is  brought  about  by  the  abscess  bursting  into  a lateral  ventricle, 
or  by  the  supervention  of  meningitis.  Often  a cerebral  abscess  terminates  in  a 
sudden  and  unexpected  death,  where  no  immediate  cause  for  the  event  can  be 
found. 

Diagnosis. — Although  it  is  often  possible  to  make  a correct  diagnosis  of  cere- 
bral abscess,  yet  there  is  usually  a good  deal  of  dfificulty  in  arriving  at  such  a 
conclusion,  and  entire  certainty  is  seldom  attainable.  The  most  important  points 
in  diagnosis  are : (1)  The  demonstration  of  some  cause  such  as  trauma,  chronic  otitis, 
fetid  pulmonary  diseases,  or  empyema.  (2)  The  presence  of  general  cerebral 
symptoms,  such  as  headache,  vertigo,  and  vomiting;  and  the  fact  that  these  are 
sometimes  better  and  sometimes  worse.  To  aid  in  excluding  tumor,  we  have  (3) 
the  febrile  symptoms  frequently  caused  by  abscess,  but  rare  in  case  of  tumor; 
and  (4)  the  extreme  rarity  of  choked  disk,  which  is  very  frequently  occasioned 
by  tumors.  The  focal  symptoms,  if  there  be  any,  are  not  cbai-acteristic.  They 
gi-ow  worse  by  fits  and  starts  in  tumor  just  as  in  abscess.  One  fact,  however,  is 
of  value,  namely,  that  while  tumors  {vide  infra)  frequently  cause  disturbances  in 
the  area  of  distribution  of  the  nerves  at  the  base  of  the  brain  (such  as  paralysis  of 
the  motor  oculi),  an  abscess  does  this  only  exceptionally.  It  is  often  quite  impossi- 
ble to  make  a differential  diagnosis  between  acute  abscess  and  purulent  meningitis, 
unless  focal  symptoms  are  developed.  These  can  be  caused  by  a circumscribed 
lesion  alone,  and  therefore  point  to  abscess. 

Treatment.— The  only  possible  way  in  which  to  cure  an  abscess  is  by  opera- 
tion; the  skull  is  trephined  and  the  abscess  laid  open.  It  can  be  readily  seen  that 
such  a procedure  is  feasible  in  but  few  instances.  We  need  to  be  certain  that 
there  is  an  abscess  and  where  it  is  located,  and,  finally,  that  it  is  so  located  as  to 
render  operation  permissible.  Under  the  present  antiseptic  modes  of  procedure, 
the  dangers  of  an  operation  need  not  be  over-estimated.  For  particulars  we  must 
refer  to  works  on  surgery. 

If  operation  be  not  justifiable,  nothing  but  purely  symptomatic  treatment  is 
left  us.  Ice  to  the  head,  narcotics,  potassic  bromide,  electricity,  and  sometimes 
also  the  local  abstraction  of  blood,  are  the  main  remedies  bey^ond"  general  hygienic 
measures. 

2.  Acute  and  Chronic  Non-suppurative  Encephalitis. 

While  the  spinal  cord  is  quite  frequently  affected  by  idiopathic  circumscribed 
inflammation  (transverse  myelitis),  analogous  cerebral  disease  is  much  more 
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exceptional.  The  scanty  information  which  we  possess  upon  the  subject  is  as 
follows : 

1.  Idiopathic  (Inflammatory)  Softening  of  the  Brain.— In  rare  instances  there 
are  found  in  the  brain  quite  extensive  foci  of  softening,  the  pathological  anatomy 
of  which  is  almost  identical  with  that  of  embolic  softening,  and  yet  the  afferent 
blood-vessels  do  not  furnish  any  explanation  of  the  condition.  They  have  ac- 
cordingly been  termed  “ foci  of  inflammatory  softening.”  The  mode  of  their 
pi’oduction  is  unknown.  The  symptoms  resemble  closely  those  of  softening  from 
thrombus. 

2.  Curable  Form  of  Encephalitis.— In  certain  cases  pronounced  symptoms  of 
focal  disease  exist  for  a time,  and  suggest  a tumor  or  the  like;  but  after  some 
montlis,  or  even  a still  longer  time,  the  symptoms  gi’adually  abate,  and  finally 
there  is  complete  recovery.  Such  cases  undoubtedly  occur.  They  are  usually 
explained  by  assuming  that  there  has  been  a localized  inflammation,  followed  by 
a restoration  to  the  normal  state.  The  nature  of  the  symptoms,  as  we  have 
observed  them,  would  seem  to  imply  that  the  lesion  is  generally  in  the  neighbor- 
hood of  the  cortex,  for  there  is  usually  paresis  of  some  one  part  of  the  body,  often 
associated  with  certain  symptoms  of  irritation  and  impairment  of  speech.  Possi- 
bly the  recovery  of  these  cases  may  he  assisted  by  electricity  and  potassic  iodide; 
but  we  should  never  venture  upon  an  absolutely  favorable  prognosis. 

3.  Diffuse  Cerebral  Sclerosis. — Diffuse  sclerosis  of  the  brain  is  a peculiar  dis- 
ease, which  is  usually  classed  as  a chronic  inflammation.  The  whole  brain  may 
be  involved,  or  the  disease  may  be  confined  chiefly  to  a large  part  of  one  hemi- 
sphere. There  is  a vei-y  marked  increase  in  the  consistency  of  the  brain-substance, 
so  that  it  cuts  like  a tough  jjiece  of  leather.  The  microscope  reveals  in  many 
cases,  but  not  in  all,  diffuse  hyperplasia  of  the  neuroglia.  In  a case  which  we 
recently  examined  there  was  a decided  atrophy  of  the  nervous  fibers  lying  in  the 
white  substance  of  the  brain.  The  disease  is  rare,  and  its  characteristic  symptoms 
can  not  yet  he  stated  absolutely.  They  are  developed  slowly.  The  most  constant 
among  them  seem  to  he  hemiplegia  without  much  change  in  sensation ; symp- 
toms of  motor  irritation,  such  as  epileptiform  convulsions  (sometimes  general  and 
sometimes  unilateral),  or  single  twitchings,  which  may  be  rhythmical  or  like 
those  of  chorea;  and,  lastly,  dementia.  Where  both  hemispheres  are  involved, 
there  are  usually  marked  spastic  symptoms  in  the  lower  limbs. 

The  disease  has  been  observed  in  children  and  in  elderly  people.  Possibly 
chronic  alcoholism  sometimes  acts  as  an  aetiological  factor.  Treatment  can  be 
only  symptomatic. 

Multiple  sclerosis  of  the  brain  is  almost  always  associated  with  the  same  affec- 
tion of  the  spinal  cord.  We  have,  therefore,  already  described  the  disease  in  the 
preceding  section  (page  627). 

4.  The  Acute  Encephalitis  of  Children.  {Cerebral  Paralysis  of  Children. 
Spastic  Infantile  Hemip)legia  of  Benedikt.) — Childi’en  not  infrequently  suffer 
from  a definite  form  of  hemiplegia,  which  deserves  a brief  special  description. 

The  patient  is  usually  between  one  and  four  years  old.  The  commencement 
of  the  symptoms  is  almost  always  acute.  Having  been  previously  healthy,  the 
child  is  suddenly  attacked  with  malaise  and  fever.  Very  often  there  is  nausea 
and  vomiting,  speedily  or  at  once  followed  by  grave  cerebral  symptoms.  There 
is  stupor,  and  convulsions  are  particularly  frequent.  This  condition  may  last  but 
one  or  two  days;  or  it  may  continue,  perhaps  with  unabated  severity,  for  two  or 
three  weeks.  Then  the  acute  symptoms  abate,  and  the  child  recovers  compara- 
tively fast;  hut  it  is  noticed  by  the  parents  to  be  paralyzed;  and  this  paralysis 
seldom  entirely  disappears,  although  it  may  diminish. 

If  such  children  come  under  observation  after  the  paralysis  has  lasted  some 
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time,  as  is  usually  the  case,  their  condition  is  generally  as  follows:  The  cranial 
nerves,  as  a rule,  ai-e  hut  little  affected.  The  main  change  is  in  the  extremities  of 
one  side ; and  the  arm  is  almost  always  worse  than  the  leg.  The  affected  parts 
betray  an  arrest  of  development,  more  or  less  impaii-ment  of  motion,  in  many 
cases  a marked  exaggeration  of  the  tendon  reflexes,  and  almost  invariably  con- 
tractures of  more  or  less  severity.  The  muscles,  although  generally  somewhat 
atrophied,  never  exhibit  the  reaction  of  degeneration.  Sensation,  as  a rule,  is 
unimpaired.  Motor  symptoms  of  irritation  are  found  upon  the  affected  side  with 
striking  frequency ; the  commonest  are  movements  like  athetosis  or  chorea  (hcmi- 
athetosis,  hemichorea);  and  associated  movements  are  also  not  infrequent.  The 
constant  movements  of  the  fingers  resulting  from  the  athetosis  sometimes  render 
the  articulations  so  lax  that  it  is  possible  to  make  the  fingers  assume  an  angle  of 
ninety  degrees  or  even  less  with  the  back  of  the  hand,  at  the  metacarpo-phalaugeal 
joint.  The  child  may  keep  making  motions  with  its  paretic  arm  while  walking. 
It  is  not  very  rare  for  epilepsy  to  be  developed  later.  There  are  convulsive 
attacks,  which  usually  begin  on  the  paralyzed  side,  but  which  may  later  affect 
the  whole  body.  The  intellectual  development  of  many  such  children  is  tolerably 
normal.  Others,  however,  are  more  or  less  demented,  or  betray  defective  moral 
sense. 

The  whole  course  of  the  disease  suggests  very  strongly  an  acute  encephalitis. 
The  process  is  probably  in  most  cases  more  or  less  completely  limited  to  the 
motor  region  of  the  cortex,  and  has  hence  been  called  “ poliencephalitis.”  * It 
reminds  one  forcibly  of  the  acute  poliomyelitis  of  childi^en,  with  a difference 
merely  in  the  localization  of  the  disturbance.  It  is  not  impossible  that  the  two 
diseases  have  a very  similar,  if  not  identical,  aetiology.  They  can  hardly  be  differ- 
entiated in  their  initial  stage ; but  when  further  developed  they  can  not  be  con- 
founded, because  the  cerebral  disease  causes  tmilateral  paralysis,  leaves  the  elec- 
trical reaction  unimpaired,  and  frequently  causes  exaggeration  of  the  tendon  reflex. 
It  deserves  mention  that  precisely  similar  phenomena  may  be  presented  by 
children  during  recovery  from  measles,  scarlet  fever,  and  other  acute  infectious 
diseases. 

The  pathological  conditions  of  the  early  stage  have  not  yet  been  studied.  Long 
after  the  process  has  run  its  course,  the  affected  portion  of  the  cerebrum  presents 
marked  atrophy  with  cicatricial  contraction.  If  the  surface  of  the  brain  has  been 
affected,  a corresponding  depression  is  to  be  noticed  (“  porencephalia  ”).  At  these 
places  the  pia  is  thickened.  Sometimes  limited  cystic  formations  are  found.  The 
pyramidal  tract  exhibits  a secondary  descending  degenei-ation.  It  is  thus  evident 
that  the  process  is,  from  an  anatomical  point  of  view,  precisely  like  the  atrophy  of 
the  anterior  cornua  occasioned  by  poliomyelitis. 

Of  course  not  all  the  hemiplegias  arising  in  childhood  are  due  to  an  encepha- 
litis, for  in  not  a few  cases  infantile  hemiplegia  may  be  due  to  embolic  softening, 
and  perhaps  sometimes  to  hmmorrhage;  but  in  most  cases  acute  encephalitis  is 
distinguished  from  these  by  the  peculiarity  of  its  initial  stage.  [There  is  really  no 
pathological  evidence  of  acute  polioencephalitis  in  children.  Sachs  and  Osier, 
from  the  study  of  a largo  number  of  cases,  find  that  the  cause  of  the  paralysis  is 
almost  always  haemorrhage  or  embolic  softening. — K.] 

The  treatment  at  first  is  to  be  governed  by  the  same  rules  as  in  the  initial 
period  of  acute  poliomyelitis  (q.  v ).  The  hemiplegic  symptoms  which  persist 
after  the  first  few  months  will  never  imi)rove  much.  The  most  wo  can  do  will  he 
by  means  of  electricity,  mas.sage,  and  cold  baths  with  friction  (“cold  rubbing”). 


f*  This  name,  however,  hiia  been  provioualy  applied  by  Wornioko  to  that  form  of  external  ophthal- 
moplegia duo  to  changes  in  the  nerve  nuelei  in  the  pons  {vide  page  090).— Tuans.] 
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For  tlie  epileptic  attacks  large  doses  of  bromide  of  potassium  are  decidedly  bene- 
ficial. 

Only  a very  few  cases  of  primary  acute  nou-purulent  encephalitis  of  adults  are 
recorded.  A short  time  ago  we  saw  such  a case  in  a young  man.  Death  occurred 
after  a few  days’  illness  marked  by  very  severe  cerebral  symptoms  and  at  the 
autopsy  one  cerebral  hemisphere  was  found  studded  with  many  little  hmmorrhagic- 
encephalitic  foci. 


CHAPTER  VI. 

INSOLATION.  SUNSTROKE.  HEAT  PROSTRATION.  THERMIC  FEVER. 

[.Etiology  and  Pathology. — Under  exposure  to  undue  heat,  either  in  the  direct 
rays  of  the  sun,  or,  during  hot  weather,  in  engine-rooms,  laundries,  and  the  like, 
marked  effects  may  be  produced  on  the  human  organism,  manifesting  themselves 
in  a widely  different  manner  in  different  cases.  The  liability  to  these  effects  is 
much  greater  with  us  than  in  most  portions  of  Europe  or  in  Great  Britain,  and  is 
enhanced  by  a moist  atmosphere  which  tends  to  prevent  evaporation  from  the 
surface  of  the  body.  Attacks  may  come  on  at  night  and  under  cover  as  well  as 
by  day.  While  excessive  heat  is  the  sole  and  sufficient  exciting  cause  of  the 
changes  and  symptoms  to  be  described,  exhaustion  due  to  muscular  exertion  or 
other  cause  plays  a very  important  secondary  rdle.  A vigorous  person,  however, 
of  regular  and  temperate  habits,  can  stand  much  greater  heat  and  exertion  than 
an  individual  who  is  debilitated  or  addicted  to  the  use  of  stimulants.  The  fre- 
quency of  attacks  after  a full  meal  has  been  noted.  Those  newly  ai'rived  in  the 
country  are,  other  things  being  equal,  more  likely  to  succumb  than  natives  or 
those  who  have  become  accustomed  to  the  climate.  That  high  temperature  due  to 
solar  or  artificial  heat,  or  a combination  of  the  two,  is  the  prime  causative  condi- 
tion, has  been  cleaidy  shown  by  experiments  on  animals.  There  is  practically  noth- 
ing to  add  to  the  researches  of  H.  C.  Wood. 

Pathological  Anatomy. — In  cases  of  sudden  death  from  shock  there  are  no  con- 
stant and  peculiar  lesions.  The  blood  is  dai’k,  imperfectly  coagulated,  and  col- 
lected in  the  veins ; ecchymoses  are  frequently  found. 

After  death,  due  chiefly  to  abnormally  high  temperature — that  is  to  say,  in  cases 
of  thermic  fever — the  heart,  and  especially  the  left  ventricle,  is  fii’mly  contracted 
from  post-mortem  coagulation  of  its  myosin ; the  lungs  are  apt  to  be  much  en- 
gorged with  dark  fluid  blood,  and  may  be  the  seat  of  haemon’hage;  extravasation 
of  blood  under  the  skin  is  more  or  less  marked,  and  haemorrhage  into  and  about 
the  cervical  sympathetic  ganglia  has  also  been  observed.  The  membranes  of  the 
brain  and  cord  are  often  greatly  congested,  and  there  may  be  evidences  of  com- 
mencing meningitis.  The  blood-corpuscles  are  creuated  and  show^  a diminished 
tendency  to  the  formation  of  rouleaux.  Rigor  mortis  is  marked  and  early  in  the 
voluntary  muscles  as  well  as  in  the  heart,  and  is  attributable  to  the  same  cause. 
Parenchymatous  degeneration  of  the  organs  is  sometimes  found. 

Symptoms  and  Course. — The  onset  of  the  attack  is  usually  sudden,  though  there 
may  be  slight  premonitions,  such  as  dizziness,  pain,  or  uncomfortable  sensations 
in  the  head. 

It  wflll,  perhaps,  add  to  clearness  to  distinguish  three  leading  forms  of  attack, 
it  being  understood  that  Nature  does  not  always  classify  cases  as  sharply  as  is 
done  here.  The  first  of  these  comprises  cases  of  heat  prostration,  denoted  by  faint- 
ness, syncope,  nausea,  and  sometimes  vomiting,  with  marked  muscular  aud  ^n- 
eral  weakness.  The  surface  of  the  body  is  cool,  the  pulse  rapid  aud  feeble.  T e 
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great  majority  of  these  cases  are  mild,  and  the  symptoms  pass  away  more  or  less 
quickly  on  placing  the  patient  in  the  recumbent  posture  in  a relatively  cool  and 
quiet  place  with  free  ventilation.  After  a few  hours  the  patient  can  be  removed 
to  his  home,  and  in  a day  or  two  has  recovered  perfectly,  except  for  some  sensi- 
tiveness to  heat  or  the  sun’s  rays.  There  may  be  transient  insensibility,  or,  on 
the  other  hand,  the  case  may  terminate  fatally  very  soon  from  general  exhaustion 
and  cardiac  failure. 

The  second  form  includes  cases  with  respiratory  as  well  as  circulatory  failure, 
due  especially  to  the  exhaustion  of  the  nerve  centers  presiding  over  these  func- 
tions. Under  this  head  come  cases  of  true  sunstroke — patients  suddenly  losing 
consciousness  while  exposed  to  the  sun.  The  skin  is  cold  and  the  pulse  is  feeble ; 
death  may  quickly  ensue  or  recovery  may  follow,  especially  if  prompt  and  suit- 
able treatment  be  instituted.  The  after-effects  of  the  attack  may  be  very  slow  to 
pass  away,  and  may  never  disappear  entirely. 

The  most  striking  characteristic  of  the  third  form  is  the  gi’eat  increase  in  the 
temperature — a symptom  which  has  given  rise  to  the  term  thermic  fever.  In  this 
form  premonitions  are  more  common  than  in  the  others.  The  thermometer  may 
register  110°  or  even  more ; the  skin  is  burning  hot  and  generally  dry ; the  pulse 
is  slow  and  full,  or  quick  and  jerking;  the  respiration  is  quickened,  sighing,  or 
even  stei’torous ; the  pupils  at  first  are  usually  contracted ; there  may  be  gi’eat 
restlessness;  coma  and  convulsions  sometimes  occur;  vomiting  is  common  ; and, 
toward  the  close  of  life,  the  sphincters  are  sometimes  relaxed.  A fatal  result  is 
due  to  apnoea  and  asthenia  combined.  What  was  said  with  regard  to  recovery 
from  the  second  form  holds  good  also  for  the  third. 

Diagnosis. — This  is  seldom  difficult.  The  circumstances  under  which  the 
attack  comes  on  are  generally  patent;  and  the  hyperpyrexia,  if  present,  is  dis- 
tinctive. Acute  alcohohsm  and  meningitis  are  the  chief  affections  which  might 
lead  to  error. 


Prognosis.  The  mortality  rate  of  the  severer  forms  of  the  disease  is  very  high, 
but  the  prognosis  depends  much  on  the  possibilities  of  securing  prompt  and  skill- 
ful treatment.  Under  this  many  a case  recovers  from  a seemingly  desperate  con- 
dition. The  tediousness  and  imperfection  of  recovery  have  been  already  alluded 
to.  Foi  long  periods  in  some  cases  the  mental  and  physical  powers  are  much 
impahed,  and  great  care  has  to  be  exercised  as  regards  exertion,  high  temperature 
and  the  sun’s  rays.  Insanity  is  sometimes  a sequel.  ’ 

Treatment.— In  the  first  place,  much  may  be  done  by  preventive  measures  to 
obviate  the  necessity  for  any  treatment.  A regular  and  temperate  life  will  do 
much;  and  special  precautions  of  an  obvious  nature  should  be  taken  during  hot 
weather  by  those  whose  occupations  involve  a liability  to  exhaustion  and  exposure 
to  unusual  heat.  It  would  be  well  if  it  were  generally  Imown  that  there  is  com- 
paratively little  danger  of  sunstroke  so  long  as  perspiration  is  free.  Many  an 
attack  might  be  averted  by  noting  the  activity  of  the  sldn  and  seeking  rest  and 
shelter  as  svyeating  diminishes.  A considerable  responsibility  rests  upon  militia 
surgeons  and  others  in  similar  positions  during  hot  weather 

Mdd  cases  of  heat  prostration  seldom  require  other  measures,  than  those 
already  indicated  m describing  the  symptoms.  If  there  be  nausea,  and  it  seem  de- 
^able  o give  stimulants,  they  are  better  given  under  the  skin  or  by  the  rectum. 
The  clothing  should  be  loosened;  the  cold  douche  and  other  rcfrigeratino-  meas- 

bein^^ f sunstroke,  treatment  should  be  active  and  energetic,  the  indications 

a^vltv  ifn"  1 Tr  tf  ^he  overheated  centers  and  to  stimulate  their 
activity.  If  a cool  or  shady  spot  be  near  at  hand,  the  patient  should  be  removed  to 
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it  and  largely  stripped  of  clothing;  if  not,  no  time  should  he  lost  before  resorting 
to  the  cold  douche  on  the  head  and  body  while  stimulants  are  administered  by 
enema  or  subcutaneously.  External  stimulation  by  mustard  or  flagellation,  and 
purgative  euemata,  are  said  to  be  sometimes  useful.  The  use  of  cold  externally 
should  not  be  prolonged  in  these  cases  unless  there  is  fever.  Nervous  exhaustion 
is  the  prominent  symptom,  and  all  depressing  measures  are  out  of  place. 

The  case  is  widely  different  with  the  third  form  of  the  attack.  Here  the  imme- 
diate danger  is  from  the  hyperpyrexia,  which  must  he  combated  by  rubbing  the 
patient  with  ice,  placiug  him  in  a tub  of  water  with  lumps  of  ice,  or  similar  meas- 
ures, until  the  temperature  in  the  rectum  is  reduced  nearly  but  not  quite  to  the 
normal  point.  In  the  application  of  the  refrigerating  measures  the  head  must  not 
be  neglected.  The  sole  indication  at  first  is  the  reduction  of  the  temperature. 
Antipyrine  subcutaneously  has  been  given  in  a few  cases  in  the  Boston  City  Hos- 
j)ital,  and  also  in  Brooklyn,  with  good  results.  After  a reduction  of  the  tempera- 
ture, any  symptoms  of  collapse  or  exhaustion  demand  stimulants. 

With  regard  to  the  employment  of  bloodletting  there  is  considerable  differ- 
ence of  opinion.  That  cases  occur  in  wdiich  this  procedm’e  is  indicated  is 
undoubtedly  true,  but  they  are  exceptional;  they  are  characterized  by  the  evi- 
dences of  great  cei’ebral  congestion  vdthout  hyperpyrexia. 

The  subsequent  management  of  convalescents  from  any  form  of  sunstroke  is 
often  very  important.  Prolonged  rest,  and  sometimes  change  of  climate,  may  be 
demanded.  A symptomatic  and  common-sense  treatment  is  in  place.  It  has 
seemed  to  the  editor  that  quinine,  especially  in  solution  with  a moderate  excess  of 
sulphuric  acid,  is  distinctly  useful  in  those  suffering  from  mild  or  moderate  after- 
effects of  undue  heat.] 


CHAPTER  VII. 

TUMORS  OF  THE  BRAIN. 

iEtiology. — The  precise  causes  which  lead  to  the  development  of  tumors  in  the 
brain  are  no  more  certainly  known  than  in  regard  to  other  organs.  In  most 
cases  the  new  growths  are  formed  insidiously  and  gradually  in  persons  previously 
healthy,  without  ascertainable  cause.  A circumstance  which  deserves  mention  is 
tliat  sometimes  the  first  symptoms  come  on  immediately  or  a short  time  after 
some  injury  to  the  head ; hut  whether  this  is  a matter  of  cause  and  effect,  or  of 
coincidence,  can  very  seldom  be  determined. 

The  sufferer  from  cerebral  tumor  is  usually  in  middle  life.  Certain  forms  of 
tumor,  however,  particularly  solitary  tubercles,  are  compai’atively  frequent  in 
children.  Sex  seems  to  exert  a decided  influence:  men  are  much  ofteuer  attacked 
than  women. 

Varieties  of  Cerebral  Tumor.* — The  most  important  forms  of  tumor  seen  in  the 
bi’ain  are  as  follows: 

1.  Glioma. — Glioma  is  a kind  of  tumor  peculiar  to  the  central  nervous  system, 
but  seen  much  oftener  in  the  brain  than  in  the  spinal  cord  {vide  page  676). 
Apparently  the  new  growth  always  originates  in  the  neuroglia,  which  is  the  con- 
nective-tissue framework  of  the  true  nervous  matter.  As  seen  under  the  micro- 
scope, a glioma  is  made  up  of  fibers  and  cells,  the  latter  being  precisely  like  the 

♦From  a clinical  standpoint,  the  term  “ cerebral  tumor  ” usually  is  meant  to  include  also  such 
tumors  as  originate  in  the  neighborhood  of  the  brain  (as  in  the  base  of  the  skull),  if  tliey  na  j 
involve  the  brain  itself. 
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normal  cells  of  the  neuroglia,  ■while  the  fibers  seem  to  consist  mainly  of  the 
numerous  cell-processes.  Klebs  maintained  that  the  ganglion-cells  also  take  an 
active  part  in  the  new  gi’owth ; but  this  has  not  yet  been  proven.  It  is  character- 
istic of  gliomata  that  they  are  seldom  sharply  defined,  but  shade  off  gi-adually 
into  the  healthy  tissue.  The  afl'ected  portion  of  the  brain  is  usually  enlarged,  but 
yet  maintains  pretty  nearly  its  original  shape.  On  cross-section,  the  glioma 
presents  a gray  or  reddish-gray  surface.  It  is  usually  rather  soft,  and  almost 
always  is  very  vascular.  This  great  vascularity  is  not  without  clinical  impor- 
tance, for  variations  in  the  fuUness  of  the  blood-vessels,  and,  above  all,  sudden 
haimorrhages  into  the  interior  of  the  new  growth,  which  not  infrequently  occur, 
may  produce  marked  symptoms. 

Gliomata  are  most  frequent  in  the  white  substance  of  the  cerebral  hemispheres, 
but  they  are  also  found  in  the  central  ganglia,  cerebellum,  and  elsewhere.  They 
are  usually  single,  seldom  multiple. 

2.  Sarcojia. — It  is  very  seldom  that  any  form  of  sarcoma  originates  in  the 
brain-substance.  It  usually  commences  in  the  connective  tissue  of  neighboring 
parts,  in  the  dura  mater,  the  periosteum  of  the  cranium,  or  the  cranium  itself 
(osteo-sarcoma) . The  sarcoma  is  most  often  found  at  the  base  of  the  skull,  in  the 
form  of  a circumscribed  tumor  of  varjung  consistency,  and  by  pressing  upon 
neighboring  parts,  or  by  involving  them  in  the  diseased  process,  it  may  cause 
the  gravest  disturbances.  Histologically,  we  have  here  such  vai’ieties  as  rornid- 
celled,  spindle-celled,  fibro-sarcoma,  etc. 

3.  Gxjmma  and  Solitary  Tubercle. — Both  gumma  and  solitary  tubercle  are 
very  prone  to  attack  the  brain.  We  shall  revert  to  gumma  in  the  chapter  on 
cerebral  syphilis.  Solitary  tubercles  may  grow  to  the  size  of  a cherry  or  larger. 
They  may  be  single  or  multiple,  and  may  occupy  any  part  of  the  brain.  They 
are  most  often  found  in  the  cortex,  and  in  the  cerebellum  and  pons. 

Solitary  tubercles  and  gummata,  upon  cross-section,  have  a yellowish,  cheesy 
appearance,  and  are  usually  distinctly  defined.  Histologically,  they  ai*e  composed 
of  granulation  tissue.  It  was  formerly  no  easy  matter  to  distinguish  gumma  from 
tubercle  in  all  cases;  but  now  complete  certainty  is  attainable  by  determining 
the  presence  or  absence  of  tubercle  bacilli  (and  likewise  of  syphilis  bacilli). 

4.  Carcinoma. — Carcinoma  completes  the  list  of  such  cerebral  tumors  as  have 
much  clinical  importance.  They  are  here  almost  always  secondary.  It  has  been 
our  experience  that  secondary  cancer  of  the  brain  is  principally  associated  with 
primary  cancer  of  the  breast,  or  of  the  lungs  and  pleura;  which  fact  bears  a 
remarkable  analogy  to  the  occurrence  of  secondary  cerebral  abscess  after  primary 
empyema,  pulmonai'y  gangrene,  etc. 

5.  Among  the  rarer  varieties  of  tumor  are  psammoma,  which  usually  starts 
from  the  meninges,  is  hard,  generally  comparatively  small,  and  therefore  often 
harmless,  and  contains  calcareous  matter,  so  that  it  grates  under  the  knife; 
cholesteatoma,  a rare  tumor  which  has  the  brilliancy  of  mother  of  pearl ; lipoma; 
and  angioma. 

The  General  Symptoms  of  Cerebral  Tumors.— As  is  the  case  with  all  focal  dis- 
eases of  the  brain,  some  of  the  symptoms  of  cerebral  tumors  are  connected  with 
the  special  localization  of  the  new  growth.  There  are  definite  focal  symptoms, 
varying  with  the  part  destroyed,  or  at  any  rate  functionally  impaired,  and  it  is  from 
these  symptoms  alone  that  we  are  enabled  to  determine  the  position  of  the  tumor. 
But,  in  addition  to  these  focal  symptoms,  there  are  certain  general  symptoms  com- 
mon to  almost  all  cerebral  tumoi’s  of  any  size.  They  are  in  large  ]')urt  referable  to 
the  general  compression  of  the  brain  due  to  the  enlargement  of  the  new  growth, 
n the  first  place,  numerous  clinical  facts,  which  will  bo  immediately  enumerated, 
indicate  that  whenever  there  is  a tumor  of  any  great  size,  a large  part  of  the 
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entire  encephalon  is  subjected  to  pressure;  and,  secondly,  the  anatomical  appear- 
ances of  almost  every  brain  affected  by  a large-sized  tumor  lead  to  the  same  con- 
clusion. The  convolutions  are  flattened  and  obliterated,  the  dura  mater  is 
crowded  against  the  cranium,  and  perhaps  thinned  or  even  perforated  because  of 
the  persistent  pressure,  or,  on  the  other  hand,  thickened  as  a result  of  chronic  in- 
flammation. Now  and  then  the  effects  of  pressm-e  are  visible  even  in  the  bones  of 
the  skull : they  are  worn  thin,  or  even  perforated,  or  their  sutures  are  loosened. 
Another  result  of  the  general  intracranial  tension,  through  its  effect  upon  the 
venous  trunks  of  the  brain,  is  serous  effusion  into  the  ventricles  (internal  hydro- 
cephalus), which  occurs  very  frequently.  The  largest  effusions  are  caused  by 
tumors  m the  posterior  cerebral  fossa,  which  directly  compress  the  venm  Galeni. 

The  symptoms  of  cerebral  tumors,  referable  to  the  effects  of  general  compres- 
sion, are  as  follows: 

1.  Headache  is  one  of  the  earliest  and  most  constant  symptoms.  It  is  usually 
persistent,  although  subject  to  temporary  exacerbations  and  intermissions.  The 
patient  describes  it  as  dull,  deeply  seated,  and  stupefying.  Although  it  affects  the 
whole,  head,  it  is  sometimes  (not  invai’iably)  referred  mainly  to  the  neighborhood 
of  the  tumor.  It  is  particularly  true  of  persistent  occipital  headache  that  it  indi- 
cates a new  growth  in  the  i)Osterior  fossa.  Sometimes  also  it  is  possible,  by  tap- 
ping upon  the  skull,  to  find  a hyperaesthetic  region.  Considerable  caution,  how- 
ever, should  be  used  in  di’awing  diagnostic  conclusions  from  such  observations. 
The  headache  usually  lasts  to  the  close  of  the  disease,  and,  even  after  the  patient 
has  become  completely  comatose,  the  persistence  of  the  pain  is  still  evident,  from 
his  low  groans  and  the  way  in  which  his  hand  seeks  his  head. 

2.  Next  in  frequency  to  headache  are  intellectual  and  mental  disturbances. 
Even  the  facial  expression  may  be  somewhat  characteristic,  being  peculiarly  lan- 
guid, apathetic,  and  dull.  The  iiatient  talks  slowly,  often  having  to  think  a long 
while  before  knowing  what  to  say.  Memory  becomes  impaired,  especially  with 
regard  to  the  most  recent  events.  The  interest  of  the  patient  in  those  about  him, 
and  the  things  he  used  to  care  for,  grows  less  and  less.  He  has  a sleepy,  dazed 
look,  and  grows  careless  and  untidy.  Of  course,  individual  cases  present  various 
deviations  from  this  outline ; but  in  general,  cases  are  a good  deal  alike,  although 
the  degree  of  mental  disturbance  may  vary  from  a slight  dullness  to  complete 
dementia. 

If  unusual  fullness  of  the  blood-vessels,  a hnemorrhage  into  the  new  growth,  or 
some  similar  cause,  induce  a sudden  temporary  increase  of  tension,  there  may  be 
such  marked  symptoms  as  syncope  or  an  apojilectiform  shock. 

3.  Other  general  cerebral  symptoms  are  vertigo,  slowing  of  the  pulse,  and 
vomiting.  If,  however,  vertigo  be  a very  prominent  symptom,  it  implies  that  the 
cerebellum  is  especially  encroached  upon  by  the  tumor.  The  retardation  of  the 
pulse  is  a frequent  symptom,  and  not  without  diagnostic  value.  It  has  already 
been  mentioned  as  one  result  of  general  compression  of  the  brain,  in  connection 
with  cerebral  haemorrhage.  The  rate  may  be  put  at  about  50  to  60,  or  even  lower. 
The  pulse  is  also  sometimes  slightly  irregular.  Cerebral  vomiting  may  be  one  of 
the  earliest  and  most  troublesome  symptoms.  It  frequently  occurs  independentlj’’ 
of  the  ingestion  of  food,  especially  in  the  morning,  and  is  not  infrequently  asso- 
ciated with  dizziness. 

4.  Epileptiform  convulsions  are  sometimes  excited  by  cerebral  tumors,  al- 
though many  patients  are  free  from  them.  Such  attacks  in  all  probability  origi- 
nate *in  variably  in  the  cortex  of  the  cerebrum,  and  it  is  therefore  natural  that 
they  should  be  seen  most  frequently  (as  they  are)  in  connection  with  tumors  in 
the  cerebral  hemispheres.  This  rule,  however,  is  not  without  exceptions.  If  the 
convulsions  are  not  general,  but  are  unilateral  or  confined  to  distinct  portions  o 
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the  body,  they  are  to  be  regarded  rather  as  focal  than  as  general  symptoms,  and 
may  be  utilized  for  the  approximate  localization  of  the  lesion  (vide  page  711).  A 
certain  amount  of  information  in  the  same  direction  may  also  be  got  from  those 
attacks  which  begin  unilaterally  or  in  one  particular  limb,  and  then  quickly 
involve  the  entire  body. 

5.  Choked  disk  is  one  of  the  most  important  general  objective  symptoms  of 
cei-ebral  tumor.  We  should  never  omit  to  make  an  ophthalmoscopic  examination 
of  the  fundus  oculi  in  a case  of  chronic  cerebral  disease.  Some  differences  of 
opinion  yet  exist  in  regard  to  the  special  pathology  of  choked  disk ; but  we  may 
regard  it  as  extremely  probable  that  the  main  factor  in  its  production  is  the  pui’ely 
mechanical  one  of  general  compression  of  the  brain.  The  original  view  of  Von 
Graefe  was  that  the  increased  intracranial  pressui’e  obstructs  the  venous  return 
through  the  vena  centralis  retinee  into  the  cavernous  sinus.  The  opinion  which 
pi’evails  at  present  is  that  advanced  by  Schmidt  and  Manz — namely,  that  the 
increased  tension  forces  the  cerebro-spinal  fluid  into  the  lymph-sheaf  of  the  optic 
nerve  (Schwalbe),  and  that  the  “ hydrops  vaginoe  nervi  ojjtici  ” thus  produced 
compresses  the  nerve  and  the  blood-vessels  which  traverse  it.  [Leber  and  Deutsch- 
mann  have  shown  pretty  conclusively  that  the  increased  pressure  is  not  the  chief 
cause  of  optic  neuritis.  It  favors  its  production,  but  probably  there  must  be  the 
presence  of  some  irritant  as  well,  in  order  to  produce  the  inflammation. — K.]  At 
any  rate,  choked  disk  is  not  a focal  symptom.  The  tumor  occasioning  it  may 
have  any  position,  if  only  it  gives  rise  to  general  compression  of  the  brain. 

Disturbances  of  vision  may  or  may  not  be  entailed  by  choked  disk  ; the 
patient  may  have  amblyopia,  defects  in  the  field  of  vision,  or  even  total  blind- 
ness. In  some  few  instances,  amblyopia  has  been  one  of  the  earliest  symptoms 
of  cerebral  tumor,  insomuch  that  the  patient  has  applied  first  of  all  to  an  oculist. 
Usually  the  sight  is  preserved  for  quite  a long  while,  in  spite  of  the  abundant 
objective  evidences  of  choked  disk.  The  latter  consist  of  swelling  of  the  disk, 
marked  distention  and  tortuosity  of  the  veins,  possibly  hsemoiThages  (from  passive 
congestion),  and  cloudiness  of  the  disk,  although  the  retina  still  exhibits  its  nor- 
mal transparency.  It  is  not  until  the  long-continued  congestion  impairs  nutri- 
tion to  such  an  extent  as  to  cause  atrophy  of  the  optic  nerve  that  vision  is  much 
impaired. 

6.  The  last  general  symptom  to  be  mentioned  is  general  loss  of  flesh  and 
strength.  This  often  appears  comparatively  early.  It  is  in  large  part  due  to  the 
small  amount  of  food  taken,  vomiting,  and  wakefulness;  but  it  is  n&t  impossible 
that  the  grave  cerebral  disorder  itself  exerts  a direct  and  unfavorable  influence 
upon  all  the  processes  of  nutrition.  There  is  in  most  cases,  also,  a tendency  to 
obstinate  constipation. 

Tumors  in  the  Different  Parts  of  the  Brain— their  Focal  Symptoms.— The 
symifloms  above  discussed  indicate  the  existence  of  a tumor,  but  not  its  particular 
locaflon.  Other  phenomena  are  necessary  to  enable  us  to  localize  the  disease, 
but  It  is  not  exceptional  to  have  none  but  the  general  symptoms.  Tumors  in  the 
white  matter  of  the  frontal  lobe,  or  such  as  affect  the  corpus  striatum,  as  well  as 
other.s,  may  run  their  course  without  any  focal  symptoms;  but  mo.st  cases  afford 
evidence  which  points  with  more  or  less  certainty  to  the  exact  position  of  the 
tumor.  Almost  all  of  these  focal  symptoms  have  already  been  fully  disciis.sed  in 
Lhapter  II  of  this  section,  and  their  interpretation  follows  the  rules  for  all  focal 
lesions  of  the  brain.  Wo  may  therefore  be  brief  here.  It  is  necessary  only  to 
emphasize  the  fact  that  with  regard  to  cerebral  tumors,  as  well  as  other  lesions 
local  symptoms  should  bo  divided  into  the  direct  and  the  indirect.  Direct  focal 
^Vmptoms  are  the  immediate  result  of  the  destruction  of  nervous  ti,s.suo  by  the 
cw  growt  1,  while  the  indirect  are  excited  by  the  pressure  exerted  by  the  tumor 
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upon  the  parts  closely  surrounding  it.  This  pressure  varies  with  the  amoujit  of 
hlood  in  the  vessels  of  the  new  growth,  and  therefore  the  indirect  symptoms  may 
undergo  temporary  exacerbations  and  remissions.  An  intermediate  position  is 
occupied  by  those  focal  symptoms  which  occm’  in  many  cases  as  the  result  of 
certain  anatomical  changes  secondary  to  the  new  growth.  Not  infrequently  there 
is  white  softening  of  the  substance  of  the  hi’ain  around  the  tumor  proper.  Prob- 
ably this  condition  is  generally  the  result  of  a compression  of  the  minute  blood- 
vessels surrounding  the  new  growth,  but  sometimes  it  is  the  sequel  of  an  obliterative 
endarteritis  (Eriedlaudei’).  The  latter  cause  is  especially  oiDerative  where  the 
tumor  is  a gumma  or  a solitary  tubercle. 

1.  Tumors  of  the  cerebral  hemispheres  generally  lead  to  the  gradual  develop- 
ment of  hemiplegia — a focal  symptom  which  is  to  be  regarded  as  partly  direct  and 
partly  indirect.  Since  the  new  growth  is  often  situated  near  the  cortex,  symp- 
toms referable  to  that  region  are  especially  frequent  with  tumors  of  the  cerebrum. 
It  is  therefore  not  infrequently  the  case  that  the  hemiplegia  is  the  result  of  the 
successive  paralysis  of  single  portions  of  the  affected  side ; for  instance,  first  there 
is  only  facial  pai’alysis,  then,  in  addition,  paralysis  of  an  arm,  then  of  the  lower 
limb.  Very  often  the  extension  of  the  paralysis  is  accompanied  by  convulsions, 
which  either  are  confined  to  one  limb  or  one  side  of  the  body,  or  are  universal. 
There  may  be  still  other  focal  symptoms,  varying  with  the  exact  location  of  the 
tumor.  Thus,  there  is  hemiansesthesia,  if  the  parietal  region  or  the  posterior  part 
of  the  internal  capsule  be  affected;  hemiopia,  if  an  occipital  lobe  suffer;  aphasia, 
if  the  neighborhood  of  the  left  island  of  Reil  be  involved,  and  so  on. 

2.  Tumors  at  the  Base  of  the  Brain. — The  base  of  the  brain  is  a very  favorite 
place  for  new  growths.  The  symptoms  are  in  a majority  of  cases  quite  character- 
istic. Some  of  the  tumors  spring  from  the  base  of  the  .skull ; among  these  are 
many  sarcomata  aud  syphilitic  growths  (“  gummatous  periostitis  ”)•  Other  tumors 
originate  in  the  meninges,  especially  the  dura;  and  still  others  from  the  brain 
itself.  Of  these  last,  it  is  remarkable  that  some  spring  from  the  pituitary  gland. 
The  exact  starting  point  is  very  seldom  of  much  clinical  importance,  for  all  the 
parts  mentioned  are  in  .such  close  proximity  to  one  another  that  there  is  no  great 
difference  in  the  symptoms  produced.  We  can  only  decide  that  there  is  a tumor 
in  this  or  that  place  at  the  base  of  the  brain. 

Tumors  at  the  base  of  the  brain  owe  their  characteristic  clinical  stamp  to  the 
frequency  with  which  the  cranial  nerves  a^  the  base  are  involved.  The  anatom- 
ical relations  are  such  that  these  nervous  trunks  are  often  compressed  by  the  new 
growth  or  actually  incorporated  in  it.  Of  the  symptoms  thus  occasioned,  the 
most  frequent  is  paralysis  of  the  motores  oculi  (oculomotor  and  abducens).  This 
is  at  first  usually  unilateral,  but  it  may  later  affect  both  sides.  If  one  of  the  oxitic 
tracts  he  involved,  hemioj)ia  may  result,  and  pressure  uj)on  one  oj^tic  nerve  may 
produce  unilateral  choked  disk  with  unilateral  disturbance  of  vision.  Tumors  of 
the  x>ituitary  gland  are  especially  prone  to  cause  symptoms  referable  to  the  ojitic 
nerve  at  an  early  period.  Lesions  of  the  trigeminus  not  infrequently  cause  dis- 
turbances of  sensation  in  the  face,  and  occasionally  also  paralysis  of  the  muscles 
of  mastication.  The  trunk  of  the  facial  often  suffers.  The  facial  jDaralysis  thus 
occasioned  throws  considerable  light  upon  the  diagnosis,  for  there  is  usually  to 
be  found  in  the  paralyzed  muscles  the  reaction  of  degeneration,  showing  that  le 
paralysis  is  peripheral.  We  have  therefore  reason  to  assume  that  the  lesion  is 
situated  at  the  base  of  the  cranium,  rather  than  central.  Another  factor  is 
almost  always  present  to  support  the  idea  of  a ]ieripheral  lesion  name  y,  le 
frontal  muscles  are  involved  (m’de  pages  561  and  731).  Peripheral  paralysis  o 
the  h\moglossal  nerve  may  also  be  produced  by  tumors  at  the  base  of  the  brain, 
but  this  is  much  rarer  than  facial  paralysis.  Whether  other  nerves  of  special 
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sense  besides  the  optic  are  disordered  is  a question  about  which  we  possess  little 
information  as  yet,  but  probably  careful  examination  will  not  infrequently  reveal 
changes  in  them. 

As  might  natm-ally  be  expected,  various  degrees  and  forms  of  paralysis  in  the 
extremities  are  often  found  in  combination  with  the  above  disturbances  of  the 
cranial  nerves.  Such  conditions  are  most  frequent  where  the  crus  cerebri,  with 
its  pyramidal  tract,  is  affected.  There  is  no  need  of  enumerating  all  the  possible 
varieties  of  symptoms.  We  must  consider  them  all  carefully  in  each  individual 
case,  and  then,  by  bearing  in  mind  the  anatomy  of  the  parts,  we  shall,  in  a 
majority  of  instances,  be  enabled  to  determine  with  some  approach  to  accuracy 
the  place  at  the  base  of  the  brain  where  the  new  growth  must  be.  Sometimes, 
but  not  often,  we  may  be  led  into  en-or  by  tumors  which,  though  situated  in  the 
brain-substance  and  at  a comparative  distance,  yet  by  their  pressure  give  rise  to 
indirect  symptoms  referable  to  the  cranial  nerves  at  the  base. 

3.  Tumors  of  the  Cerebellum. — We  shall  refrain  from  describing  the  symp- 
toms which  may  be  excited  by  tumors  in  other  parts  of  the  brain,  with  a single 
exception.  Tumors  of  the  cerebellum  are  comparatively  rather  common,  and 
deseiwe  a brief  notice.  The  dii’ect  focal  symptoms  of  cerebellar  lesions,  such  as 
the  peculiar  pitching  gait  and  the  vei’tigo,  have  been  discussed  at  page  723.  But 
cerebellar  tumors  geneially  occasion  also  very  strongly  pronounced  general  symp- 
toms— namely,  headache,  mainly  occipital ; sometimes  a spasmodic  and  jjersistent 
stiffness  of  the  neck ; vomiting;  and  visual  disturbances,  mainly  due  to  the  fre- 
quent existence  of  choked  disk.  Analogous  to  this  last  symptom  would  seem  to 
be  disturbances  in  other  nerves  of  special  sense.  Thus,  w-here  the  general  intra- 
cranial pressure  is  elevated,  the  acoustic  or  olfactory  nerves  seem  liable  to  passive 
congestion.  Tumors  in  the  posterior  fossa  have  several  times  been  found  to  occa- 
sion bilateral  anosmia  and  deafness ; and  they  should  always  be  considered  where 
such  a condition  is  found. 

[In  view  of  the  increasing  importance  of  the  focal  diagnosis  of  tumors  of  the 
brain,  it  has  seemed  advisable  to  insert  the  following  brief  summary  of  the  focal 
symptoms  of  tumors  in  different  parts  of  the  brain ; 

Prefrontal  Region.  Marked  mental  impairment ; symptoms  of  invasion  of 
the  central  region  (Jacksonian  epilepsy,  aphasia);  disturbances  of  smell. 

CenfraZEegrion.— Jacksonian  epilepsy;  monoplegia;  partial  anmsthesia ; motor 
aphasia. 

Posterior  Parietal  Region.-WovA.-\AmA.ness-,  disturbanceof  muscular  sense  (?) ; 

homonymous  hemianopsia. 


Occipital  Eegffo?i.— Homonymous  hemianopsia;  soul-blindness. 
Temporo-Sphenoidal  Region.— Latent  region.  Word-deafnesa;  disturbances 
of  ta.ste,  smell,  and  hearing  (?). 

Corjnis  Callosum.— Latent  region.  Progressive  hemiplegia,  often  bilateral 
from  invasion. 


Optico-striate  Eefirfon.. —Hemiplegia  ; contracture.  In  posterior  part  hemi- 
am^thesm,  homonymous  hemianopsia,  post-paralytic  chorea,  athetosis. 

Crus  Cerebri.— Crossed  paralyses  of  oculomotor  nerve  and  limbs 

deah2sT?“  paraly.ses;  reeling  gait;  blindness  (?); 

Poiw  and  Medulla.— Crossed  paralyses  of  face  and  limbs,  or  tongue  and  limbs, 
uther  cranial  nerve  lesions. 

cerebellar  ataxia  ; marked  vomiting.  Often  a latent 
exoShalnms”^  Possa.— Mental  impairment;  disturbances  of  smell  and  vision ; 
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Ha.se,  ilficZdZe  F’ossa.— Disturbance  of  vision;  oculonaotor  disturbances-  hemi- 
plegia. ’ 

Base,  Posterior  Hossa.— Trigeminal  neuralgia;  neuro-paralytic  ophthalmia- 
paralyses  of  face  and  tongue;  disturbance  of  hearing;  crossed  paralyses. 

iTypop/i^Sis.— Disturbance  of  vision;  oculomotor  disturbances. 

It  also  is  of  importance,  in  cases  which  may  come  to  oj>eration,  to  determine 
whether  the  gi  owth  be  cortical  or  subcortical.  Seguin  has  given  certain  rules 
which,  however,  are  not  absolute.  “ In  favor  of  a strictly  cortical  or  epicortical 
lesion  are  these  symptoms,  none  of  them  having  specific  or  independent  value : 
localized  clonic  spasm,  epileptic  attacks  beginning  by  local  spasm,  followed  by 
paialysis,  early  appearance  of  local  cranial  pain  and  tenderness;  increased  local 
cranial  temperature.  In  favor  of  subcortical  location  of  a tumor;  local  or  hemi- 
paresis  followed  by  spasm ; predominance  of  tonic  spasm ; absence,  small  degree, 
or  very  late  appearance  of  local  headache  and  of  tenderness  on  percussion ; nor- 
mal cranial  temperature.” — K.] 

General  Course  of  Cerebral  Tumors. — The  symptoms  of  these  growths  almost 
always  cover  a long  period  of  time.  Excejjtionally  a tumor  remains  latent  till  a 
haemorrhage  or  some  similar  event  takes  place  in  it,  giving  rise  to  sudden  and 
grave  symptoms,  and  possibly  lo  an  equally  sudden  termination.  The  rule  is, 
however,  for  the  phenomena  to  develop  gradually.  According  to  the  location  of 
a new  growth,  either  the  general  or  the  focal  symptoms  may  come  first  into 
prominence.  They  generally  occur  in  the  order  named.  First  of  all  is  an  ill- 
defined,  deeply  seated  headache,  and  by  degrees  all  the  other  general  and  focal 
symptoms  follow  after.  The  symptoms  may  vary  repeatedly  and  greatly  in 
severity,  a fact  due  mainly  to  the  vai-ying  pressm-e  of  the  tumor  on  neighboring 
parts.  Repeated  mention  has  already  been  made  of  the  sudden  exacei-bations 
which  may  come  on,  especially  in  case  of  the  vascular  gliomata. 

The  entire  duration  of  the  disease  is  usually  at  least  some  months,  and  may  be 
one  or  two  years  or  more.  The  termination  is  almost  invariably  unfavorable. 
Death  may  be  rather  sudden,  or  it  may  not  come  till  after  a long  period  of  wretch- 
edness. Fortunately,  however,  the  lameness,  blindness,  and  marasmus  are  fre- 
quently made  less  terrible  to  the  patient  because  of  his  mental  debility.  Recovery 
is  ijossible  only  where  the  growth  is  syphilitic.  It  is  indeed  possible  that  solitary 
tubercles  may  also  end  favorably,  but  the  matter  is  still  in  doubt. 

Diagnosis. — The  main  points  in  support  of  a diagnosis  of  cerebral  tumor  would 
be  tbe  gradual  onset  and  continuous  slow  increase  of  the  general  symptoms  above 
detailed — namely,  headache,  vertigo,  vomiting,  convulsions,  dementia,  etc.  The 
most  con.stant  of  these  symptoms  is  the  headache.  They  all  indicate  the  develop- 
ment of  some  chronic  brain  trouble,  a tumor  being  the  most  pi-obable  if  there  be 
no  definite  aetiology  to  suggest  some  other  process,  such  as  traumatism  resulting 
in  abscess,  or  syphilis.  Much  sti-ess  may  also  be  laid  on  the  choked  disk,  which 
is  much  less  often  seen  in  case  of  abscess  or  softening  than  of  tumor. 

The  general  symptoms  indicate  that  a tumor  of  the  brain  exists;  but,  in  order 
to  learn  the  position  of  that  tumor,  we  have  to  i-ely  mainly  upon  the  focal  symp- 
toms. Their  gradual  development  and  the  way  in  which  one  new  symjjtora  is 
slowly  added  to  another,  also  give  further  ground  for  the  opinion  that  some 
continuously  progressive  disease  exists,  and  most  likely  a cerebral  tumor.  Of 
diseases  with  a similar  course,  abscess  is  i-ecognized  by  the  absence  of  choked 
disk  (an  important  point),  frequently  by  febrile  symptoms,  and  by  its  aetiology 
(trauma).  Inflammatory  and  thrombotic  softening,  if  they  come  on  slow  y, 
usually  produce  less  general  disturbance  than  do  tumors;  they  .seldoni  cause  a 
choked  disk,  and  (unless  of  syphilitic  origin)  are  much  rarer  before  middle  age 
than  tumors  of  the  brain.  Sclerosis  sometimes  simulates  cerebral  tumor,  u 
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here  also  there  is  no  choked  disk;  the  disease  lasts  much  longer  (five  or  ten  years, 
or  more),  and,  inasmuch  as  the  sclerosis  is  usually  multiple,  there  is  frequently 
too  great  a complexity  of  symptoms  to  warrant  the  assumption  of  one  solitary 
lesion. 

[We  must,  however,  bear  in  mind  that,  in  about  one  seventh  of  the  cases, 
tumors  are  multiple. — K.] 

Certain  rare  cases  of  chronic  circumscribed  meningitis  can  not  be  differen- 
tiated from  a tumor.  They  generally  occur  at  the  base,  lead  to  a considerable  thick- 
ening of  the  tissues,  and  they  may  simulate  all  the  symptoms  of  a new  growth  in 
this  region.  Occasionally,  also,  chronic  hydrocephalus  is  confounded  with  tumor 
of  the  brain.  We  met  with  a case  of  dropsy  of  the  fourth  ventricle  which  pre- 
sented during  life  a perfect  picture  of  tumor  of  the  cerebellum. 

As  to  the  nature  of  a new  growth,  we  can  not  go  beyond  surmises.  If  the 
focal  symptoms  indicate  that  the  tumor  is  in  the  substance  of  the  brain  itself,  our 
first  thought  would  be  of  a glioma,  because  it  is  by  far  the  commonest  sort  of 
growth  in  that  situation;  and,  as  has  been  stated,  certain  peculiarities  in  the 
course  of  the  disease  (especially  if  new  symptoms  add  themselves  abruptly)  would 
make  glioma  probable.  If,  on  the  other  hand,  the  tumor  be  at  the  base,  it  is 
most  apt  to  be  sarcoma,  which  is  the  most  frequent  form  of  new  growths  here. 
When  symptoms  referable  to  the  optic  nerve  occur  noticeably  early,  a tumor  of 
the  pituitary  gland  is  to  be  thought  of.  In  all  cases,  and  especially  in  tumors  at 
the  base  of  the  brain,  we  should  bear  in  mind  the  possibility  of  syphilis.  The 
previous  history  and  the  entire  body  of  the  patient  should  be  closely  searched 
with  this  point  in  mind;  its  therapeutic  importance  need  not  be  dwelt  on. 

One  special  form  of  tumor  deserves  a brief  mention  here — namely,  large 
cerebral  tubercles.  The  growth  may  be  single  or  solitary,  or  it  may  be  multiple. 
It  is  seen  chiefly  in  childhood,  and  any  chi’onic  cerebral  disorder  in  a child  should 
suggest  the  possibility  of  such  a growth.  It  is  rendered  all  the  more  probable  by 
the  co-existence  of  the  signs  of  tuberculosis  elsewhere,  as  in  the  lymph-glands, 
lungs,  or  bones.  The  symptoms  are  analogous  to  those  produced  by  other  tumors. 
Among  the  most  frequent  phenomena  are  headache  and  convulsions.  The  latter 
are  often  unilateral.  There  may  also  be  all  sorts  of  focal  symptoms,  according  to 
the  locality  of  the  lesion. 


Prognosis.  Except  gummata,  all  tumors  of  the  brain  have  a very  unfavor- 
able prognosis.  It  is  said  that  in  very  rare  instances  tubercular  growths  have 
been  arrested  or  cured;  but  in  practice  we  can  never  rely  upon  any  such  result. 
In  all  other  cases  recovery  is  next  to  impossible.  The  tiiiie  intervening  between 
the  appearance  of  the  first  symptoms  and  death  varies  greatly,  as  has  been  said 
We  should  therefore  be  very  cautious  in  predicting  the  duration  of  the  illness  It 
seldom,  however,  exceeds  one  or  two  years,  and  sudden  death  without  any  warn- 
ing may  occur  at  any  time. 

[Tubercular  growths  are  occasionally  found  at  autopsies,  which  have  become 
encapsulated,  and  have  apparently  existed  for  yeai-s  without  causing  symptoms, 
n some  cases,  especially  with  tubercular  growths  in  children,  the  symptoms 
dimmi.sh  and  the  patient  may  live  for  years,  suffering  only  from  the  blindness, 
c.,  caused  by  the  growth.  Other  cases  may  present  only  mild  symptoms,  and 
tiie  patient  may  leatl  a fairly  comfortable  life  for  years.— K.] 

nKc-  Inasmuch  as  the  nature  of  the  tumor  can  not  be  determined  with 

W ? ^ amty  m any  instance,  antisypbilitic  treatment  should  alwavs  be  tried. 

• n.  1 ^aius  of  mercurial  ointment  (grin.  3-5)  should  be  used  by 

eiven  ^ seventy-five  grains  (gian.  2-5)  of  potassic  iodide  should  be 

doneM  iT'  ^ each  day.  If  the  new  growth  be  syphilitic,  much  benefit  may  be 
iis  way.  It  must  be  confessed  that  the  treatment  is  generally  of  little 
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avail,  because  the  tumors  are  not  of  a syphilitic  character;  alt^aough  it  may  he 
that  iodide  of  potassium  sometimes  has  a temporary  good  effect  upon  other  forms. 
A long-continued  course  of  arsenic  has  also  been  recommended,  in  order  to  check 
the  growth  of  the  tumor.  This  remedy  particularly  deserves  a trial  where  there 
is  a suspicion  of  solitary  tubercle. 

Beyond  what  has  just  been  indicated,  treatment  must  he  symptomatic.  The 
headache  is  combated  with  ice-bags  and  narcotics;  the  convulsions  require  bro- 
mide of  potassium  or  the  inhalation  of  chloroform;  the  vomiting  is  lessened  by 
rest  in  bed,  opium,  and  bits  of  ice.  The  general  care  and  nursing  of  the  patient 
are  very  important,  so  that  bedsores  and  the  like  may  be  avoided  if  possible. 

[Within  the  last  few  years  it  has  been  demonstrated  that  tumors  of  the  brain 
may  be  successfully  removed  by  surgical  interference.  Out  of  forty-six  such  opera- 
tions, thirty  recovered  from  the  operation,  although  in  some  cases  the  growth  re- 
curred. Hence  the  propriety  of  such  an  operation  should  be  considered  in  every 
case,  but  unfortunately  the  gi’owth  must  be  in  an  accessible  region  and  the  focal 
diagnosis  must  be  tolerably  certain,  so  that  an  operation  is  indicated  in  less  than 
ten  per  cent,  of  the  cases.  In  cases  with  intense  headache,  where  removal  is 
impossible,  relief  may  be  obtained  by  removing  a portion  of  the  slcull  and  tapping 
the  lateral  ventricles,  and  thus  talring  off  pressure.  Such  an  operation  will  relieve 
the  pain,  but  it  causes  cerebral  hernia,  and  probably  hastens  death. — K.] 
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HYDATIDS  OF  THE  BRAIN. 

It  was  Stated  on  page  441,  that  the  cj'sticercus  cellulosse,  which  originates 
from  the  taenia  solium,  may  occur  in  great  numbers  in  the  brain.  The  cysticerci 
most  frequently  occupy  the  pia  mater,  but  generally  project  downward  into  tbe 
cortex  of  the  brain.  The  meninges  not  infrequently  exhibit  signs  of  chronic 
inflammation,  and  may  present  haemorrhages,  which  are  not  always  minute.  If 
there  are  numerous  cysticei-ci  in  the  neighborhood  of  the  ventricles,  a varying 
degree  of  internal  hydrocephalus  usually  develops  The  individual  cysticerci  are 
usually  enveloped  in  a capsule  of  connective  tissue,  but  may  be  entirely  devoid 
of  such  a covering. 

No  characteristic  clinical  sketch  of  hydatids  in  the  brain  can  be  drawn,  because 
the  symptomatology  of  each  case  differs  according  to  the  number  and  position  of 
the  parasites.  Sometimes  cysticerci  produce  absolutely  no  symptoms,  and  are 
discovered  incidentally  at  the  autopsy.  In  other  instances  they  cause  4 long  and 
tedious  illness.  Epileptiform  convulsions  seem  to  be  the  most  frequent  symptom, 
and  must  be  due  to  the  position  of  the  cysticerci  in  the  cortex  of  the  brain.  These  • 
may,  like  true  epileptic  attacks,  come  on  only  at  certain  times  when  the  general 
condition  is  otherwise  good;  or  permanent  general  cerebral  symptoms  rnay  a ..o  i 
appear,  such  as  persistent  headache,  vertigo,  and  mental  disorder.  oca  S3  mp 

toms  are  likewise  possible,  but  on  the  whole  are  rare.  .mi  f 

The  diagnosis  can  never  be  made  with  absolute  certainty.  The  piesence  o 
cysticerci  in  the  brain  may  be  suspected  when  the  above-mentione  symp  rns 
occur  in  a butcher  or  other  person  who  is  from  his  calling  especia  y expose  o 
infection,  or  who  is  known  to  have  had  or  still  to  have  a tapeworm,  or  in 
cysticerci  have  been  demonstrated  in  some  other  part  of  the  body,  sue  1 

We  know  of  no  remedy  capable  of  destroying  the  cysticerci  Treatment  ^ 
fore,  can  be  only  symptomatic.  [In  a few  cases,  chiefly  m Australia,  the  y 
have  been  successfully  removed  by  surgical  operations.— K.J 
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CHAPTER  VIII. 

CEREBRAL  SYPHILIS. 

iEtiology.— The  importance  of  syphilis  as  an  aetiological  factor  in  many  chronic 
diseases  of  the  nervous  centers  has  been  repeatedly  adverted  to  in  preceding  chap- 
ters. Although  with  regard  to  its  influence  upon  the  spinal  cord  in  exciting  tahes 
dorsalis  and  certain  forms  of  myelitis  there  is  still  some  obscurity,  the  brain  pre- 
sents with  comparative  frequency  disorders  unmistakably  referable  to  constitu- 
tional syphilis. 

Cerebral  syphilis  is  almost  always  a tertiary  symptom.  It  is  only  m excep- 
tional instances  that  cerebral  symptoms  are  produced  by  the  end  of  a year  from 
the  date  of  the  initial  lesion.  Usually  the  interval  is  several  years,  and  it  may  he 
ten  or  even  twenty. 

Liability  to  the  disease  does  not  seem  to  be  essentially  influenced  by  age  or  sex. 
Even  hereditary  syphilis  has  been  proved  to  cause  diseases  of  the  nervous  system. 
But  it  can  not  be  denied  that  a predisposition  to  cerebral  syphilitic  disease  is  often 
engendered  by  those  influences  which  are  apt  to  promote  cerebral  disease  in  gen- 
eral. Just  as  the  position  of  syphilitic  cutaneous  lesions  is  often  determined  by 
external  irritation  at  some  one  place  on  the  skin,  so  the  disease  seems  more  liable 
to  attack  a brain  which  is  exposed  to  certain  im favorable  conditions  than  one 
which  is  perfectly  normal  and  vigorous.  Such  conditions  are  inherited  tendency 
to  nervous  diseases,  various  injurious  mental  influences,  poisons,  in  a broad  sense, 
and  traumatism.  It  nekl  hardly  be  said  that  even  a previously  sound  brain  does 
not  enjoy  immunity  from  the  affection. 

Pathology. — As  far  as  has  yet  been  ascertained,  there  are  two  chief  forms  as- 
sumed by  syphilis  in  this  organ : (1)  a circumscribed  syphilitic  tumor,  the  gumma, 
and  12)  a disease  of  the  arteries  of  the  brain,  which  is  usually  quite  extensive. 
Tl'.ere  is  no  essential  difference  underlying  these  two  varieties.  They  may  also 
occur  in  combination  with  each  other.  The  disease  of  the  blood-vessels  is  really 
a syphilitic  new  growth  affecting  the  walls  of  the  arteries. 

The  circutnscribed  syphilitic  tumors  are  yellowish  or  grayish-red,  and  fre- 
quently cheesy  in  the  center.  Their  most  frequent  seat  is  the  dura  mater  or  the 
subarachnoid  spaces,  whence  they  spread  to  the  brain-substance ; but  exceptionally 
they  may  originate  in  the  substance  of  the  brain  itself.  Histologically  they  are 
made  up  of  granulation  tissue  of  varying  degrees  of  vascularity,  and  presenting 
yellow  spots  usually  visible  to  the  naked  eye.  These  spots  are  of  firmer  consist- 
ency than  the  rest  of  the  growth,  and  have  undei’gone  coagulation-necrosis  (have 
become  cheesy).  Circumscribed  gummata  in  the  brain  which  have  become  cheesy 
do  not  differ  essentially  in  microscopic  appearance  from  a collection  of  tubercles 
(see  preceding  chapter).  The  new  growth  sometimes  takes  on  a more  diffuse  form 
in  the  meninges,  particularly  at  the  base  (gummatous  meningitis).  Often  the 
originally  delicate  granulations  become  transformed  into  a firm  connective  tissue, 
forming  exten.sive  cicatricial  induration. 

The  syphilitic  disease  of  the  arteries  was  first  fully  appreciated  by  Heubner, 
who  has  described  it  accurately.  It  is  usually  most  pronouuced  in  the  arteries  of 
the  base  of  the  brain,  and  especially  in  the  middle  cerebral  artery  and  its  branches. 
Even  the  unaided  eye  detects  a grayish  opacity  in  the  arteries.  They  feel  firm 
and  stiff,  and  on  cro.ss-section  their  walls  are  found  to  be  thickened,  either  uni- 
formly or  in  some  places  more  than  in  others.  This  cau.sos  no  inconsiderable  nar- 
rowing of  the  lumen,  or  even  its  obliteration,  particularly  if  the  last  gap  be  closed 
by  the  formation  of  a thrombus.  The  inici’oscope  shows  that  the  new  growth 
originates  chiefly  in  the  intima  of  the  vessel,  where  there  is  a hyperplasia  of  the 
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endothelium,  and  a gradual  transformation  of  it  into  a firm  connective  tissue. 
But  the  adventitia  also  undergoes  a gradual  thickening  of  considerable  extent. 
Syphilitic  endarteritis  presents  no  distinctive  histological  characteristics.  Entire 
certainty  that  the  inflammation  is  due  to  syphilis  can  he  attained  only  by  discov- 
ering other  evidences  of  syphilis,  whether  in  the  brain  or  elsewhere,  or  from  the 
personal  history  and  the  previous  course  of  the  disease. 

The  great  clinical  importance  of  syphilitic  endarteritis  is  due  to  its  cutting  off 
the  normal  supply  of  blood  from  the  regions  supplied  by  the  diseased  arteries.  If 
the  occlusion  be  complete,  cerebral  softening  is  inevitable,  as  in  ordinary  embolism 
and  thrombosis  of  cerebral  arteries;  and,  inasmuch  as  the  middle  cerebral  artery 
is  particularly  liable  to  the  disease,  syphilitic  softening  is  most  often  found  in  the 

region  supplied  by  this  vessel.  i <•  .x.  • i 

Clinical  History. — The  variety  of  the  pathological  processes  and  of  their  loca- 
tion produces  a corresponding  variety  in  the  symptoms  of  cerebral  syphilis.  We 
shall  therefore  be  obliged  to  limit  ourselves  to  a brief  description  of  some  few 
types  of  the  disease  which  are  oftenest  met  Avith  (Heubner). 

1.  The  group  of  symptoms  may  he  mainly  those  of  a cerebral  tumor.  Here 
there  is  a circumscribed  new  growth,  situated  either  at  the  base,  or  upon  the  con- 
vexity of  the  brain  (and  in  the  meninges).  If  at  the  base,  the  symptoms  are  analo- 
gous to  those  discussed  on  page  752.  The  focal  symptoms  are  often  preceded  for 
a certain  length  of  time  by  general  cerebral  symptoms,  such  as  persistent  head- 
ache worse  at  night,  w^akefulness,  mental  depression,  and  impahment  of  mem- 
orv. ' Then  paralysis  of  the  nerves  at  the  base  of  the  brain  comes  on : the  serves 
controlling  the  motions  of  the  eyeball  sufl'er  the  most  frequently,  but  the  facial 

and  other  nerves  may  also  be  affected.  . 

In  the  second  subdivision,  where  the  syphilitic  new  growth  is  mainly  upon 
the  convexity  of  the  brain,  the  picture  is  a tolerably  characteristic  one.  Often  in 
this  case  also  prodromata  similar  to  those  just  enumerated  precede  the  severer 
symptoms  Then  appear  violent  epileptiform  convulsions.  These  often  come  on 
verv  suddenly  and  may  recur  at  considerable  intervals  or  in  quick  succession. 
Se  ait  uSly  still  othev  symptoms  of  cottical  tlistat-baoce  aspeo.ally  paresis : 
of  one  liml)  or  ereu  of  one  bait  the  body;  Tery  frequently  sbgbt  disturbanee  of 
speecb  (stumbling  over  syllables),  referable  to  the  cortex,  and  indications  of  mem 
SiTnipSrment  Many  of  tbese  cases  reach  a fatal  termination  compiuatively 
early.  The  epileptiform  eonxulsions  become  more  and  “O™  ' Jo™t,  jo'd  ^“m 
sciousness  iiici-eascs  into  a deep  coma  ending  in  ‘‘ 

there  is  a pronounced  apoplectic  attack,  followed  in  a, 

The  intensity  of  the  imtial  shock  may  Sometimes  the 

slight  dizziness,  sometimes  there  is  a coma  confusion  and  dullness, 

shock  is  succeeded  by  a peculiar  condfl  speedy  and  is  usually 

which  may  persist  for  Aveeks.  In  seveie  ’ patients  improve  more  or  less 
ushered  in  by  a great  rise  of  temperature.  Other  patients  impiove 

rapidly,  especially  under  proper  treatment  temporary  improvement  has 

Apoplectic  attacks  of  this  sort  may  recui  aftei  temporal y i 

taken  place,  and  may  he  associated  with  all  ^ a diffuse 

3.  In  a third  class  of  cases,  cerebral  sypMis  assu  • types 


3.  In  a third  class  ot  cases,  cereorai  ^ J or  types 

ebixmio  Perbapc  il  would  bo  more  coiuyt 


cnronic  uiBcaac  ’ . Z,,  • „ T>n>i.Prmc;  it  Avould  be  more  cunccen 

of  progressive  general  paralysis  of  the  insan  . identical  with  general  paralysis. 

to  say  that  certain  cases  of  cerebral  syphilis  are  identical 
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There  ai-e  gradual  impairment  of  memory  and  of  speech,  and  v^arious  motor  symp- 
toms (ti-emor,  ataxia,  paralysis  of  single  members).  The  intellectual  powers  grow 
less  and  less,  and,  after  passing  years  as  a physical  and  mental  wreck,  the  patient 
at  last  dies,  unless  indeed  he  has  the  good  fortune  to  he  carried  off  earlier,  in  some 
apoplectiform  or  epileptiform  attack.  In  such  cases  the  autopsy  sometimes  also 
shows  specific  syphilitic  changes,  especially  in  the  smaller  vessels ; but  we  find 
chiefly  atrophic  aud  degenerative  processes  in  the  nerve-fibers,  which,  in  our 
opinion,  should  be  separated  from  the  special  syphilitic  new  formations  under  the 
name  of  “ post-syphilitic  changes.  ” 

Diagnosis. — While  some  few  of  the  phenomena  produced  by  cerebral  syphilis 
are  rather  characteristic — we  refer,  for  instance,  to  the  intense  prodromal  head- 
ache, the  epileptiform  convulsions,  and  the  apoplexy — still  these  symptoms  alone 
ai'e  never  sufficient  to  establish  the  diagnosis,  for  they  may  be  precisely  simu- 
lated in  cases  of  tumor,  softening,  haemorrhage,  multiple  sclerosis,  and  other  cere- 
bral diseases.  The  most  important  diagnostic  criterion  is  in  every  case  the  demon- 
stration of  the  aetiology — that  is,  a previous  infection  with  syphilis.  We  can  not 
here  describe  in  detail  the  methods  of  determining  this  fact.  The  history  of  the 
patient,  as  well  as  previous  specific  affections— such  as,  in  women,  miscarriages, 
abortions,  etc. — and  the  objective  signs  on  other  parts  of  the  body,  are  the  two 
sources  of  information.  There  may  be  scars  on  the  skin  or  mucous  membranes, 
enlarged  glands,  ulcers,  tibial  periostitis,  or  changes  in  the  testicles.  Age  is  also 
important : thus  an  apoplectic  attack  in  a young  person  would  suggest  syphilis, 
because  the  other  causes  of  such  an  attack  operate  chiefly  upon  the  aged.  The 
results  of  treatment  often  throw  considei-able  light  upon  the  diagnosis.  As  there 
is  nothing  to  lose  and  much  perhaps  to  gain,  we  should  always  give  specific 
remedies  in  doubtful  cases.  If  they  prove  successful,  the  diagnosis  of  syphilis 
receives  strong  confirmation. 

Prognosis  and  Treatment. — There  are  few  severe  and  dangerous  diseases  whei’e 
timely  and  appropriate  treatment  is  attended  with  so  much  success  as  that  achieved 
in  many  cases  of  cerebral  syphilis.  In  order,  however,  both  to  understand  the 
favorable  results  and  not  to  be  misled  by  the  failures,  we  need  to  gain  a clear  idea  of 
the  way  in  which  antisyphilitic  remedies  can  be  of  benefit.  They  can  accomplish 
this  only  by  causing  the  dissipation  and  absorption  of  the  new  growth— that  is, 
the  gumma  or  the  swelling  of  the  intima.  If  this  be  effected,  the  surrounding 
parts  are  of  course  relieved  from  pressure,  and  the  circulation  becomes  unim- 
peded. If  the  tissues  still  retain  functional  power,  they  resume  their  duties  and 
all  symptoms  of  disease  vanish.  But  when  the  tissue  has  already  been  consider- 
ably impaired  by  the  compression,  or  by  the  scanty  blood-supply,  the  results  are 
quite  different.  Even  then  the  nervous  trunks  at  the  base  of  the  brain  may  gradu- 
ally become  regenerated ; but  such  parts  of  the  true  cerebral  parenchyma  as  have 
undergone  softening  have  lost  their  functional  capacity  forever.  In  this  case, 
antisyphilitic  treatment  is  unavailing.  ' 

It  is  therefore  obvious  that  the  first  essential  of  success  is  to  begin  treatment 
as  early  as  possible.  The  sooner  a correct  diagnosis  is  reached,  the  sooner  will 
existing  .symptoms  be  relieved,  and  further  danger  be  averted.  The  method  of 
treatment  which  will  probably  accomplish  all  that  can  be  accomplished,  and  in 
the  .shortest  possible  time,  is  energetic  mercurial  inunction.  At  least  a drachm 
(grm.  3-5)  of  mercurial  ointment  must  be  rubbed  in  every  day  at  first,  according  to 
the  ordinary  method.  We  should  not  venture  to  restrict  the  (liet  unless  the  patient 
e well  nourished  and  “full  blooded.”  If  he  bo  anajiuic  and  feeble,  a generous 
regimen  is  demanded.  Usually  the  internal  administration  of  iodide  of  potassium 
IS  combined  with  the  inunctions;  wc  .should  give  thirty  to  forty-five  grains  (grm 
^•1),  or,  m severer  cases,  even  a drachm  or  a drachm  and  a half  (grm.  4-G),  daily. 
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[In  this  country  iodide  of  potassium  is  given  much  more  freely.  In  cases  where 
syphilis  is  suspected,  we  may  safely  begin  with  doses  of  thu-ty  grains  (grm.  2) 
three  times  a day.  If  the  symptoms  he  urgent,  the  dose  should  be  rapidly  increased 
until  the  patient  takes  three  or  even  four  drachms  (grm.  10-15)  three  times  a day. 
If  the  patient  have  syphilis,  the  danger  of  iodism  seems  less.  The  drug  must  be 
given  in  large  amounts  of  water,  and  it  is  better  borne  if  given  in  Vichy  or  Giess- 
hubler  water.  Sometimes  the  stomach  will  not  tolei-ate  the  extreme  doses. — K.] 
The  same  remedy  should  also  he  given  afterward,  for  a long  time,  in  smaller 
doses.  Where  there  is  no  benefit  at  all  after  twenty  or  thirty  inunctions,  there  is 
little  prospect  of  any  appreciable  improvement.  In  favoi-able  cases,  the  mercirry 
often  begins  to  produce  some  effect  after  the  fifth  or  sixth  inunction ; and  it  may 
cause  astonishingly  rapid  improvement.  Potassic  iodide  alone  is  sufficient  for  the 
milder  cases  only,  where  there  is  merely  headache,  trigeminal  neuralgia,  or 
paralysis  confined  to  the  motores  oculi. 

In  many  cases  some  symptomatic  treatment  is  also  required.  Narcotics,  appli- 
cations, to  the  head,  electricity,  baths,  etc.,  are  employed,  as  in  other  chronic  cere- 
bral diseases,  and  they  often  supplement  very  efficiently  the  specific  remedies. 


CHAPTER  IX. 

PROGRESSIVE  GENERAL  PARALYSIS  OP  THE  INSANE. 

{Paralytic  Dementia.  Paretic  Dementia.  General  Paresis.) 

Preliminary  Remarks. — Although  the  description  of  mental  diseases  is  not 
properly  a part  of  the  plan  of  this  book,  we  must  nevertheless  make  an  exception 
of  one  disease  of  the  sort,  namely,  the  so-called  progressive  general  paralysis  of 
the  insane,  or  paralytic  dementia,  which  in  medical  parlance  is  often  abbreviated 
into  “general  paralysis.”  We  consider  it  advisable  to  make  this  exception,  be- 
cause a great  part  at  least  of  the  symptoms  of  general  paralysis  are  purely  of  a 
physical  nature,  and  also  because  a knowledge  of  this  disease,  which  is  so  com- 
mon and  so  fatal  in  its  results,  is  of  the  greatest  inqiortance  for  the  general  prac- 
titioner. 

We  must  thank  the  French  alienists  Boyle  (1822)  and  Calmeil  (1826)  for  the 
first  clinical  descriptions  of  general  paralysis,  by  which  it  was  more  sharply 
differentiated  than  i^reviously  from  other  diseases  which  run  a like  course.  A 
more  accui'ate  knowledge  of  the  different  symptoms,  and  the  anatomical  chauges 
to  which  the  morbid  sym^itoms  must  be  referred,  has,  however,  only  of  late  years 
been  rendered  possible  by  the  introduction  of  better  methods  of  investigation. 
Accordingly,  we  must  now  say  that  general  paralysis  is  a disease  which  may 
attack  the  most  diverse  portions  of  the  whole  central  nervous  system  * — the  brain 
and  spinal  cord — at  the  same  time  or  successively,  but  in  which,  of  course,  we  can 
make  out  certain  rules  as  to  the  predisposition  of  individual  portions  to  disease, 
and  as  to  the  oi’der  of  the  symptoms.  General  paralysis  begins  most  frequently  in 
those  regions  of  the  cerebrum  which  have  an  immediate  relation  to  the  regular 
course  of  the  psychical  and  certain  psycho-motor  processes.  Mental  and  motor 
symptoms  accordingly  form  the  introductory  features  of  the  disease  in  most 
cases.  More  extensive  regions  of  the  central  nervous  system  are  gradually  in- 


* At  present  hardly  anything  is  known  in  regard  to  a primary  implication  of  tlie  peripheral  nerves 
in  the  whole  process  of  general  paralysis.  No  theoretical  objection  can  ho  raised  to  the  supposition  o 
such  an  implication. 
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volved  in  the  morbid  process,  which  goes  hand  in  hand  with  a progressive 
degeneration  of  all  the  higher  intellectual  faculties,  while  at  the  same  time 
many  physical  disturbances  dependent  upon  nervous  changes  constantly  in- 
crease. 

JEtiology. — General  paralysis  is  a common  disease,  and  apparently  demands  a 
heavier  quota  from  the  better  and  more  highly  educated  classes  than  from  the 
lower  classes.  We  may  assume  that,  on  the  average,  one  tenth  of  all  patients 
committed  to  the  insane  asylums  are  general  paralytics.  In  most  patients  the 
beginning  of  the  disease  falls  in  the  period  between  the  thirtieth  and  fiftieth  year. 
The  disease  is  much  rarer  in  advanced  life.  In  young  people  under  twenty  it  has 
hardly  ever  been  observed.  There  is  no  doubt  that  the  male  sex  is  much  more 
frequently  affected  than  the  female,  but  the  number  of  cases  of  general  paralysis 
among  women  is  not  very  small. 

What  is  the  special  cause  of  general  paralysis  ? A generally  acceptable  an- 
swer can  not  be  given;  but  the  theory  is  constantly  gaining  gi’ound,  and  we 
agree  to  it,  from  our  own  experience,  that  by  far  the  most  important  causal  factor 
is  a previous  syphilitic  infection.  Such  an  infection  can  be  made  out  in  at 
least  seventy-five  per  cent,  of  all  cases.  In  this  regard  pi-ecisely  the  same 
conditions  exist,  and,  of  com’se,  the  same  difficulties  in  the  interpretation  of 
this  relation  are  to  be  considered,  as  we  have  pi’eviously  mentioned  in  the 
account  of  the  dependence  of  tabes  dorsalis  on  syi^hilis  (see  page  632),  a cir- 
cumstance which  again  is  not  without  significance,  since  intimate  points  of  con- 
nection are  to  be  found  between  tabes  and  general  paralysis  {vide  infra).  If 
we  consider  that  general  paralysis  depends  upon  a previous  syphilis,  we  have 
an  easy  explanation  of  most  of  the  other  j)eculiarities  in  the  onset  of  the  disease, 
especially  the  above-mentioned  infiuence  of  age  and  sex,  the  decidedly  common 
occurrence  of  the  disease  in  persons  in  certain  callings — such  as  artists  and  officers 
— the  frequency  of  the  disease  in  large  cities  in  distinction  from  its  rarer  occur- 
rence in  the  country,  etc. 

Besides  the  setiological  factors  named,  which,  in  our  opinion,  are  the  most 
important,  all  other  “ causes  ” of  general  pai’alysis  may  well  be  regarded  as  merely 
predisposing.  Mental  overexertiou  has  the  greatest  significance,  especially  if  it 
be  associated  with  psychical  irritation.  In  merchants,  civil  officers,  etc.,  who  .suffer 
from  general  paralysis,  such  a previous  overexertion  can  often  be  made  out.  In 
some  cases  injury  to  the  head  or  insolation  is  claimed  to  be  the  cause.  Hereditary 
predisposition  to  nervous  diseases  plays  perhaps  a certain  part  in  the  origin  of 
general  paralysis,  but  by  no  means  a very  large  one. 

Clinical  History. — General  paralysis  usually  begins  so  slowly  and  gradually 
that  a definite  period  for  its  beginning  can  hardly  ever  be  given.  In  addition,  it 
is  often  clear,  at  a period  when  the  disease  is  already  fully  developed,  that  certain 
early  symptoms,  whose  nature  was  at  first  not  correctly  recognized,  ought  to  have 
been  regarded  as  the  initial  symptoms. 

The  first  symptoms  of  the  disease  in  the  psychical  domain  usually  consist  of 
the  gradual  appearance  of  a change  in  the  whole  nature  and  in  the  mental  indi- 
viduality of  the  patient;  wherein,  however,  the  mental  disturbance  usually  shows 
from  the  start  the  character  of  weakness — that  is,  of  a lessened  capability  of  psy- 
chical exertion.  The  patient’s  ordinary  mental  work  no  longer  goes  on  as  easily 
as  before.  His  memory  is  uncertain,  and  there  are  marked  forgetfulness  and 
inattentiveness,  which  Avere  previously  quite  impossible  for  him  to  exhibit.  The 
l)atient  is  often  disorderly  in  his  dress,  aiid  violates  the  ordinary  social  rules  of 
decency  and  morality.  Since  his  judgment  as  to  the  value  and  significance  of 
things  is  uncertain,  he  commits  purposeless  actions,  wastes  money,  commits  crimes, 
is  dissolute,  etc.  In  these  respects,  too,  the  increasing  mental  dullness  often  ap- 
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peai-s,  since  the  patient  becomes  incapable  of  any  higher  intellectual,  msthetic 
enjoyment,  and  since  the  nobler  sway  of  feeling  finally  becomes  dulled,  and  can 
no  longer  exert  any  lasting  influence  upon  his  actions.  Besides  all  these  signs  of 
beginning  mental  weakness,  we  often  notice,  on  the  other  hand,  an  abnormal 
irritability.  The  patient  easily  becomes  agitated,  or  gets  angry ; but  these  humors 
rapidly  pass  away  without  leaving  a lasting  impression.  We  easily  undei’stand 
how  this  change  in  the  whole  personality  of  the  patient  must  distress  and  alarm 
his  family,  since  the  relatives  at  first  can  not  understand  at  all  why  the  patient  is 
now  “ so  different  from  what  he  w'as.” 

In  tlie  first  period  of  the  disease  a subjective  feeling  of  illness  is  frequently 
present.  The  patient  himself  notices  that  his  mental  capacity,  especially  his 
memory,  is  diminished,  and  he  very  often  becomes  extremely  anxious  on  this 
account.  It  frequently  ha^JiDens  that  certain  subjective  sensations  are  also  noticed^ 
a feeling  of  confusion  in  the  head,  pressure  in  the  head,  dizziness,  rheumatoid 
pains,  etc.  The  sleep  is  disturbed,  as  a rule,  and  also  the  appetite  and  the  digestion. 
If  such  a patient  comes  to  the  physician  with  his  complaints,  it  unfortunately  only 
too  often  happens  that  he  is  in  the  beginning  regarded  as  “ neurasthenic,”  and  is 
treated  accordingly. 

Careful  observation,  however,  may  even  now  usually  discover  the  disease  with 
certainty.  The  beginning  mental  disturbance  is  usually  more  apparent  to  the 
family  than  to  the  iihysician,  who  has  not  known  the  patient  before  and  who  sees 
him  only  cursorily,  but  it  can  usually  easily  be  confirmed  on  a somewhat  more 
searching  examination  of  the  patient.  We  generally  succeed  best  by  making 
the  patient  reckon  ; he  often  makes  the  greatest  mistakes  in  simple  examples  in 
multiplication;  especially  does  he  forget  to  add  numbers  carried  in  the  mind,  etc. 

Certain  motor  symptoms,  however,  which  usually  come  on  in  the  early  stages 
of  the  disease,  are  of  the  greatest  diagnostic  significance,  especially  peculiar  dis- 
turbances of  speech  and  handwriting.  The  i^aralytic  disturbance  of  speech  shows 
itself  first  in  the  form  of  stumbling  over  syllables  {Silhernstolpern),  or  literal 
ataxia.  The  individual  sound  (in  distinction  from  bulbar  paralysis)  can  be  pro- 
nounced quite  coi’rectly,  but  the  combination  of  different  sounds  in  the  whole 
word  causes  increasing  difficulties.  It  is  a good  plan,  in  order  to  recognize  the 
firet  beginnings  of  this  difficulty,  to  have  the  patient  pronounce  a few  difficult 
words,  such  as  “third  riding  artillery  brigade,”  “representative  government,” 
“ initiative,”  “ electricity,”  etc.  We  often  hear  “ artralleriry  ” instead  of  “ artillery,” 
and  like  blunders.  In  the  later  stages  of  the  disease  the  speech  is  sometimes 
almost  wholly  incomprehensible.  We  also  observe  other  more  complicated  apha- 
sic  disturbances,  such  as  paraphasia,  persistent  repetition  of  the  same  woi’d,  etc. 
In  such  cases  the  patients  arc  sometimes  no  longer  able  to  read  any  sentence 
correctly.  They  at  times  put  in  entirely  different  words,  so  as  to  make  utter 
nonsense;  but  they  do  7iot  notice  it  themselves.  The  abnormal  associated  move- 
ments of  the  facial  muscles  on  speaking  are  also  often  to  be  observed,  and  are 
very  characteristic.  The  voice  of  general  ]jaralytics  often  loses  its  power  of 
modulation  and  becomes  weak  and  rough — symptoms  which  depend  upon  a 
defective  innervation  of  the  vocal  cords.  The  change  in  the  handwriting,  to 
be  observed  in  general  paralytics,  is  even  more  characteristic  than  the  disturbance 
of  speech  (see  Fig.  106).  This  is  at  first  purely  of  a motor  nature;  the  letters  are 
uncertain,  irregular,  and  tremulous.  A psychical  factoi’,  however,  also  shows 
itself ; single  letters  are  omitted,  the  dot  on  the  i and  the  marks  of  punctuation 
are  forgotten,  the  patient  ceases  to  keep  on  the  lines,  oi-  leave  a free  margin,  etc. 
As  the  disease  advances,  the  disturbance  in  the  handwriting  gradually  increases, 
so  that  the  writing  may  finally  become  wholly  illegible,  and  may  consist  mei’ely 
of  senseless  scratches. 
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Besides  the  changes  in  the  speech  and  the  handwriting,  which  we  have  just 
briefly  described,  other  physical  disturbances  are  often  quite  early  symptoms,  and 
prove“in  how  many  parts  of  the  nervous  system  at  once  the  disease  may  begin  its 
work  of  destruction.  The  condition  of  the  pupils  especially  is  of  importance  in 
diao-nosis.  They  are  often  unequal,  and  also  show  a reflex  immobili^  (see  page 
642)  in  a lai’ge  number  of  cases,  especially  in  those  in  which  other  tabetic  symp- 
toms develop  {vide  infra).  Transitory  ocular  paralyses  are  at  times  eai’ly  symp- 
toms. Not  infrequently  we  find  quite  early  changes  in  the  tendon  reflexes,  eit  er 


^bcl  CnnKUii'cM' 

Fio.  106.— Examples  of  handwriting  in  peneral  paralysis.  Attempts  made  liy  patients  in  the  Danvers 
Lunatic  Hospital  to  write  “God  save  the  Commonwealth  of  Massachusetts."  Besides  tlie  motor  dis- 
turbance, the  frequent  omis.sion  of  certain  letters  will  b6  noticed,  e.  g.,  “ Mnsschuetts”  for  “Massa- 
chusetts.” In  3 and  4 the  handwriting  is  almost  wholly  illegible. 


absence  of  the  patellar  reflex  (a  tabetic  symptom)  or  an  increase  (beginning  spastic 
paralysis  of  the  legs).  The  association  of  reflex  immobility  of  the  pupils  with  an 
increase  of  the  patellar  refle.x  is  not  uncommon.  In  the  distribution  of  the 
sensory  nerves  we  may  mention  as  repeatedly  observed  symptoms,  neuralgia, 
attacks  of  migraine,  and  Anally  optic  atrophy,  the  latter  usually  as  one  symptom 
of  a co-existing  tabes. 

We  can  not  give  a generally  applicable  account  of  the  further  course  of  general 
paralysis,  since  it  may  differ  decidedly  in  this  respect.  In  what  follows  we  can 
point  out  only  the  main  features  of  the  different  types  of  the  disease,  and,  in 
particular,  we  will  sketch  only  very  briefly  the  groups  of  mental  symptoms. 

Wc  often  say  that  tho.se  cases  belong  to  the  “classical  form  ” of  general  paraly- 
sis where  an  initial  “ stage  of  depression  ” with  a melancholy  tendency  is  followed 
by  a second  stage  of  “ maniacal  exaltation.”  This  is  the  stage  where  the  delusions, 
which  arc  already  quite  pronounced,  assume  more  and  more  the  character  of 
“ grand  ideas,”  and  thus  exhibit  the  “ delusions  of  grandeur  ” which  have  for  a long 
time  been  generally  regarded  as  ominous.  The  Hr.st  signs  are  often  found  in  the 
patient’s  statements  that  he  is  now  much  better,  that  he  is  “ very  well,”  that  he 
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feels  “ very  strong,”  etc.  These  delusions,  however,  often  assume  gradually  a 
more  exaggerated  form;  the  patient  considers  himself  enormously  rich,  he  owns 
thousands  of  palaces,  millions  of  dollars,  has  made  the  greatest  niventions,  con- 
siders himself  the  Emperor  Napoleon,  Christ,  a “ higher  God,”  etc.  Any  judgment 
as  to  the  absurdity  of  these  ideas,  and  as  to  the  sad  contrast  between  his  claims 
and  the  reality,  has  already  become  impossible  to  him;  but,  of  com’se,  there  are 
even  now  occasional  i*emissions  in  this  condition,  when  the  patient  is  cleai’er  and 
recognizes  temporarily  the  morbid  character  of  his  delusions. 

W e must  not  think,  however,  by  any  means,  that  the  delusion  of  grandeur  is 
necessarily  an  invariable  symptom  in  general  paralysis.  In  many  cases  (the  so- 
called  “ depressive  ” form  of  general  paralysis)  the  initial  melancholic-hypochon- 
driacal condition  continues.  The  delusions  that  appear  possess  the  same  coloring ; 
the  patient  claims  that  he  can  no  longer  eat,  that  he  is  poisoned,  that  he  no  longer 
has  a head  or  an  arm,  that  he  is  vei’y  small  (“  delire  micromaniaque  ”),  etc.  Some- 
times acute  and  severe  conditions  of  anxiety  come  on.  In  other  cases,  again  (the 
agitated  or  maniacal  form  of  general  paralysis),  there  are  states  of  violent  excite- 
ment, in  which  the  patient  raves  loudly,  cries,  and  tries  to  destroy  whatever 
falls  in  his  way.  Such  states  sometimes  alternate  with  delusions  of  gi’andeur. 
Finally,  we  not  infrequently  see  cases  which,  in  their  mental  relations,  present 
simply  the  symptoms  of  a mental  enfeeblement  gradually  increasing  to  complete 
dementia,  without  ever  showing,  in  any  notable  form,  states  of  excitement,  the 
development  of  delusions,  etc. 

While  the  intellectual  life  steadily  goes  to  utter  ruin  in  the  ways  just  stated, 
the  physical  disturbances  of  the  disease,  as  a rule,  gradually  advance  in  a more 
severe  degree.  In  many  cases  ataxia  of  the  extremities  develops,  and  also  loss 
of  sensibility  and  vesical  disturbances — in  short,  the  symj)toms  of  tabes.  In  these 
cases  the  tendon  reflexes  are  almost  always  lost,  and  the  pupils  are  often  immobile. 
In  other  rarer  cases,  however,  there  is  actual  paralysis  flrst  in  the  lower  and  then  in 
the  upper  extremities.  In  these  cases  the  tendon  reflexes  are  often  increased,  so 
that  tlie  picture  of  “ spastic  paralysis  ” develops.  Again,  in  other  cases  bulbar 
symptoms  appear,  such  as  disturbances  in  swallowing  or  masticatory  paralysis, 
and  also  ocular  paralyses,  usually  as  a part  of  the  tabetic  symptom-complex,  etc. 

Peculiar  attacks,  which  are  among  the  commonest  and  most  characteristic 
symptoms  of  general  paralysis,  are,  however,  of  special  interest,  and  sometimes 
even  of  marked  importance  in  diagnosis.  These  “ p.aralytic  attacks  ” in  their 
milder  degrees  sometimes  appear  even  in  comparatively  early  stages  of  the  dis- 
ease. Then  they  usually  consist  of  attacks  of  vertigo,  an  ohscm’ing  of  conscious- 
ness, or  even  a loss  of  consciousness,  coming  on  quite  suddenly,  and  lasting  from 
a few  minutes  to  half  an  hour  or  more,  and  they  are  very  often  associated  with 
mild  hemiplegic  or  mouoplegic  symijtoms.  We  very  often  see,  besides  the  vertigo, 
a temporary  feeling  of  weakness  in  the  right  arm,  associated  with  a marked  apha- 
sic  disturbance  of  speech.  To  this  there  is  often  added  some  slight  twitching 
in  the  affected  extremities  or  in  the  face.  In  the  fui'ther  course  of  the  disease  the 
attacks  usually  increase,  and  are  termed  apoplectiform  or  epileptiform  pai-alytic 
attacks,  according  as  the  conditions  of  paralysis  or  spasm  predominate.  The  epi- 
leptiform attacks  may  often  be  repeated  with  gr-eat  frequency — thirty  or  forty 
attacks  a day  or  more — during  which  time  the  patient  remains  in  an  unconscious 
state.  If  the  patients  gradually  return  to  consciousness,  sometimes  only  after  a 
week  .or  two,  we  very  often  see,  as  a result  of  such  severe  attacks,  a permanent 
impairment  of  the  general  condition,  an  increase  of  the  dementia,  etc. 

The  other  organs,  apart  from  the  nervous  system,  are  only  secondarily  impli- 
cated in  the  morbid  process.  It  may  be  mentioned  briefly  here  that  formerly,  for 
a long  time,  stress  was  laid  upon  certain  changes  in  the  pulse,  the  pulsus  tardus 
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especially  being  thought  to  be  characteristic:  but  the  numerous  iuvestigations  of 
the  pulse  have  so  far  not  given  us  any  significant  or  sure  results. 

The  temperature  as  a rule  is  approximately  normal,  or  often  somewhat  sub- 
normal, but  very  marked  changes  in  the  temperature  occur  in  connection  with 
the  paralytic  attacks— sometimes  elevations  and  sometimes  very  deep  declines. 

The  whole  duration  of  the  disease  is  in  some  cases  only  a few  months  (the 
“ galloping”  form  of  general  paralysis),  usually  it  is  two  or  three  years,  and  some- 
times much  more.  The  most  rapidly  fatal  form  is  that  in  which  there  is  very 
soon  a marked  emaciation  and  a rapid  loss  of  strength  as  a result  of  the  sleepless- 
ness, the  constant  unrest,  and  the  refusal  of  food.  In  other  cases  death  ensues 
from  the  gradual  and  general  loss  of  strength,  or  in  a paralytic  attack ; or,  finally, 
as  is  frequently  the  case,  from  the  onset  of  secondary  conditions,  such  as  severe 
bedsores,  pyelo-cystitis,  tuberculosis,  intestinal  diseases,  etc. 

Pathological  Anatomy  and  Nature  of  the  Disease. — Considering  the  great  diffi- 
culty of  an  accurate  microscopic  examination  of  the  brain,  it  is  not  sti’ange  that 
our  knowledge  of  the  pathological  anatomy  of  general  paralysis  is  still  very  defect- 
ive. If  we  except  occasional  immaterial  changes  in  the  skull,  such  as  hyperostoses 
and  the  like,  or  in  the  meninges,  such  as  hsematoma  of  the  dura  or  secondary 
thickening  of  the  pia  over  atrophied  portions  of  the  brain,  the  fir.st  striking  and 
at  any  rate  most  important  anomaly  seems  to  be  the  atrophy  of  the  brain  which 
affects  chiefly  the  anterior  half,  especially  the  frontal  lobes.  In  this  region  the 
convolutions  are  very  much  diminished,  and  the  fissures  are  wider ; the  weight  of 
the  anterior  portion  of  the  brain  may  be  reduced  to  one  fourth  or  one  third  of  the 
normal.  If  we  examine  the  convolutions  microscopically  we  find  that  the  dimin- 
ution of  the  whole  organ  depends  chiefly  upon  a loss  of  nervous  elements.  The 
cortex  usually  shows  the  greatest  changes.  In  fresh  cases  we  sometimes  see  the 
signs  of  a mild  “ inflammation  ” — that  is,  we  find  vascular  dilatation  and  little 
disseminated  foci  of  round  cells  about  the  vessels,  but  the  changes  in  the  nerv- 
ous elements  themselves  are  far  more  important,  and  consist  essentially  in  a degen- 
erative atrophy.  We  must  mention  especially  that  in  the  cortex  of  the  frontal 
lobes,  especially  marked  in  the  straight  convolution  and  in  the  island  of  Reil,  and 
also  in  other  portions,  we  can  make  out  with  certainty,  by  the  aid  of  good  meth- 
ods of  examination,  a very  considerable  loss  of  the  fine  medullary  nerve-fibers, 
mainly  those  which  run  parallel  with  the  surface,  and  hence  are  termed  “ associ- 
ation-fibers ” (Tuczek) ; but  signs  of  degeneration  and  atrophy  are  very  often  to  be 
seen  in  the  ganglion-celLs  themselves.  Tlie  destruction  of  the  nervous  elements  is 
regarded  by  many  investigators  as  secondary,  since  they  lay  the  chief  stress  upon 
the  marked  changes  in  the  interstitial  tissue,  such  as  increase  of  the  connective 
tissue,  numerous  spider-cells,  or  thickening  of  the  vascular  walls,  which  are  almost 
always  to  be  found  in  old  cases,  and  hence  they  speak  of  an  interstitial  encephalitis 
(Mendel).  We  ourselves,  with  Tuczek,  Wernicke,  and  others,  are  much  more  in- 
clined to  the  theory  that  we  have  to  do  mainly  with  a primary  process  of  degen- 
erative atrophy  of  the  nerve-fibers  and  nerve-cells,  to  which  tlie  increase  of  tlie 
connective  ti.ssue  is  only  a .secondary  addition. 

The  anatomical  affection  in  general  paralysis,  moreover,  is  by  no  means  limited 
to  the  cerebral  cortex.  We  can  often  make  out  the  loss  of  fibers  in  the  deeper 
parts  also,  in  the  white  substance,  and  the  central  ganglia.  The  co-existing 
changes  in  the  spinal  cord,  fimt  accurately  described  by  Westphal,  and  since  then 
recognized  as  almost  constant,  are  of  especial  interest.  They  usually  consist  of 
fascicular  systemic  degeneratioi\  of  the  lateral  columns  (the  pyi’amidal  tract),  or 
the  posterior  columns.  A large  part  of  the  physical  disturhances  of  general  para- 
lytics, such  as  tabetic  symptoms  or  spastic  paralysis  {vide  supra),  are  certainly  due 
not  to  the  cerebral  disease,  but  to  these  accompanying  changes  in  the  spinal  cord. 
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Accordingly,  we  believe  tbatr,  according  to  our  present  knowledge,  we  can 
best  conceive  tbe  nature  of  general  paralysis  in  tlie  following  way:  By  the  action 
of  certain  injurious  influences,  wbicb  usually  seem  to  stand  in  some  connection 
with  syphilis  (see  page  632),  there  is  a gradually  progressive  destruction  of  nerve- 
tissue  in  the  most  diverse  portions  of  the  nervous  system.  The  clinical  symxjtoms 
must  naturally  differ  according  to  the  significance  and  function  of  the  affected 
fibers  or  cells.  As  a rule,  certain  cortical  regions  of  the  cerebrum  are  first  dis- 
eased. The  disturbances  of  speech  are  probably  dependent  upon  the  loss  of  fibers 
in  the  left  island  of  Reil,  the  distiu’bances  of  intelligence  upon  the  destruction  of 
fibers  in  the  frontal  lobes.  We  may  also  make  out  corresponding  anatomical 
changes,  either  cerebral  or  spinal,  as  an  explanation  of  the  later  motor,  tabetic,  and 
other  symptoms;  but  in  many  cases  the  order  in  which  the  different  sections  are 
affected  varies  considerably.  We  have  seen  in  a previous  section  (see  page  645) 
that  the  whole  process  may  begin  with  a spinal  disease,  especially  tabes  dor- 
salis, to  which  the  paralysis  is  “added”  later;  but  we  must  understand  that  the 
two  conditions  are  wholly  analogous  to  and  co-ordinate  with  each  other.  Both 
arc  parts  of  the  same  degenei’ative  process,  which  can  accomplish  its  work  of 
destruction  in  the  most  diverse  regions  of  the  nervous  system. 

No  coarse  anatomical  lesions  can  be  made  out,  as  a rule,  to  explain  the  para- 
lytic attacks,  but  it  is  very  probable  that  they  depend,  at  least  in  great  part,  upon 
the  changes  in  the  motor  central  convolutions. 

Diagnosis, — Since  the  diagnosis  of  beginning  general  paralysis  is  of  the  great- 
est practical  importance,  we  will  once  more  mention  briefly  all  those  symptoms 
which  are  especially  to  be  considered  in  diagnosis:  Striking  alteration  in  the 
behavior,  rapid  and  motiveless  change  in  the  disposition,  disturbances  of  mem- 
ory, loss  of  intelligence  (failures  in  reckoning,  etc.),  the  characteristic  changes 
in  the  speech  and  handwriting,  and  finally  the  somatic  symptoms  which  often 
co-exist : difference  in  the  pupils,  immobility  of  the  pnijils,  loss,  or,  more  rai’ely, 
increase  of  the  tendon  reflexes,  and  mild  paralytic  attacks,  such  as  vertigo,  distur- 
bance of  speech,  temporary  disturbance  of  motion  in  one  arm,  etc. 

We  would  also  mention,  as  especially  common  and  disastrous  mistakes,  that 
the  symptoms  of  general  paralysis  are  often  misunderstood  at  first,  and  are  regarded 
as  tbe  signs  of  immorality,  the  failure  of  the  sense  of  duty,  etc.  It  also  fre- 
quently happens  that  genei’al  paralysis  is  at  fiist  regarded  as  simple  neurasthenia 
or  hypochondi'iasis,  and  treated  accordingly. 

As  a rule,  general  paralysis  can  be  certainly  distinguished  from  other  organic 
nervous  diseases  by  careful  attention;  but  of  coux-se  we  must  add  that  in  some 
cases  cei’ebral  tumoi’s,  syphilis  of  the  cex’ebi*al  artei-ies,  and  especially  cei’tain  cases 
of  multiple  sclerosis,  may  show  a type  of  disease  vei’y  like  genei’al  pai’alysis. 

Prognosis. — The  prognosis  of  general  pai’alysis,  like  that  of  all  chronic  degen- 
erative conditions  of  the  centi’al  nervous  system,  is  vei’y  unfavoi’able.  At  present 
we  know  of  only  a small  and  decreasing  number  of  actual  recoveries,  but  tbei’e  are 
many  cases  whei’e  thei’e  is  a temporary  improvement  in  the  condition,  a “ remis- 
sion,” sometimes  of  a considerable  degi’ee  and  lasting  a long  time.  The  earlier  the 
patient  comes  under  pi’oper  cai’e  and  treatment  the  sooner  may  we  hope  for  such 
ii  favorable  turn.  Of  course,  as  we  have  said,  relapses,  of  the  disease  almost 
always  come  on  later.  Those  cases  especially  ai’e  to  be  I’egarded  as  unfavorable 
in  wliich  frequent  paralytic  attacks  come  on  eai’ly,  in  which  other  physical  symp- 
toms, especially  of  a spinal  nature,  soon  set  in,  and  in  which  the  whole  nuti’ition 
of  the  body  rapidly  suffers. 

Treatment. — As  soon  as  the  disease  is  recognized,  the  fix’st  and  impei’atively 
neces.sary  injunction  must  be  to  remove  the  patient  from  all  physical  and  intel- 
lectual exertion  as  well  as  fi’onx  all  mental  excitement.  The  patient  mxxst  there- 
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fore,  if  possible,  withdraw  from  business,  which  up  to  that  time  he  may  have  tried 
to  carry  on.  His  methods  of  life  and  his  diet  must  be  regulated,  and  every  excess 
must  be  forbidden.  For  the  cases  which  even  at  fii-st  are  associated  mth  states 
of  great  mental  excitement,  the  commitment  to  a proper  asylum  is  often  niost 
urgentlv  to  be  recommended,  while  for  cases  that  during  their  course  show  simple 
mental  weakness,  cai-e  at  home  is  often  sufficient. 

In  regard  to  the  treatment  of  the  disease  itself,  we  should  advise  inunction  with 
mercurial  ointment,  especially  if  we  can  discover  a previous  syphilitic  infection. 
As  a rule,  we  ought  not  to  exj»ect  much  success  from  this  any  more  than  in  tabes 
(see  page  647),  but  we  may  j>erhaps  check  the  advance  of  the  disease.  W e should 
therefore  try  the  antisyphilitic  treatment  cliiefly  in  the  initial  stages  of  the  disease. 
We  may  combine  the  internal  use  of  iodide  of  potassium  with  the  inunction. 

Furthermore,  we  should  try  tepid  baths,  with  cool  sponging,  and  also  a cautious 
application  of  electi’icity  (galvanization  of  the  head  and  spinal  cord),  and,  of  inter- 
nal remedies,  ergotine  esiDecially.  We  need  not  go  more  fully  here  into  the 
numerous  symptomatic  details. 


CHAPTER  X. 

CHRONIC  HYDROCEPHALUS. 

iEtiology  and  Pathology. — Repeated  mention  has  been  made  in  preceding 
chapters  of  the  occurrence  of  di-opsy  in  the  ventricles  as  a sequel  to  other  cerebral 
diseases,  such  as  meningitis  and  tumors.  Besides  this  “ secondary  hydroce25halus,” 
a collection  of  fluid  in  the  ventricles  may  be  a symptom  of  an  apparently 
idiopathic  primary  disease.  This  is  observed  most  of  all  in  the  newborn,  or  at 
least  in  young  children. 

Little  is  known  with  certainty  about  the  causes  of  chronic  hydrocephalus.  The 
assumption  is  very  frequently  made  that  the  condition  is  the  result  of  an  inflam- 
mation of  the  ependyma  of  the  ventricle,  which  itself  occurs  either  before  birth  or 
very  soon  after,  but  the  autopsy  often  fails  to  support  this  idea.  There  is  equally 
slight  objective  evidence  that  there  is  a stasis  due  to  mechanical  obsti’uction. 
Syphilis  and  dipsomania  have  been  regarded  as  i^redisposing  causes  ; wdiether 
justly  or  not,  is  uncertain.  It  has  been  repeatedly  observed  that  the  disease  has 
attacked  several  children  of  a single  family. 

The  most  important  physical  sign  of  hydrocephalus  in  children  is  enlargement 
of  the  head.  The  circumference  of  the  skull  may  even  in  the  first  year  of  life  he 
sixty  to  eighty  centimetres.  Usually  the  frontal  bones  and  the  parietal  eminences 
are  especially  prominent.  The  cranium  becomes  gradually  almost  as  thin  and 
translucent  as  paper.  The  fontanelles  and  sutui-es  gape  widely.  The  brain  is 
flattened  out,  so  as  to  seem  almost  like  a bag,  filled  with  the  hydroce])halic  fluid. 
In  well-marked  cases  the  entire  thickness  of  the  hemisi)heres  is  frequently  not 
more  than  an  inch.  The  space  within,  containing  tbc  serous  effusion,  represents 
the  enormously  distended  ventricles,  particularly  the  lateral  ventricles,  although 
the  third  and  fourth  ventricles  are  quite  often  distended  also.  The  walls  of  the 
ventricles  arc  often  strewn  with  minute  granulations,  or  they  present  a reticular 
hypertrophy.  The  hydrocephalic  fluid  usually  has  the  appearance  of  colorless 
serum,  and  contains  a very  slight  amount  of  albumen,  if  any.  The  specific  gravity 
is  about  1004  to  1006.  The  amount  of  liuid  may  be  a quart  or  more;  but,  of 
course,  there  is  great  variation  in  this  respect  in  different  ca.scs. 

Congenital  hydrocephalus  is  often  a.ssociated  with  other  peculiarities  or  defects 
in  the  structure  of  the  brain,  which  we  can  not  mention  here. 
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Clinical  History.— Sometimes  a child  is  horn  with  hydrocephalus  so  far  devel- 
oped as  to  occasion  dystocia.  Usually,  however,  the  parents  notice  nothing  pecul- 
iar about  the  child  for  some  weeks.  Then  they  are  alaimied  by  the  gradual  swell- 
ing of  the  head.  As  a basis  for  determining  abnormal  size,  we  may  mention  that 
under  normal  conditions  the  circumference  of  the  head  at  birth  is  about  forty  centi- 
metres, at  the  end  of  a year  about  forty-five  centimetres,  and  from  that  age  to  puberty 
there  is  a gradual  approach  to  a circumference  of  about  fifty  centimetres.  The  pos- 
sible dimensions  in  chronic  hydrocephalus  have  been  already  stated..  The  increase 
in  circumference  is  often  quite  rapid,  amounting  in  a fortnight  or  three  weeks  to 
one  or  two  centimetres.  Usually  the  swelling  is  tolerably  symmetrical ; but  some- 
times the  greater  increase  is  in  the  antero-posterior  diameter,  making  the  skull 
dolichocephalic.  At  times  the  rate  of  expansion  may  be  particulaidy  rapid,  and 
then  at  other  times  it  may  seem  to  be  suspended.  That  the  fontanelles  and  sutures 
remain  widely  open  has  already  been  mentioned ; sometimes  it  is  even  possible  to 
get  fluctuation  through  them.  An  intravascular  murmur  can  now  and  then  be 
heard  in  the  head,  but  it  has  no  great  importance  with  regard  to  diagnosis.  The 
veins  are  often  so  greatly  distended  as  to  form  a bluish  network  underneath  the 
scalp.  The  face  remains  small,  in  striking  contrast  with  the  great,  heavy  cranial 
portion  of  the  head.  The  head  almost  always  hangs  over  forward  from  its  weight. 
The  eyes  genei’ally  look  doAvn,  partly  because  the  roof  of  the  orbit  is  depressed, 
and  partly  because  of  impairment  of  the  nervous  supply  to  the  motores  oculi. 

A very  important  symptom  is  the  defective  intellectual  development  of  hydro- 
cephalic children.  They  can  not  leaim  to  talk  well,  if  at  all.  If  they  play,  it 
is  in  a silly  manner.  They  can  not  concentrate  their  attention  upon  anything, 
and  they  are  heedless  and  dirty.  It  must,  however,  be  mentioned  that  sometimes, 
in  spite  of  considerable  hydrocephalus,  the  patient  now  and  then  evinces  an  unex- 
pected acti\nty  of  mind — thus,  he  gradually  becomes  able  to  distinguish  the  differ- 
ent objects  and  individuals  about  him. 

There  is  almost  invariably  motor  disturbance  also.  The  legs,  more  rarely  the 
arms,  are  decidedly  paretic,  or  there  may  be  even  complete  paraplegia.  There  are 
usually  spastic  symptoms  and  increased  tendon  reflexes.  Few  patients  learn  to 
walk  or  stand  alone.  The  arms  seldom  present  any  great  paresis,  but  their  move- 
ments often  betray  an  awkwai’duess  and  uncertainty  suggestive  of  ataxia.  It  is 
noteworthy  that  sensation  al  most  always  remains  intact.  At  least  the  patient  reacts 
vigorously  to  the  prick  of  a pin,  etc.  Of  the  special  senses,  sight  is  most  frequent- 
ly affected ; choked  disk  and  atrophy  of  the  optic  nerve  have  been  observed  repeated- 
ly. Symptoms  of  motor  irritation  are  of  very  frequent  occui-rence,  such  as  gener- 
al convulsions  and  spasm  of  the  glottis.  General  nutrition  is  pretty  well  maintained 
in  many  cases,  but,  as  a rule,  hydi’ocephalic  children  are  atrophic  and  ill  developed. 

The  chronic  hydrocephalus  of  children  almost  always  terminates  unfavorably. 
Only  a few  patients  survive  the  fifth  year,  although  now  and  then  striking  excep- 
tions occur.  Death  is  generally  the  result  of  marasmus;  ora  convulsive  seizure 
may  prove  fatal.  The  possibility  of  recovery  has  not  yet  been  demonstrated.  The 
progress  of  the  disease  may,  however,  be  arrested,  and  the  child  continue  for  years 
in  statu  quo. 

Hydrocephalus  in  adults  is  a very  rare,  chronic,  and  apparently  idiopathic  disease. 
Its  cause  again  is  assumed  to  be  a chronic  inflammation  of  the  ventricular  ependyma. 
The  symptoms  are  sometimes  very  like  those  of  a tumor  of  the  brain,  and  sometimes 
there  is  a remarkable  absence  of  characteristic  cerebral  disturbance,  except  that 
spastic  paralysis  of  the  extremities  (compare  page  663)  is  gradually  developed. 

Diagnosis. — A pronounced  case  of  congenital  hydrocephalus  can  be  reco^ized 
without  difficulty,  inasmuch  as  the  excessive  size  of  the  head  betrays  the  disease 
upon  the  first  glance.  Less  extreme  cases  may  indeed  be  somewhat  obscure,  and 
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we  have  especially  to  avoid  confounding  the  condition  in  question  with  rachitic 
enlargement  of  the  skull.  We  should  always,  therefore,  take  into  consideration 
the  intellectual  powers,  the  presence  or  absence  of  motor  disturbances,  and  other 
similar  symptoms,  as  well  as  the  cranial  peculiarities.  In  the  hydrocephalus  of 
adults  there  is  often  no  enlargement  whatever,  so  that  a diagnosis  can  hardly  ever 
be  declared  positively. 

Treatment. — Thus  far,  no  remedy  has  been  applied  with  success  in  chronic 
hydrocephalus.  The  following  may  be  tried  : Applications  of  mercurial  oint- 
ment and  of  tinctui’e  of  iodine  to  the  scalp,  methodical  compression  of  the  skull, 
and  iodide  of  potassium  internally.  The  hydrocephalic  fluid  has  often  been  drawn 
off,  to  a certain  extent,  by  tapping,  but  with  merely  temporary  benefit,  if  any. 

Hence  we  confine  ourselves  chiefly  to  hygienic  and  symptomatic  treatment. 


CHAPTER  XI. 

MENlilRE’S  DISEASE. 

( Vertigo  ah  aure  Icesa.  Labyrinthine  Vertigo.) 

In  1861,  Meniere,  a French  physician,  fij’st  called  attention  to  a peculiar  affection 
which  sometimes  results  from  chronic  aural  disease  and  is  characterized  mainly 
by  excessive  vertigo  and  loud  tinnitus  aurium.  At  first  the  symptoms  appear  in 
distmct  paroxysms.  These  are  ushered  in  by  a shrill  ringing  in  the  ears,  which 
is  often  compared  to  the  whistling  of  a locomotive,  and  which  is  perceived  in  but 
one  ear.  At  the  same  time,  or  shortly  after,  comes  on  a very  pronounced  dizzi- 
ness, of  a unique  soi’t.  The  patient  has  a feeling  as  if  his  whole  body  were  mov- 
ing, as  if  he  were  falling  forwar’d  or  were  whirling  around.  Consciousness  is 
unimpaired,  but  the  patient  feels  very  bad,  the  skin  is  pale  and  cool,  and  the  face 
is  bathed  in  cold  perspiration.  Frequently  there  is  vomiting  toward  the  close  of 
the  attack.  The  fii'st  paroxysms  are  of  brief  duration. 

As  the  disease  progresses  the  attacks  become  nmre  and  more  frequent,  and  at 
last  the  vertigo  may  he  constant,  being  extremely  annoying  to  the  patient  and 
perhaps  confining  him  to  bed.  Even  now  there  are  occasional  pai’oxysmal  ex- 
acerbations of  the  disorder,  usually  ushered  in  by  the  shrill  tinnitus.  The  tokens 
of  chronic  aural  disease  on  one  side,  or  less  frequently  on  both  sides,  also  i^ersist. 
Sometimes  there  is  purulent  otorrhoea;  often  the  aural  speculum  reveals  lesions 
of  the  drum  or  of  the  middle  ear;  and  almost  invariably  there  is  more  or  less 
deafness  on  the  affected  side.  This  condition  may  persist  for  years,  until  finally 
it  ceases  of  its  own  accord,  after  the  deafness  on  that  side  becomes  complete. 

We  possess  scanty  information  as  to  the  origin  of  these  subjective  phenomena. 
Tliat  they  are  due  to  a disease  of  the  internal  ear  (labyrinth)  (.-an  scarcely  be 
doubted;  and  it  is  further  probable  that  in  every  case  the  semicircular  canals  arc 
involved.  Numerous  experimental  investigations  have  demonstrated  that  these 
last-named  structures  bear  a part  in  maintaining  the  equilibrium  of  the  body. 
Acquaintance  with  this  variety  of  vertigo  is  valuable  to  a nervous  specialist,  inas- 
much as  Meniere’s  disease  has  been  more  than  once  confounded  with  e])ilepsy  and 
disea.se  of  the  cerebellum  and  other  parts  of  the  brain. 

Treatment  is  not  wholly  unavailing.  Charcot  has  discovered  that  the  persist- 
ent use  of  cpiinine  almost  always  gives  great  relief,  and  may  even  comjfietely  cure 
the  disea.se.  Eight  to  fifteen  grains  (gi’m.  O'5-l)  of  quinine  should  be  given  daily, 
in  two  or  three  doses,  and  continued  for  at  least  .several  weeks.  The  particulars 
of  such  special  treatment  of  the  ear  as  may  be  necessary  must  be  sought  elsewhere. 
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VI. — Neuroses  without  known  Anatomical  Basis. 


CHAPTER  I. 

EPILEPSY. 

{Falling  Sickness.  Morbus  sacer.) 

iEtiology. — Epilepsy  is  a peculiar  disease  of  rather  frequent  occurrence,  the 
main  symptom  of  whicli  is  paroxysmal  loss  of  consciousness.  In  typical  cases 
the  unconsciousness  is  associated  mth  violent  general  convulsions;  but  there  are 
many  anomalous  and  rudimentai-y  forms  of  epilepsy  without  any  symptoms  of 
motor  irritation.  “ Genuine  epilepsy”  is  a functional  neurosis — that  is,  with  our 
present  means  of  investigation  we  can  discover  no  constant  objective  lesion  of  the 
nervous  system  as  its  basis.  It  is,  indeed,  time  that  attacks  similar  to  those  of  true 
epilepsy  not  infrequently  occur  in  the  course  of  tumor,  syphilis,  and  other  diseases 
which  do  present  an  anatomical  lesion ; but  such  attacks  are  merely  symptomatic, 
and  are  therefore  tenned  “ epileptiform,”  in  distinction  from  the  genuine  epileptic 
paroxysms.  [Convulsions  may  also  be  due  to  lead  encephalopathy  {vide  infra). 
-K.] 

Of  the  actual  causes  of  epilepsy  we  know  nothing.  We  are  acquainted  only 
with  certain  factors  which  are  favorable  to  the  development  of  the  disease,  and  are 
to  be  regarded,  therefore,  as  predisposing  or  exciting  causes.  Heredity  is  decidedly 
the  most  important  of  these.  About  one  third  of  all  cases  of  epilep.sy  occur  in 
persons  who  have  inherited  a nervous  diathesis,  and  one  or  more  of  whose  blood- 
relations  have  suffered  from  diseases  of  the  nervous  system.  It  should  not  he 
understood  that  we  must  find  other  cases  of  genuine  epilepsy  in  the  family,  in 
order  to  establish  the  fact  of  congenital  predisposition.  The  question  is  merely 
whether  the  ancestors  have  exhibited  a general  tendency  to  nervous  disease.  The 
more  accurate  and  careful  our  investigations,  the  oftener  shall  we  find  among  the 
relatives  of  the  patient  instances  of  nervous  trouble — sometijnes  genuine  epilepsy, 
sometimes  insanity,  hysteria,  or  general  “ nervousness.”  Of  coxrrse  these  “ nervous 
families  ” present,  besides  those  that  are  actually  ill,  others  who  are  more  or  less 
peculiar  and  odd,  and  yet  others  who  have  extraordinary  talents,  although  fre- 
quently somewhat  ill-balauced.  It  is  said  that  the  children  of  parents  who  are 
related  to  each  other  are  somewhat  predisposed  to  epilepsy,  as  well  as  to  other 
nervous  diseases;  but  certainly  this  factor  is  very  rarely  of  importance.  Pei’haps 
dipsomania  in  the  parents  is  somew’hat  more  prejudicial  in  this  regard.  It  is  said 
to  have  been  repeatedly  observed  that  childi’en  begotten  wdiile  the  father  was 
intoxicated  became  epileptic. 

There  are  other  influences  which  are  assumed  to  have  oetiological  importance, 
but  whether  justly  or  not  is  difficult  to  decide.  Alcoholic  excesses  can  seldom  act 
in  this  way  (although  epilepsy  is  said  to  attack  absinthe-drinkers  in  France  quite 
frequently).  Venereal  excesses  probably  have  still  less  importance.  It  should 
also  be  borne  in  mind  that  not  iufi’equently  excesses  in  these  directions  are  the 
result  of  neurotic  tendencies  already  existing.  Syphilis  has  no  direct  connection 
with  genuine  epilepsy.  Epileptiform  convulsions  may,  as  we  have  seen,  be  symp- 
tomatic of  syphilis,  being  due  to  the  cerebral  lesion  caused  {vide  page  75S)  by  this 
latter  disease.  Certain  factors  may  determine  the  onset  of  epilepsy,  although  they 
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can  not  be  said  to  cause  the  disease.  Such  are  overexertion  of  mind  or  body, 
repeated  emotional  disturbance,  certain  general  conditions  of  the  system,  such  as 
anmmia  or  malnutrition,  on  the  one  hand,  and  plethora  on  the  other;  and,  in 
particular,  acute  febrile  diseases,  such  as  scarlet  fever,  measles,  and  gastritis.  [In 
some  cases  abnormal  putrefactive  processes  in  the  small  intestines  seem  to  act  as 
the  exciting  causes  of  the  individual  attacks. — K.]  Another  important  point  is  that 
the  fii'st  attack  is  sometimes  brought  on  by  great  mental  excitement,  especially 
fright.  But  here,  too,  it  is  probable  that  the  terror  is  merely  the  exciting  cause, 
a tendency  to  the  disease  already  pre-exi.stiug.  We  must  also  be  on  our  guard 
against  confounding  genuine  epilepsy  with  the  convulsive  form  of  hysteria  (q.  v.), 
which  very  frequently  develops  after  fright. 

In  some  instances  there  is  an  evident  connection  between  epilepsy  and  a pre- 
vious injui'y  to  the  head,  as  from  a fall,  blow,  or  cut.  At  a certain  interval  after 
the  trauma,  attacks  begin  which  seem  precisely  like  those  of  genuine  epilepsy. 
This  is  known  as  “ traumatic  epilepsy.”  But  these  are  not  cases  of  genuine  epi- 
lepsy, inasmuch  as  there  is  really  some  anatomical  lesion  of  the  cortex  cerebri 
which,  in  some  way  as  yet  unknown,  causes  irritation  of  the  motor  centers  of  the 
cortex  (vide  infra).  It  is  often  the  case  that  this  sort  of  epileptiform  attacks  is 
peculiar  in  that  the  convulsions  are  at  first  rmilateral,  or  confined  to  a single  limb, 
corresponding  to  the  seat  of  the  injury  in  the  opposite  cercbi'al  hemisphere. 

“Reflex  epilepsy  ” remains  to  be  mentioned.  This  name  is  applied  to  cases 
where  each  convulsive  attack  seems  to  be  excited  by  x'efiex  influence  originating 
in  some  one  part  of  the  body.  Most  cases  have  followed  traumatic  injury  of 
peripheral  nervoxis  trunks  (retained  splinters,  or  scars),  and  have  ceased  upon 
removal  of  the  exciting  cause.  Other  causes  are  new  growths  in  the  nerves, 
foreign  bodies  in  the  ear,  otitis,  intestinal  pai’asites,  and,  apparently,  diseases  of 
the  female  sexual  organs.  But  it  seems  probable  that  sufferers  from  these  attacks 
have  had  a tendency  to  disease  of  the  neiwous  system.  We  must  hesitate  to  rank 
reflex  epilepsy  in  the  same  class  Avith  the  genuine  form.  In  former  treatises 
“ reflex  epilepsy  ” has  certainly  very  often  been  confused  with  traumatic-hysterical 
spasms  (vide  infra.,  the  chapter  on  traumatic  neuroses). 

Both  the  traumatic  and  the  reflex  varieties  of  epilepsy  have  repeatedly  been 
the  object  of  experimental  investigation.  Browu-Sequard  has  shown,  by  a great 
number  of  experiments,  that  epilepsy  can  be  excited  in  rabbits  by  injuries  to  the 
medulla,  the  spinal  cord,  and  the  sciatic,  as  well  as  other  peripheral  nerves.  A 
certain  time  after  the  operation  the  animals  undergo  spontaneous  convulsive 
paroxysms.  These  occ.ur  at  frequent  intervals  for  a long  time,  and  may  be  volun- 
tarily excited  at  any  time  by  irritation  of  a certain  portion  of  the  skin  called  the 
“epileptogenous  zone.”  An  interesting  observation  in  this  connection  has  been 
made  by  Brown-Sequard,  which  is  that  sometimes  the  progeny  of  these  animals, 
who  have  been  made  epileptic,  suffer  from  s]iontaneous  epilepsy.  Westphal 
induced  epilepsy  in  guinea  pigs  by  blows  upon  the  skull.  Immediately  after  the 
blow  general  convulsions  occurred,  but  soon  entirely  ceased.  Afterward,  how- 
ever, there  were  repeated  epileptiform  attaclts.  Westphal  thought  that  the  cau.sa- 
tivc  lesion  in  these  instances  was  the  minute  haemorrhages  which  were  found  in 
the  upper  part  of  the  cervical  division  of  the  cord  and  in  the  medulla. 

Further  experiments  bearing  upon  the  same  subject  will  be  discussed  later  on. 

Clinical  History. — In  describing  the  symptoms  of  epilepsy,  we  shall  first  con- 
sider the  various  forms  of  the  epileptic  paroxysm,  and  then  describe  thc  general 
coiu’so  of  the  disease. 


1.  The  tyi)ical  epileptic  paroxysm  is  usually  described,  for  the  sake  of  greater 
clearness,  as  made  up  of  several  .stages.  First  is  the  prodromal  stage,  or,  accord- 
ing to  Galen’s  cxiiressiou,  still  in  vogue,  the  stage  of  the  epileptic  aura  (aura= 
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breath).  Not  infrequently,  however,  there  is  no  aura  whatever,  the  convulsions 
coming  on  witliout  warning.  But  in  many  cases  the  prodroinata  are  well  marked, 
and  are  repeated  with  remarkable  regularity  and  similarity  before  each  individual 
attack,  although  the  different  cases  of  epilepsy  differ  greatly  as  to  the  special 
phenomena  of  the  aura  occurring  in  each. 

The  best  manner  in  which  to  distinguish  the  various  forms  of  aura  is  accord- 
ing to  the  nature  of  the  nervous  phenomena,  whether  sensory,  motor,  vasomotor, 
or  psychical.  Of  these  the  most  frequent  is,  heyond  a doubt,  the  sensory.  Here 
we  have  peculiar  paimsthesise,  beginning  in  an  arm  or  leg,  or  perhaps  in  the 
region  of  the  heart  or  stomach,  and  thence  usually  “mounting  to  the  head.”  It 
is  seldom  that  the  peculiar  sensation  is  actually  like  a “breath”  or  imff  of  air. 
The  aura  which  proceeds  from  the  epigastrium  is  sometimes  associated  with  a 
very  disagreeable  feeling  of  opjjression  and  anxiety,  and  often  also  with  nausea 
and  vomiting.  The  aura  may  be  referred  to  the  nerves  of  special  sense.  In  cer- 
tain instances  the  patient  perceives  an  unpleasant  odor,  which  he  likens  to  some 
familiar  one.  An  am’a  of  taste  also  occurs,  but  it  is  very  rare.  An  optical  aura 
is  much  more  frequent,  consisting  in  a subjective  sensation  of  color  or  light  (usu- 
ally a sensation  of  red  appears  first),  in  an  apparent  increase  or  diminution  of  the 
size  of  surrounding  objects,  or  finally  in  actual  hallucinations  of  vision,  such  as 
beholding  all  sorts  of  human  or  brute  shapes.  An  auditox-y  aura  is  not  veiy 
rai’e : it  produces  a sudden  feeling  of  deafness  in  one  eax’,  or  various  subjective 
sounds,  like  whistling,  humming,  or  roaring. 

The  motor  aura  takes  the  form  of  mild  premonitory  contractions,  affecting  the 
head,  face,  arm,  or  leg.  Thex-e  may  be  aphasic  distxxrbance  at  the  same  time;  or 
we  may  observe  symptoms  of  iri-itatioix  of  the  uixsti’iixed  muscles  (stx’auglixig,  or 
a desire  to  go  to  stool).  Sometimes  there  ax-e  prodromal  vasomotor  phenomena, 
where  the  axix’a  con.sists  hx  a sensatioxx  of  cold  or  warmth,  often  associated  with 
excessive  pallor  or  redness  of  the  face  or  hands.  Axx  attack  may  be  ushered  in  by 
chilliness,  perspiration,  or  palpitation. 

Finally,  the  name  of  psychical  aux-a  is  applied  to  an  initial  impairment  of  con- 
sciousness, with  vex’tigo,  confusion  of  thought,  etc.  A particularly  fx’equent  foi’m 
for  this  to  assume  is  excessive  mental  uxxeasiness  and  excitement. 

Various  forms  of  axxra  are  not  infreqxxently  seen  in  combiixation. 

The  aura  lasts  sometimes  only  a few  seconds.  It  may  pex’sist  long  enough  for 
the  patient,  who  kxxows  fx“om  expex’ience  what  is  coming,  to  lie  down  or  take 
other  px’ecautionaxy  measxix’es  {vide  infra).  In  some  few  cases  the  aixx’a  may  last 
hom’s,  aixd  even  days.  This  is  especially  tiaie  of  the  psychical  variety.  Some- 
times the  aura  passes  away  without  being  succeeded  by  any  true  epileptic  fit;  but 
it  is  usually  followed  by  the  secoixd  stage  of  the  attack — the  convulsive  stage. 

The  couvulsioixs  almost  invax-iably  begin  abnxptly.  Pex’haps  there  is  no  aux’a, 
or  only  a very  bx'ief  oxxe,  before  the  patient  falls  suddenly  to  the  ground,  usually 
on  his  face,  although  sometimes  on  the  side  or  back.  Conscioxxsxiess  is  eixtirely 
suspexxded.  Insexisibility  is  complete,  and  often  the  patient  sustains  severe  uijxxiy 
from  his  fall.  Some  patients  ixtter  a loud  “ epileptic  cxy  ” at  the  commencenxent 
of  the  attack,  but  they  ax’e  already  entirely  xmconscious. 

The  coixvulsive  stage  begins  with  a brief  period  of  genei’al  tonic  spasm  of  the 
xxxuscles.  The  head  is  usually  strongly  extended,  the  teeth  are  pressed  (irmly 
together,  the  truixk  is  curved  backward  iix  opisthotonos,  the  extrexxxities  are  ex- 
tended, and  the  fingers  are  clixxchcd  over  the  flexed  thumb.  Inasmuch  as  the 
respiratory  muscles  participate  in  the  seizure,  breathing  stops,  and  the  original 
]xallor  of  the  face  sooxx  gives  ixlace  to  deep  cyanosis.  This  general  tonic  convxil- 
sion  ordixxax-ily  is  but  bx’ief,  perhaps  fifteeix  to  thirty  seconds.  It  is  followed  by  the 
second  pex'iod  of  the  convulsive  stage — that  of  the  clonic  convxxlsions.  The  facial 
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muscles  now  exhibit  the  most  violent  contortions ; the  eyeballs  roll,  or  occasion- 
ally present  a conjugate  deviation  toward  one  side;  the  tongue  is  thrust  out  and 
i-etracted  convulsively;  the  head  beats  violently  against  the  floor;  and  the  mus- 
cles of  the  arms,  legs,  and  trunk  midergo  the  severest  clonic  spasms.  The  pupils 
are  probably  contracted  for  a short  time  at  first,  hut  dm-ing  the  convulsive  stage 
they  are  widely  dilated  and  do  not  react  at  all.  The  pulse  is  somewhat  accel- 
erated, but  not  greatly.  The  temperature  is  normal,  or  elevated  a small  fraction 
of  a degree.  The  cutaneous  reflexes  are  stHl  suspended  directly  after  an  attack ; 
hut  the  tendon  reflexes  are  generally  somewhat  exaggerated,  although  sometimes 
they  also  are  diminished  or  absent.  Not  infrequently  an  involuntary  dejection 
takes  place  during  the  fit,  or  the  bladder  is  emptied ; and  in  men  there  may  be  a 
seminal  emission.  During  these  violent  convulsions  the  body  is  often  severely 
injured.  The  tongue  is  frequently  bitten.  The  venous  stasis  is  so  extreme  that 
sometimes  minute  hajmorrhages  occur  into  the  conjunctiva,  the  skin  of  the  face, 
and  other  pai’ts. 

The  convulsive  stage  usually  lasts  several  minutes.  Then  the  contractions 
cease,  often  after  a deep,  long-drawn  sigh;  and  the  patient  passes  into  the  third 
stage,  of  post-epileptic  coma.  He  lies  unconscious,  but  his  respiration  grows 
quiet,  and  the  cyanosis  vanishes.  Gradually  the  coma  yields  to  slumber,  which 
may  pei’sist  for  some  hours;  but  some  patients  i-emain  only  a very  brief  time  in 
this  stage,  and  recover  from  their  attack  with  surprising  rapidity.  It  is,  however, 
not  infrequently  the  case  that  for  some  days  after-pains  are  felt ; there  are  head- 
ache, languor,  and  exhaustion,  and  mental  despondency  and  irritability.  For 
some  time  there  may  be  severe  pain  in  the  muscles,  particularly  those  of  the 
trunk.  There  may  be  slight  paresis  of  one  limb  or  one  side  of  the  body  after  an 
attack,  but  this  speedily  vanishes  again  in  cases  of  pure  epilepsy.  In  the  urine 
first  passed  after  the  seizure  is  often  found  a trace  of  albumen,  and  perhaps  a few 
hyaline  casts.  Not  infrequently  there  is  also  decided  polyuria  for  some  time  sub- 
sequent to  the  fit. 

2.  The  Milder,  Rudimentary  Forms  of  Epileptic  Seizure.  Petit  Mai. — Be- 
sides these  violent  paroxysms  just  delineated  grand  mal"),  there  are  very  often 
witnessed  in  epilepsy  milder  attacks  of  so-called  ‘fjetit  mal.’’^  Sometimes  there 
is  only  a transitoiy  dizziness,  or  slight  faintness,  or  perhaps  a brief  loss  of  con- 
sciousness, but  without  accompanying  symptoms  of  motor  irritation.  These 
milder  attacks  may  or  may  not  be  preceded  by  an  aura.  Cases  have  been  seen 
repeatedly  where  the  patient  suddenly  pauses  in  the  midst  of  convereation,  card- 
playing, piano-playing,  or  other  occupation,  stares  absently  for  a moment,  and 
then,  with  equal  abi-uptness,  goes  on  Avith  what  he  was  doing,  as  if  nothing  had 
happened.  In  other  instances  the  patient  pursues  his  occupation  during  this 
brief  suspension  of  consciousness.  For  example,  if  seized  while  upon  the  street, 
he  Avalks  on  mechanically,  but  takes  the  Avrong  turning,  or  goes  into  a strange 
hou.se,  when  suddenly  he  conies  to  himself  and  wonders  to  find  himself  Avhere  he 
is.  Cases  of  “sudden  .somnolence”  are  also  almost  all  of  them  ascribable  to  epi- 
lepsy. There  are  all  sorts  of  transitional  forms  between  the  slight  attack  of 
vertigo  and  the  typical  epileptic  fit.  Not  infrequently  the  patient  falls  doAvn 
unconscious,  but  he  1ms  only  a slight  twitching  of  the  face  or  arm,  and  in  a few 
minutes  is  entirely  himself  again. 

[The  medico-legal  bearings  of  epilepsy,  in  its  mild  as  AA'ell  as  in  its  severe  form, 
are  very  important,  but  they  can  be  only  alluded  to  here.] 

3.  Epileptoid  Conditions. — Cases  of  petit  mal  are  generally  rudimentai’y  forms 
of  the  typical  epileptic  paroxy.sm,  and  consi.st  merely  of  a simple  impairment  of 
consciousness,  possibly  as.sociated  Avith  slight  motor  symptoms;  but  in  the  epilep- 
toid state  the  character  of  the  typical  epileptic  attack  is  almost  indistinguishable. 
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The  distui'bance  is  paroxysmal,  and  it  can  often  be  shown  to  be  connected  with 
genuine  epileptic  seizures,  else  its  undoubted  relation  to  epilepsy  would  never 
have  been  recognized.  The  greatest  practical  importance  attaches  to  Samt’s 
“psychical  equivalents  of  epilepsy.”  These  are  attacks  of  mental  disturbance, 
which  either  immediately  succeed  a typical  epileptic  fit  (“post-epileptic  insanity”) 
or  occur  independently.  The  patient  is  completely  deranged,  and  may  do  the 
strangest  things— may  strip  himself,  steal,  jump  into  the  water,  or  commit  incen- 
diarism. Here  the  mind  may  be  said  to  be  only  clouded,  as  compared  with  other 
instances  where  there  is  violent  psychical  excitement,  associated  with  terror, 
frightful  hallucinations,  and  resultant  maniacal  excitement.  Not  infrequently 
the  patient  is  led  to  acts  of  violence  against  those  about  him.  In  the  young  the 
attack  may  take  a peculiar  form:  the  child  runs  about  in  a peevish  way,  collects 
all  sorts  of  things  together,  makes  strange  motions,  etc.  Almost  always  the 
patient,  on  recovering  consciousness,  remembers  nothing,  or  almost  nothing,  of 
what  has  happened.  Numerous  and  valuable  particulars  upon  this  subject,  and  a 
consideration  of  its  great  medico-legal  importance,  must  be  sought  in  text-books 
on  insanity. 

Another  form  of  epileptoid  attack  is  the  epileptoid  sweating  of  Emminghaus 
a spontaneous  outbreak  of  excessive  persi^iration  in  epileptics,  which  may  or  may 
not  be  associated  with  impairment  of  consciousness. 

General  Course  of  the  Disease. — In  a large  majority  of  cases  epilepsy  begins 
before  the  thirtieth  year.  Often  the  disease  appears  in  early  youth,  and  sometimes 
in  even  the  earliest  years.  Many  a child  has  “ convulsions  from  teething,”  which 
later  on  are  seen  to  have  been  epileptic.  It  is  only  in  rare  instances  that  the  first 
appearance  of  trouble  occurs  in  advanced  life. 

It  is  impossible  to  give  any  general  rule  as  to  the  frequency  of  the  paroxysms. 
Different  cases  differ  very  much.  Tliere  are  persons  who  during  their  whole  life 
have  no  more  than  three  or  four  seizirres,  at  intervals  of  ten  or  fifteen  years,  while 
in  most  cases  there  is  an  attack  ever}'^  two  to  eight  weeks.  In  severe  types  the  fits 
may  even  recur  daily.  One  very  often  sees  certain  variations  in  the  com’se  of  the 
disease ; at  some  pei’iods  the  intervals  between  the  attacks  w'ill  be  longer,  and  at 
others  shorter.  In  severe  cases  the  patient  may  have  for  several  days  very  frequent 
seizures,  so  that  he  does  not  regain  consciousness  at  all  between  them.  This  is 
termed  the  epileptic  state  {etat  de  mal,  stahis  epilepticus).  The  condition  is  quite 
rare.  It  is  often  fatal,  death  being  ushered  in  by  a great  rise  of  temperature. 

External  influences  sometimes  affect  the  frequency  of  ejjileptic  attacks.  Alco- 
holic or  sexual  excess,  mental  excitement,  and  physical  overexertion  almost 
al  ways  exert  a malign  influence.  An  opposite  effect  is  often  experienced  where 
a quiet  life  is  led,  with  every  attention  paid  to  hygiene  and  pure  air.  In  women, 
the  appearance  of  the  catamenia  is  not  infi-equently  the  signal  for  the  occurrence 
of  an  attack.  In  many  instances  the  disease  begins  with  the  first  establishment  of 
menstruation.  Sometimes,  however,  ei)ilej)tic  girls  grow  better  when  they  arrive 
at  puberty.  Pregnancy  sometimes  increases  and  sometimes  diminishes  the  fre- 
quency of  the  paroxysms.  Intercurrent  diseases  seem  frequently  to  exert  a bene- 
ficial influence  upon  the  frequency  of  the  attacks. 

There  is  a practical  distinction  between  diurnal  and  nocturnal  epilepsy.  Many 
patients  have  attacks  only  during  the  day,  while  others  again  have  them  only  at 
night.  A case  of  purely  nocturnal  epilepsy  may  go  on  for  a long  while  unsus- 
pected, particularly  if  the  patient  sleep  alone.  He  seldom  has,  on  the  next 
morning,  the  slightest  recollection  of  his  attack  dui'ing  the  night.  He  usually 
perceives,  however,  fi'om  a confused  feeling  in  his  head,  or  from  certain  in- 
juries such  as  a bitten  tongue,  or  from  the  disordered  state  of  the  bed,  that  some- 
thing must  have  happened  to  him  during  the  night.  In  some  cases  of  nocturnal 
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epilepsy  the  patient  -wakes  up  out  of  sleep  before  he  enters  into  the  epileptic  state 
of  unconsciousness.  Probably  he  is  aroused  by  the  aura.  Besides  cases  where 
the  fits  occur  during  the  day  or  the  night  only,  mixed  forms  are  frequently  seen. 

With  regard  to  the  occurrence  of  the  different  varieties  of  epileptic  seizure,  all 
sorts  of  combinations  are  possible.  Many  cases  never  have  any  but  the  typical 
convulsions;  hut  in  many  others  there  are  also  a greater  or  less  number  of  attacks 
of  petit  mal.  The  latter  may  even  be  for  a long  period  the  sole  indication  of  the 
disease.  Often  there  are  no  epileptoid  conditions  whatever,  while  in  other  in- 
stances the  “ psychical  equivalents  ” are  the  most  prominent  feature  of  the  dis- 
order. 

During  the  interval  between  the  individual  attacks  many  epileptics  seem  per- 
fectly well,  both  physically  and  mentally.  They  are  not  infrequently,  to  be  sure, 
somewhat  peculiar  and  nervously  excitable,  or  again  dull  and  lethargic ; but  this 
does  not  by  any  means  apply  to  them  all.  Many  epileptics,  and  particularly  such 
as  have  comparatively  infrequent  paroxysms,  are  very  capable;  and  history 
furnishes  numerous  examj)les  of  eminent  men  who  suffered  from  tliis  disease — for 
instance,  Caesar,  Mahomet,  Rousseau,  and  Napoleon  I. 

Much  effort  has  been  devoted  to  the  discovery  of  “signs  of  physical  degener- 
acy” in  epileptics.  Relying  upon  numerous  measurements,  Benedikt  believes 
that  a majority  of  epileptics  exhibit  craniometric  anomalies,  such  as  asymmetry  of 
the  cranium,  macrocephalia,  or  steepness  of  the  vertex.  It  is  also  not  unusual  to 
meet  "vvith  anomalies  of  the  auricles,  teeth,  or  hands*  in  such  cases.  And,  indeed, 
all  peculiarities  of  this  sort  are,  in  general,  more  frequently  observed  in  neuro- 
pathic families  than  in  healthy  ones. 

When  the  disease  has  lasted  some  time,  and  particularly  if  the  attacks  come  at 
very  short  intervals,  the  general  condition  of  the  patient  often  undergoes  a 
gradual  but  marked  change.  This  rule  is  by  no  means  invariable.  The  mind 
becomes  more  and  more  affected;  the  intellect  grows  feeble;  memory  gi’ows 
weaker,  and  occasionally  there  is  at  last  dementia.  In  such  cases  the  body  also 
suffers.  There  are  emaciation,  paresis,  tremor,  and  other  persistent  distm’bances 
of  cerebral  origin. 

Duration. — Epilepsy  must  be  termed  a life-long  disease.  To  be  sure,  it  is  no 
rare  thing  for  the  paroxysms  to  cease  and  not  return  for  years.  But  one  can 
never  rest  satisfied  that  all  trouble  is  at  an  end ; some  cause  or  other  may  excite 
another  attack  after  a long  interval.  In  general,  an  epileptic  has  a shorter  life- 
expectancy  than  healthy  persons,  especially  as  he  may  be  carried  off  by  chronic 
pulmonaiy  or  other  intercurrent  disease. 

The  prognosis  is  obvious  from  what  has  been  already  said.  The  mdi^^dual 
seizure  is  only  exceptionally  dangerous  of  itself.  Often  the  so-called  “ status  epi- 
lepticus  ” ends  fatally,  as  above  stated.  In  general,  those  cases  may  he  called  the 
most  favorable  where  the  separate  paroxysms  are  infrequent  and  mild ; but  even 
here  the  disease  may  suddenly  assume  an  aggravated  form.  With  regard  to  the 
distinction  between  nocturnal  and  diurnal  epilepsy,  the  nocturnal  is,  in  our 
opinion,  the  milder  of  the  two. 

Pathology. — The  very  fact  that  in  the  intervals  between  attacks  the  patient 
often  betrays  no  sign  of  disease,  shows  that  epilepsy  can  not  be  duo  to  any  per- 
sistent macroscopic  lesion  of  the  tissues.  Indeed,  in  many  cases  nothing  is  found 
at  the  autopsy,  or,  at  most,  changes  which  can  not  be  regarded  as  essential,  such  as 
osteosclerosis  of  the  cranium  or  thickening  of  the  coi’ebral  meninges.  Epileptic 
subjects  who  wore  during  life  decidedly  demented  usually  present  atrophy  of  the 
hemispheres.  Meynert  states  that  changes  in  the  pcs  hippocampi  major  are 
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noticeably  frequent  in  epilepsy;  but  these  changes  are  not  at  all  constant,  and 
their  significance  remains  to  be  established. 

We  must  therefore,  for  the  present,  be  content  to  assume  that  the  cause  of  the 
epileptic  seizui-e  is  an  intermittent  functional  condition  of  iri’itation.  A natural 
question  is.  Where  shall  we  locate  this  irritation,  and  Avhat  may  he  its  nature? 
The  opinion  was  long  current  that  the  medulla  oblongata  must  be  regarded  as  the 
true  seat  of  the  disease.  Schroder  van  der  Kolk  was  the  first  to  express  this 
opinion.  It  afterwai’d  received  support  from  the  experimental  investigations  of 
Nothnagel,  who  demonstrated  that  irritation  of  a particular  spot  (“convulsive 
center”)  in  the  pons,  in  rabbits,  invariably  excites  general  convulsions.  Never- 
theless, most  pathologists  have  now  abandoned  this  view,  because  experiment  and 
cluiical  observation  indicate  with  increasing  distinctness  that  the  origin  of  epi- 
leptic convulsions  is  to  be  sought  in  the  cortex  cerebri.  The  clinical  evidence  is 
the  invariable  combination  of  convulsions  and  impairment  of  consciousness;  the 
circumstance  that  the  milder  and  the  masked  forms  of  epilepsy,  now  known  to  he 
intimately  related  to  the  true  epileptic  convulsions,  also,  almost  without  excep- 
tion, indicate  psychical  disturbance;  that  attacks,  the  symptoms  of  which  are  per- 
fectly analogous  with  those  of  epilepsy,  are  often  found  to  he  the  result  of  ana- 
tomical lesions  of  the  cerebral  cortex;  and,  finally,  that  these  convulsions  in  man 
and  the  convulsions  of  “cortical  epilepsy”  {vide  infra),  experimentally  produced 
in  animals,  extend  over  the  different  groups  of  muscles  in  a way  which  corre- 
sponds precisely  with  the  anatomical  position  of  the  different  motor  centers  in  the 
cortex  (Hughlings  Jackson).  For  example,  if  the  convulsion  begins  in  the  dis- 
tribution of  the  facial  nerve,  it  extends  from  this  point  to  the  arm  before  it  affects 
the  leg. 

There  is  also  experimental  evidence  that  epileptic  paroxysms  are  of  cortical 
origin.  A great  number  of  observers  (Hitzig,  Ferrier,  Albertoui,  Luciani,  Franck, 
and  Pitres)  have  proved  that  electrical  irritation  of  the  motor  regions  of  the  cortex 
in  animals  will  produce  epileptiform  convulsions.  Unverricht  has  made  some  of 
the  latest  and  most  thorough  investigations  in  regard  to  this  point  upon  dogs.  He 
found  that  when  a motor  center  is  stimulated  the  convulsions  spread  from  the 
corresponding  group  of  muscles  to  others  in  a way  which  corresponds  precisely 
to  the  anatomical  position  of  the  separate  centers.  If  one  of  the  centers  in  the 
cortex  be  destroyed,  the  convulsions  of  the  corresponding  muscles  cease  at  once. 
This  proves  that  the  motor  centers  must  be  intact  in  order  to  render  the  occur- 
rence of  epileptic  seizui’es  possible.  Just  how  the  stimulation  extends  from  one 
center  to  another  we  have  as  yet  no  certain  information.  Probably  it  travels 
horizontally  through  the  cortex. 

We  see,  therefore,  that  in  all  probability  the  seizures  in  man  also  originate  in 
the  cortex  of  the  brain.  The  phenomena  of  the  aura  are  likewise  referable  to 
some  stimulation  of  the  cortex,  probably  of  the  sensory  region  in  most  cases,  as  in 
the  optical  aura.  The  starting  point  of  the  irritation  is  probably  usually  in  the 
motor  cortex,  but  it  does  not  seem  impossible  that  an  irritation  developing  in  the 
posterior  cortical  regions  may  extend  secondarily  to  the  anterior  motor  portion  of 
the  cortex  (Unverricht).  The  manner  in  which  the  irritation  is  cx'eated  is  as  yet 
entirely  conjectural.  Kussmaul  and  Tenner  proved  that  epileptiform  convulsions 
can  be  excited  by  a general  cerebral  anmmia ; and  this  fact  was  the  main  founda- 
tion for  the  assumption  that  the  genuine  epileptic  convulsions  are  also  due  to  a 
temporary  cerelxral  anmmia,  caused,  it  may  be,  by  local  vasomotor  consti’iction. 
Definite  proof  has  not  yet  been  furnisbed  on  this  point.  In  the  artificial  epilepsy 
which  Unveri'icht  produced,  and  that  also  which  Magnan  excited  by  absinthe,  the 
cortex  of  the  brain  was  not  strikingly  antemic. 

Diagnosis. — Most  cases  of  epilepsy  are  easily  recognizable.  It  needs  only  to  be 
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borne  in  mind  that  epileptifoian  convulsions  may  also  occui’  as  a symptom  of 
cerebi'al  diseases  ■which  do  have  an  anatomical  basis,  such  as  tumor,  abscess,  mul- 
tiple sclerosis,  and  hydatids.  As  a rule,  however,  such  diseases  are  readily  distin- 
guished by  the  state  of  the  patient  between  the  seizures,  or  by  the  further  coui’se 
of  the  illness.  It  should  also  be  understood  that  unilateral  convulsions,  or  such 
as  are  confined  to  a single  member  (Jacksonian  epilepsy,  vide  sujira,  page  714), 
are  usually  not  true  epilepsy,  but  symptoms  of  some  circumscribed  affection  of  the 
cortex.  The  differentiation  from  hysterical  convulsions  (q.  v.)  is  seldom  difficult. 
Weight  should  be  laid  on  the  general  character  of  the  attack,  the  complete  loss  of 
consciousne.ss  in  epilepsy,  the  dilatation  of  the  pupils,  which  do  not  react  to  light, 
the  initial  pallor  not  infrequently  observed,  and  the  late  cyanosis  of  the  face.  It 
is  mainly  the  same  factors  which  will  enable  us  to  detect  simulated  epilepsy.  Here, 
also,  there  is  an  absence  of  those  bodily  injuries,  such  as  a bitten  tongue,  which 
ai’e  often  so  characteristic  of  the  genuine  disease. 

Treatment. — Although  no  remedy  is  capable  of  working  a certain  and  perma- 
nent cure  of  epilepsy,  yet  a favorable  influence  can  be  exerted  upon  the  disease  in 
many  ways,  so  as  to  lessen  the  frequency  and  severity  of  the  paroxysms,  and  to 
avert  many  of  their  evil  results. 

In  the  first  place,  regimen  is  of  great  imx>ortance.  Any  excessive  exertion  of 
mind  or  body  must  be  forbidden.  Temperance  must  be  exercised  in  eating  and 
ch'inlring.  Alcohol,  strong  coffee,  and  tea,  can  be  used  only  moderately;  nor  is 
too  much  smoking  permissible.  The  diet  should  be  simple  and  unirritating,  and 
vegetable  rather  than  animal.  It  is  said  that  in  some  cases  decided  improvement 
has  been  brought  about  by  confining  the  patient  to  milk  and  vegetables.  In 
summer  the  patient  should  live  quietly  in  the  country  or  the  mountains.  We 
have  also  the  individual  constitution  to  consider:  a weak  and  anaemic  person 
must  have  iron  and  abundant  nourishment ; and  a full-blooded,  corpulent  indi- 
vidual should  drink  the  natural  aperient  waters,  and  live  abstemiously. 

Proceeding  to  the  treatment  of  the  disease  itself,  we  shall  rarely  find  any  cause 
to  remove;  although,  in  a few  cases  of  reflex  epilepsy,  the  excision  of  old  scars, 
the  extraction  of  foreign  bodies,  or  trephining  the  skull,  where  the  disease  has 
followed  an  injury,  have  brought  about  permanent  recovery.  In  genuine  typical 
epilepsy  we  have  no  such  indications  to  fulfill,  and  we  must  have  I’ecourse  to  such 
treatment  as  experience  shows  can  influence  favorably  the  outward  manifesta- 
tions of  the  disease.  [In  J acksonian  epilepsy  the  cortical  center  of  the  initial 
spasm  of  the  convulsion  has  been  excised  a number  of  times,  even  when,  after 
trephining,  it  appeared  healthy.  The  center  should  be  carefully  determined,  after 
the  brain  is  exposed,  by  faradic  stimulation  of  the  cortex.  In  some  cases  relief 
ha.s  been  obtained,  and  the  con-vulsions  have  ceased  for  a considerable  period.  It 
is  too  early  to  speak  of  the  ultimate  results,  but  in  some  cases  the  attacks  have 
finally  recurred  in  equal  severity. — K.] 

Among  symptomatic  remedies,  potassic  bromide  has  an  undisputed  right  to 
the  first  place.  It  was  first  recommended  by  Locock  in  the  year  1853.  It  should 
be  the  first  thing  tried  in  any  severe  case.  Apparently  it  acts  by  directly  lower- 
ing the  sensitiveness  of  the  motor  centers  of  the  cortex  to  irritation.  Rather 
large  doses  arc  requisite.  Beginning  with  about  one  drachm  (grin.  4-5)  a day,  we 
may  find  it  advisable  to  increase  up  to  two  or  two  and  one  half  drachms  (grm. 
8-10).  It  may  be  prescribed  in  water  (1  to  10  or  15),  or  in  powders  which  the 
patient  himself  is  to  dissolve  in  water,  sweetened  if  desired.  The  remedy  in 
almost  all  cases  needs  to  be  used  for  months  and  years,  and  it  is  therefore  often 
advisable  for  the  patient  to  buy  a half  pound  or  a pound  and  weigh  it  out  himself 
into  the  proper  doses.  It  should  always  be  taken  in  a good  deal  of  water,  say  half 
a tumbler  or  more,  to  avoid  irritating  the  stomach.  The  total  amount  for  the  day 
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is  usually  divided  into  two  or  three  portions;  but  the  whole  may  be  dissolved  in 
a large  amount  of  water  and  drunk  gradually  through  the  day.  The  bromides  of 
sodium  and  ammonium  are  also  frequently  employed.  They  have  the  advantage 
of  disturbing  the  stomach  less  than  does  the  potassium  salt.  It  is  a good  way  to 
combine  the  different  bromides— for  instance,  bromide  of  sodium  and  bromide  of 
ammonium,  of  each  10  parts;  distilled  water,  200  parts:  three  tablespoonfuls  a 
day  in  water.  It  is  well  to  combine  the  various  bromides.  Erlenmeyer  .strongly 
recommends  a mixture  of  two  parts  of  potassic  bromide  with  one  each  of  sodic  and 
of  ammonic  bromide. 

In  using  the  bromides,  persistence  is  necessary  for  at  least  months,  and  often, 
with  occasional  interruptions,  for  years,  if  benefit  is  to  be  obtained.  In  case  there 
are  unpleasant  symptoms  due  to  the  remedy,  such  as  excessive  acne,  muscular 
lassitude  and  tremor,  cardiac  weakness,  dyspepsia,  impotence,  or  melancholy,  we 
must  diminish  the  dose,  or  even  omit  the  medicine  for  a time.  Many  patients  are 
greatly  annoyed  by  pustules  due  to  the  bromide ; this  can  sometimes  be  avoided 
by  giving  Fowler’s  solution  at  the  same  time.  If  the  attacks  are  decidedly 
abated,  the  dose  may  be  gradually  diminished,  to  be  increased  again,  howevei-,  if 
there  be  any  tendency  to  a relapse. 

Recoui-se  to  other  i-emedies  is  seldom  had,  unless  potassic  bromide  fails,  or  for 
some  cause  must  be  discontinued.  We  may  then  try  valerian  in  powder,  8-30  gr. 
(grm.  0’5-2)  several  times  a day,  or  as  an  infusion.  It  is  a very  good  plan  to  give 
patients  who  are  taking  bromide  a cup  or  two  of  valerian  tea  at  bedtime.  Bella- 
donna may  also  be  exhibited,  or  a inll  of  atropine,  gr.  (grm.  0'0005),  three  to 
five  times  a day;  or  zinc  oxide  in  the  dose  of  one  to  three  grains  (grm.  0'05-0'20), 
perhaps  combined  with  a grain  of  extract  of  belladonna,  and  fifteen  grains  of 
valerian,  as  a powder,  tlu’ee  times  a day.  There  are  also  many  other  remedies  of 
doubtful  efficacy : curare,  hyoscine,  the  root  of  arteinisia  vulgaris,  ammonio-cui^ric 
sulphate,  nitrate  of  silver,  and  arsenic. 

Electricity  is  apparently  beneficial  in  occasional  instances,  and  may  be  tried  in 
connection  with  other  remedies.  The  galvanic  current  should  be  cautiously 
applied  to  the  head  and  the  sympathetic  nerves.  Still  greater  benefit  is  some- 
times obtained  from  a carefully  conducted  cold-water  cure.  Cold  sponging  with 
friction  at  night  helps  most  cases,  and  it  is  sometimes  veiy  advisable  to  send  the 
patient  in  summer  to  some  ax^propriate  establishment  for  cold-w'ater  treatment. 

Treatment  during  the  Paroxysm. — In  most  cases  we  can  do  little  during  the 
seizure  except  to  take  such  iDrecautionary  measures  as  common  sense  suggests. 
We  possess  no  means  of  suppressing  an  attack  when  once  under  way;  noi’, 
indeed,  is  it  often  dangerous.  In  individual  instances  the  patient  finds  out  from 
experience  some  method  to  cut  short  the  paroxysm  dm-ing  the  aura.  For 
instance,  there  are  cases  where  tightly  bandaging  or  vigorously  rubbing  the  part 
in  which  the  aura  originates  will  avert  the  convulsions.  A number  of  cases  have 
also  been  known  whei’e  the  ingestion  of  a generous  quantity  of  common  .salt  dur- 
ing the  aura  (usually  in  these  instances  starting  from  the  epigastrium)  has  had 
the  same  effect.  A jiatient  of  our  own,  wdiose  attacks  began  with  a feeling  of  rec- 
tal tenesmus,  maintained  that  slie  could  almost  invariably  suppress  the  convul- 
sions by  prorax^tly  going  to  stool,  if  she  had  time  and  oxiportunity.  It  was  for- 
merly a fi’equent  manoeuvre  to  seek  to  ward  off  the  attack  by  comxiressing  the 
carotids;  but  this  usually  fails.  Berger  recommends  the  inhalation  of  nitrite  of 
amyl  at  the  commencement  of  the  fit,  having  repeatedly  seen  benefit  follow  its  use. 

In  the  “ status  exiilepticus,”  narcotics  are  the  most  deserving  of  trial,  and  in 
jiarticular  chloroform  or  ether  given  by  inhalation.  Amyl  nitrite  may  also  be  of 
service. 

[It  is  sometimes  desirable  to  withhold  the  knowledge  that  he  is  an  epilej)tic 
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from  the  patient,  whose  ordinary  life  should  be  interfered  with  as  little  as  is 

possible.  , 

Especially  in  cases  characterized  by  headache  and  heat  in  the  head,  Brown- 
Sequard  finds  the  application  of  ice  directly  to  the  hack  of  the  neck  and  between 
the  shoulders  useful.] 


APPENDIX. 

INFANTILE  CONVULSIONS  (ECLAMPSIA  INFANTUM). 

Convulsions  in  childhood  are  of  such  frequency  and  importance  as  to  justify 
brief  special  mention  here. 

Every  practitioner  leams  from  experience  that  the  young  are  especially  pre- 
disposed to  convulsions.  Probably  this  is  partly  due  to  excessive  reflex  excita- 
bility of  the  brain  in  childhood.  Thus  children  not  infrequently  undergo  con- 
vulsions under  circumstances  in  which  adults  would  very  rarely  have  them. 
They  sometimes  are  seen  in  children  in  the  beginning  of  acute  febrile  diseases, 
such  as  pneumonia,  scarlet  fever,  and  mea.sles.  Tliey  also  occur  from  indigestion, 
particularly  when  the  stomach  has  been  overloaded ; sometimes  on  account  of 
teethiug;  or  because  of  intestinal  worms.  Here  they  are  in  all  probability  of 
reflex  origin. 

Convulsions  may  occur  in  very  early  life  without  ascertainable  cause.  In 
many  cases  they  are  really  the  commencement  of  epilepsy,  as  is  seen  afterward. 
Again,  they  may  be  due  to  some  actual  lesion  in  the  brain.  For  example,  if  one 
recalls  the  initial  stage  of  the  acute  poliomyelitis  and  acute  encephalitis  of  children 
{vide  pages  668  and  744),  it  will  not  seem  unlikely  that  many  rapidly  fatal  cases  of 
“convulsions”  are  really  instances  of  the  diseases  mentioned.  This  point  has  not 
yet  been  at  all  satisfactorily  investigated  by  pathologists.  At  any  rate,  it  does  not 
seem  satisfactory  to  us  to  regard  the  “ oedema  of  the  meninges  ” found  in  .such 
cases  as  an  independent  di,sease  and  the  sufficient  cause  of  death.  Often  convul- 
sions occur  suddenly  in  cluldi-en  and  then  cease,  never  to  recim,  without  our 
being  able  to  find  any  exiflanation  of  the  attack,  Experience  shows  that  rachitic 
children  are  especially  liable  to  suffer  from  eclamiisia — possibly  because  of  cranial 
rachitic  changes  (?). 

The  symptoms  of  the  eclamptic  attacks  are  on  the  whole  analogous  with  those 
of  epileptic  jiaroxysms.  The  child’s  eyes  become  staring  and  fixed,  and  there 
are  tonic  and  clonic  spasms  of  the  face,  trunk,  and  extremities.  Such  seizures 
may  continue  for  days  with  brief  intermissions.  In  such  cases  the  prognosis  is 
dubious,  particularly  if  the  child  be  weakly,  hut  it  is  by  no  means  absolutely  bad. 
The  cause  and  the  significance  of  the  convulsions  can  seldom  be  deteianined 
immediately. 

Symptomatic  treatment  consists  in  applying  cold  to  the  head,  wet  packs,  sina- 
pisms on  the  chest  and  the  calves  of  the  legs,  and  perhaps  an  enema  (to  which 
vinegar  may  be  added).  These  measures  generally  answer  for  mild  cases.  If  the 
fits  arc  very  frequent  and  violent,  we  may  allow  even  small  children  to  inhale 
chloroform,  often  with  great  advantage.  A dessertspoonful  is  to  be  poured  upon 
a handkerchief  and  administered  cautiously. 

Of  course,  we  must  also  try  to  diseover  and  remove  the  cause.  The  attacks 
due  to  overloading  the  stomach  usually  occur  in  not  very  young  children,  and  are 
apt  to  be  greatly  benefited  by  a prompt  emetic  or  purge. 

[A  bath  at  a tempei’ature  of  90°-95°,  while  cool  water  is  applied  to  the  head, 
seems  often  to  be  of  service ; if  the  child  be  exhausted  by  diarrhoea,  the  cold  to  the 
head  should  be  omitted.  In  a teethiug  child  it  cau  do  no  harm,  and  it  sometimes 
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has  a very  marked  beneficial  effect  to  lance  the  gums  thoroughly.  Enemas  con- 
taining chloral  with  or  without  bromide  of  potash  are  more  used  in  this  country 
than  is  chloroform  by  inhalation. 

A drop  of  nitrite  of  amyl  by  inhalation  is  said  by  Eustace  Smith  to  exert  a con- 
trolling effect  on  the  muscular  movements.] 


CHAPTER  II. 

CHOREA. 

( Chorea  Minor.  St.  Vitus's  Dance.) 

.ffitiology.— Centuries  ago  the  name  chorea  (dance)  was  applied  mainly  to 
those  strange  states  of  “ dancing  mania  ” which  were  endemic  in  certain  places, 
being  due  to  excessive  mental  excitement  and  to  the  innate  propensity  to  imita- 
tion. The  specific  for  this  condition  was  held  to  be  a pilgrimage  to  some  shrine 
of  St.  Vitus.  At  the  present  time,  however,  chorea  is  used  to  designate  a perfectly 
definite  disease,  of  which  the  characteristic  symptom  is  the  appearance  of  certain 
peculiar  motor  phenomena  due  to  irritation  of  the  nervous  centers.  It  is  some- 
times called  chorea  minor,  in  conti-adistinction  from  what  was  formerly  termed 
chorea  major  or  magna.  This  latter  is,  however,  not  a genuine,  independent  dis- 
ease, but  a manifestation  of  hysteria  {q.  v.),  or  apparently  in  many  instances  of 
epilepsy. 

Chorea  proper  is  mainly  a disease  of  children.  It  occurs  most  often  between 
the  fifth  and  fifteenth  years,  although  it  may  be  seen  both  earlier  and  later. 
There  is  a slightly  greater  liability  to  it  in  girls  than  in  boys.  Hereditary  neuro- 
pathic tendencies  are  also  a factor  in  its  aetiology,  but  not  a very  important  one.* 

As  to  causation,  in  many  cases  nothing  definite  can  be  made  out.  Mental  ex- 
citement, as  from  fright,  seems  in  some  few  instances  to  favor  the  onset  of  the 
trouble.  It  is  also  certain  that  the  imitative  impulse  will  often  lead  to  choreic 
movements  in  healthy  children  who  come  in  contact  with  choreic  patients,  but  it 
is  doubtful  whether  this  “ imitative  chorea  ” can  be  regarded  as  true  chorea.  There 
is  a very  interesting  connection  between  chorea  and  acute  articular  rheumatism. 
Although  the  statement  of  certain  authors,  that  almost  every  case  of  acute  articular 
rheumatism  in  children  is  followed  by  chorea,  is  far  too  strong,  yet  this  sequence 
is  comparatively  frequent.  Chorea  is  sometimes  seen  also  in  cliildren  who  have 
a mild  form  of  chronic  rheumatism,  or  in  such  as  have  valvular  cardiac  disease, 
whether  preceded  by  articular  rheumatism  or  not.  [Some  observers  claim  that 
there  is  an  inci’eased  amount  of  ui’ic  acid  in  the  urine  of  patients  Avitb  chorea,  the 
acid  diminishing  as  the  chorea  subsides. — K.]  Here  chorea  is  seen  as  a sequel  to 
an  infectious  disease ; perhaps  this  is  a hint  of  the  light  in  which  we  should  view 
apparently  idiopathic  cases  of  chorea.  [Lewis,  having  studied  1,383  attacks  of 
chorea  and  673  of  acute  articular  rheumatism,  finds  that  the  fervest  attacks  of 
chorea  occur  in  October  and  November,  the  greatest  number  in  March  and  April. 
The  greatest  number  of  attacks  of  rheumatism  occur  in  April,  the  smallest  m 
the  autumn.  The  frequency  of  attacks  of  both  diseases  seems  related  to  the  num- 
ber of  storm-centers  which  passed  within  four  hundred  miles  of  the  localities 
studied,  and  to  the  mean  actual  barometer  and  mean  relative  humidity.  Over- 

♦ The  so-eiilled  hcrccUtiiry  or  Huntington’s  choroa  is  a special  disease.  Choreic  movements  appear 
in  many  members  of  the  same  family  in  several  generations,  and  at  an  advanced  age,  from  thirty  to 
forty.  The  disease  is  incurable,  and  often  leads  to  mental  deterioration. 
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study,  acting  with  meteorological  conditions,  may  be  a predisposing  but  not  an 
exciting  cause  of  chorea. — K.] 

Women  are  particularly  liable  to  chorea  during  pregnancy.  Chorea  gravi- 
darum is  most  frequent  in  youthful  primiparas. 

Clinical  History. — Chorea  usually  begins  gradually,  and  without  any  special 
prodromata.  Sometimes,  however,  there  are  prodromal  symptoms,  chiefly  a cer- 
tain mental  depression  and  irritability,  with  indisposition  to  intellectual  effort. 
There  may  be  slight  rheumatic  pains  or  anorexia,  and  other  evidences  of  constitu- 
tional disturbance. 

Ordinarily,  the  peculiar  motor  disturbances  are  the  first  thing  to  attract  the 
attention  of  the  patient  or  its  parents.  There  are  involuntary  and  irrepressible 
movements  in  the  most  diverse  groups  of  muscles.  Both  single  contractions  and 
also  complicated  movements  occm-,  independently  of  the  will,  and  in  all  parts  of 
the  body,  now  in  one  place,  now  in  another,  sometimes  in  a single  member,  and 
sometimes  in  several  at  once.  The  movements  may  be  made  in  rapid  succession, 
or  may  be  separated  by  long  intervals  of  quiet.  The  facial  muscles  may  be 
involved,  causing  an  occasional  wrinkling  of  the  brow’  or  distortion  of  the  mouth. 
The  ej'^es  or  the  eyelids  may  also  exhibit  involuntary  movements.  The  pupils 
are  frequently  dilated.  If  the  patient  be  asked  to  protrude  his  tongue  and  keep  it 
quiet,  it  will  often  be  involuntarily  withdrawn  into  the  mouth  or  thrust  to  one 
side.  The  tongue  may  even  be  sufficiently  affected  to  impair  speech.  The  laryn- 
geal muscles  have  also  been  observed  to  make  choreic  movements.  The  ai’ms  are 
frequently  the  most  affected  of  any  part;  they  are  twisted,  fiesed,  elevated,  put 
behind  the  back — in  short,  moved  in  every  conceivable  w'ay.  The  trunk  is  gener- 
ally but  little  disturbed  in  the  milder  cases,  but  in  severe  ones  the  whole  body 
participates.  The  patient  stands  up,  lies  down  again,  turns  upon  his  side,  etc. 
The  legs  are  seldom  as  much  disturbed  as  the  arms  and  face,  but  slight  move- 
ments of  the  lower  limbs  are  very  frequent— the  foot  is  thrust  forw’ard  or  ex- 
tended, the  knee  is  flexed,  and  so  on.  In  general,  it  may  be  said  to  be  character- 
istic of  chorea  that  the  abnormal  motor  irritation  usually  affects  a considerable 
number  of  muscles  simultaneously,  thus  exciting  all  sorts  of  combined  movements; 
and,  secondly,  that  choreic  movements,  for  the  most  part,  are  not  short  twitches, 
but  take  place  in  a manner  decidedly  similar  to  that  of  voluntary  movements.  ' 

The  vigor  of  the  movements  varies  gi-eatly  in  different  cases.  At  first  they 
may  be  too  slight  for  the  unpracticed  eye  to  catch.  Many  children  in  an  incipient 
stage  of  chorea  are  unjustly  punished  at  school  because  they  write  ill  or  do  not 
sit  quietly.  Many  cases  are  mild  throughoiit,  never  having  very  severe  disturb- 
ance. Others,  though  considerably  annoyed,  can  nevertheless  w’alk  or  stand 
alone.  In  the  severe.st  cases,  however,  the  whole  body  is  continually  in  active 
motion.  The  patient  throws  himself  about  in  bed,  and  all  the  extremities  exhibit 
constant  violent  and  in-egular  movements.  The  ingestion  of  food  is  extremely 
difficult,  sleep  is  disturbed,  and  the  patient’s  flesh  and  strength  arc  rapidly  anil 
greatly  diminished. 

Further,  each  individual  case  presents  variations  in  severity  at  different  times. 
If  the  patient  be  left  quietly  to  himself,  the  contractions  are  comjiaratively  very 
slight.  As  soon  as  he  is  conscious  of  being  watched  or  as  soon  ns  any  one  speaks 
to  him,  his  condition  usually  becomes  much  wmrse.  During  sleep  the  choreic 
inoveinonts  cease  altogether. 

In  many  cases  all  the  voluntary  muscles  are  involved;  but  sometimes  the  dis- 
ease is  limited  to  certain  groups  of  muscles.  Very  frequently  the  disturbance  is 
mainly  unil.ateral  (hcmichorea);  the  opposite  side  of  the  body  then  exhibits  few 
involuntary  movements,  or,  it  may  be,  none.  As  already  .stated,  the  face  and 
upper  extremities  are  often  more  affected  than  the  trunk  and  lower  limbs. 
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These  motor  disturbances  often  constitute  the  sole  or  the  predominant  symp- 
tom of  chorea.  There  is  hardly  ever  muscular  weakness  or  paralysis.  It  is 
remarkable  how  little  feeling  of  fatigue  there  usually  is,  despite  the  incessant 
activity.  In  a few  cases  only,  of  genuine  chorea,  have  we  seen  actual  paresis, 
affecting,  for  instance,  one  arm,  or  in  hemichorea  the  same  half  of  the  body. 
Sensation  is  unimpaired.  The  reflexes  do  not  exhibit  striking  peculiarities.  The 
tendon  reflexes  we  have  sometimes  found  to  be  noticeably  diminished,  although 
in  other  instances  they  were  normal.  There  may  be  isolated  spots  in  the  spinal 
column  tender  on  pressure,  but  this  is  not  at  all  constant.  That  chorea  may  be 
complicated  by  arthritis  and  valvular  cardiac  disease  has  already  been  stated. 
Some  caution  should  be  exercised  in  maldng  a diagnosis  of  cardiac  lesion  here,  for 
experience  shows  that  choreic  patients  are  apt  to  have  functional  murinui’s  and 
slightly  irregular  cardiac  action.  [Osier  has  found  that  the  endocarditis  of  chorea 
is  very  apt  to  lead  to  organic  valvular  disease.  Of  110  choreic  patients  that  he 
examined  more  than  two  years  after  the  attack,  54  presented  signs  of  organic 
heart  disease.— K.]  The  temperature  is  not  elevated,  in  spite  of  the  constant 
muscular  contractions,  nor  is  the  amount  of  urea  excreted  by  the  kidneys  in- 
creased. 

Slight  mental  disturbance  is  frequently  observed.  The  patient  is  often  rude, 
peevish,  capricious,  incapable  of  mental  exertion,  irritable,  and  inclined  to  tears; 
but  any  great  or  permanent  impairment  of  intellect  is  very  exceptional  indeed. 

The  entire  process  generally  occupies  several  months.  In  mild  cases,  however, 
recovery  may  ensue  at  the  end  of  a few  weeks,  while,  on  the  other  hand,  cases 
may  last  a year  or  even  longer.  Variations  in  the  intensity  of  the  chorea  are 
often  witnessed.  These  are  sometimes  spontaneous,  and  sometimes  are  due  to 
outward  influences.  Even  when  the  disease  is  apparently  extinguished,  we  must 
be  prepared  for  a possible  relapse.  The  disease  may  appear  repeatedly  in  the 
coui’se  of  a few  years,  in  such  a way  that  it  is  not  easy  to  determine  whether  the 
different  attacks  are  relapses  or  new  illnesses.  The  protracted  cases  are,  as  a rule, 
comparatively  mild ; and  many  cases  that  begin  with  great  violence  end  compai’a- 
tively  early.  In  adults,  however,  we  have  met  with  some  rather  severe  cases  which 
were  very  chronic,  and  seemed  at  last  to  become  statiouai’y. 

The  termination  of  choi’ea,  in  the  great  majox’ity  of  cases,  is  favorable.  Now 
and  then  severe  cases  do  occur  which  end  in  death.  In  these  the  choreic  move- 
ments are  extremely  violent.  The  patient  is  tossed  about  in  his  bed,  aud  can  eat 
little  and  sleep  none.  We  hhve  ourselves  observed  three  such  cases,  in  girls  four- 
teen to  seventeen  yeai’s  of  age,  which  proved  fatal  within  the  first  two  or  three 
weeks.  Two  died  from  general  exhaustion  aud  collapse,  and  the  third  from 
gangrene  affecting  numerous  cutaneous  traumatic  lesions,  which  had  occiu-red 
despite  every  jxossible  precaution. 

Nature  of  the  Disease. — All  cases  of  genuine  chorea  thus  far  examined  by 
pathologists  have  failed  to  furnish  any  lesions  which  can  be  regarded  as  essential. 
In  the  three  cases  above  mentioned  the  autopsy  revealed  absolutely  nothing 
abnormal  in  the  central  nervous  system.  We  are  at  iDreseut,  therefore,  obliged  to 
classify  chorea  as  a “ neurosis  ” — that  is.  as  a disease  that  irroduces  functional  dis- 
turbances, for  which  latter  there  is  no  anatomical  basis  Imown  to  us.  The  symp- 
toms themselves  show  that  the  disorder  must  affect  principally  some  motor  region 
of  the  nervous  system;  but  just  which  motor  region  is  involved  can  at  present 
only  be  conjectured.  It  seems  very  probable,  however,  that  the  true  seat  of  chorea 
is  to  be  sought  in  the  brain.  In  the  first  place,  the  frequent  occurrence  of  hemi- 
chorea would  indicate  this;  as  would  also  the  fact  that  slight  mental  anomalies 
are  frequently  combined  with  chorea;  and,  finally,  “choreiform”  movements  may 
occur  as  the  sole  symptoui  of  undoubted  cerebral  disease,  as  iu  post-hemiplegic 


CHOEEA. 


Y83 


hemichorea.  We  have,  howevei’,  no  hint  as  to  whether  the  motor  regions  in- 
volved are  those  located  in  the  cortex,  or  others.  The  surmise  has  quite  often 
been  expressed  that  chorea  is  due  to  embolism  of  a mild  type;  but,  in  our  opinion, 
this  view  lacks  proof  entirely,  and  is  even  improbable.  As  already  said,  it  may  be 
that  the  connection  existing  between  chorea  and  acute  articular  rheumatism  will 
throw  some  light  upon  the  nature  of  the  former  disease. 

[Money  has  produced  choreic  movements  in  dogs  by  the  injection  of  starch 
into  the  carotids,  thus  causing  embolism  of  minute  cerebral  vessels.] 

Diagnosis. — The  diagnosis  is  almost  always  easy,  and  it  can  often  he  made  at  a 
glance.  The  motor  symj>toms  of  athetosis,  pai’aly.sis  agitans,  and  of  alcoholic, 
senile,  saturnine,  and  mercurial  tremor  are  so  characteristic  as  to  be  readily  dis- 
tinguished from  the  movements  of  chorea.  It  is  not  difficult  to  perceive  the 
difference  between  genuine  idiopathic  chorea  and  the  symptomatic  choreiform 
movements  occasioned  by  some  other  cerebral  lesion. 

Prognosis. — As  has  been  stated,  the  prognosis  is  almost  invariably  favorable, 
although  the  disease  may  prove  very  tedious.  The  possibility  of  relapses  should 
be  borne  m mind.  The  prognosis  is  doubtful  only  in  the  Avorst  cases  of  acute 
chorea,  where  there  is  great  and  i-apid  failure  of  the  general  health. 

Treatment. — Even  in  mild  cases  the  patient  must  be  kept  from  school  and  at 
home,  in  order  to  avoid  all  unnecessary  excitement  from  ridicule  and  the  like. 
If  the  chorea  be  only  modei'ately  severe,  it  is  not  necessary  that  the  child  should 
be  in  bed;  we  may  even  allow  moderate  exercise  in  the  open  air.  Where  the 
motions  are  violent,  Ave  should  seek  to  guard  the  patient  from  self-injury  by  means 
of  pillows  and  cushions. 


Among  the  remedies  recommended  for  chorea,  the  chief  place  is  occupied  by 
arsenic  and  potassic  bx’omide.  Arsenic  in  particular  seems  often  to  he  of  Amlue. 
W^e  give  Fowler  s solution  in  water ; beginning  Avith  five  drops,  tAvo  or  three  times 
a day,  Ave  gradually  increase  to  eight  or  ten  drops.  [In  severe  cases  much  larger 
doses  may  be  given.  It  should  be  pushed  xij)  to  twenty  drops  or  more,  stopping 
for  twenty-four  houi’s  if  symptoms  of  poisoning  appear,  and  beginning  again  at 
the  same  dose.  It  should  be  freely  diluted.— K.]  In  children  under  six,  the  dose 
should  be  made  somewhat  smaller.  If  the  child  be  anaemic,  iron  may  be  giA'en 
in  addition ; or,  if  there  be  great  restlessness  and  loss  of  sleep,  narcotics  may  also 
be  administered.  Antipyriue,  in  doses  of  seven  to  fifteen  grains  (gi-m.  O'S-l'O) 
several  times  a day,  is  sometimes  of  distinct  service  in  severe  cases.  We  may 
also,  especially  if  arsenic  fail,  try  bromide  of  potassium  in  large  doses,  a drachm 
(grm.  3-5)  a day.  Numerous  other  drugs  have  been  recommended : oxide  of  zinc, 
valerianate  of  zinc,  nitrate  of  silvei’,  and  sulphate  of  copper.  At  present  they  are 
very  rarely  used ; but  Riess  has  lately  recommended  physostigmine,  one  sixth  to 
one  third  of  a grain  a day  (grm.  0-001-0‘002),  best  subcutaneously.  [Sulfonal 
three  to  five  grams  (grm.  0-2-0-4)  three  times  a day,  acts  Avell,  as  an  adjuvant  to 
arsenic  in  cases  where  there  is  much  excitement.  Exalgine,  two  or  three  grains 
(gi-m.  OT  0-2)  three  times  a day,  has  recently  been  recommended.— K.]  If  the  dis- 
ease occur  as  a sequel  of  articular  rheumatism,  we  may  try  salicylic  acid.  Nar- 
cotics should  be  employed  very  cautiou.sly  in  chorea.  Altliough  chloral  has  been 
recently  recommended  for  grave  cases,  there  are  instances  known  where  this 
romecly  has  been  followoci  by  unfortunate  results. 

Hydrotherapciitics  of  a mild  kind  do  good,  and  can  easily  be  carried  out  in 
most  instances.  Thus,  we  may  use  lukewarm  baths,  a Avet  pack,  or  gentle  spong- 
ing with  water  at  72'’-82»  (18°-22“  R.)  to  great  advantage.  ^ ^ 

^ current  of  galvanic  electricity  is  ap- 

vantod  iV;r  7 7^  motor  centers),  or  the  spinal  cord  is  gal- 

thorc  be  points  along  the  spinal  column  where  pressure  causes  pain, 
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it  is  said  to  be  an  excellent  plan  to  apply  the  anode  to  them ; but  tbe  results  of 
electrical  treatment  are  seldom  very  brilliant. 

In  tbe  chorea  of  pregnancy,  wbicb  sometimes  is  a very  violent  disease,  the 
same  remedies  may  be  employed.  If  they  do  no  good,  artificial  deliveiy  may 
be  required;  after  which,  as  we  have  ourselves  once  observed,  there  may  be  a 
rapid  abatement  of  all  symptoms. 


CHAPTER  HI. 

PARALYSIS  AGITANS. 

(SJiaMnff  Pals}/.  Parhinson's  Disease.) 

.ffitiology. — In  1817  Parkinson  desci’ibed  for  the  first  time  a disease  which  he 
named  the  “shaking  palsy.”  It  is  not  of  very  frequent  occurrence,  and  as  yet 
little  has  been  ascertained  mth  regard  to  its  mtiology.  In  most  cases  it  develops 
very  gradually,  without  any  demonstrable  cause.  It  almost  always  attacks  elderly 
persons,  being  very  rare  before  the  thirty-fifth  year.  Sex  does  not  seem  to  exert 
any  great  predisposing  influence.  Hereditary  neuropathic  tendencies  can  indeed 
be  traced  in  some  instances,  but  are  certainly  of  less  potency  in  paralysis  agitans 
than,  for  instance,  in  epilejDsy.  Special  exciting  causes  have  sometimes  been  ob- 
served, such  as  catching  cold,  violent  emotional  excitement,  and  traumatic  influ- 
ences, among  the  latter  injury  to  the  nerves,  burns,  etc.  Berger  reports  two  cases 
where  the  first  symptoms  appeared  after  an  acute  febrile  disease  (typhoid  fever). 

Clinical  History. — Paralysis  agitans  has  two  characteristic  .symptoms,  viz.,  (1) 
peculiar  evidences  of  motor  irritation,  evinced  by  tremor,  and  (2)  a condition  of 
stiffness  and  persistent  shortening  of  certain  muscles,  consequent  upon  which  is  a 
series  of  peculiar  motor  phenomena. 

The  trembling  is  generally  the  earliest  symptom  to  attract  the  patient’s  atten- 
tion. It  usually  begins  in  the  hands,  espedially  in  the  right  hand,  and  then 
gradually  involves  the  ai’m  and  leg  on  the  same  side,  next  tbe  other  arm  and 
leg,  and  finally,  in  well-marked  cases,  the  entire  body.  The  form  of  ti’emor  is 
very  characteristic.  There  are  rapid,  uniform,  oscillatory  movements  of  varying 
extent.  The  tremor  is  usually  greatest  in  the  hands  and  arms.  At  the  same  time 
the  thumbs  and  half-flexed  fingere  exhibit  a movement  which  suggests  spinning 
or  j)ill-rolling.  The  forearm  is  generally  flexed  and  extended  in  rapid  alteima- 
tion,  but  it  is  always  very  difficult  to  determine  just  what  muscles  contract.  With 
regard  to  the  trunk,  it  is  often  a question  whether  its  tremor  is  of  independent 
origin,  or  due  merely  to  the  motion  of  the  extremities.  Charcot  states  that  the 
head  and  the  facial  muscles  are  never  implicated,  but  there  is  doubt  about  this 
point.  We  ourselves,  as  well  as  other  observere,  have  repeatedly  seen  independ- 
ent tremor  of  the  head.  As  to  the  face,  the  muscles  about  the  chin  seem  to  suffer 
chiefly. 

The  trembling  of  paralysis  agitans  is  almost  continuous.  It  may,  indeed,  cease 
for  a moment  in  a limb,  but  only  to  I’ecur  immediately.  The  quieter  the  patient 
is,  in  mind  and  body,  the  less  violent  are  the  movements.  If  he  is  excited,  or 
begins  to  speak,  or  is  watched,  the  tremor  at  once  becomes  exaggerated,  and  may 
be  violent  enough  to  jar  the  whole  body  vehemently.  Active  motion  does  not  in- 
tensify the  tremor.  On  the  contrary,  it  may  often  be  observed  that  the  trembling 
abates  when  the  muscles  undergo  vigorous  voluntary  contraction,  as  when  a 
weight  is  lifted,  or  the  hand  of  another  is  firmly  grasped. 
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The  second  symptom  is  almost  more  characteristic  than  the  first.  It  consists  of 
a peculiar  rigidity  of  the  muscles.  We  generally  notice,  even  in  the  face,  pecul- 
iar tension  of  the  muscles.  This  often  produces  a stolidity  of  expression,  so  that 
the  emotions  are  less  clearly  depicted  than  upon  the  countenance  of  a healthy  per- 
son. The  head  gradually  becomes  more  and  more  flexed.  When  the  disease  ha^ 
lasted  some  years,  the  chin  may  even  rest  upon  the  sternum.  The  muscles  of  the 
trunk  and  extremities  also  stiffen  gi’adually,  and  lead  to  peculiar  and  almost 
pathognomonic  appearances.  The  body  is  bent  over  forwai-d;  the  arms  cling  to 
the  trunk,  and  are  flexed  at  the  elbow -joint ; the  fingers  are  flexed,  especially  at 
the  metacarpo-phalangeal  joint;  the  thumbs  rest  against  the  fingers,  as  if  holding 
a pen,  or  else  are  flexed  inward  upon  the  palm;  and  the  legs  are  somewhat  bent 
at  the  knee.  The  accompanying  picture  (Pig.  107)  is  from  the  photograph  of  a 
patient  who  was  for  a long  time  under  observation  at  the  clinique  in  Leipsic,  and 
gives  a good  representation  of  the  characteristic  posture. 

The  stiffness  of  the  muscles  also  operates  to  impair  motion  in  vai’ious  ways.  In 
particular  all  movements  of  the  trunk  are  greatly  impeded.  In  advanced  cases 
the  patient  can  not  get  upon  his  feet,  if  he  is  lying  in  bed,  without  help.  Inasmuch , 
however,  as  the  muscular  strength  usually  remains 
good  (vide  infra),  he  requires  to  exert  but  a slight  trac- 
tion upon  some  helping  hand  in  order  to  attain  an  erect 
posture.  On  the  other  hand,  the  patient  is  often  utterly 
unable  to  turn  in  bed  from  one  side  to  the  other.  In 
severe  cases,  therei^ore,  it  is  often  necessary  to  alter  the 
])atient’s  position  several  times  in  a night,  especially  as 
long  in  one  attitude  makes  him  feel  very  uneasy. 

If  the  patient  is  in  a chair,  he  can  not  get  up  of  him- 
self, because  it  is  impossible  for  him  to  bend  his  body 
forward  in  the  necessary  manner ; but  with  just  a little 
help  he  can  stand  up,  and  is  then  able  to  walk  alone  or 
even  to  run.  Then,  since  the  flexion  of  the  trunk  for- 
ward brings  the  center  of  gravity  forward  also,  and  the 
trunk  can  not  be  sufficiently  bent  backward,  he  is  apt 
to  “ get  a-going,”  so  that  he  can  not  stop  until  hebrings 
up  against  a post  or  a wall.  If  such  a patient,  with  a 
considerable  degree  of  anteflexion  and  rigidity  of  the 
trunk,  is  slightly  pushed  from  behind,  he  will  have  to 
start  into  a run  to  avoid  falling.  This  phenomenon  is 
termed  “ propulsion.”  A push  backward,  which  brings 
the  center  of  gravity  behind  the  point  of  support,  is 
very  likely  to  make  such  a patient  fall,  as  he  will  sel- 
dom succeed  in  moving  backward  fast  enough  to  re- 
cover his  balance  (retropulsion).  Both  propulsion  and 
rctropulsion  are  conceived  by  Charcot  to  be  “ forced 
movements”  (see  page  541)  in  the  strict  sense  of  the 
term.  We  are,  however,  convinced,  as  the  result  of 
numerous  observations,  that  these  phenomena  can  in 
every  case  be  explained  simply  by  the  mechanical  con- 
ditions arising  from  displacement  of  the  center  of 
gravity.  Again,  the  reason  why  many  patients  are  ]>rone  to  keep  their  arms  be- 
iinc  t em  as  they  walk  is  that  such  a position  contributes  slightly  toward  bring- 
ing the  center  of  gravity  farther  backward. 

The  movements  of  the  extremities  are  lo.ss  impaired  than  those  of  the  trunk. 
Ill  icy  often^betruy  a certain  slowness  and  stiffness  of  motion.  The  strength  of 


Fio.  107.— CharacU'i-islii’  position 
of  tlie  body  in  paralysis  agi- 
tana. 
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the  muscles  may  be  preserved  for  a long  while,  hut  often  there  is  at  last  evident 
paresis.  Even  in  the  early  stages  of  the  disease  the  muscles  may  become  easily 
fatigued.  The  impairment  of  facial  expression  has  already  been  referred  to.  In 
many  cases  the  muscles  of  the  eye  also  seem  to  participate  in  the  rigidity,  making 
it  difficult  for  the  eye  in  reading  to  follow  rapidly  along  each  line,  or  to  pass  from 
the  end  of  one  line  to  the  commencement  of  the  next.  [The  voice  is  often  affected ; 
the  patient  talks  in  a high-pitched  monotone. — K.] 

The  muscular  rigidity  is  almost  more  characteristic  of  pai'alysis  agitans  than  is 
the  tremor.  Indeed,  there  would  seem  to  be  cases,  as  we  have  oui’selves  observed, 
where,  at  least  for  a time,  the  posture  of  the  patient  is  typical,  and  yet  there  is  no 
trembling.  Such  cases  might  be  called  paralysis  agitans  sine  agitatione.  In 
uncomplicated  cases  all  other  nervous  functions  I’emain  perfectly  normal.  Sensa- 
tion is  never  impaired.  Sometimes  some  pain  is  felt  at  the  commencement  of  the 
disease,  particularly  in  the  shoulders.  There  is  no  striking  disturbance  of  reflex 
action  nor  of  the  bladder.  In  a few  cases  of  paralysis  agitans,  cerebral  and  men- 
tal symptoms  have  been  observed;  but  they  are  so  rare  that  it  is  impossible  to 
say  whether  they  belong  to  the  disease  or  are  merely  accidental  complications.  It 
is  also  noteworthy  that  many  patients  complain  of  a subjective  feeling  of  excess- 
ive warmth.  The  internal  temperature  is  nonnal ; hut  it  is  said  that  the  tem- 
perature of  the  surface  of  the  body  is  frequently  somewhat  elevated.  Sometimes 
there  is  a tendency  to  excessive  perspiration.  [Mosse  and  Banal  have  found  that 
the  excretion  of  urea  and  the  total  excretion  of  phosphoric  acid  is  increased  in 
paralysis  agitans,  but  that  the  excretion  of  imperfectly  oxidized  phosphoric  acid  is 
diminished,  thus  showing  that  there  is  increased  combustion. — K.] 

The  disease  runs  a very  chronic  course,  pej’haps  for  twenty  years  or  more. 
From  the  first,  it  keeps  on  slowly  but  gradually  developing.  The  symptoms 
rarely  exhibit  marked  alterations  of  mildness  and  severity,  hut  for  long  periods 
the  progress  of  the  disease  may  he  apparently  arrested.  Recovery  has  never  yet 
been  observed.  The  final  and  fatal  termination  is  not  brought  about  by  the  dis- 
ease itself,  but  is  due  to  some  intercurrent  affection  or  to  general  marasmris.  The 
original  of  the  above  picture  came  to  a pitiable  end  by  tumbling  face  downward 
into  a puddle  of  water.  He  could  not  get  up,  and  was  drowned. 

Nature  of  the  Disease. — The  true  nature  of  the  disease  is  unknown.  Inasmuch 
as  the  disoi’der  is  purely  a motor  one,  the  corresponding  lesions  must  he  sought 
somewhere  in  the  motor  system.  As  yet,  however,  post-mortem  examinations  of 
the  nervous  system,  even  with  the  microscope,  have  i*evealed  no  definite  changes. 
We  must,  therefore,  confess  that  we  have  even  had  a doubt  whether  it  is  justifi- 
able to  claim  that  paralysis  agitans  is  an  affection  of  the  nervous  system  at  all,  or 
whether  it  may  not  possibly  be  of  purely  muscular  origin.  Certainly  it  would 
not  be  impossible  for  abnormal  processes  in  the  muscles  to  excite  the  tremor  and 
tonic  contraction.  But,  as  has  been  said,  there  is  at  present  no  ground  for  decid- 
ing this  question ; we  would  merely  suggest  it. 

[Borgherini  has  found,  at  the  autopsy  of  a case  of  paralysis  agitans,  an  increase 
in  the  nuclei  of  the  vessels  of  tbe  brain  and  cord,  with  changes  in  their  caliber, 
and  hyperplasia  of  the  interstitial  tissue  affecting  the  nerve-elements,  the  hyper- 
plasia "being  most  marked  in  the  motor  ti’act.  The  gray  axis  and  the  white  matter 
of  the  pons,  medulla,  and  cord  were  affected.  An  increase  of  connective  tissue 
was  noted  also  in  the  muscles. — K.] 

Diagnosis. — Any  typical  case  of  paralysis  agitans  can  be  easily  and  certainly 
recognized.  The  important  factoi’S  are  the  peculiar  tremor,  the  characteristic  car- 
riage, and  the  rigidity  of  the  muscles  of  the  trunk  and  extremities.  It  was  oi- 
merly  a difficult  matter  to  distinguish  between  paralysis  agitans  and  multiple 
sclerosis;  but  to-day  the  peculiarities  of  the  two  diseases  are  better  known,  an 
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confusion  is  seldom  possible.  The  character  of  the  tremor  varies  in  the  two.  In 
paralysis  agitans  it  persists  even  when  the  patient  is  quiet,  and  it  is  decidedly  oscil- 
latory. The  motion  in  multiple  sclerosis  (q.  v.)  is  almost  always  an  intention 
tremor  only ; and,  what  is  of  still  greater  importance  in  distinguishing  between 
them,  the  general  appearances  of  the  two  diseases  are  essentially  unlike. 

Treatment. — As  has  already  been  implied  above,  we  possess  no  means  of  con- 
trolling the  disease.  In  most  cases,  therefore,  the  treatment  is  confined  to  general 
hygienic  measures.  Good  may  be  done  by  lukewarm  baths  of  considei-ahle  dura- 
tion, and  by  gentle  massage  of  the  muscles.  Among  internal  remedies  Erb  has 
lately  recommended  hyosciue,  as  having  the  most  palliative  and  soothing  in- 
fluence. It  is  best  given  subcutaneously,  and  we  must  always  begin  with  very 
small  doses,  as  otherwise  unpleasant  symptoms,  such  as  vertigo,  headache,  etc., 
may  arise.  We  inject  a twentieth  to  a twelfth  of  a grain  (mgr.  in  aqueous 
solution  (solution  of  hyoscine  muriate,  1 to  1,000,  seven  to  fifteen  minims).  If  well 
borne  we  can  cautiously  increase  the  dose.  [Atropine  has  recently  shown  good 
results,  especially  when  given  subcutaneously. — K.]  Arsenic,  ergotine,  potassic 
bromide,  physostigmine,  and  cm*are  may  also  be  tried.  If  electricity  is  to  do  any 
good  at  all,  the  case  must  be  a recent  one.  It  is  said  that  in  some  instances 
stretching  of  the  nerves  has  diminished  the  tremor  considerably;  but  our  own 
observations  would  not  lead  us  to  recommend  the  procedure  in  this  disease. 


CHAPTEE  IV. 

ATHETOSIS. 

In  1871  the  American  neurologist  Hammond  described  under  the  name  of  athet- 
osis (udtTos,  without  fijced  position)  a peculiar  symptom  of  irritation  of  the  motor 
centers,  differing  in  a characteristic  manner  from  all  other  forms  of  involuntary 
movements,  including  the  epileptiform  and  choreic.  The  movements  of  athetosis 
(see  page  541)  are  often  very  complicated  and  peculiar.  The  part  affected  by  them 
is  in  continuous  unrest.  If  the  facial  muscles  (usually  those  of  the  lower  divis- 
ion of  the  facial  nerve)  and  the  muscles  of  mastication  be  attacked,  the  face  and 
mouth  are  constantly  being  twisted  and  distorted.  If  the  tongue  suffer,  as  in 
one  case  which  we  saw,  speech  is  difficult  and  indistinct.  If  the  muscles  of  the 
back  of  the  neck  be  implicated,  the  head  is  usually  drawn  backward  or  to  one 
side,  and  is  turned  and  twisted  in  all  sorts  of  ways.  Most  characteristic  of  all, 
however,  are  the  movements  exhibited  by  the  hand  and  fingers  when  affected.’ 
The  fingers  are  incessa,ntly  being  separated,  extended,  flexed,  and  intertwined, 
assuming  the  oddest  positions.  The  accompanying  pictures  may  serve  to  illustrate 
this  {videFifr.  108).  The  character  of  the  movements  reveals  that  the  interossei 
niust  be  chiefly  involved.  It  is  a very  frequent  result  of  the  unceasing  stretching 
of  the  articular  ligaments  of  the  fingers  that  at  last  the  articulations  become 
relaxed  to  .such  a degree  as  to  permit  of  hyperextemsion  of  the  fingers,  which  it  is 
f person  to  imitate.  The  arms  are  generally  less  severely 

attected  than  the  hands;  and  in  the  lower  limbs  the  trouble  is  not  often  so  severe 

the  fingers'^^^^^  exhibit  motions  analogous  to  those  of 

Although  in  general  the  movements  are  continuous,  their  vigor  frequently 
varie.s.  riiu.s  they  almost  always  are  aggravated  if  the  patient  becomes  excited. 

*i'^  ” generally  cease,  although  in  certain  instances  they  have  pei"- 

sisted  even  then,  only  being  diminished.  When  voluntary  motions  are  being 
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made  they  ordinarily  grow  feebler ; but  they  may,  on  the  contrary,  become  exag- 
gerated, taking  the  form  of  sympathetic  movements. 

We  must  distinguish  between  genuine  idiopathic  athetosis  and  a symptomatic 

form,  which  also  occurs. 

Symptomatic  athetosis 
is  seen  in  various  nervous 
diseases.  The  first  obser- 
vations reported  by  Ham- 
mond were,  most  of  them, 
made  in  cases  of  epilepsy, 
or  the  severe  psychoses, 
and  the  like.  By  far  the 
most  frequent  source  of  the 
phenomenon,  however,  is 
hemiplegia,  producing 
what  is  known  as  post- 
hemiplegic chorea,  or  bet- 
ter, post-hemiplegic  hemi-' 
athetosis.  This  is,  to  be 
sure,  a very  rare  sequel  to 
the  ordinary  hemiplegia  of 
elderlj’  persons,  but  follows 
rather  infantile  paralysis 
of  cerebral  origin  (vide  p. 
744).  Some  traces  of  athet- 
osis are  seen  in  a majority 
of  the  cases  of  infantile 
hemiplegia. 

Idiopathic  athetosis  is 
rare.  Here  the  pecidiar 
movements  are  the  chief, 
if  not  the  sole,  symptom  of 
disease.  A few  cases  of 
this  sort  have  been  re- 
ported where  the  athetosis 
bef^an  without  known 

O 

cause,  and  usually  was  lim- 
ited to  some  one  region. 
It  attacked  elderly  individ- 
uals who  were  previously 
healthy.  Of  especial  im- 
portance is  an  appai’ently 
congenital  form  of  atheto- 
sis, dating  from  the  earli- 
est infancy.  Of  this  we 
have  ourselves  seen  several 
instances,  which  closely 
resembled  one  another. 
The  condition  is  a perma- 


Fio.  108.— E.'cample  of  the  position  of  the  Angers  in  the  movements  of  jjent  one,  not  progressive, 
athetosis  (personal  observation).  other  hand, 

capable  of  any  gi-eat  amelioration.  Tlie  movements  ore 

nounced  in  the  face,  head,  and  lingers.  There  are  no  other  nervons  distuihonoes. 
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neither  paralysis  nor  impairment  of  sensation.  The  intelligence  of  the  patient 
may  or  may  not  he  below  par. 

Of  the  nature  of  athetosis,  or  the  locality  or  nature  of  the  irritation,  we  possess 
no  information  as  yet.  It  is  extremely  probable  that  the  lesion  is  in  every  case  a 
cerebral  one.  Perhaps  it  is  in  the  cortex.  In  symptomatic  athetosis  we  find 
])ost  mortem  the  changes  caused  by  the  original  trouble.  In  idiopathic  athetosis 
no  changes  have  thus  far  been  reported.  In  a case  of  our  own  which  came  to 
autopsy,  absolutely  nothing  abnormal  was  found  in  the  brain.  The  patient  was 
an  elderly  female,  who  displayed  typical  movements  of  the  arm  and  hand. 

It  is  not  yet  known  whether  recovery  is  possible.  A certain  amount  of  improve- 
ment sometimes  follows  the  administration  of  Fowler’s  solution,  bromide  of  potas- 
sium, or  galvanism. 


CHAPTER  V. 

TETANY. 

{Intermittent  Tetanus.  Tetanilla.) 

iEtiolog^.— Tetany,  a name  originating  with  Corvisart,  is  applied  to  a peculiar 
neurosis,  characterized  mainly  by  paroxysmal  tonic  convulsions  in  certain  groups 
of  muscles.  The  disease  attacks  by  preference  children  and  young  adults  between 
fifteen  and  thirty  years  of  age.  The  physiological  processes  peculiar  to  the  female 
sex  seem  to  have  an  especial  tendency  to  excite  the  disorder.  It  is  comparatively 
so  frequent  in  nui-sing  women  that  Trousseau  has  called  it  ‘‘  contracture  des 
nourrices." 

Among  exciting  causes,  catching  cold  deserves  particular  mention.  Hence  the 
earlier  observers  describe  the  disease  as  “intermittent  contracture  of  rheumatic 
origin.”  In  other  cases  the  disorder  has  appeared  as  a sequel  to  other  acute  dis- 
eases, such  as  ty])hus  or  typhoid  fever,  smallpox,  and  intestinal  troubles.  A very 
remarkable  fact  was  pointed  out  by  N.  Weiss — namely,  that  tetany  is  apt  to  fol- 
low operative  extirpation  of  goitre.  No  explanation  of  this  has  yet  been  discov- 
ered. Reports  from  various  quarters  give  color  to  the  idea  that  tetany  may 
sometimes  be,  to  a certain  extent,  epidemic.  It  must  be  confessed,  however,  that 
it  is  somewhat  doubtful  whether  the  attacks  referred  to  were  genuine  tetany. 
We  are  also  inclined  to  believe  that  endemic  influences  may  promote  its  occur- 
rence. At  aUy  rate,  the  published  accounts  would  seem  to  indicate  that  tetany  is 
much  more  frequent  in  Heidelberg  (Erb,  F.  Schultze),  Breslau . (Berger ),  and 
Vienna  (N . W eissj,  than  in  Leipsic,  for  instance,  where  it  is  one  of  the  very  rarest 
nervous  diseases. 

Clinical  History. — The  paroxysm  of  tetany  usually  has  certain  prodromata, 
consisting  of  slight  general  discomfort  and  pain,  and  of  a feeling  of  weakness  and 
stiffness,  most  marked  in  the  arms.  These  symptoms  last  some  bout’s  (at  least) 
before  the  true  convulsive  stage  begiits.  The  upper  extremities,  and  more  par- 
ticularly the  fingers,  almost  always  suffer  first;  and  then,  after  the  arms,  the 
lower  extremities  become  involved.  The  spasm  usually  affects  the  toes  before  it 
seizes  upon  the  other  parts  of  the  leg.  The  symptoms  are  almost  invariably 
bilateral  and  symmetrical.  Exceptionally,  the  disturbance  commences  in  a lower 
imb,  or  is  confined  to  one  side  of  the  body.  In  most  cases  the  flexor  muscles  are 
predominantly  affected,  giving  rise  to  very  characteristic  postures.  The  fingers 
are  in  apposition  with  one  another,  and  placed  as  if  holding  a pen,  or,  as  Trous- 
seau says,  as  if  the  hand  were  about  to  be  thrust  into  the  vagina,  during  labor. 
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The  hands  are  flexed,  the  elbows  are  also  slightly  flexed,  and  the  upper  arm  in 
severe  cases  is  pressed  against  the  chest.  In  the  lower  extremities,  the  toes  arc 
flexed,  and  the  feet  are  in  the  postui’e  of  talipes  equinus.  The  muscles  of  the 
thigh  rarely  suffer.  The  same  is  true  of  the  trunk,  face,  and  diaphragm.  The 
main  characters  of  a typical  attack,  such  as  has  just  been  sketched,  apply  to  all 
but  a few  cases. 

The  intensity  of  the  tonic  spasm  is  very  great.  The  affected  muscles  feel  as 
hard  as  a board,  and  are  usually  rather  sensitive  to  pressure.  The  attack  some- 
times continues  only  a few  minutes,  but  not  infrequently  it  may  occupy  several 
hours  or  days.  As  a rule,  there  are  no  disturbances  of  sensation  or  other  addi- 
tional nervous  phenomena.  There  is  no  impairment  of  consciousness.  In  a few 
instances  slight  oedematous  swelling  has  been  observed,  and  also  profuse  perspira- 
tion. The  temperature  is  normal  or  slightly  elevated,  hut  the  pulse  is  often 
quite  rapid. 

When  the  attack  ceases,  which  it  always  does  gradually,  and  never  suddenly, 
the  patient  feels  perfectly  well,  save  for  a slight  pain  and  stiffness  in  the  mus- 
cles. But  even  in  the  interval  between  the  jDaroxysms  there  are  usually  some 
few  objective  symptoms,  which  have  a most  important  bearing  on  the  pathology 
of  tetany.  In  the  first  place,  the  peripheral  nerves  are  generally  abnormally 
sensitive  to  electricity.  The  complete  demonstration  of  this  fact  we  owe  to  Erh. 
The  weakest  current  will  produce  frequently  violent  contractions.  In  an  analo- 
gous way,  the  nerves  react  to  unusually  slight  mechanical  stimulation.  This  is 
often  peculiarly  marked  in  the  facial  nerve,  as  Chvostek  and  N.  Weiss  have 
shown.  Thus,  if  the  face  be  vigorously  stroked  from  above  downward,  almost  ail 
of  the  muscles  contract  energetically,  one  after  the  other.  The  direct  mechanical 
excitability  of  the  muscles,  on  the  other  hand,  is  not  increased  (F.  Schultze). 

Another  very  characteristic  symptom  was  discovered  by  Trousseau — “ Trous- 
seau’s sign.”  It  is  found  in  most  cases,  although  not  in  all,  and  is  this:  a fresh 
paroxysm  can  at  any  time  be  ai-tificially  excited  by  pressm-e  upon  the  larger 
arteries  and  nerves  of  the  arm  (particularly  the  median  nerve  and  the  brachial 
artery).  It  is  not  definitely  known  how  compression  accomplishes  this.  Berger 
found  that  mechanical  or  electrical  irritation  of  certain  painful  points  situated 
along  the  spinal  column  produces  the  same  result. 

The  frequency  of  the  attacks  varies  greatly  in  individual  cases.  As  a rule, 
there  are  several  paroxysms  daily ; but  the  intervals  may  last  for  days,  or  again 
may  be  almost  inappreciable.  The  entire  duration  of  the  disease  is  generally  sev- 
eral weeks.  It  is  noteworthy  that  when  the  paroxysms  grow  less  frequent  and 
violent  there  is  also  a gradual  diminution  in  the  hypersensitiveness  of  the  nerves 
and  in  the  reaction  to  Trousseau’s  test.  As  long  as  these  symptoms  persist, 
spontaneous  attacks  are  also  possible. 

The  termination  of  tetany  is  almost  always  favorable.  No  essential  anatomical 
lesions  have  yet  been  detected.  The  symptoms  leave  us  in  doubt  whether  the  dis- 
ease affects  the  periphei’al  nerves  or  the  nervous  centers. 

Diagnosis. — The  diagnosis  is  not  difficult  if  we  only  consider  carefully  the 
symptoms  presented,  the  nature  of  the  paroxysms,  and  the  other  phenomena  above 
enumerated.  Similar  conditions  may  result  from  ergotin e-poisoning,  or  from  cer- 
tain occupations,  as  in  “ cobbler’s  cramp,”  but  the  differential  diagnosis  is  usually 
easy.  The  peculiar  tonic  spasms  of  young  children  are  not,  in  our  opinion,  to  be 
regarded  as  tetany ; they  have  already  been  described  {vide  page  676)  under  the 
name  of  arthrogryposis,  and  are  characterized  by  persistent  tonic  contracture,  not 
paroxysmal,  and  most  pronounced  iii  the  distribution  of  the  ulnar  nerve  on  both 
sides;  and  in  them  there  is  no  abnormal  sensitiveness  of  the  nerves  to  mechanical 
stimuli. 
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Treatment.— The  main  treatment,  besides  general  hygienic  measures,  is  elec- 
tricity. The  stabile  current  is  passed  upward  through  the  nerves  affected;  the 
galvanic  current  is  also  applied  to  the  spinal  cord,  and  the  anode  is  applied  to  the 
various  nerve-trunks,  with  the  cathode  on  the  sternum.  This  last  procedure  some- 
times dissipates  a spasm  actually  present.  Internal  remedies,  such  as  bromide  of 
potassium,  arsenic,  and  belladonna,  rarely  produce  brilliant  results.  Bergei’  was 
successful  in  some  cases  with  subcutaneous  injections  of  curare.  Tepid  baths,  and 
cold  sponging  with  friction  cautiously  employed,  and  applied  especially  to  the 
back,  often  aid  treatment  materially. 


CHAPTEE  VI. 

TETANUS. 

{Lock-jaw.) 

.Etiology. — There  are  two  chief  exciting  causes  of  this  disease,  as  are  indicated 
by  the  names  rheumatic  tetanus  and  traumatic  tetanus.  The  rheumatic  variety 
results  from  catching  cold,  or  getting  a thorough  wetting,  or  some  similar  mishap. 
The  other  occurs  in  persons  who  have  some  open  wound,  whether  from  injury  or 
operation.  There  is  no  ground  for  establishing  tetanus  neonatorum  as  a third  dis- 
tinct form.  Cases  to  which  this  name  has  been  applied  are  invariably  connected 
with  the  falling  off  of  the  cord,  and  are  therefore  instances  of  traumatic  tetanus. 
In  a few  instances  it  is  impossible  to  discover  what  has  been  the  immediate  occa- 
sion of  the  disease ; such  cases  are  classed  as  idiopathic  tetanus. 

With  us  tetanus  is  a comparatively  rare  disease.  It  is  noteworthy  that  people 
who  have  to  do  with  horses  ax-e  quite  often  affected  (Verneuil).  In  the  tropics  it 
is  much  more  common.  Negroes  are  well  known  to  be  peculiarly  liable  to  it. 
Men  are  much  oftener  attacked  than  women.  Tetanus  has  been  seen  as  an 
endemic  and  also  as  an  epidemic.  This  has  been  most  frequent  in  times  of  war, 
and  is  in  part  due  to  the  unfavorable  influence  of  certain  external  circumstances, 
such  as  bad  weather  or  bad  hygienic  surroundings.  Traumatic  tetanus  comes  on 
after  injuries  of  the  fingers,  hands,  and  lower  extremities. 

All  these  facts  must  previously  have  led  to  the  thought  that  tetanus  was  a 
speciQc  infectious  disease,  but  we  have  only  recently  succeeded  in  establishing  an 
actual  foundation  for  this  suspicion.  Rosenhach  cultivated  from  the  wound  of 
a man  who  died  of  tetanus  a special  form  of  bacillus  which  Nicolaier  had  formerly 
found  in  garden  earth.  These  bacilli  are  distinguished  by  a little  head  at  one  end 
(spur).  If  a small  amount  of  these  bacilli  be  injected  under  the  skin  of  mice,  the 
most  violent  tetanic  spasms  ensue  in  the  animals  thus  treated.  Since  the  develop- 
ment of  the  bacteria  remains  limited  to  the  seat  of  the  wound  or  the  injection,  it 
is  a priori  probable  that  the  spasms  are  not  excited  immediately  by  the  bacilli,  but 
by  a chemical  poison  produced  by  them  during  life.  In  fact,  Brieger  has  lately 
succeeded  in  producing  several  alkaloid-like  substances  from  tetanus-cultures,  so- 
called  toxines,  which  he  terms  tetanine,  tetanotoxine,  and  spasmotoxine.  All  these 
substances  are  violent  poisons,  and,  like  strychnine,  provoke  the  most  violent 
tetanic  spa.sms  in  the  animals  experimented  on. 

It  is  still  uncertain  whether  the  tetanus  bacilli  enter  the  body  only  through 
injuries  of  the  skin,  or  in  other  ways. 

Clinical  History, — In  rheumatic  tetanus  the  symptoms  u.sually  begin  soon  after 
exposure  to  the  exciting  cause.  There  may  be,  however,  an  interval  during  which 
the  patient  feels  perfectly  well,  or  at  most  has  only  certain  mild  and  indefinite 
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premonitory  symptoms,  such  as  languor  and  headache.  Similar  prodromata  may 
occur  in  the  apparently  idiopathic  cases. 

Traumatic  tetanus  seldom  begins  immediately  after  the  injury  has  been 
received.  Several  days  or  even  weeks  may  intervene  previous  to  the  outbreak  of 
the  disease.  Here,  too,  there  may  be  mild  prodromata  for  a brief  period  precedino- 
the  graver  phenomena.  The  patient’s  wound  presents  no  specific  appearances^ 
Tetanus  may  he  associated  with  either  slight  or  severe  injuries,  whether  treated 
carelessly  or  kept  aseptic. 

The  symptoms  of  the  disease  proper  are  the  same  in  both  rheumatic  and 
traumatic  tetanus.  They  usually  begin  gradually.  Ordinarily,  the  first  thing 
noticed  is  a feeling  of  rigidity  and  tension  in  the  muscles  of  the  face,  lower  ja\v, 
and  back  of  the  neck.  The  stiffness  spreads  by  degrees  to  the  muscles  of  the  back 
and  abdomen.  The  disease  is  sometimes  completely  developed  in  a few  hours,  but 
sometimes  not  till  after  several  days.  ’ 

The  persistent  tension  of  the  facial  muscles  gives  the  countenance  a strange 
immobility.  The  brow  is  usually  wrinkled,  and  the  corners  of  the  mouth  m-e 
often  drawn  back  in  a sardonic  grin.”  Most  prominent  of  all  is  the  tonic  spasm 
of  the  masseters,  or  trismus.  The  teeth  are  so  firmly  pressed  together  that  it 
finally  becomes  imposisible  to  open  the  mouth  more  than  one  or  two  millimetres. 
The  eyes  are  staring,  the  pupils  usually  contracted.  The  muscles  at  the  back  of 
the  neck  draw  the  head  somewhat  backward,  and  it  is  immovable.  The  spinal 
column  is  bent  forwai-d,  so  that  the  trunk  is  convex  anteriorly,  permitting  the 
hand  to  be  passed  between  it  and  the  bed— opisthotonos.  The  epigastrium  and  the 
anterior  part  of  the  abdomen  are  flat.  The  abdominal  muscles  are  as  hard  as  a 
hoard.  The  lower  limbs  may  be  rigidly  extended,  but  the  arms  generally  can  be 
quite  freely  moved.  Convulsive  dysphagia,  as  seen  in  hydrophobia  (q.  v.),  may 
occur,  but  it  is  rare  (vide  infra). 

In  many  cases  the  continuous  tonic  spasm  is  occasionally  interrupted  by  sud- 
den and  irregular  paroxysms,  during  which  all  the  affected  muscles  become  still 
more  tense.  In  severe  cases  this  gives  the  whole  body  a violent  shock,  and  makes 
the  opisthotonos  even  more  pronounced.  In  a very  bad  case  the  paroxysms  ai’e 
very  frequent;  in  a mild  case  they  are  rare  or  almost  indistinguishable.  Some- 
times they  are  apparently  spontaneous,  and  sometimes  they  ai’e  evidently  of  reflex 
origin,  being  superinduced  by  external  irritation.  In  severe  cases  the  cause  may 
be  comparatively  insignificant,  such  as  a slight  jar  or  noise. 

If  there  are  other  nervous  derangements,  little  is  known  about  them — partly, 
no  doubt,  because  it  is  seldom  possible  to  make  an  extended  examination  of  the 
patient.  Sensation  is  said  to  have  been  impaired  in  some  instances,  but  in  others 
it  is  perfectly  normal.  The  muscles  affected  by  the  spasms  are  usually  tiie  seat 
of  severe  pain.  The  cutaneous  reflexes  are  almost  always  greatly  exaggerated. 
In  two  cases  which  we  saw  very  recently,  the  jjatellar  reflex  was  much  increased, 
and  in  one  there  wns  distinct  ankle-clonus.  Paralysis  is  extremely  exceptional. 
There  is  often  profuse  perspiration.  The  intellect  remains  perfectly  unclouded. 

There  is  a special  form  of  tetanus  which  must  be  briefly  mentioned.  It  was 
first  described  by  E.  Rose,  and  is  called  “hydrophobic  tetanus,”  or  “cephalic 
tetanus.”  It  occurs  only  in  connection  with  injuries  situated  in  the  distribution 
of  the  cranial  nerves — that  is,  in  the  face  and  head — and  is  characterized  in  most 
cases  by  violent  spasm  of  the  pharynx  and  oesophagus.  This  is  in  addition  to  the 
other  ordinary  phenomena  of  tetanus.  The  disease  in  many  ways  reminds  one  of 
hydrophobia.  Another  characteristic  point  is  that  in  most  cases  there  is  facial 
paralysis  on  the  injured  side. 

Tetanus  seldom  gives  rise  to  disturbances  referable  to  the  internal  viscera.  In 
one  case,  however,  in  tlie  Leipsic  hospital,  croupous  pneumonia  and  acute  ne2diri- 
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tis  came  ou  a few  clays  before  the  end.  Often  there  are  dyspnoea  and  a most 
liarassing  sense  of  thoracic  oppression — symptoms  due  mainly  to  the  convulsive 
rigichty  of  the  muscles,  by  which  the  thorax  is  constantly  maintained,  in  the 
position  it  normally  assumes  duriog  inspiration.  Expectoration  is  impeded ; and, 
finally,  there  may  be  such  an  accumulation  of  secretions  in  the  mouth  and  air- 
passages  as  to  cause  a secondaiy  diffuse  bronchitis,  or  an  inhalation  ■ pneumonia. 
Another  occasional  source  of  exti-eme  dyspnoea  is  spasm  of  the  glottis. 

The  pulse  often  remains  normal  for  a long  while,  but  it  is  usuallj'^  accelerated, 
not  infrequently  reaching  120  or  160  beats  a minute  in  severe  cases.  Such  a pulse 
is  small,  and  may  be  somewhat  irregular.  The  temperature  is  at  fli’st  usually 
normal,  or  slightly  elevated.  Later  it  is  almost  sure  to  rise ; and,  as  W underlich 
pointed  out,  it  is  often  very  high  shortly  before  death— for  instance,  107°  to  111° 
(42°-44°  C.).  It  is  not  rare  for  the  temperature  to  keep  on  rising  for  a short  time 
after  death.  No  explanation  of  this  terminal  elevation  of  temperature  has  yet 
been  furnished.  It  can  not  be  the  result  of  the  increased  production  of  heat  oc- 
casioned by  the  muscular  spasm,  for  in  earlier  stages  the  most  violent  convulsions 
are  unattended  by  any  such  change.  Authorities  are,  therefore,  inclined  to  assume 
that  at  the  last  there  is  a paralysis  of  the  centers  which  regulate  the  warmth  of 
the  body,  just  as  is  seen  in  other  severe  nervous  disorders,  such  as  meningitis,  in- 
jury to  the  cervical  portion  of  the  cord,  and  urmmia. 

Interesting  observations  have  been  made  with  regard  to  tissue-metamorphosis 
during  tetanus.  The  excretion  of  urea  is  not  increased.  This  fact  agrees  well  ‘ 
with  Voit’s  view,  that  muscular  activity  has  no  connection  with  the  breaking  down 
of  albuminoids.  Senator  failed  to  find  any  increase  of  kreatine  and  kreatinine  in 
the  urine.  Probably  the  production  of  carbonic  dioxide  is  abnormally  large  in 
tetanus.  At  least,  physiological  considerations  would  strongly  indicate  this,  al- 
though it  has  not  yet  been  actually  demonstrated.  Occasionally  traces  of  albumen 
and  sugar  have  been  detected  in  the  urine.  There  is  usually  obstinate  constipa- 
tion, probably  due  to  the  pemistent  rigidity  of  the  abdominal  muscles;  and,  indeed, 
micturition  is  not  a little  impeded  from  the  same  cause. 

It  may  be  said,  in  regard  to  the  general  course  of  the  disease,  that  there  are 
severe  and  mild  forms  of  the  disease.  AVhat  has  been  said  above  apjdies  mainly  to 
the  severe  form.  In  this,  all  the  symptoms  reach  their  extreme  violence  in  a few 
days,  the  paroxysms  occur  in  quick  succession,  and  death  usually  takes  place  within 
a week  or  two.  The  fatal  result  is  brought  about  by  the  suspension  of  respiration 
and  by  cardiac  failure.  Of  course,  the  extreme  difficulty  of  taking  an  adequate 
amount  of  food  has  an  unfavorable  influence.  The  bad  cases  seldom  outlast  the  first 
week.  If  they  do,  there  is  some  slight  hope  of  recovery;  the  paroxysms  may 
gradually  become  less  frequent  and  less  severe,  until  they  finally  cease  altogether. 
Ihe  severe  form,  however,  so  rarely  ends  favorably  that  the  prognosis  is  always 
very  grave.  The  mild  form,  on  the  contrary,  usually  runs  a much  more  favor- 
able course.  In  it,  all  the  symptoms  are  from  the  first  much  less  severe.  Often 
there  is  only  more  or  less  trismus,  accompanied  by  no  marked  spasm  in  the 
muscles  of  the  trunk,  if  any  at  all.  There  is  little  constitutional  disturbance, 
ihe  temperature  is  normal;  and  the  prognosis  is  rather  favorable.  The  disease 
may  sometimes  drag  on  for  some  weeks,  but  it  often  ends  in  complete  recoverv. 
it  must  not  be  forgotten,  however,  that  what  at  first  seems  a mild  case  may 
uevelop  into  the  severe  form. 

The  anatomical  changes  in  the  nervous  system  in  fatal  cases  are  almost  wholly 
nega  ive.  ny  small  lucmorrhage.s,  etc.,  have,  if  they  be  present,  only  a socoud- 
ary  significance. 

Diaj,no8is.  In  most  cases,  tetanus  can  be  easily  recognized  from  the  peculiar 
convulsions  and  the  general  aspect  of  the  disease.  It  might  bo  confounded  with 
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acute  meningitis,  for  this  may  cause  rigidity  of  the  neck  and  back;  but  here 
there  are  usually  certain  cerebral  symptoms  also  present,  such  as  headache  and 
impairment  of  consciousness;  and,  on  the  other  hand,  in  tetanus,  trismus  is  an 
almost  constant  phenomenon,  although  exceptional  in  meningitis.  Strychnine 
poisoning  produces  convulsions  similar  to  those  of  tetanus,  but  they  generally 
affect  the  extremities  in  a more  marked  degree.  Hydrophobia  is  distinguished 
from  tetanus  by  the  aetiology,  the  absence  of  trismus,  the  predominance  of  the 
pharyngeal  convulsions,  and  the  greater  distinctness  of  the  individual  paroxysms. 

Where  trismus  is  the  only  symptom,  we  must  guard  against  mistaking  for 
tetanus  the  symptomatic  rigidity  of  the  jaws  which  occurs  with  .severe  sore  throat, 
diseases  of  the  teeth,  or  inflammation  of  the  maxillary  articulation. 

Treatment. — There  is  no  specific  method  of  treating  tetanus.  In  accordance 
with  the  view  above  mentioned  as  to  the  nature  of  the  disease,  we  have  em- 
ployed, repeatedly,  large  doses  of  salicylic  acid.  This  seemed  to  work  well  in  one 
case,  but  in  others  it  did  not.  We  must  therefore  rely  mainly  on  symptomatic 
remedies,  with  the  aim  of  preserving  life  until  a spontaneous  cure  takes  place. 
For  this  purpose,  narcotics  are  apparently  to  be  preferred ; and  among  them  the 
best  are  opium  in  large  doses,  and  chloral,  of  which  thirty  grains  (grm.  2)  should 
be  g^iven  two  or  three  times  a day,  and  the  amount  gradually  increased.  If 
deglutition  be  very  difficult,  the  chloral  may  be  given  per  auum.  Bromide  of 
potassium  should  also  be  mentioned  (at  least  two  and  a half  to  four  drachms, 
grm.  10-15,  daily),  and  calabar-bean  (a  sixth  of  a grain  of  extract  of  physo- 
stigmine,  grm.  O'Ol,  thi’ee  to  five  times  a day).  The  above  remedies  diminish  the 
irritability  of  the  nervous  centers.  In  curare  we  possess  a means  of  lowering  the 
excitability  of  the  terminations  of  the  motor  nerves  in  the  muscles.  It  has  there- 
fore been  employed  by  many,  but  by  few  with  success.  It  is  difficult  to  say  what 
the  dose  of  curare  is,  inasmuch  as  the  strength  of  different  samples  varies.  The 
best  way  is  to  determine  the  strength  of  the  solution  to  be  employed  by  experi- 
menting on  some  animal.  Usually  a one-per-cent,  solution  of  curare  in  water  is 
employed,  and  an  amount  equal  to  one  quarter  of  the  contents  of  a Pravaz  s 
syringe  is  injected,  the  dose  being  gradually  and  cautiously  increased.  [Such  a 
syringe  contains  about  thirteen  minims  (0'8  grm.).] 

It  is  very  desirable  to  put  the  patient  by  himself  in  a darkened  and  quiet 
chamber.  Nourishment  should  be  liquid,  and  lukewarm  stimulants,  such  as 
alcohol  and  camphor,  should  be  given  from  the  first.  Protracted  warm  baths 
may  be  given  cautiously.  W^e  know  from  personal  observation  that  such  baths 
are  very  grateful  to  some  patients. 

It  need  hardly  be  said  that  in  traumatic  tetanus  the  primary  wound  should 
receive  careful  attention.  Since,  according  to  recent  investigations,  the  tetanus 
bacilli  remain  limited  in  their  growth  to  the  seat  of  the  wound,  it  may  be  indi- 
cated in  the  beginning  of  tetanus,  if  possible,  to  amputate  the  wounded  part  or 
to  excise  the  wound.  Of  course,  from  present  experience  we  can  not  promise  a 
successful  result.  Otherwise  the  treatment  is  the  same  as  in  rheumatic  tetanus. 
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CHAPTER  VII. 

CONGENITAL  MYOTONIA. 

( Thomsen's  Disease.) 

In  1876,  Tbomsen,  a Sleswick  physician,  described  a peculiar  disease  wbicb  up 
to  that  time  bad  escaped  observation.  He  had  had  experience  of  it  in  himself  and 
numerous  members  of  his  own  family.  Thomsen  called  it  “tonic  convulsions  of 
the  voluntary  muscles,”  an  appropriate  but  somewhat  clumsy  name,  for  which 
we  suggested  instead  “congenital  myotonia.”  Apparently  the  disease  is  very 
infrequent;  but  a considerable  number  of  cases  have  already  been  reported  in 
Germany,  France,  and  Italy. 

The  disease  seems  to  be  congenital;  at  least,  the  symptoms  invariably  date 
from  the  earliest  infancy.  It  is  very  often  hereditary ; and  males  seem  to  suffer 
oftener,  and  also  more  severely,  than  do  females.  The  essential  symptom  of 
myotonia  is  this:  whenever  any  voluntary  muscle  has  been  inactive  for  a time 
and  is  then  made  to  contract,  it  falls  into  a state  of  more  or  less  pereistent  con- 
traction, a mild  sort  of  tetanus,  so  that  it  can  not  be  immediately  relaxed.  It  is 
obvious  how  this  would  interfere  with  any  series  of  motions,  and  make  voluntary 
movement  difficult.  The  patient  is  not  paralyzed  at  all,  but  he  has  a feeling  of 
great  resistance  to  be  overcome  in  performing  any  act.  Quick  and  accurate 
motions  are  often  out  of  the  question,  so  that,  for  instance,  the  patient  can  not 
perform  military  duty.  It  is  noteworthy  that  the  stiffness  temporarily  disappears 
after  the  patient  has  been  moving  his  muscles  for  some  time.  On  going  upstairs, 
the  first  steps  are  often  very  stiff  and  laborious,  while  succeeding  ones  grow  easier 
and  easier.  Mental  excitement  invariably  exerts  a very  unfavorable  influence, 
exaggerating  the  stiffness  of  the  muscles. 

Upon  physical  examination,  the  observer  is  usually  struck  by  the  extraordinary 
development  of  the  muscles.  The  size  of  the  extremities,  in  particular,  almost 
deserves  the  term  “ genuine  muscular  hypertrophy,”  although  the  strength  is  not 
always  proportionately  gi-eat.  It  is  a remarkable  fact  that,  upon  direct  electrical 
irritation  of  the  muscles,  the  contraction  outlasts,  in  most  cases,  the  passage  of  the 
current.  This  is  also  true,  although  less  marked,  when  the  electricity  is  applied 
to  the  motor  nerves.  Erb  has  also  observed,  during  the  stabile  application  of  the 
galvanic  cunrent,  wavelike  contractions  starting  from  the  cathode  and  passing 
one  after  another  over  the  muscles  toward  the  anode.  The  direct  mechanical 
excitability  of  the  muscles  is  sometimes  normal,  but  sometimes  increased.  The 
idio-muscular  contractions  {vide  page  546)  are  especially  apt  to  he  increased.  The 
reflexes,  sensation,  and,  indeed,  all  other  nervous  phenomena,  are  normal. 

These  facts  render  it  very  probable  that  the  cause  of  the  disease  is  to  be  sought 
in  the  muscle  itself,  and  that  myotonia  is  due  to  a congenital  peculiarity  of  the 
muscular  system.  Erb  reports  that,  upon  microscopic  examination  of  minute 
particles  of  muscular  tissue  which  w'ere  excised,  he  found  marked  hypertrophy  of 

individual  muscular  fibers,  and  an  increase  in  the  number  of  nuclei  in  the  sar- 
colemma.* 


[In  a recent  treatise  Erb  admits  only  twenty-throe  typical  casos  known  at  present.  Ilis  investi- 
gations show  that  on  voluntary  movement  there  are  protracted  contractions  of  the  musclos  lastiiiff 
WrT  ‘ seconds;  those  he  terms  myotonic  disturbances  of  motion.  Mechanical  cxcita- 

inll  r<='->>“PS  diminished;  faradio  excitability  of  the  nerves  is  normal,  but  a sudden 

r protracted  contraction  ; galvanic  e.xcitability  is  nearly  normal,  hut 

ZuTn  contraction.  The  mechanical  excitability  of  the  mus- 

^ creased,  a touch  with  the  finger  being  enough  to  excite  tonic  contraction.  Faradio  excitability 
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The  disease  persists  through  life.  The  patient  gradually  becomes  accustomed 
to  it,  and  learns  to  conceal  his  misfortune  as  much  as  possible.  There  may  be  no 
constitutional  disturbance.  Sometimes  there  is  melancholia.  Therapeutic  efforts 
have  not  yet  been  attended  with  much  success.  We  might  try  cold  sponging, 
with  friction,  gentle  massage,  and  methodical  exercise  of  the  muscles. 

[Eulenhurg  describes  a congenital  family  affection,  which  he  calls  congenital 
paramyotone,  allied  to  myotonia,  where  tonic  spasm  w’as  i>roduced  by  cold.  Gow- 
ere  has  found  the  association  of  tonic  spasm  with  ataxia — ataxic  paramyotone. — K.] 


CHAPTER  VIII. 

CATALEPSY. 

Formerly  catalepsy  was  regarded  as  a special  form  of  disease,  but  at  present  the 
opinion  is  almost  universally  held  that  it  is  merely  a symptom  of  several  different 
diseases.  As  was  mentioned  on  page  541,  “cataleptic  rigidity”  is  a term  descrip- 
tive of  that  peculiar  condition  of  the  muscles  in  which  the  limbs  maintain  invol- 
untarily any  position  w'hich  the  observer  puts  them  into.  If  we  change  the  posi- 
tion of  the  members  which  are  cataleptic,  the  patient  does  not  make  the  slightest 
effort  to  alter  the  posture  in  which  we  leave  them,  however  strange  and  awkward, 
and  apparently  insupportable,  it  may  he.  The  limbs  may  be  moved  in  this  way 
almost  like  wax,  and  have  therefore  been  said  to  exhibit  a “ waxy  flexibility.” 

No  real  explanation  of  the  cataleptic  state  has  been  given.  We  have  not  yet 
advanced  beyond  the  study  of  the  circumstances  under  which  it  appears,  and  of 
the  associated  idienomena.  As  has  been  said,  the  tonic  muscular  spasm  of  cata- 
lepsy is  never  very  great,  being  little  more  than  suffices  to  overcome  gravity  and 
maintain  the  limb  in  the  posture  given  to  it.  This  shows  that  there  must,  in  every 
case,  be  a due  proportion  in  the  vigor  of  the  contractions  of  antagonistic  muscles ; 
and  this  relative  force  must  vary  with  every  change  of  position.  How  this  con- 
tinuous and  remarkable  regulation  of  motor  nervous  energy  takes  place  is  an 
imanswered  question.  Perhaps  reflex  action  has  something  to  do  with  it.  A 
further  interesting  point  is,  that  changes  of  position  induced  by  electi’ical  stimula- 
tion of  the  nerves  or  muscles  are  not  pei'manent;  when  the  stimulus  ceases  to  act, 
the  limb  falls  back  into  its  old  place. 

Catalepsy  occurs  oftenest  as  a symptom  of  hysteria.  In  this  case  it  is  usually 
associated  with  other  disturbances,  chief  among  which  are  impairment  of  con- 
sciousness and  anaesthesia.  The  anaesthesia  is  especially  marked  in  the  muscles. 
For  example,  the  patient  will  stand  for  an  hour  with  arms  extended,  and  yet 
experience  not  the  slightest  sensation  of  weariness.  At  last,  however,  the  arms 
sink  slowly  down.  Closely  allied  to  hysterical  catalepsy  is  hypnotic  catalepsy,  a 
condition  which  can  be  artificially  pi’oduced  by  certain  procedures  (see  the  next 
chapter)  in  many  hysterical  subjects  at  will.  Charcot  has  reported  cases  where 

is  very  marked  ; the  muscles  are  quickly  relaxed  after  weak  currents,  but  a sudden  increase  produces 
protracted  contractions.  Galvanic  excitability  is  increased  quantitatively,  anodic  and  cat  lo  ic  c O8uro 
contractions  appearing  with  currents  of  one  or  two  inilliampdres ; qualitatively  both  po  es  reac  a i te. 
The  wavelike  contractions  mentioned  above  are  very  characteristic.  Erb  has  given  tie  name  o 
myotonic  reaction  (MyE)  to  these  electrical  phenomena.  Hereafter,  he  thinks,  a tap  with  the  percus- 
sion hammer  and  a few  cathodic  closure  contractions  will  suflice  to  establi.sh  the  diagnosis.  Resides 
the  anatomical  changes  above  mentioned,  Erb  also  finds  that  the  cross-section  of  the 
culiir  fiber  is  rounded  instead  of  polygonal,  like  the  normal  fiber,  and  t nit  tie  in  ers  i la 
increased.  In  one  case  he  found  a striking  vacuolization  of  the  individual  fibers.— Ikans.J 
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the  lethargy  of  hypnotism  could  invariably  be  transformed  into  catalepsy  by  open- 
ing the  previously  closed  eyes.  These  cases  also  presented,  in  addition  to  the 
catalepsy,  the  strange  phenomenon  called  “suggestion.”  If  the  patient  were  put 
into  any  posture  associated  with  some  definite  mental  conception  (such,  for  exam- 
ple, as  the  attitude  of  prayer,  or  that  assumed  in  terror,  or  to  express  detestation), 
then  the  corresponding  thoughts  would  come  into  the  mind,  as  a hallucination, 
but  with  all  the  vividness  of  reality.  Ample  proof  of  this  was  visible  in  the 
expression  of  the  face  and  in  the  whole  bearing  of  the  subject.  An  analogous 
fact  has  been  observed  by  Duchenne,  Lasegue,  and  ourselves — namely,  that  some- 
times a hysterical  person  can  be  brought  into  the  cataleptic  state  by  artificial  clo- 
sure of  the  eyes  (compare  what  is  said  in  the  next  chapter  about  hysterical  anaes- 
thesia). 

Catalepsy  is  also  seen  in  many  psychoses,  particularly  in  certain  grave  forms 
of  melancholia  known  as  melancholia  attonita  and  katatonia,  and  sometimes  in 
progi’essive  general  paralysis.  (For  particulai's  see  works  on  insanity.)  The  cata- 
leptic state  may  also  develop  in  connection  with  grave  organic  cerebral  disease,  as 
in  meningitis  and  apoplectic  coma.  It  may  finally  be  mentioned  in  passing  that 
quite  well-marked  catalepsy  is  sometimes  observed  in  young  children  of  one  or 
two  years  when  they  are  ill.  Probably  they  fall  into  a sort  of  stupor;  or  often  it 
seems  that  they  are  rendered  hypnotic,  as  it  wei’e,  by  the  presence  of  strangers. 

Catalepsy  has  been  regarded  as  a special  disease  in  those  veiy  rare  cases  where 
otherwise  healthy  persons  are  liable  to  “cataleptic  fits.”  The  condition  comes  on 
suddenly,  unprovoked,  and  passes  off  spontaneously  after  a variable  length  of  time. 
It  is,  however,  very  probable  that  these  cases  are  either  hysterical  or  epileptoid, 
and  deserve  to  be  classed  with  genuine  epilepsy. 

Prognosis  and  Treatment. — ^^Since  catalepsy  is  a symptom  of  so  many  different 
diseases,  it  is  impossible  to  make  any  general  statements  with  regard  to  prognosis 
or  therapeutics.  The  reader  may  gain  some  light  from  the  remarks  on  the  treat- 
ment of  hysteria  in  the  next  chapter. 


CHAPTER  IX. 

HYSTERIA. 

^Etiology  and  Definition.  It  is  impossible  to  give  a definition  of  hysteria  that 
shall  be  at  once  brief  and  accurate,  for  the  aspects  of  the  disease  are  so  manifold 
that  there  is  no  one  symptom  which  can  be  called  pathognomonic  or  even 
universally  characteristic.  Hysteria  is  therefore  symptomatically  not  a well- 
rounded  morbid  unit,  but  the  nature  of  all  those  pathological  conditions  which 
we  term  hysterical  may  very  well  he  regarded  from  a single  point  of  view. 
Hysteria  thus  has  its  peculiarities  and  its  rules  like  any  other  disease.  Only 
because  its  laws  have  been  sought  elsewhere  than  where  they  really  are,  has  the 
claim  often  been  made  in  the  past  that  the  morbid  symptoms  of  hysteria  were 
subject  to  no  law. 

n,  fundamental  condition  for  a right  understanding  of  hvsteria  seems  to  be 
that  we  sbould  free  ourselves  from  the  old  untenable  idea  that  iiysteria  is  a “gen- 
eral functional  disease  of  the  whole  nervous  system,  where  now  this  and  now  that 
portion  of  It  may  he  disturbed  in  its  functions.”  Wc  regard  hysteria  as  a disease 
w iich  relates  to  the  cerebral  activity  immediately  associated  with  the  psychical 
processes— that  is,  if  you  will,  with  a psychosis,  but  in  the  broader  sense  of  the 
wopf  , e disturbance  affects  not  only  tlio  normal  course  of  the  psychical  pro- 
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cesses,  but  also  their  association  with  the  purely  corporeal  processes  of  innervation. 
The  starting  point  of  the  distui-bance,  however,  is  always,  in  its  final  relation  in 
the  psychical  sphere,  although,  as  we  shall  see  later,  the  occasion  of  the  psychical 
change  is  often  to  be  sought  in  material  processes. 

Starting  from  this  standpoint  we  may  note  the  following  characteristic  marks 
of  hysterical  affections : 

1.  All  hysterical  disturbances,  no  matter  how  severe  the  functional  nervous 

derangement  attributable  to  them,  are  without  visible  anatomical  basis.  The  best 
proof  of  this  is  the  fact  that  any  case,  however  alarming,  may  recover  completely 
in  a very  short  time.  ^ 

2.  The  hysterical  affection  is  very  often  intimately  associated  with  exciting 
causes  of  a psychical  nature.  Not  only  is  its  appearance  and  incipiency  most 
closely  linked  with  emotional  excitement,  but  later  on  the  mind  is  the  main  if  not 
the  only  channel  through  which  causes  can  operate  to  change  the  condition  of  the 
patient,  whether  favorably  or  unfavorably. 

3.  It  is  therefore  evident  that  the  origin  of  all  hysterical  disturbances  must  be 
sought  in  the  most  central  portions  of  the  nervous  system — those  regions  which 
are  most  directly  concerned  in  the  mental  processes.  Hysterical  phenomena  are, 
however,  exhibited  in  all  parts  of  the  nervous  system,  so  far  as  these  depend  upon 
psycliical  processes  or  may  be  altered  by  them.  The  symptoms  of  hysteria  are 
therefore  more  manifold  than  those  of  almost  any  other  disease.  AUhough  so 
manifold,  certain  symptoms  predominate  with  such  frequency  as  to  be  character- 
istic of  hysteria,  and  therefore  to  be  regarded  as  especially  valuable  in  diagnosis. 
Following  Charcot,  we  term  such  symptoms  “hysterical  stigmata.”  These  symp- 
toms are  most  constantly  present,  and  therefore  they  can  easily  be  found  at  any 
time. 

4.  Besides  the  permanent  symptoms — the  “ stigmata  ” — we  see  in  many  cases 
of  hysteria  peculiar  nervous  attacks.  These  are  also  highly  characteristic  of 
hysteria,  since  they  come  on  in  forms  which  are  seen  in  no  other  disease;  but  there 
are  also  patients  who  suffer  from  hysteria  who  nevertheless  are  never  visited  by 
attacks.  The  possibility  of  the  occurrence  of  an  attack  is,  however,  always  present. 
V ery  often  the  attacks  are  provoked  by  easily  discoverable  psychical  causes. 

After  this  brief  introduction,  turning  to  the  aetiology,  psychical  causes,  as  has 
been  said,  are  of  first  importance.  In  numerous  instances  hysteria  comes  on  as 
an  immediate  sequel  to  violent  emotional  excitement  or  to  a “ psychical  trauma,” 
if  we  may  use  such  an  expression.  Hysterical  convulsions  or  paralysis  may  be 
excited  by  great  terror  or  violent  anger  or  any  unusual  agitation.  Here  the 
efficient  cause  is  often  hidden  by  some  attendant  circumstance.  If,  for  example, 
a woman  falls  into  the  water,  or  gets  burned,  or  tumbles  downstairs,  and  there- 
upon develops  hysteria,  the  mistake  is  often  made  of  ascribing  the  disease  to 
catching  cold,  or  to  the  injury  received,  although  really  it  was  the  mental  excite- 
ment which  produced  it.  Only  in  severe  traumatic  concussion  of  the  whole  body 
may  the  partly  physical  symptoms  of  commotio  cerebri  and  commotio  spinalis  be 
united  with  the  psychical  shock.  There  then  develop  peculiar  morbid  conditions 
which  we  term  traumatic  neuroses  and  which  are  closely  related  to  hysteria.  We 
will  speak  of  them  particularly  in  the  last  chapter  of  this  section.  Purely  hys- 
terical conditions,  such  as  anmsthesia,  hypermsthesia,  contracture,  paralysis,  etc., 
may  also  arise  from  slight  local  injuries.  What  is  very  remarkable  in  such  cases 
is,  that  the  special  attendant  circumstances  at  the  time  of  the  psychical  disturb- 
ance often  influence  the  localization  of  the  hysterical  phenomena:  that  part,  to 
which  attention  was  particularly  directed  at  the  time,  not  infrequently  becomes, 
later  on,  the  seat  of  the  nervous  disturbance.  In  hysterical  joint-affections  (page 
528)  the  cause  not  infrequently  proves  to  have  been  an  injury  to  the  particular 
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joint  now  suffering  from  hysteria.  A young  girl,  who  was  awakened  at  night  hy 
the  smoke  of  her  burning  mattress,  and  who  had  a severe  laryngitis  from  inhaling 
the  vapors,  exhibited  later  an  indubitably  hysterical  paralysis  of  the  vocal  cords. 
In  the  case  of  another  girl,  who  in  jumping  from  a carriage  fell  upon  her  side, 
we  afterward  saw  hemianmsthesia  of  the  same  side.  Many  such  iustances  could 
be  cited. 

Certain  hysterical  cases,  therefore,  have  for  their  obvious  cause  a single  occa- 
sion of  mental  agitation ; hut  in  many  others  the  disease  is  not  thus  abruptly 
excited.  As,  in  poisoning,  we  can  distinguish  between  the  sudden  action  of  a lai-ge 
dose  and  chronic  cases  where  minute  amounts  of  poison  are  absorbed  daily  for  a 
long  period,  so  hysteria  may  come  on  not  only  after  a single  violent  shock,  but 
also  as  the  final  consequence  of  psychical  infiuences  insignificant  of  themselves, 
but  potent  because  of  then*  frequent  repetition  or  pei*sisteucy.  It  is  in  cases  of  this 
sort  that  the  causes  do  not  become  evident  to  the  physician  until  he  has  gained  the 
entire  confidence  of  his  patient ; for  the  root  of  the  trouble  is  often  entwined  about 
the  most  private  affairs.  Anxiety,  sorrow,  disappointed  expectations,  abandoned 
hopes,  and,  in  brief,  everything  which  can  depress  and  overwhelm  the  mind — 
these  are  factors  which  may  at  last  excite  the  functional  nervous  derangements  of 
hysteria. 

Finally,  we  must  state  that  hysteria  may  often  develop  without  any  specially 
noticeable  cause.  We  see  this  particularly  in  young  people  with  a marked 
hereditary  nervous  taint.  Here  the  ordinary  daily  demands  upon  the  central 
nervous  system  sometimes  suffice  to  disturb  in  a measure  its  normal  equilibrium. 

There  are  still  other  causes.  The  blow  which  brings  a feeble  body  to  the 
ground  rebounds  without  effect  from  a massive  frame.  Exactly  the  same  may 
be  said  of  the  “ blows  ” to  which  the  nervous  system  is  subjected.  Few  entirely 
escape  these  infiuences,  but  there  are  some  “strong  natures”  who  resist  the 
psychical  assault  without  wavering,  while  others  have  a feebly  resistant  nervous 
organization  and  are  overpowered.  We  see,  therefore,  that  the  predisposition 
of  different  individuals  to  diseases  of  the  nervous  system  varies.  This  fact  is  a 
very  important  one  in  the  pathogenesis  of  all  functional  nervous  disorders.  In 
what  this  predisposition  consists  we  do  not  know,  being  acquainted  only  with  its 
results  and  with  some  of  its  causes. 

In  many  cases  this  predisposition  is  hereditary.  Hysteria  is  prominent  among 
those  neuroses  which  attack  different  members  of  a family — one  suffering  from 
one  disease  and  another  from  another  {vide  page  770).  It  is  also  possible  to 
acquire  such  a predisposition.  At  least  it  may  he  developed  and  fostered,  on  the 
one  hand,  or,  on  the  other,  checked  and  repressed.  In  these  directions  physical  as 
well  as  psychical  factors  are  of  importance.  Anything  which  weakens  the  con- 
stitution diminishes  the  resistant  power  of  the  nervous  system.  Among  psychical 
influences,  nothing  favors  the  development  of  hysterical  tendencies  more  efficiently 
than  does  a bad  education.  Hysteria  is  often  ascribable  to  an  irritability  and  fee- 
f)leness  of  the  nervous  system  thus  engendered.  The  whims  of  the  child  are  not 
controlled,  its  will  is  not  strengthened,  nor  its  energy  developed;  its  imagination 
is  un.suitably  and  excessively  stimulated,  or  its  intellectual  powers  are  overtaxed 
and  prematurely  ripened. 

It  is  well  known  that  hysteria  occurs  more  frequently  in  the  “ feebler  ” female 
sex  than  among  men;  but  it  is  by  no  means  a rare  thing  for  men  to  exhibit 
hysterical  convulsions,  paralysi.s,  contracture,  or  other  well-marked  disturbances. 
Most  ca-ses  occur  between  puberty  and  the  end  of  middle  life.  It  is  not  very  rare 
to  see  pronounced  hysteria  in  children,  especially  such  as  are  over  eight  or  ten 
years  old.  The  disease  very  frequently  begins  to  develope  a year  or  two  jn-evious 
to  puberty.  Nationality  and  race  also  seem  to  exert  some  infiucnce— for  instance, 
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the  severer  forms  of  hysteria  are  decidedly  more  frequent  in  France  than  in  Ger- 
many; and  the  Jewish  race  are  particularly  subject  to  the  disease. 

One  matter  remains  to  be  considered  with  regard  to  aetiology,  to  which  a 
greatly  exaggerated  importance  was  formerly  ascribed.  It  is  the  influence  of  dis- 
ease of  the  sexual  organs.  The  very  name  “ hysteria  ” {vcrripa  = uteru.s)  reveals 
what  the  old  view  was,  namely,  that  hysteria  invariably  originated  in  disease  of 
the  female  genitals.  Not  to  speak  of  the  fact  that  the  disease  occurs  in  men  and 
children,  an  unprejudiced  consideration  of  the  matter  will  show  that  the  above 
assumption  is  entirely  groundless  even  in  regard  to  women.  A large  number  of 
hysterical  women  present  no  anomaly  of  their  sexual  organs ; and  even  if  the  lat- 
ter be  diseased,  we  are  not  justified  in  at  once  assuming  that  the  hysteria  is  second- 
ary to  the  sexual  disorder.  In  these  cases,  also,  we  usually  find,  on  careful  inquii’y, 
that  psychical  causes  have  been  at  work;  and  these  are  incomparably  more  potent 
in  exciting  hysteria  than  is  malposition  of  the  uterus  or  constriction  of  the  cervical 
canal.  It  is  true,  however,  that  disease  of  the  genital  organs  may  depress  the 
spirits  more  than  some  other  diseases  would,  and  so  indirectly  promote  hysterical 
disturbances.  In  the  same  indirect  way,  menstruation,  pregnancy,  and  confine- 
ment exert  an  important  influence  upon  the  development  and  course  of  hysteria. 
Sexual  excesses  or  total  abstinence  from  sexual  indulgence  also  produce  their 
effects  indirectly  through  the  mind. 

The  Symptoms  and  Manifestations  op  Hysteria. 

Considering  the  gi’eat  differences  in  the  external  morbid  symptoms  under 
which  hysteria  may  manifest  itself,  it  is  not  easy  to  give  in  a brief  summary  a 
superficial,  intelligible,  and  yet  accurate  description  of  its  clinical  manifestations. 
We  believe  that  we  can  best  attain  this  end  by  spealdng  first  of  the  most  impor- 
tant and  most  frequent  of  the  single  symptoms  of  hysteria,  by  describing  next 
the  hysterical  attacks,  and  finally  by  trying  to  evolve  a general  picture  of  the 
disease. 

1.  The  Hysterical  Stigmata,  especially  the  Sensory  Anaesthesia  and  Hyperses- 
thesia.— In  every  case  where  the  diagnosis  of  hysteria  has  already  been  established 
or  where  it  is  to  be  confirmed,  we  must  examine  the  patient  for  certain  symptoms, 
which,  as  we  have  said,  are  so  common  in  hysteria,  and  in  part  so  peculiar  to 
it,  that  by  themselves  they  are  often  of  decisive  diagnostic  significance.  These 
symptoms  are  termed  ‘‘hysterical  stigmata.”  A knowledge  of  them  is  the  more 
important  for  the  physician  in  that  we  often  detect  them  only  by  a special  exami- 
nation directed  to  that  end.  Patients  only  exceptionally  inform  us  as  to  these 
symptoms.  It  is  not  at  all  unusual  for  patients  to  have  no  inkling  of  their  exist- 
ence until  after  an  examination. 

The  most  important,  because  the  commonest,  of  these  hysterical  signs  relate  to 
sensibility.  The  more  carefully  we  examine,  the  more  rarely  will  we  meet  with  a 
case  of  severe  hysteria  in  which  in  some  sensory  region  we  do  not  find  manifest 
disturbances,  especially  a diminution  of  sensibility.  We  must  therefore  test 
accurately  not  only  the  sensibility  of  the  whole  surface  of  the  body,  but  also  the 
functions  of  all  the  other  senses  (sight,  hearing,  smell,  and  taste). 

The  sensory  disturbances  of  the  skin  must  first  he  mentioned.  Not  infrequentl}' 
we  find  a diminution  of  sensibility  over  the  whole  sm-face  of  the  body,  especially 
a more  or  less  complete  analgesia.  In  such  cases  we  cdn  stick  a pin  in  deeply  any- 
where, or  pierce  a fold  of  skin  with  a pin,  without  the  patient’s  complaining  of 
pain.  As  is  wnll  known,  it  often  happens  that  hysterical  patients,  in  order  to  ap- 
pear interesting  or  from  some  other  reason,  produce  upon  themselves  deep  injuries 
and  wounds;  this  is  almost  always  connected  with  the  patient’s  analgesia.  Verj^ 
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often,  however,  the  anaesthesia  is  not  general,  but  it  is  limitecl  to  a definite  region. 
We  find  complete  anaesthesia  of  one  arm  or  leg,  or  we  find  on  the  trunk  or  the 
extremities  single  areas  of  anaesthesia,  in  which  the  anaesthetic  parts  are  bounded 
by  the  normally  sensitive  skin;  these  areas  may  take  all  possible  forms,  and  may 
often  be  very  peculiar.  The  sensibility  to  pain  is  almost  always  the  most  distm-bed 
when  the  other  forms  of  cutaneous  sensibility  may  be  quite  unaffected,  but  changes 
in  the  sensibility  to  temperature,  pressure,  etc.,  may  also  occur.  It  may  be  added 
that  in  the  severer  forms  of  anaesthesia  the  deeper  parts  may  also  be  insensitive,  so 
that  the  so-called  muscular  sense  is  absent,  and  patients  with  their  eyes  shut  have 
not  the  slightest  idea  of  the  position  of  the  anaesthetic  limbs. 

Besides  cutaneous  anaesthesia,  disturbances  in  the  sensibility  of  the  other  sen- 
sory organs  (other  “ sensory  anaesthesias  ”)  are  among  the  commonest  signs  of 
hysteria.  Sometimes  the  patients  say,  when  asked,  that  they  see  indistinctly  and 
dimly.  If  we  examine  the  eyes  we  often  find  a loss  of  visual  acuteness  and  a 
rapidly  induced  fatigue  on  using  them.  A limitation  of  the  visual  field  is  the 
most  characteristic  sign — that  is,  an  anaesthesia  of  the  peripheral  portions  of  the 
retina.  The  degree  of  this  limitation  sometimes  shows  manifest  differences  for 
the  different  colors.  Hysterical  achromatopsia  is  a common  symptom — that  is,  a 
partial  or  complete  loss  of  the  color  sense.  According  to  Charcot,  in  the  hysterical 
the  perception  of  violet  usually  first  disappears,  then  green,  and  lastly  blue  and 
•yellow,  but  we  must  not  hold  too  strictly  to  all  these  rules;  for,  although  the 
French  investigators  are  otherwise  deserving  of  great  praise  in  adding  to  our 
knowledge  of  hysteria,  in  this  i-espect  they  seem  decidedly  too  schematic,  and  to 
have  generalized  too  rashly.  Diminution  of  the  auditory  acuteness  in  one  or  both 
ears  is  also  not  uncommon.  Anaesthesia  of  smell  and  taste  is  still  more  common. 
Salt,  quinine,  vinegar,  sugar,  etc.,  either  excite  no  sensation  of  taste  at  all,  or  the 
tongue  is  anaesthetic  for  one  or  another  of  these  substances.  The  same  holds  for 
the  sense  of  smell.  All  these  symptoms  are  especially  important  in  diagnosis,  be- 
cause in  organic  diseases  they  are  relatively  much  rarer  in  such  a degree  than  in 
hysteria. 

Tne  sen.sory  anaesthesias  above  described  may  of  course  be  combined  in  various 
ways  in  different  cases,  but  none  of  these  combinations  is  so  characteristic  and 
individual  as  hysterical  hemiansesthesia,  a symptom-complex  which  occurs  almost 
solely  in  hysteria,  and  is  therefore  of  distinct  diagnostic  value. 

Hysterical  hemianmsthesia  is  one  of  the  most  common  symptoms  of  profound 
hysteria.  It  must  often  be  sought  for,  inasmuch  as  the  patient  herself  frequently 
has  no  suspicion  of  its  existence  until  her  attention  is  called  to  it.  It  seems  just 
as  if  one  half  of  the  body  had  been  entirely  lost  to  consciousness;  the  patient  does 
not  know  whether  it  is  or  is  not  capable  of  feeling. 

In  a typical  and  fully  developed  case  the  hemiansesthesia  does  actually  affect 
just  one  half  of  the  body.  There  are  rudimentary  forms;  but  in  these  complete 
ones,  the  boundary  between  the  ansesthetic  parts  and  tlie  parts  retaining  normal 
.sensitiveness  accurately  corresponds  to  the  median  line  of  the  body.  Tlie  skin  on 
the  affected  side  is  entirely  insensible  to  the  prick  of  a needle  or  to  heat.  Often 
It  seems  somewhat  blanched,  and  its  blood-vessels  seem  to  be  constricted;  at  least 
e s in  very  often  bleeds  surprisingly  little  if  wounded.  The  mucous  membranes 
upon  the  abnormal  side  are  all  equally  anaesthetic,  including  the  conjunctiva,  that 
half  of  the  buccal  cavity  and  of  tlie  tongue.  The  deeper  parts,  such  as  the  mus- 
cles and  ,|oint.s,  are  also  almost  invariably  anaesthetic.  The  patient  can  no  longm- 
feel  m what  position  the  limbs  of  the  afihetod  side  are;  and  if  they  are  moved 
pa,ssively,  no  .sensation  is  communicated  to  her.  The  organs  of  special  .sense  are 
usiwlly  involved.  Hearing  is  impaired  upon  the  affected  side;  the  corresponding 
>.i  of  the  tongue  can  not  taste;  the  corresponding  nostril  can  not  smell;  and 
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sight  upon  that  side  is  afFected  in  a peculiar  manner.  There  is  no  hemiopia,  hut 
a total  amblyopia,  or  possibly  amaurosis.  If  the  amaurosis  be  not  complete,  we 
find  at  least  a limitation  of  the  visual  field  and  the  signs  of  the  above-mentioned 
achTOmatopsia. 

Apai't  from  other  hysterical  symptoms  with  which  hemianaesthesia  as  well  as 
all  the  other  sensory  anajsthesias  may  be  associated,  we  must  mention  here  one 
symptom  which  is  in  close  relation  to  anaesthesia,  and  which  was  first  described  by 
Duchenne  under  the  name  of  “ loss  of  musculai’  sense  ” (perte  de  la  conscience 
muscidaire).  The  patient,  whose  arm,  for  example,  is  anaesthetic,  can  not  move 
it  if  she  closes  her  eyes,  although  with  open  eyes  she  can  move  it  as  well  as  ever. 
When  the  eyes  are  shut  the  arm  remains  motionless  in  the  position  it  has  pre- 
viously occupied.  If  its  position  be  altered  by  passive  motion,  the  new  position  is 
maintained  with  equal  persistency.  There  is,  with  the  e3’’es  shut,  pronounced 
catalepsy.  Duchenne  referred  this  peculiar  symptom  to  the  loss  of  a special 
sense  which  he  termed  “ muscular  sense  ” {conscience  musculaire).  According  to 
our  present  conception  of  hysteria  it  would  be  more  correct  to  regai’d  the  symptom 
as  purely  psychical. 

The  much-discussed  and  peculiar  sj'^mptoms  of  transfer,  as  well  as  metalloscopy 
and  allied  symptoms,  will  be  mentioned  below. 

Thus  far  we  have  spoken  only  of  anaesthesia,  but  we  veiy  often  find  in  the  hys- 
terical certain  hyperae-sthetic  regions.  These  hyperajsthesias  are  so  characteristic* 
that  we  must  reckon  them  among  the  hysterical  stigmata,  and  must  therefore  look 
for  them  in  every  case.  Sometimes  the  physician’s  attention  is  called  to  these  idaces 
because  they  ai-e  the  seat  of  constant  slight  or  severe  pain.  In  other  cases  the  ten- 
derness appears  only  upon  pressure.  The  hyperaesthesia  may  be  so  gj-eat  that  the 
patient  can  scarcely  bear  the  slightest  touch.  Of  course,  the  hyperaesthesia  is  very 
closely  connected  with  the  condition  of  the  patient’s  attention.  If  the  thoughts  be 
diverted,  even  firm  pressure  is  often  not  at  all  noticed.  V^e  see  clearly,  then,  that 
we  usuallj’’  have  to  do  here  with  a “psychical  hypermsthesia.’ 

The  hypersesthetic  spots  are  either  quite  extensive  or  quite  circumscribed,  or 
even  limited  to  one  definite  spot.  They  may  lie  near  to  or  in  the  midst  of  anms- 
thetic  areas.  They  are  relatively  rarest  in  the  extremities  and  more  common  on 
the  head  and  trunk,  especially  on  the  sternum,  on  the  sides  of  the  chest,  under  the 
mammae,  etc.  Most  common,  and  therefore  especially  characteristic,  is  the  hyper- 
aesthesia of  the  vertebral  column,  and,  in  women,  of  the  lower  abdominal  region 
(■“  ovarian  pain,”  “ ovarie  ”).  The  latter  term  is  convenient  but  by  no  means  cor- 
rect, since  really  we  have  only  a tenderness  of  the  soft  parts  generally,  which  is  at 
once  noticeable  on  deep  pressure,  and  we  do  not  have  solely  or  chiefly  a tender- 
ness of  the  ovary.  We  usually  find  “ ovarie  ” only  on  one  side,  oftener  on  the  left 
than  on  the  ri,ght.  Analogous  symptoms  in  men— tenderness  in  the  gi-oms  or  t le 
testicles — are  less  common.  Hypei’sesthesia  of  the  vertebral  column,  ij's  ei  ica 
“ spinal  irritation,”  is  even  more  important  for  diagnosis  than  ovai  ie.  e yper 
sesthesia  affects  either  the  whole  spine  or  merely  single  portions  of  it,  o ten  on  y 
single  vertebrae.  It  may  attain  so  high  a degree  that  the  slightest  tone  i o ^ e 
skin  over  the  vertebrae,  or  somewhat  deep  pressure,  may  cause  the  liveliest  outcries 

and  shrinking.  This  symptom  is  almost  pathognomonic  of  hystei ia.  . , 

The  relations  which  these  hyperaesthetic  regions  have  to  the  hysterical  aWaclcs 
are  very  important,  and  they  have  therefore  procured  for  them  the  name  ot  hys- 
terogenous  zones.”  We  will  speak  further  on  this  point  in  describing  the  hyster- 
ical attacks.  . . , ,,  „ „„„ 

Hypermsthosia  in  other  sensory  regions— abnormal  sensitiveness  of  the  eye,  ea  , 
etc. -also  occurs.  Thus  certain  cases  of  hysterical  blepharospasm  seem  to  be  due 
to  an  immoderate  sensitiveness  to  light.  Unusually  sharp  hearing  is  no  ec , esp 
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dally  diu'ing  the  hysterical  attacks.  Here,  too,  belongs  the  aversion  of  many 
patients  to  certain  smells  and  tastes,  and  the  like. 

2.  Hysterical  Paralysis.  — Hysterical  paralysis  is  frequently  an  immediate 
sequel  to  some  violent  mental  excitement  (for  example,  “paralysis  from  fright’’); 
but  it  may  come  on  gradually.  Hysterical  paralysis  is  indubitably  of  central 
origin.  It  is  a paralysis  of  the  will.  The  patient  has  lost  the  power  to  will  a 
contraction  of  the  affected  muscles.  One  always  has  the  feeling  that  the  patient 
could  move  the  paralyzed  limb  perfectly  well  if  she  only  desired  to ; hut  she  can 
not  bring  the  -will  to  bear  on  it,  and  this  inability  is  the  real  trouble.  It  also 
seems  a remarkable  circumstance  that  hysterical  paralysis  often,  hut  of  course 
not  always,  affects  only  certain  combined  movements.  Many  patients,  for  in- 
stance, can  move  their  legs  very  well  in  bed,  but  they  can  not  walk  a step.*  We 
have  seen  a hysterical  writing  j>aralysis ; the  right  arm  was  not  paralyzed,  but  it 
utterly  refused  to  make  any  attempt  to  write. 

The  extremities  are  most  frequently  paralyzed,  particularly  the  lower  limbs; 
but  hemiplegia  is  not  especially  rare.  A very  common  manifestation  is  loss  of  the 
power  to  walk.  The  patient  lies  in  bed  or  on  a sofa,  and  sometimes  while  thus 
reclining  she  can  flex  and  extend  the  legs  very  well;  but  as  soon  as  she  is  urged 
to  stand  up  or  walk,  the  knees  double  up,  the  patient  begins  to  tremble,  the  respii'a- 
tion  grows  rapid  and  convulsive,  and  there  is  not  the  slightest  effort  made  to  move 
the  legs.  If  only  one  leg  be  paralyzed,  the  gait  is  often  very  peculiar  and  char- 
acteristic. The  sound  limb  makes  long  strides,  while  the  pai’alyzed  one  is  held 
perfectly  rigid,  and  often  is  dragged  along  with  a loud  shufHing  sound.  The  arms 
are  much  less  often  affected.  The  facial  muscles  ai-e  hardly  ever  paralyzed.  W e 
once  saw  hysterical  diplopia. 

In  regal'd  to  the  more  precise  form  of  the  paralysis,  both  flaccid  and  spastic 
paralyses  occur  in  hysteria.  In  many  cases  of  hysterical  paralysis  the  tendon 
reflexes  may  be  so  exaggerated — nay,  there  may  even  be,  as  we  have  repeatedly 
seen,  such  a lively  foot  phenomenon— that  one  is  at  first  disposed  to  think  of  actual 
spinal  paralysis.  In  other  cases,  as  in  paralysis  of  an  arm,  the  paralyzed  limb 
hangs  down  completely  flaccid.  The  paralyzed  parts  are  often  at  the  same  time 
completely  anassthetic  (a  circumstance  which  may  often  be  distinctive  in  diag- 
nosis), but  in  other  cases  they  are  normally  sensitive  or  even  hyperaesthetic. 

Hysterical  paralysis  of  the  vocal  cords  is  seen  very  often.  The  voice  is  gener- 
ally lost  suddenly,  and  the  patient  can  talk  only  in  a whisper— hysterical  aphonia. 
On  laryngoscopic  examination,  we  are  often  struck,  at  the  outset,  by  the  anaes- 
thesia of  the  pharynx  and  its  lack  of  reflex  excitability.  We  And  no  trace  of  any 
anatomical  lesion  of  the  cords,  but  merely  that  they  are  paretic.  The  glottis  can 
not  he  completely  closed,  and  sometimes  the  vocal  cords  actually  grow  wider 
apart  upon  every  effort  at  phonatioii.  The  patient  then  speaks  exclusively  in  a 
whisper.  Hysterical  mutism  quite  rarely  follows  hysterical  aphonia.  The  patients 
entirely  lose  voluntary  cojitrol  of  their  speech  ajjparatus,  and  finally  become  com- 
pletely dumb. 

Hysterical  paralysis  of  the  pharynx  and  cesoiihagus  is  much  less  frequent. 
If  there  be  dysphagia,  it  is  often  not  an  easy  matter  to  determine  whether  it  is  due 
to  paralysis  or  to  spasm. 

3.  Hysterical  Contractures. — Contractures  may  occur  as  Isolated  phenomena, 
or  in  combination  with  other  symptoms,  such  as  anmsthesia  or  paralysis.  They 


[ This  inability  to  stand  or  walk,  with  tho  preservation  of  pood  Rtronpth  and  oo-onliniition  in  tho 

Kim  " and  tin;  perwistoncii  of  power  to  cxecutu  certain  leas  usual  niovonicnt.s 

livK^r  3'"^  It  i-s  often  associated  with 

".'stcria,  but  it  may  exist  independently  of  it.— K.] 
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are  caused  by  unusually  strong  tonic  muscular  contractions.  The  starting  point 
of  the  iiTitation  is  certainly  in  the  central  nervous  system.  Sometimes  the  con- 
tractures are  temporary,  but  often  they  are  characterized  by  their  intensity  and 
their  great  persistency.  The  extremities  suffer  most  frequently,  although  the 
trunk  or  the  back  of  the  neck  may  be  affected.  In  the  hands  and  feet,  especially 
in  the  toes,  flexor  contractures  predominate,  but  in  the  larger  joints  extensor  con- 
tractures are  the  rule.  Although  many  varieties  occur,  single  forms  of  contracture 
are  especially  characteristic.  As  an  example,  we  will  refer  to  the  accompanying 
illustration  (Fig.  109). 

The  relations  of  hysterical  contractures  to  the  articular  neuralgias  have  already 

been  mentioned  (p.  529).  They  may  occur  in 
a hemiplegic,  paraplegic,  or  monoplegic  form. 
They  often  follow  a hysterical  convulsive  at- 
tack (vide  infra).  All  hysterical  contractures 
disappear  completely  in  chloroform  narcosis 
and  in  deep  sleep. 

4.  Vasomotor  Disturbances.  Secretory  Dis- 
turbances. Symptoms  in  the  Internal  Organs. 

— Besides  the  sensoiy  and  motor  symptoms 
just  described,  other  symptoms  occur  in  hys- 
teria which  fall  under  the  domain  of  the  vas- 
omotor and  secretojy  nerves.  The  signifi- 
cance of  many  of  these  symptoms  is,  of  course, 
not  yet  clear. 

In  the  first  place  abnormal  anaemia  or  ab- 
normal fullness  of  the  vessels  (a  cool,  pale  skin 
in  the  one,  a hot,  red  skin  in  the  other)  is  not 
infrequent,  and  points  to  vasomotor  influences. 
Since  we  know  that  the  vascular  nerves  are 
influenced  in  a high  degree  by  the  emotions, 
we  can  probably  assume  a central  origin  for 
these  symptoms.  Haemorrhages  from  inter- 
nal organs  are  harder  to  explain ; they  are 
apparently  not  uncommon  in  hysteria,  and  they  have  often  been  explained  by 
‘‘nervous  vasomotor  influences,”  but  in  our  opinion  we  must  be  extremely 
guarded  in  such  an  assumption.  We  most  frequently  see  hysterical  haematemesis 
or  hysterical  haemoptysis-that  is,  tbe  evacuation  of  blood  from  the  mouth,  either 
with  cough  or  with  more  of  a strangulation.  Inexperienced  physicians  have 
thus  often  been  led  to  a false  belief  in  dangerous  pulmonary  disease  or  pstric 
ulcer:  but  if  we  look  more  closely  we  shall  find  that  the  blood  evacuated  is  of  a 
clear  raspberry-red  color,  is  mixed  with  a good  deal  of  mucus  and  saliva,  and  is 
of  a thin  fluid  consistency.  The  whole  amount  is  seldom  more  than  two  or  three 
ounces  (grm.  50-80).  If  we  inquire  more  carefully  as  to  its  origin,  we  can  usual  y 
find  a source  for  the  blood  in  the  gums  or  in  the  oral  or  pharyngeal  mucous  mem- 
brane. There  are  often  spasmodic  chokings  or  hiccougbs,  by  which  a liEernoi- 
rhage  of  the  mucous  membrane  is  mechanically  produced.  is  a so  cci  am 
that  in  many  cases  intentional  deception  on  the  part  of  the  pa  len  s may  ^ 
the  bottom  of  the  haemorrhage.  We  must  be  especially  cautious  in  hmmor A 
from  the  genitals,  from  the  skin,  from  the  palms  in  the  stigmaUzcd, 

Finally  among  the  vasomotor  disturbances  we  must  mention  one  symptom 
whose  significance,  in  our  opinion,  has  not  yet  been 

mean  hysterical  fever.  In  severe  hysteria,  especially  at  the  tunc  of  sevei  e -ittac  ^ 
and  psydiical  disturbances,  other  observers,  and  we  ourselves,  have  repeate  y . 


Fig  109.  — Hysterical  contracture.  From 
Bourneville  and  Kegnard's  Iconograptne 
de  la  SalpetriSre). 
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higli  febrile  temperatures,  106“  (41°  C.)  and  more;  and  these  temperatures  come 
on°in  a very  irregular  manner.  In  none  of  the  cases  under  our  own  observation, 
however,  could  we  wholly  exclude  the  possibility  of  simulation— that  is,  of  pro- 
ducing a rise  of  the  mercury  by  inbbing  and  pressing  on  the  thermometer.  In 
all  the  measurements  we  made  oui’selves  in  the  rectum  the  temperature  was 
normal,  while  the  high  fever  was  always  said  to  occur  in  our  absence.  We  there- 
fore recommend  great  caution  with  refei’ence  to  this  point. 

Anomalies  of  the  secretory  and  excretory  organs  have  also  been  met  with  in 
hysteria.  Many  patients  have  a remarkably  dry  skin,  while  others  sometimes 
perspire  very  freely.  The  secretion  of  saliva  is  subject  to  similar  modifications. 
Very  remarkable  observations  have  been  made  in  a few  cases  with  regard  to  hys- 
terical ischuria;  for  days  only  a very  small  amount  of  urine  has  been  passed, 
although  there  has  been  no  retention.  In  one  case  of  this  sort,  observed  by 
Charcot,  there  was  violent  vomiting  at  the  same  time,  and  the  vomitus  con- 
tained a comparatively  large  amount  of  urea  (vicarious  excretion).  Hystei’ical 
polyuria  occurs  more  frequently  than  ischuria.  A large  amount  of  vei’y  light- 
colored  urine  of  low  specific  gravity  is  excreted.  This  polyuria  is  in  many 
instances  merely  the  result  of  excessive  ingestion  of  liquids.  Polydipsia  (exces- 
sive thirst)  is  a very  frequent  symptom  in  hysteria,  particularly  at  the  close  of 
a fit. 

The  digestive  disturbances  which  many  patients  have  are  mainly  such  as  have 
already  been  discussed  on  page  400,  under  the  head  of  “ nervous  affections  of  the 
stomach.”  Colicky  pains,  obstinate  constipation,  occasional  diarrhoea,  and  similar 
.symptoms,  are  by  no  means  rare.  Hysterical  tympanites  also  deserves  mention. 
It  is  due  to  the  accumulation  of  a large  amount  of  ah’  and  gas  in  the  primae  viae. 
This  may  be  in  part  the  result  of  a sort  of  paresis  of  tlie  muscular  coat  of  the 
stomach  and  intestines,  but  another  frequent  cause  is  the  swallowing  of  large 
amounts  of  air.  Perhaps  the  patient  does  this  on  purpose.  The  prominence  and 
tension  of  the  abdominal  walls  may  be  so  considex’able  as  to  simulate  grave  dis- 
eases, such  as  peritonitis,  or  a tumor,  or  pregnancy.  Doubts  of  this  sort  can  always 
be  dispelled  by  inducing  anmsthesia  with  chloroform.  It  is  possible  to  remove 
the  gas  completely  in  a short  time  by  pressing  upon  the  abdomen,  or  by  introduc- 
ing a long  tube  through  the  rectum. 

Sometimes  there  are  symptoms  referable  to  the  genital  organs.  It  has  been 
,•  already  pointed  out  that  too  much  pi’ominence  was  formerly  given  to  the  influence 
of  sexual  diseases  in  exciting  hysteria.  It  is  also  true  that  nervous  derangements 
of  the  genital  organs  may  be  among  the  symptoms  of  hysteria.  In  this  way  pain 
and  hypermsthesia  may  be  occasioned,  and  possibly  many  instances  of  dysmenor- 
rhcea  and  leucorrhma  have  a similar  origin.  We  can  also  readily  underetand 
that  sexual  relations  often  influence  very  excitable,  hysterical  individuals  to  no 
slight  extent,  as  indeed  is  very  frequently  betrayed,  by  the  character  of  their  hal- 
I lucinations  and  their  utterances  when  delirious. 

5.  General  Mental  and  Bodily  Constitution  of  the  Hysterical. — If  we  regard 
hysteria  as  a disease  which  is  largely  psyciiical,  which  is  the  only  correct  view,  it 
, will  not  seem  strange  if  the  whole  mental  constitution  and  nature  of  the  patient 
; show  special  peculiarities.  In  many  cases,  therefore,  the  psychical  condition  of 
the  hysterical  is  so  characteristic  tliat  the  physician  can,  from  the  patient’s  nature 
and  demeanor,  form  his  conclusions  as  to  the  form  of  her  disease. 

Hysterical  persons  are  irritable  and  emotional,  easily  depressed,  sensitive) 
w iinsical,  and  subject  to  violent  extremes  of  feeling.  They  are  inclined  to  exag- 
gerate their  sufferings,  exact  a great  deal  of  attention,  and  are  anxious  to  excite 
sympathy.  They  have  little  energy  or  force  of  will,  but  they  are  sly  and  obsti- 
nate in  cxirrying  out  any  pet  desire.  Again,  they  can  be  very  amiable  and  attrac 
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tive  if  they  take  the  fancy.  They  are  almost  invariably  clever.  It  is  comparatively 
exceptional  to  see  hysteria  in  dull  and  stupid  persons. 

This  brief  sketch  represents  many  cases,  as  we  have  said,  hut  not  all.  Such 
patients  vei’y  frequently  present  no  very  great  distuihances,  but  complain  merely 
of  all  sorts  of  general  derangements,  sometimes  of  one  kind  and  sometimes  of 
another,  and  yet  are  able  to  perform  their  daily  duties  tolerably  well.  A case  of 
paralysis,  contracture,  or  other  important  localized  hysterical  trouble  may  not 
present  any  marked  mental  peculiarities.  Either  thei’e  are  none,  or,  if  they  exist, 
the  patient  conceals  them  from  the  physician. 

With  regard  to  the  general  physical  constitution  of  hysterical  subjects,  it  has 
already  been  mentioned  that  any  bodily  weakness  favors  the  development  of  the 
disease;  and  yet  hysteria  is  by  no  means  confined  to  the  ill-nourished,  weakly, 
and  anaemic.  On  the  contrary,  many  patients  seem  to  be  in  blooming  health  and 
well  nourished.  In  a severe  case  of  hysteria,  however,  the  effects  of  the  disease 
on  general  nutrition  may  be  very  distinct.  Little  food  is  ingested,  sleep  is  dis- 
turbed, digestion  is  affected  {vide  infra),  and  the  bodily  health  is  gradually 
undermined. 


HYSTERICAL  ATTACKS,  CONDITIONS  OF  SPASM,  ETC. 


WhOe  the  symptoms  thus  far  described  are  largely  of  a permanent  character, 
paroxysmal  nervous  symptoms  are  also  very  common  in  hysteria.  The  diagnosis 
of  the  entire  morbid  condition  is  often  made  certain  by  the  onset  of  such  hysterical 
attacks,  which  are  often  very  characteristic,  and  their  significance  is  readily  pei’- 
ceived  by  the  experienced  physician.  There  are  some  cases  of  hysteria  which  run 
their  course  entirely  free  from  these  attacks,  where  there  are  only  certain  per- 
manent nervous  symptoms,  such  as  paralysis,  contractures,  anmsthesia,  etc. ; but 
there  are  also  other  patients  in  whom  the  hysterical  attacks  dominate  the  whole 
scene  and  are  sometimes  the  only  manifestations  of  the  disease.  A hysterical  at- 
tack is  not  infrequently  the  beginning  of  the  trouble,  especially  in  those  cases 
where  the  disease  is  excited  by  fright,  etc.,  and  where  the  attack  follows  immedi- 


ately upon  the  psychical  excitement.  . , i 

In  reo-ard  to  the  severity  and  the  variety  of  the  hysterical  attacks,  they  are  so 
manifold  that  an  exhaustive  account  of  all  the  possibilities  can  not  here  be  given ; 
but  certain  features  and  details  are  so  common  in  them,  and  recur  so  often,  t a a 
consideration  of  them  is  often  in  itself  sufficient  for  a correct  diagnosis. 

The  mildest  form  of  the  hysterical  attack  consists  of  the  development  of  a feel- 
ing of  distress,  anxiety,  vertigo,  and  especially  of  a loss  of  voluntary  control  o 
the  bodv.  The  patient  sinks  on  a bed  or  chair,  closes  the  eyes,  and  becomes 
pable  of  action  or  speech.  Mild  symptoms  of  motor  irritation  usually  ensue  most 
commonly  an  acceleration  of  respiration,  general 

etc.  Mild  spastic  symptoms  in  the  pharyngeal  muscles  and  the  diaphrag 
uncommon.  There  is  very  often  a lively  palpitation  during  the  attack.  The  face 

is  sornGtimcs  QuitG  reel,  but  in  otliGr  cqsgs  pulG.  , i 

In  such  mild  attacks  any  impartial  observer  has  distinctly  t le 
the  natient  is  liumoring  hi  inclinations.  If,  therefore,  she  be  encourapd,  o if 
cold-water  be  thrown  in  the  face  or  on  the  back  without  too  great  regaid  foi  e 
feGlino*s  she  usually  soon  regains  her  will-power  and  rapidly  iccoyer  . 

Inin  unbroken  sei’ies  these  mildest  forms  of  attack  pass  over  mto  the  severer 
tvnos  Thie  the  clouding  of  consciousness  is  greater  and  the  symptoms  of  motor 
‘Stir.  Ire  eevo,;  Contplete  loss  of  coosdousn...  so  — .3  e^y; 
is  scarcelv  seen  in  hysterical  seizures,  but  there  is  very  often  a maiked  clou  ^ 
^ se^re  'orms  morbid  al— 

infra).  If  hysterical  attacks  occur  which  resemble  those  of  cpiiep  y 1 J 
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epilepsy  ”),  we  must  think  of  the  possibility  of  a combination  of  the  two  diseases; 
but  usually  the  form  of  the  hysterical  convulsion  is  essentially  different  from  that 
of  the  epileptic.  In  severe  hysterical  convulsions  the  convulsive  movements  are 
more  varied,  more  extensive,  and  more  complicated  than  in  epilepsy.  The  arms 
make  thrashing  and  thrusting  movements,  and  often  apparently  quite  well-co- 
ordinated  movements.  Patients  strike  the  bed,  and  sometimes  their  own  bodies, 
with  the  clenched  fist;  they  seize  objects,  such  as  the  bedclothes  or  furniture,  and 
cling  fast  to  them.  We  also  see  clonic  or  tonic  flexor  and  extensor  spasms  in  the 
legs.  The  eyes  almost  always  converge  or  are  turned  to  one  side,  and  they  often 
roll.  The  lids  are  lightly  closed  or  occasionally  open.  There  is  almost  always 
trismus,  and  there  is  often  grinding  of  the  teeth.  The  trunk  usually  twists  and 
turns  the  most.  The  patient  often  thrusts  her  head  hard  against  the  wall  or  the 
bed.  The  whole  body  may  assume  positions  which  a healthy  person  can  scarcely 
imitate  without  special  practice.  The  best  known,  and  in  fact  one  of  the  com- 
monest and  most  characteristic,  is  the  arched  position  (arc  de  cercle),  of  which  the 
accompanying  illustration  (Fig.  110)  gives  an  idea. 


Fig.  no.— Hysterical  arc  de  cercle  (Bourneville  and  Regnard). 


Many  patients  rest  for  a time  on  the  floor  supported  only  by  the  head  and  toes. 
At  intervals  they  sling  or  roll  their  bodies  to  and  fro,  drum  on  the  floor  with  their 
legs,  throw  themselves  into  the  air,  etc.  Any  one  who  has  once  seen  such  a grand 
hysterical  convulsion  ” will  never  forget  the  picture. 

A dift’erent  but  still  common  form  of  hysterical  convulsion  is  characterized  by 
a pronounced  implication  of  the  respiratory  muscles.  The  attack  begins  with  a 
spasmodic  acceleration  of  respiration,  and  the  breathing  becomes  shorter  and  more 
rapid.  We  have  ourselves  counted  two  hundred  respirations  a minute.  Other 
peculiar  spasms  of  the  respiratory  muscles,  which  occur  in  this  way  only  in  hys- 
teria, are  also  common;  hiccough,  loud  sobbing,  grunting,  etc.  The  muscles  of 
the  pharynx  are  usually  implicated  in  producing  these  noises.  Of  course,  all  these 
spasmodic  conditions  may  be  joined  in  the  most  varied  ways  with  spasms  of  the 
trunk  and  the  extremities. 

One  of  the  most  essential  factors  which  often  gives  the  most  characteristic 
s mp  to  the  grand  hysterical  attack,  is  the  relation  which  the  .s])nsins  often  have 
^ certa,in  co-existing  abnormal  conditions  of  consciousness.  During  the  attack 
le  patient  is  u.sually  not  rmconscious,  but  she  is  under  the  dominion  of  inner 
morbid  delusions,  and  these  often  mirror  themselves  in  the  outward  movements. 

le  patient  is  wholly  dominated  by  a definite  circle  of  ideas ; she  has  hallucinations 
ami  passes  through  some  frightful  or  exciting  event.  All  this  is  most  strikingly 
manifested  in  her  movements  and  her  expre.ssion.  Hence,  in  an  attack  the  face 
^ en  expres.ses  terror,  rage,  threatening,  concuiiiscence,  .serenitv,  etc.  Very  often 
uie  internal  excitement  breaks  forth  in  words,  and  there  i.s  actual  hy.sterical 
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delirium,  tlie  most  marked  emotional  utterances,  etc.  The  patients  often  talk 
continually  to  themselves,  usually  very  rapidly,  with  frequent  repetitions  of  the 
same  phrase  or  word.  We  can  often  succeed  in  giving  the  delirium  a definite 
direction  by  questioning  the  patient,  or  converse  regularly  with  the  patient  during 
an  attack,  but  usually  the  pure  motor  sxmsms  again  set  in,  or  x^ersist  for  some  time 
in  a tonic  form. 

We  can  not  go  further  into  the  numerous  details  of  the  symptoms  of  the  grand 
attack  (“  grande  hysterie  ”),  for  an  accui’ate  knowledge  of  which  we  must  thank 
the  observations  of  Charcot  and  the  school  of  La  Salx^etiuere  in  Paris  (Bourneville 
and  Eegnard,  P.  Richer).  The  descrix^tions  of  the  French  authors  apply  to  the 
grand  hysteria  not  infrequently  seen  in  Germany.  In  regard  to  the  whole  picture 
of  the  attack  the  French  neurologists  distinguish  several  periods  which  coitc- 
spond  in  general  with  the  above-described  conditions.  The  first  period  consists  of 
severe  epilex^tiform  convulsions  apparently  associated  with  loss  of  consciousness. 
Then  comes  the  period  of  “contortions  and  grand  movements”  (clownismus), 
and  finally  the  x^eriod  of  plastic  positions  and  passionate  attitudes  {attitudes  pas- 
sionelles).  The  short  and  very  significant  exxjressions  of  this  scheme  are  of  prac- 
tical value,  but  in  our  experience  we  can  only  rarely  expect  sharply  defined 
“periods”  in  the  individual  case;  the  grand  hysterical  attack  is  rather  composed 
in  the  most  varied  ways  of  the  different  symptoms  above  mentioned. 

There  remains  one  essential  relation  in  order  to  comxfiete  the  picture  of  the  hys- 
terical attack,  and  that  is  the  “ suggestibility  ” of  the  patient,  which  is  so  peculiarly 
characteristic  of  hysteria.  By  “suggestion”  we  mean  the  artificial  production 
of  a definite  xrsychical  state,  or  a x^hysical  state  dependent  on  the  mind,  by  arous- 
ing the  approxrriate  ideas.  In  the  general  characteristics  of  the  mental  constitu- 
tion of  many  hysterical  persons  we  have  already  had  to  point  out  how  much  and 
how  often  such  patients  let  themselves  be  dominated  by  tlieir  imaginations.  Sug- 
gestion is  merely  the  artificial  fostering  of  this  psychical  peculiarity  and  its  special 
application.  The  more  we  try  to  foster  and  preserve  this  peculiarity,  the  more  we 
leave  uncorrected  the  false  ideas  which  the  x^atients  have,  the  better  we  succeed  at 
last  in  making  the  patients  merely  a shuttlecock  for  their  ideas.  Hence  the  phy- 
sician’s daily  experience  teaches  that,  as  suggestion  experiments  are  repeated,  the 
patients  more  easily  become  suscex^tible  to  them,  so  that  finally  we  can  actually  “ do 
everything  with  them.”  There  can  scarcely  be  any  difference  of  ox)inioii  as  to 
whether  such  an  experiment  without  restraint  is  medically  and  morally  permissi- 
ble; and  even  the  fostering  of  suggestion  for  therapeutic  i^uiq^oses  is  a two-edged 
sword  whose  action  is  not  always  rigidly  within  the  physician’s  control. 

Suggestion  is  most  easy  dui’ing  the  hysterical  attack  itself,  esi^ecially  in  those 
forms  where  the  x^atients  speak,  hear,  and  answer.  As  soon  as  we  give  the  sub- 
stance of  the  patient’s  ideas  a definite  direction,  and  tell  them  in  a convincing 
tone  that  they  are  in  a garden  or  a wood,  picking  flowers  or  fruit,  that  they  ai’e 
attacked,  bound,  lying  on  the  edge  of  a precipice  or  the  water,  etc.,  we  see  in  their 
bearing  and  speech  that  they  think  they  are  actually  experiencing  all  these  con- 
ditions in  their  delirium  and  hallucinations.  The  emotional  utterances  of  fear, 
terror,  joy,  or  aversion  are  then  often  expressed  with  astonishing  art.  In  the  same 
way  we  can  suggest  paralyses,  contractures,  or  anaesthesias.  The  most  interesting 
feature  of  it  all  is,  that  when  the  attack  is  over  eveiy  trace  of  recollection  of  what 
happened  during  it  is  lost.  The  same  patients  who  just  now  were  so  much  excited 
by  some  definite  idea,  a few  seconds  later,  when  the  attack  has  ceased  of  itself  or 
has  artificially  been  brought  to  an  end  {vide  infra),  know  nothing  more  about  it. 
They  have  not  even  a vanishing  recollection  like  that  of  a dream  about  what  they 
have  just  said  and  done,  even  if  it  be  expressly  described;  but  it  is  still  more  re- 
markable that  during  the  following  attack  they  often  remember  very  well  what 
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they  have  experienced  actually  or  in  their  imaginations  in  the  past  attack.  In 
such  cases  we  can  actually  speak  of  “ double  consciousness.”  Processes  of  the  con- 
scious waking  life,  however,  often  remain  in  the  consciousness  during  the  attack. 
We  often  see  that  the  actual  event  (scene  of  terror,  etc.)  which  has  given  rise  to  the 
first  onset  of  the  attacks,  is  often  gone  through  with  anew  in  the  delirium  of  sub- 
sequent attacks. 

Hypnotic  symptoms  are  closely  allied  to  the  processes  in  suggestion.  We  can 
not  give  here  a complete  review  of  this  field,  which,  as  is  well  known,  has  been  so 
much  studied  of  late.  The  tendency  of  human  nature  to  mysticism  and  the  influ- 
ence of  suggestions,  which  may  be  of  value  not  only  with  the  patients  but  even  with 
the  investigating  physicians,  are  the  reasons  why  the  false  and  the  true  have  often 
been  mixed  in  the  study  of  hypnosis.  We  can  say  only  that  one  great  advance  is 
now  generally  recognized,  and  that  is,  that  most  persons  of  scientific  training  have 
abandoned  the  hypothesis,  once  frequently  accepted,  of  a special  “ magnetic 
power  ” (animal  magnetism),  by  which  the  “ magnetizers  ” could  put  their  medi- 
ums ” into  the  “ magnetic  sleep  ” or  other  abnormal  conditions. 

Hypnosis  is  nothing  more  than  the  intentional  artificial  production  of  a hyster- 
ical attack,  or  a hysterical  psychosis  by  suggestion — that  is,  by  the  action  of  definite 
ideas  on  the  person  to  be  hypnotized.  Therefore,  only  those  persons  can  be  hyp- 
notized in  whom  these  ideas  have  a strong  enough  influence.  No  man  can  be 
hypnotized  to  whom  the  nature  of  hypnosis  is  clear.  The  essential  feature  of  all 
hypnotic  procedures  is  merely  to  produce  in  the  most  lively  way  possible  the  idea, 
“ It  will  happen  as  the  hypnotizer  says.”  All  other  things — the  fixation  of  the  eyes 
on  bright  objects,  the  vibrations  of  a tuning-fork,  etc. — are  side  issues,  and  serve 
merely  to  support  the  suggestion.  In  all  easily  hypnotizable  persons  the  mere 
closure  of  the  eyes  and  the  remark,  “ Now  go  to  sleep,”  are  enough  to  produce  the 
hypnotic  sleep.  Patients  (and  here  we  may  actually  speak  of  “ patients  ”)  reach 
this  suggestibility,  of  course,  only  after  they  have  often  been  hypnotized;  for  the 
oftener  the  same  action  of  an  idea  is  produced  the  more  easily  it  occui'S — a law 
which  follows  also  from  many  other  experiments  in  the  psychical  domain.  The 
different  forms  of  hypnosis  are  not  distinguishable  from  the  various  hysterical 
conditions.  Hypnosis  is  artificial  hysteria,  and  from  this  alone  we  note  the 
danger  of  all  hypnotic  experiments  as  soon  as  they  are  practiced  by  the  ignorant. 
In  this,  too,  it  has  often  been  shown  that  we  can  not  become  free  again  from  the 
spirits  which  we  call  up.  The  French  physicians  (Richer)  distinguish  four  chief 
forms  of  the  hypnotic  state,  which  show,  however,  many  transitions:  1.  The  cata- 
leptic state,  in  which  the  limbs  retain  all  the  positions  artificially  given  them  (see 
the  previous  chapter).  2.  The  state  of  ” suggestion,”  of  artificially  jn-oduced  hallu- 
cinations. If  we  put  the  body  passively  into  certain  positions  corresponding  to 
definite  acts,  we  can  produce  in  the  patient  all  the  appropriate  ideas  with  the  dis- 
tinctness of  an  hallucination.  To  this  category  belong  the  well-known  hypnotic 
exhibitions  where  hypnotized  adult  men  toss  babies,  eat  raw  potatoes  with  an 
expression  of  enjoyment,  etc.  ,3.  The  lethargic  state,  that  is,  a state  of  apparent 
unconsciousness,  with  the  eyes  closed,  the  muscles  completely  relaxed,  and  a 
marked  increase  of  excitability  in  the  muscles  and  nerves.  A light  pressure  or  a 
slight  blow  on  a nerve,  like  the  facial,  suffices  to  put  all  the  muscles  supplied  by 
It  into  a tetanic  contraction  which  outlasts  the  irritation.  4.  By  certain  manip- 
ulations (for  instance,  rubbing  over  the  parietal)  we  can  change  the  lethargic  state 
into  one  of  hysterical  somnambulism.  The  patients  remain  hal  f unconscious,  but 
answer  automatically  questions  which  are  put  to  them,  obey  orders  given  to  them 
and  sometimes  show  certain  sensory  hyperaesthesias.  We  see  lhat  all  these  forms 
are  precisely  identical  with  the  different  forms  of  the  hysterical  attack.  Only  the 
inci cased  mechanical  excitability  of  muscles  and  nerves  is  not  yet  fully  explained. 
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May  not  suggestions— that  is,  ideas  which  lead  to  unconscious  voluntaiw  muscular 
contractions— also  xjlay  a part  hei-e  ? 

We  have  thus  far  omitted  to  dwell  upon  an  important  point  in  the  description 
of  the  hysterical  attack— namely,  the  relation  to  it  of  “ hysterogenous  zones  ” 
We  have  mentioned  above  how  often  in  hysterical  patients  certain  parts  of  the 
body  (the  ovarian  region,  the  sides  of  the  chest,  etc.)  are  extremely  sensitive  to 
pressure.  It  is  by  no  means  uncommon  that,  in  spite  of  the  patient’s  resistance 
somewhat  longer  pressure  on  such  a spot  may  excite  a hysterical  attack.  On  the 
other  hand,  we  sometimes  succeed  in  causing  an  existing  attack  to  cease  by  pressure 
on  the  same  zone.  We  are  of  the  opinion  that  in  these  manipulations  also  ideas 
become  potent  as  connecting  links. 

Finally,  we  must  acid  that  there  are  also  milder  forms  of  hysterical  spasm 
which  are  limited  to  a definite  muscular  region,  and  are  not  associated  with  any 
marked  clouding  of  consciousness.  There  are,  for  example,  isolated  spasms  of  the 
muscles  of  the  neck,  isolated  respiratory  spasms  (spasmodic  cough,  etc.),  and  iso- 
lated spasms  in  the  arms  and  legs ; the  laryngeal  muscles  may  also  be  affected 
(hysterical  spasms  of  the  glottis).  Spasms  of  the  diaphragm  and  other  muscles  of 
inspiration  are  quite  common  under  the  form  of  hysterical  hiccough,  which  may 
sometimes  last  in  the  severest  way  for  days  or  weeks.  To  spasmodic  conditions  in 
the  muscles  of  the  pharynx  and  oesophagus  we  refer  the  well-kno^vn  symptom  of 
so-called  globiis  hystcvicus  : the  patients  feel  as  if  a ball  were  moving  up  and 
down  in  the  throat. 

We  sometimes  see  spasmodic  conditions  which  come  on  in  a clonic  fashion,  or 
in  single  twitchings  in  this  or  that  muscular’  territory;  sometimes  affect  sym- 
metrical groups  of  muscles ; are  not  associated  with  disturbances  of  consciousness ; 
cease  during  sleep,  and  are  often  easily  ciu-ed  by  appropriate  mental  treatment. 
Such  conditions  have  been  described  under  special  names  as  special  disea.ses — 
electrical  chorea,  paramyoclonus  multiplex,  or  myoclonia.  In  our  opinion,  most 
of  these  cases,  if  not  all,  are  undoubtedly  hysterical  (see  pages  573  and  576). 

General  Course  of  the  Disease.— Our  description  of  the  symptomatology  of  hys- 
teria has  been  confined  to  the  most  important  and  frequent  phenomena;  and  yet 
even  this  meager  outline  shows  what  an  infinite  variety  of  shapes  the  disease 
assumes.  1 . In  one  class  of  cases  there  are  no  severe  symptoms  whatever.  The 
patient  merely  displays  the  general  mental  condition  characteristic  of  hysteria: 
she  is  easily  excited,  prone  to  make  much  of  her  ills,  has  all  sorts  of  symptoms, 
such  as  paiu,  palpitation,  dyspe]Dsia,  and  dyspnoea,  and  these  are  aggravated  by 
mental  excitement,  wliile  at  other  times  they  may  .so  nearly  vanish  that  the  patient 
does  not  appear  to  be  ill.  2.  A second  class  of  cases  has  more  severe  disturbance, 
coming  on  after  some  unfavorable  psychical  infiuence.  The  patient  may  have 
displayed  a general  hysterical  tendency  previously,  oi’  may  have  seemed  perfectly 
well.  Here  we  may  observe  all  the  symptoms  above  enumerated  and  described. 
There  may  be  paralysis,  spasm,  contracture,  anaesthesia,  or  partestbesia.  The  indi- 
vidual symptoms  may  persist  obstinately  for  weeks  and  months;  but  again  they 
may  vanish  on  a sudden  or  give  place  to  other  disturbances.  Psychical  influences 
are  unmistakably  potent,  not  merely  in  the  incipient  stage  but  also  in  the  further 
course  of  the  disease.  Any  aggravation  of  the  symptoms  is  usually  referable  to 
emotional  excitement.  This  is  particularly  true  of  the  hysterical  convulsions. 
In  many  cases,  almost  every  fresh  paroxysm  is  due  to  anger,  terror,  or  some  simi- 
lar cause.  3.  The  third  class  compri.ses  the  most  severe  forms  of  hystei’ia,  with 
those  nervous  disturbances  briefly  outlined  above.  They  are  as  complicated  as 
they  are  puzzling,  and  form  manifold  combinations  with  all  the  other  hysterical 
phenomena,  including  anaesthesia,  contracture,  and  ijaralysis. 

The  entire  duration  of  the  disease  varies  greatly.  The  true  root  of  all  evil  is 
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tlie  abnormal  excitability  of  the  nervous  system,  which  always  remains  in 
unstable  equilibrium ; and  often  it  is  not  possible  to  cure  this.  If  not,  the  trouble 
lasts  almost  indefinitely.  New  manifestations  of  the  disease  succeed  to  periods  of 
apparently  perfect  health.  Usually  the  symptoms  do  not  abate  till  quite  late  in 
life.  There  are,  however,  many  instances  of  complete  and  permanent  relief. 
This  favorable  termination  is  more  especially  to  be  hoped  for  where  the  patient 
comes  into  suitable  and  appropriate  conditions  of  life,  having  some  regular  occu- 
patiou.which  is  not  exposed  to  all  sorts  of  unfavorable  psychical  influences.  Many 
cases  of  hysterical  disturbance,  in  previously  healthy  children  or  young  adults, 
and  due  to  some  distinct  cause,  terminate  comparatively  soon,  and  never  recur. 
It  is  never  possible,  however,  to  be  sure  that  there  will  be  no  relapse,  inasmuch  as 
a single  appearance  of  hysteria  shows  unmistakably  that  the  nervous  system  is 
abnormally  vulnerable  to  external  impressions  and  the  mental  emotions  excited 
by  them. 

Diagnosis. — An  experienced  physician  is  seldom  greatly  puzzled  by  hysterical 
affections.  Although  the  disease  may  at  fii’st  simulate  some  grave  organic  disor- 
der, a careful  physical  examination  and  continued  observation  will  almost  invari- 
ably disclose  the  true  character  of  the  case.  In  the  first  place,  there  are  never 
any  such  symptoms  as  would  absolutely  prove  the  existence  of  some  organic 
lesion.  For  example,  we  never  find  atrophy  or  loss  of  electrical  reaction  in  con- 
nection with  hysterical  paralysis.  Secondly,  many  symptoms  are  characteristic 
of  hysteria  and  are  never  seen  in  any  other  disease.  Such  are  numerous  forms 
of  convulsions,  and  hemianmsthesia  with  amblyopia  of  one  eye.  Above  all,  we 
should  regard  the  whole  psychical  behavior  of  the  patient,  the  influence  exeified 
upon  her  by  emotional  disturbances,  and  the  aetiology  of  the  illness— for  instance, 
if  caused  by  some  mental  excitement  or  emotion.  The  discovery  of  specific  hys.- 
terical  symptoms,  the  so-called  hysterical  stigmata,  sensory  anaesthesias,  hyster- 
ogenous  zones,  etc.,  are  especially  important.  Many  symptoms  of  hysteria,  espe- 
cially certain  forms  of  spasm  and  hemianaesthesia,  are  in  themselves  so  character- 
istic that  from  them  alone  a correct  diagnosis  can  be  made. 

Treatment. — What  has  been  said  about  the  aetiology  of  hysteria  at  once  sug- 
gests a possible  method  of  prophylaxis.  A watchful  eye  will  often  detect,  even  in 
childhood,  the  signs  of  abnormal  nervous  excitability,  and  in  such  a case  the 
parent  will  make  it  his  duty  to  impose  a suitable  physical  and  mental  regimen, 
that  graver  disturbances  may  be  averted. 

If  hysteria  be  already  developed,  the  first  and  most  important  treatment  is 
mental.  There  could  he  no  greater  mistake  than  to  deride  the  patient  or  treat 
her  as  a malingerer;  for  hysteria  is  a disease,  and  its  symptoms  are  just  as  inde- 
pendent of  any  conscious  volition  on  the  part  of  the  patient  as  those  of  any  other 
disease.  It  is,  however,  absolutely  essential  to  carry  out  the  moral  training, 
w'hich  the  physician  must  institute  with  all  the  proper  strictness  and  energy, 
because  in  this  way  alone  can  any  good  be  accomplished.  Sometimes  this  most 
important  indication  can  be  fulfilled  only  after  the  patient  has  been  withdrawn 
from  the  over-anxious  and  over-assiduous  parents  or  relatives,  and  like  unfavor- 
able influences.  In  such  cases,  treatment  in  soine  institution  will  often  be  vastly 
better  than  the  best  care  at  home ; and  our  own  experience  leads  us  to  recommend 
most  urgently  that  the  eventual  necessity  of  removal  to  an  asylum  .should  be 
con,stantly  borne  in  mind  with  regard  to  aggravated  cases.  Often  the  mere  dread 
of  removal  to  such  a place  has  a favorable  mental  influence. 

Proj)er  moral  treatment  achieves  comparatively  the  best  results  where  thei-e  is 
hysterical  paralysis.  When  we  are  once  certain  that  the  paralysis  is  due  to 
hysteria,  the  patient  must  be  instructed  how  to  regain  by  practice  the  lost  power 
of  the  will  over  the  paralyzed  muscles.  If  the  paralysis  affect  the  lower  extremi- 
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ties,  as  it  usually  does,  the  patient  must  be  set  on  her  feet,  regardless  of  all  her 
opposition  and  complaints,  and  kindly  but  most  firmly  required  to  try  to  walk. 
Of  course,  at  fii'st  she  must  be  well  supported.  This  exercise  must  be  methodically 
gone  through  with  several  times  a day.  Gradually  the  patient’s  gait  becomes 
more  and  more  secure.  She  regains  confidence  in  her  own  ability,  and,  having 
once  begun  to  improve,  usually  makes  rapid  progress  toward  complete  recovery. 
Every  experienced  physician  can  recall  numerous  instances  where  hysterical 
paralysis  which  had  lasted  weeks  and  months  was  cured  in  a few  days  by 
tins  mode  of  treatment.  Faradization  of  the  muscles,  cold  sponging,  with  friction 
and  bathing,  are  excellent  adjuvants ; and  the  disagi’eeable  element  in  these  pro- 
cedures of  itself  stimulates  the  patient  to  make  every  possible  exertion  to  regain 
the  use  of  her  limbs. 

VV  hen  there  is  hysterical  paralysis  of  the  vocal  cords,  a similar  training  will 
be  found  both  practicable  and  efficient.  Electricity  is  also  of  great  value.  It  may 
be  applied  externally  or  within  the  larynx.  Often  tbe  patient,  terrified  by  the 
sudden  pain  it  causes,  recovers  her  voice  at  once. 

The  treatment  of  hysterical  contractures  consists,  first,  in  an  effort  to  loosen 
up  the  contracture  by  massage  and  energetic  passive  motion.  Faradism  vfill  be 
found  of  assistance  here  also.  In  order  to  maintain  the  gi’ound  thus  gained,  the 
patient  must  be  induced  to  exercise  the  muscles  regularly  by  making  voluntary 
movements. 

The  treatment  of  hysterical  spasmodic  conditions  often  causes  greater  difficul- 
ties. In  many  cases  a sharp  sensory  irritation,  douching  with  cold  water,  or  a 
cold  bath  with  cold  shower-bath,  suffices  to  j-estore  the  energy  of  the  patient’s 
will,  which  is  necessary  to  regain  control  over  the  muscles  and  thus  check  the 
spasms.  The  dread  of  the  repetition  of  the  bath  does  its  part  in  warning  the  pa- 
tients from  giving  themselves  up  unresistingly  to  a repetition  of  the  attack.  The 
electric  current  (strong  faradism  during  the  attack)  may  also  act  favorably  in  the 
same  way.  The  action  of  such  measures,  however,  very  often  gradually  weakens, 
the  patients  become  accustomed  to  the  cold  baths,  and  they  remain  without 
effect. 

Tbe  milder  varieties  of  hysterical  convulsion,  such  as  hysterical  hiccough  or 
cough,  are  often  controlled  by  a stern  reproof.  It  is  precisely  in  these  cases  that 
the  moral  effect  of  transfer  to  some  institution  frequently  causes  the  abrupt  disap- 
pearance of  symptoms  which  have  lasted  for  months.  The  severe  hysterical 
attacks  are  often,  of  course,  peculiarly  obstinate,  and  they  may  resist  for  months, 
and  even  years,  the  most  intelligent  treatment. 

Hysterical  anaesthesia  is  best  treated  with  the  faradic  wire-brush.  This  vigor- 
ous irritation  restores  the  anaesthetic  parts  to  the  domain  of  consciousness.  It 
should  be  said,  however,  that  these  cases  may  prove  obstinate  or  relapse. 

Tbe  most  difficult  of  all  hysterical  cases  to  treat  are  those  where  the  symptoms 
are  not  strongly  pronounced,  but  where  there  is  a general  hysterical  condition,  ex- 
pressing itself  in  a multitude  of  nervous  derangements,  such  as  palpitation,  dyspep- 
sia, and  general  debility,  or  in  purely  subjective  symptoms,  or  in  emotional  tend- 
encies. Such  patients  are  often  advanced  in  years,  so  that  little  is  to  be  hoped 
for  from  moral  training;  and  their  circumstances  may  be  unfavorable  without 
our  being  able  to  remedy  the  situation.  Even  here,  however,  the  physician  may 
greatly  benefit  the  patient  by  means  of  psychical  influences,  if  he  once  gains  her 
complete  confidence.  It  will  also  be  found  advantageous  to  employ  such  remedies 
as  invigoi’ate  the  nervous  system  (see  the  next  chapter) ; electricity  should  be 
given,  either  in  the  form  of  general  faradization,  or  the  faradic  brush  applied  to  the 
back  and  shoulders,  or  the  galvanic  curi’ent  applied  to  the  spinal  column  and  the 
sympathetic  nerve ; and  of  still  greater  importance  is  a methodical  cold-water  treat- 
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ment,  either  by  sponging,  or  bathing,  or  douches.  Such  patients  are  often  vastly 
improved  by  sea-bathing  in  summer,  or  by  going  to  the  mountains. 

The  numerous  internal  remedies  for  hysteria  are  also  of  moi-e  use  in  these 
genei’al  conditions  than  where  there  are  marked  nervous  disturbances  in  special 
parts  of  the  body.  In  the  latter,  internal  remedies  do  good  only  indirectly  and 
subjectively,  and  about  in  proportion  to  the  confidence  of  the  patient  in  the  vir- 
tues of  the  medicine.  This  is  the  explanation  of  the  frequent  cases  of  rapid 
recovery  after  taking  homoeopathic  and  “ electro-homoeopathic  ” remedies,  and 
tliose  still  more  marvelous  cures  effected  by  means  of  holy  water  and  relics. 

Among  the  “antihysterical  ” agents  contained  in  our  medical  thesaurus,  asafoeti- 
da,  valerian,  and  castoreum  are  the  most  famous:  but  probably  few  would  at  the 
present  day  claim  that  they  possess  any  specific  virtues.  Perhaps  the  preparations 
of  valerian  are  the  most  useful  where  there  is  hysterical  excitement,  as  evinced  by 
convulsions  or  palpitation.  Bromide  of  potassium,  arsenic,  and  other  medicines 
which  ordinarily  exert  a favorable  influence  tipon  the  nerves,  seldom  accomplish 
any  permanent  good  in  hysteria,  although  often  prescribed.  Narcotics  do  little 
good,  and  may  do  much  harm.  It  is  easy  to  develop  the  morphine  habit  in  such 
patients. 

If  hysteria  be  complicated  by  some  actual  organic  disease,  the  lattei’,  of  course, 
denaauds  special  ti’eatment.  Great  benefit  is  hoped  for  by  many  from  the  cure  of 
any  uterine  complaint  which  may  be  present.  Cases  are  known  where  grave  hys- 
terical disturbance  has  vanished  upon  dilatation  of  a constricted  cervical  canal  or 
rectification  of  a displacement ; but  there  are  numerous  other  instances  on  record 
where  gynaecological  treatment  has  proved  entirely  unavaihng.  It  may  also  be 
questioned  whether,  in  the  successful  cases,  the  main  benefit  was  not  due  to  sub- 
jective influences.  Hegai-  has  removed  the  ovaries  in  a few  severe  cases,  but  the 
operation  is  not  yet  fully  established.  At  any  rate,  it  is  justifiable  only  when  the 
ovaries  are  known  to  be  in  an  abnormal  condition.  Friedreich  claims  to  have  had 
excellent  results  from  energetic  cauterization  of  the  clitoris.  We  do  not  believe 
that  in  this  he  will  have  many  imitators. 

In  general,  we  may  certainly  maintain  that  all  methods  of  treatment  of  hys- 
teria are  efficient  only  when  associated  with  the  necessary  psychical  factor.  Hence 
prescription,  no  matter  how  senseless  it  seems,  may  have  the  greatest  effect 
as  soon  as  the  patient  believes  in  it” — that  is,  as  soon  as  the  psychical  action  of 
this  belief  is  manifest.  Hence  we  may  say  that  in  hysteria,  as  a rule,  treatment 
either  produces  rapidly  a brilliant  success  or  it  has  no  effect  at  all. 

We  must  here  mention  two  methods  of  treatment  which  have  lately  been  much 
discussed — metallotherapy  and  treatment  by  hypnosis. 

In  regard  to  metallotherapy  a French  physician,  named  Burq,  discovered 
years  ago  that  by  laying  plates  of  metal  upon  a cutaneous  surface  affected  by  hys- 
terical anaesthesia  a remarkalfie  result  is  sometimes  produced.  Almost  at  oi'ice 
sensation  IS  restored  to  the  immediate  region,  and  often  to  a much  larger  area, 
yhist  of  the  cases  have  been  those  of  hysterical  hemiaumstliesia.  It  is  not  every 
kind  of  metal  which  will  prove  effective,  nor  will  the  same  kind  affect  all  patients. 
It  IS  said  tliat  iron  is  most  frequently  efficient;  but  sometimes  copper,  zinc,  or  gold 
IS  required.  The  process  of  determining  tlio  metal  essential  to  each  individual 
ca.se  Burq  railed  metalloscoiiy  and  ho  stated  that  this  metal  would  also  have 
(he  same  effect  If  given  internally!  In  187(5  a coininittoe  appointed  by  (he  Pari- 
sian  Societe  de  Biologic  tested  these  statements,  at  least  with  regard  to  (he  external 
appheahon  of  metals-the  idea  of  their  infernal  administration  having  been  pretty 
much  abandoned-and  confirmed  them.  Charcot  also  di.scovcred  many  remarkable 
ac  ts  of  a similar  nature,  w^^  hkewise  .soon  received  universal  substantiation. 

e most  remarkable  of  these  phenonieiia  is  known  as  transfer.  The  return  of 
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sensation  to  the  anaesthetic  area,  as  a result  of  applying-  a metal  plate,  is  accom- 
panied by  a simultaneous  development  of  anaesthesia  upon  the  opposite,  pre- 
viously normal  side,  in  an  exactly  corresponding  place.  Sometimes  sensation 
oscillates  from  one  side  to  the  other  and  back  again,  so  that  now  one  half  of  the 
body  and  now  the  other  is  alternately  sensitive  or  anaesthetic.  If  the  metal  be 
placed  at  the  start  upon  the  normal  skin,  that  part  becomes  anaesthetic,  while  the 
corresponding  part  upon  the  opposite  side  of  the  body  regains  its  former  normal 
condition. 

It  has  also  been  discovered  that  other  hysterical  symptoms  exhibit  analogous 
phenomena.  Transfer  can  sometimes  be  observed  in  hysterical  amblyopia,  achro- 
matopsia, deafness,  loss  of  smell  and  taste,  contractm-es,  and  paralysis.  Such 
transfers  may  be  induced  by  vaidous  means  other  than  metal  plates.  These  are 
classed  as  sesthesiogenous  remedies,  and  include  large  magnets,  feeble  galvanic 
currents,  and  static  electricity.  Vibrating  tuning  forks  and  sinapisms  have  also 
produced  similar  results.  Hence  it  seems  to  us  to  be  an  undoubted  conclusion 
that  the  whole  of  the  group  of  symptoms  just  described  has  no  peculiar  jdace. 
They  are  simply  the  results  of  suggestion,  produced  once  more  by  ideas.  The 
similarity  of  the  test  as  performed  by  the  physician  pi’oduces  the  similarity  of  the 
symptoms  that  ensue. 

Of  late  the  treatment  of  hysteria  by  hypnosis  has  acquired  a far  greater  prac- 
tical significance  than  metallotherapy ; it  is  a mode  of  treatment  which  has  been 
practiced  most  extensively  by  the  “ school  of  Nancy  ” (Bernheim).  If,  during 
hypnosis,  morbid  states  can  be  produced  by  suggestion,  it  naturally  follows  that 
morbid  states  can  also  be  cured  by  suggestion.  If  by  many  well-known  successes 
the  hypnotizing  physician  has  at  the  outset  acquired  the  j^atieut’s  confidence,  as 
relics  have  the  confidence  of  believers,  the  most  beaiitiful  results  can  of  coui-se  be 
attained  in  this  way.  There  is  no  special  peculiar  principle  in  the  hypnotic  ti-eat- 
ment.  Any  other  efficient  mode  of  treating  hysteria  rests  on  the  same  conditions  and 
presumptions.  Hypnosis  has  only  the  one  great  consequence,  that  it  is  artificially 
produced  as  a severe  abnormal  mental  state  in  a patient  who  pi-eviously  had  not 
spontaneously  fallen  into  this  state.  In  that  lies  the  sequel,  which  of  course  need 
not  always  be  permanent,  but  which  often  enough  has  been  most  severe:  the 
attempt  to  hypnotize  a patient  who  is  suffei’ing  from  a slight  hysterical  affection 
has  not  infrequently  been  followed  by  the  onset  of  a severe  hysterical  attack. 
The  mischance  will  seldom  happen  to  the  physicians  and  magnetizers  who  prac- 
tice hypnotism  as  a specialty,  because  their  psychical  influence  on  their  patients 
is  usually  greater  from  the  outset;  but  we  should  consider  it  a misfortune  if 
hypnosis  should  come  into  too  general  use.  That  in  this  way  apparently  the 
most  wonderful  cures  can  often  be  obtained,  is  perfectly  well  established  and  not 
at  all  surprising ; but  the  same  cures  can  also  be  obtained  in  other  ways,  with- 
out running  the  risk  of  producing  first  that  of  which  you  would  cure  your  patient, 
for  to  hypnotize  means  to  make  hysterical.  Furthermore,  it  is  not  hard  to 
prophesy  that,  as  the  Imowledge  of  the  peculiar  nature  of  hypnosis  becomes  gen- 
ei'al,  it  will  lose  its  halo  with  the  patient,  and  with  that  it  will  lose  its  healing 
power. 
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CHAPTER  X. 

NEURASTHENIA. 

{JVeroo'us  Debility.) 

When  studying  the  disorders  of  the  spinal  cord,  it  will  he  remembered  that  we 
found  one  group  of  symptoms  which  did  not  rest  upon  any  discoverable  anatomical 
basis  but  which  were  merely  functional  {vide  page  605).  In  some  part  due  to  abnor- 
mal excitability  of  the  nervous  system,  but  mainly,  however,  the  result  of  impaired 
vigor,  this  condition  was  denonunated  “nervous  weakness.”  Perfectly  analogous 
phenomena  may  originate  in  the  brain,  and  are  named  cerebral  neurasthenia,  in 
contrast  with  spinal  neiu-asthenia.  In  most  instances  we  meet  with  both  cerebral 
and  spinal  symptoms,  and  must  therefore  call  the  disease  cerebro-spinal,  or  general, 
neurasthenia. 

The  American  neurologist  Beard  was  the  first  to  recognize  the  importance  of 
this  disease  and  to  give  it  its  present  name.  Beard  was  at  first  inclined  to  believe 
that  neurasthenia  was  mainly  an  “ American  disease  ” ; but  this  is  by  no  means 
the  case,  inasmuch  as  sufferers  from  neurasthenia  form  a very  important  contin- 
gent among  the  patients  of  German  specialists.  Neurasthenia  is  certainly  one  of 
the  most  frequent  and  important  nervous  diseases  from  a practical  standpoint,  nor 
is  its  study  by  any  means  devoid  of  scientific  interest. 

Causation. — A full  list  of  the  causes  of  neurasthenia  would  include  almost  all 
those  influences  which  in  any  way  act  unfavorably  iipon  the  nervous  system. 
Most  of  these  have  been  enumerated  on  page  606.  Where  the  disease  is  mainly 
of  the  cerebral  form,  excessive  bi’ain-work  contributes  very  largely  to  its  produc- 
tion, particularly  when  combined  with  certain  kinds  of  excitement.  The  mer- 
chant is  liable  to  it,  whose  bold  ventures  subject  him  to  deep  anxiety  and  eager 
hope;  and  the  politician,  who  is  incessantly  agitated  by  party  strifes;  and  like- 
wise the  artist  or  scholar,  whose  ambition  gives  him  no  rest.  In  all  these  cases 
the  nervous  system  finally  becomes  exhausted — that  is,  neurasthenia  is  established. 
Even  here,  however,  neuropathic  tendencies  come  into  play,  for  some  are  crushed 
by  a burden  which  others  can  bear.  In  very  many  instances  this  liability  to  the 
disease  is  inherited;  in  others  it  is  acquired  {vide  page  606). 

As  was  mentioned  under  spinal  neurasthenia,  hypochondria  frequently  assumes 
an  important  role  in  these  cases.  It  not  only  exaggerates  the  existing  symptoms, 
but  it  contributes  others  of  its  own.  In  this  we  find  one  essential  difference  be- 
tween neurasthenia  and  genuine  hysteria.  In  the  latter,  however  much  com- 
plaint there  may  he,  a genuine  hypochondriacal  tendency  is  extremely  rare. 
Hypochondria  becomes  even  the  essential  factor  in  those  melancholy  forms  of 
neurasthenia  which  so  often  result  from  onanism  or  other  sexual  abuses.  This 
same  element  is  also  probably  the  main  one  in  the  strikingly  frequent  cases  of 
neurasthenia  in  physicians. 

The  symptoms  of  spinal  neurasthenia  have  been  already  briefly  described,  so 
that  we  may  here  confine  our  remarks  chiefly  to  the  still  more  important  cerebi’al 
symptoms.  Most  fi’cquent  among  these  is  a subjective  sensation  of  pressure  in 
the  head.  Patients  give  a very  various  description  of  this  sensation.  Es.sentially, 
however,  it  is  a feeling  of  pressure  and  numbness,  and  makes  the  patient  doubt 
whether  he  is  in  the  full  pos.sessioii  of  his  intellectual  powers.  The  pressure  is 
sometimes  chiefly  frontal  and  sometimes  occipital ; it  may  rise  to  the  height  of 
actual  pain,  this  being  frequently  a.ssociated  with  marked  hj’^pera.'sthesia  of  the 
scalp. 

A.s,sociated  with  this  pressure  there  is,  as  wo  have  just  intimated,  in  many  cases 
a sen.se  of  incapacity  for  any  methodical  intellectual  effort,  an  intellectual  debility 
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often  rendering  the  patient  entirely  incapable  of  performing  the  duties  of  his 
vocation.  He  can  no  longer  write  or  read  for  any  length  of  time,  these  imrsuits 
being  further  interfered  with,  in  some  cases,  by  a feeling  of  weakness  and  pressure 
in  the  eyes  themselves  (neurasthenic  asthenopia).  A very  important  symptom  is 
loss  of  sleep.  This  symptom  is  in  many  cases  the  most  annoying  of  any,  and 
makes  the  patient  importunate  for  relief.  There  is  almost  sure  to  be  depression  of 
spirits ; the  j>atient  does  not  believe  that  he  will  ever  recover,  and  gives  voice  to 
the  most  melancholy  predictions.  Beard  has  called  attention  to  peculiar  condi- 
tions of  anxiety  sometimes  observed  in  nenrasthenic  patients.  The  sufferer  dreads 
to  go  into  Society,  or  to  mmgle  with  a crowd,  or  to  be  subjected  to  any  physical 
jar.  Vertigo  is  also  frequent,  but  is  rarely  verj"  severe. 

The  lack  of  intellectual  energy  is,  in  most  cases  of  any  severity,  accompanied 
by  decided  bodily  weakness.  This,  too,  would  often  seem  to  be  of  cerebral  origin, 
and  consequent  upon  deficient  innervation  of  the  muscles  by  the  neiwous  centers. 
The  patient  can  not  walk  far  without  becoming  weary,  is  incapable  of  any  great 
manual  effort,  and  in  some  cases  feels  so  weak  that  he  does  not  like  to  leave  his 
chamber,  and  passes  most  of  his  time  in  bed  or  on  the  sofa.  The  various  bodily 
functions  may  be  interfered  with.  The  appetite  is  diminished,  the  bowels  consti- 
pated, the  skin  is  dry,  and  the  circulation  feeble  in  the  extremities,  so  that  there  is 
in  many  cases  constant  complaint  of  cold  hands  and  feet.  Sometimes  the  secre- 
tions are  increased  in  amount  rather  than  diminished.  There  is  salivation  or  pro- 
fuse perspiration.  There  may  also  be  palpitation  of  nervous  origin.  [In  most 
cases  of  neurasthenia  there  is  defective  metabolism.  The  urine  is  scanty,  the  uric 
acid  increased  relatively  to  the  urea,  and  in  sexual  neurasthenia  there  may  be  an 
excess  of  indican.  Many  neurasthenics,  however,  drink  very  little. — K.] 

There  are  numerous  other  nervous  j)henomena  occasioned  by  neurasthenia, 
which  we  need  not  here  describe  with  great  minuteness.  Some  of  them  are  most 
mai’ked  in  the  “spinal  form”  of  the  disease;  such  are  pain  in  the  back,  spinal 
irritation,  paraesthesia  and  pain  in  the  extremities,  and  sexual  derangements. 
Sometimes,  however,  these  symptoms  appear  to  be.^’ather  of  psychical  that  is,  of 
cerebral — origin.  Nervous  dyspep.sia  is  frequently  conjoined  with  neiu’asthenia ; 
it  has  already  been  described  on  page  400. 

The  general  course  of  the  disease  is  almost  always  chronic.  In  the  milder 
cases  there  is  little  outward  evidence  of  derangement;  the  patient  endeavors  to 
hide  his  troubles,  as  his  indefinite  symptoms  seldom  gain  much  sympathy,  and  are 
apparently  contradicted  by  his  well-nourished  and  healthy  appearance.  In  the 
severe  cases,  however,  the  patient’s  vigor  is  so  much  impaired  that  the  disease 
acquires  a grave  aspect  even  for  others  than  the  patient,  and  fills  tliem,  as  well  as 
him,  with  infinite  anxiety.  The  course  of  the  disease  is  apt  to  be  varied  by  alter- 
nate improvement  and  relapse. 

Prognosis. — It  is  difficult  to  make  a general  statement  as  to  the  termination  of 
cases  of  neurasthenia.  The  disease  is  never  actually  dangerous,  nor  does  its  exist- 
ence often  prepai’e  the  way  for  more  severe  secondary  nervous  disease.  And  yet 
the  nervous  constitution  of  many  neurasthenic  i>atients  is  such  that  complete 
recovery  can  not  be  attained.  There  are,  however,  numerous  cases,  especially 
such  as  have  resulted  from  a special  exciting  cause,  which  can  be  removed,  where 
permanent  and  complete  recovery  ensues.  In  other  cases  the  sjmiptoms  can  e 
so  far  abated  that  the  patient  is  practically  well,  although  not  entirely  free  from 

discomfort.  , i j.  *i 

Diagnosis.— Neurasthenia  can  usually  be  detected  -without  difficulty,  but  t le 

establishment  of  the  diagnosis  requires  the  exclusion  of  organic  lesions  of  t le 
nervous  system.  Every  case,  therefore,  must  be  submitted  to  a thorough  and 
careful  examination.  Grave  cerebral  diseases,  such  as  incipient  tumors  or  genera 
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paralysis,  have  been  repeatedly  mistaken  for  neurasthenia.  One  important  point 
in  diagnosis  is  the  aetiology,  including  both  the  outward  circumstances  and  the 
presence  or  absence  of  a constitutional  predisposition  to  nervous  diseases.  Hys- 
teria has  certainly  many  points  in  common  with  neurasthenia,  but  it  is  essentially 
an  entirely  different  disease.  In  neurasthenia  we  find  none  of  those  innumerable 
localized  nervous  disturbances  which  we  saw  in  the  preceding  chapter  to  he  so 
well  marked  in  hysteria;  nor  do  we  ever  observe  in  neurasthenia  that  rapid  onset 
and  sudden  disappearance  of  the  symptoms,  nor  their  abrupt  development  as  a 
consequence  of  some  violent  emotional  excitement.  A severe  case  of  neurasthenia 
is  decidedly  the  graver  disease  of  the  two,  at  least  in  this  sense,  that  it  represents 
a far  more  profound  functional  disturbance  of  the  nervous  system  than  does  hys- 
tei'ia.  On  the  other  hand,  certain  special  symptoms,  such  as  convulsions  or 
paralysis,  may  be  more  severe  in  hysteria  than  in  neurasthenia. 

Treatment, — As  in  hysteria,  so  also  in  neurasthenia,  moral  treatment  is  of 
prime  importance;  hut  here  it  must  be  of  a different  kind  than  in  hysterical 
cases.  The  nem’asthenic  requires  sympathy.  He  must  be  repeatedly  examined 
by  the  physician.  Every  fresh  examination,  at  the  end  of  which  the  physician 
is  able  to  assure  him  of  the  absence  of  any  serious  objective  change,  has  a most 
quieting  and  beneficial  effect  upon  the  patient.  In  so  far  as  hypochondriasis  is  a 
prominent  symptom,  this  moral  influence  may  alone  restore  the  patient  to  health. 

Where  the  neurasthenia  rests  on  some  other  basis  than  mere  hypochondi’iasis 
we  must,  in  addition  to  moral  treatment,  employ  remedies  which  have  a tendency 
to  invigorate  the  entire  nervous  system.  In  order  to  bring  about  any  permanent 
improvement,  the  treatment  must  be  methodical  and  long  contmued,  so  that  the 
patient  may  remain  under  the  personal  influence  of  the  physician  for  a consider- 
able length  of  time.  Moral  training  is  always  an  important  and  indeed  an  essen- 
tial part  of  the  treatment  of  nervous  debility. 

In  any  methodical  course  of  treatment,  I’egimen  is  of  great  importance.  The 
rules  laid  down  must  be  carefully  adapted  to  the  special  circumstances  of  each 
individual.  Severe  mental  labor  must  be  forbidden,  and  mental  excitement 
avoided.  The  diet  depends  upon  the  individual  case.  For  a corpulent  patient, 
treatment  calculated  to  diminish  obesity  will  sometimes  be  followed  by  decided 
improvement  in  the  general  condition  and  in  bodily  vigor.  In  tlrose  frequent 
instances  where  the  patient  is  pale  and  thin,  and  very  likely  oppressed  by  nervous 
dyspepsia  (see  page  400),  we  should,  on  the  other  hand,  make  vigorous  efforts  to 
improve  nutrition.*  Definite  instructions  must  be  given  in  order  that  the  patient 
may  ingest  a proper  amount  of  food.  Milk,  butter,  fresh  meat,  eggs,  and  simple 
puddings  are  appropriate  articles  of  diet.  Often  the  weight  and  strength  both 
improve  rapidly.  Any  large  amount  of  alcohol  or  of  tobacco  should  be  forbidden. 
Tea  and  coffee  may  be  taken  in  moderation,  if  the  patient  is  accustomed  to  their 
use.  In  regard  to  bodily  exercise,  we  must  again  be  guided  by  the  condition  of 
the  individual.  We  would  most  earnestly  warn  the  physician  from  the  error, 
frequently  committed,  of  driving  weakly  and  debilitated  persons  to  take  long 
walks.  For  such,  bodily  rest  is  much  more  desirable;  and  fresh  air  may  he 
at  the  same  time,  if  the  patient  sits  out  of  doors  or  drives.  The  sluggish 
and  corpulent,  on  the  other  hand,  often  requu’e  an  inci’eased  amount  of  exercise. 


♦ Playfair,  Weir  Mitchell,  and  certain  other  neurologists,  have  built  up  a special  “method”  of 
treating  neurasthenia  and  allied  eonditions  of  nervous  exhaustion ; this  consists  in  “overfeeding”  the 
patient— that  is,  in  introducing  us  large  an  amount  of  nourishment  as  possible  into  the  system  at  the 
same  time  that  complete  bodily  and  mental  rest  is  secured.  Faradic  electricity  and  ma-ssago  are  also 
tti  y employed.  This  mode  ol  procedure  is  certainly  e.xcellcnt  in  many  eases,  but  it  ipust  not  bo 
regarded  as  universally  aiiplicable.  There  are  eases  of  neurasthenia  for  which  it  is  not  suitable 
62 


818 


DISEASES  OF  THE  NERVOUS  SYSTEM. 


It  is  a good  plan  in  many  instances  to  employ  the  Swedish  movement  cure,  or 
similar  gymnastic  exei’cises. 

Less  general  remedies  are  electricity  and  hydropathic  treatment.  Electricity 
is  warmly  praised  by  many  patients.  The  galvanic  current  is  generally  employed, 
and  is  applied  either  over  the  sympathetic  nerve  or  along  the  spinal  cord.  Its 
use  demands  great  caution.  The  current  should  not  be  too  strong,  and  there 
should  be  no  abrupt  changes  in  it.  Galvanism  applied  to  the  head  is  seldom 
well  borne.  Another  very  valuable  mode  of  treatment  was  first  practiced  by 
Beard  and  Rockwell,  and  consists  in  general  faradization.  The  patient  is  almost 
completely  stripped,  and  places  both  feet  upon  a large,  flat  electrode,  while  the 
various  parts  of  the  body  are  stroked  with  another  large  sponge  electrode;  in 
place  of  this  second  electrode  the  ‘‘  electrical  hand  ” of  the  physician  may  be  em- 
ployed. The  physician  takes  the  second  electrode  in  his  left  hand  and  allows  the 
current  to  pass  through  his  own  body.  Various  institutions  have  lately  begun 
to  employ  electrical  baths;  these  also  often  seem  to  produce  good  results.  In 
addition  to  peripheral  galvanization  and  faradization  of  the  nerves  and  muscles,  it 
is  also  advantageous  to  employ  the  faradic  wire-brush,  particularly  on  the  back 
of  the  neck,  along  the  spinal  column,  and  over  the  shoulders  and  thighs. 

The  hydro-therapeutic  treatment  may  be  quite  well  carried  out  at  the  patient’s 
home,  but  a severe  case  will  be  better  off  in  some  well-conducted  institution.  Cold 
sponging,  douches,  hip-baths,  lukewarm  baths  (or  swimming),  are  all  employed. 
Douches  must  not  be  apjplied  to  the  head.  If  there  is  sexual  disturbance,  hip-baths 
of  cold  water  are  advisable.  They  should  not  be  taken  at  night.  Douching  of  the 
genitals  and  loins  is  also  excellent.  Subsequently  sea-bathing  will  prove  extremely 
beneficial  for  many  patients.  We  would  recommend  the  seashore  especially  for 
emaciated  and  anaemic  subjects,  who  are  frequently  greatly  benefited  by  the  im- 
proved appetite  and  rest  thus  obtained.  If  the  patient  be  well  nourished,  on  the 
other  hand,  a journey  on  foot  through  the  mountains,  if  made  cautiously,  may  be 
very  valuable. 

In  neurasthenia,  internal  remedies  should  be  given  only  as  indicated  by  the 
symptoms.  If  there  is  anaemia,  iron,  qirinine,'  or  Fowler’s  solution  is  prescribed; 
if  there  is  dyspepsia,  some  stomachics,  such  as  dilute  hydrochloric  acid,  pepsin,  or 
some  bitter.  The  constipation  should  be  overcome  mainly  by  diet.  A valuable 
adjuvant  is  massage  of  the  abdomen;  and,  indeed,  massage  is  coming  to  be  re- 
garded as  a valuable  tonic  for  the  whole  system  where  there  is  nervous  disturbance. 
It  is  especially  appropriate  where  there  are  painful  sensations  in  the  nerves  and 
muscles,  and  may  here  be  combined  with  electricity.  When  there  are  vasomotor 
symptoms  (a  feeling  of  heat,  congestion,  palpitation),  we  often  prescribe  ergotine, 
four  to  six  one-grain  (grm.  0’05)  pills  a day.  In  all  states  of  nervous  irritation 
bromine  preparations  are  much  used,  a powder  of  potassic  and  sodic  bromides,  or 
bromine  water.  In  nervous  headaches,  and  also  in  other  nervous  states,  anti- 
pyrine  often  has  a good  effect.  Antifebrine  and  phenacetine  act  in  the  same  way. 

The  treatment  of  the  wakefulness  which  results  from  neurasthenia  deserves  a 
brief  mention.  In  the  first  place,  we  would  Avarn  the  physician  against  the  abuse 
of  chloral  and  morphine.  The  attempt  should  always  first  be  made  to  secure 
sleep  by  a rational  general  treatment,  or  by  some  less  injurious  remedies.  Often 
a warm  bath  for  half  an  hour  at  bedtime  soothes  the  patient  and  brings  him 
sleep ; and  in  other  cases  a wet  cloth  laid  upon  the  head  or  back  of  the  neck  pro- 
duces the  same  favorable  I’esult.  Patients  often  report  that  genei’al  faradization 
at  bedtime  is  an  excellent  soporific.  Sometimes  a moderate  dose  of  alcohol  is 
efficient— for  instance,  a glass  of  beer  or  good  wine  taken  before  going  to  bed.  If 
none  of  these  means  avail,  our  next  resort  should  be  the  bromide  of  potassium. 
Very  likely  small  doses  of  this  have  only  a subjective  effect,  but  there  can  be  no 
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doubt  that  a large  dose,  say  about  a drachm  (grm.  3-5)  in  a glass  of  water,  does 
have  a direct  tendency  to  produce  sleep.  We  may  also  mention  extract  of  can- 
nabis indica;  the  prepai’ation  known  as  cannabinum  tannicum,  five  to  ten  grains 
(grm.  0-2-0 -5);  paraldehyde,  about  a drachm  (grm.  3-5)  at  night;  and  urethane, 
twenty  to  forty-five  grains  (grm.  l'5-3)  in  water  at  bedtime.  Paraldehyde  has  a 
very  disagreeable  taste.  Kast  has  lately  recommended  sulphonal,  twenty  to  thirty 
grains  (grm.  1*5—2)  in  a large  amount  of  water,  in  soup  or  tea,  two  or  three 
hours  before  bedtime.  These  various  remedies  seldom  give  great  satisfaction, 
and  we  must  therefore  rely  mainly  on  general  treatment. 


CHAPTER  XI. 

THE  TRAUMATIC  NEUROSES. 

As  an  appendix  to  the  last  two  chapters  on  hysteria  and  neurasthenia,  we  must 
now  speak  of  a series  of  morbid  states  which  are  at  any  rate  closely  related  to  the  ^ 
above-mentioned  affections,  but  which  yet  show  certain  peculiarities.  We  have 
to  do  here  with  nervous  symptom-complexes  which  come  on  as  a i-esult  of  a severe 
concussion  of  the  whole  body,  or  sometimes  after  a more  chcumscribed  injury  of 
a definite  part  of  the  body,  and  hence  are  termed  “traumatic  neuroses.”  By  the 
term  “neurosis”  we  would  imply  that  the  nervous  symptoms  produced  by  the 
trauma  do  not  depend  upon  coarse  material  injirries  of  the  nervous  system,  but 
ui5on  finer  changes  not  yet  made  out  anatomically. 

Considering  fii-st  those  conditions  which  arise  from  severe  general  concussion 
of  the  body,  they  were  first  observed,  especially  after  railway  accidents,  by  English 
and  American  physicians,  and  given  the  name  of  “ railway  spine  ” or  “ railway 
brain.”  It  was  soon  proven,  of  course,  that  precisely  the  same  morbid  symptoms 
may  arise  after  other  injuries. 

The  type  of  disease  is  very  characteristic.  Usually  the  original  trauma  (over- 
turn, collision,  etc.)  is  so  great  that  immediately  after  it  the  well-known  symptoms 
of  commotio  cerebri  or  commotio  spinalis  ensue  with  more  or  less  severity — loss 
of  consciousness,  general  paralysis  of  the  extremities,  collapse,  small  and  slow 
pulse,  cool  skin,  pallor  of  the  face,  dyspnoea,  vomiting,  retention  of  urine,  etc. 
Such  cases  may  terminate  fatally  in  a few  houi-s  with  no  material  visible  change 
in  the  brain  or  cord  to  be  found  at  the  autopsy.  In  other  cases  the  first  severe 
shock  passes  off  and  a series  of  objective  and  subjective  disturbances  remain,  which 
may  persist  for  a long  time,  and  which  often  do  not  disappear  even  after  years  have 
passed.  It  is  these  subsequent  states  which  deserve  the  name  of  general  traumatic 
neurosis.  It  is  worthy  of  note  that  these  appear  not  only  after  severe  injuries, 
but  also  after  mild  ones  in  which  the  initial  symptoms  of  commotion  were  not 
especially  marked.  We  will  return  to  this  point  in  speaking  of  the  natui’e  of  the 
ti-aumatic  neurosis. 

The  severe  initial  symptoms  of  commotion  cease  in  a few  days,  or  even  sooner. 
The  patient  recovers,  tries  to  get  up,  atid  the  improvement  goes  on  to  a certain 
degree;  but  a number  of  symptoms  remain  which  do  not  disappear,  and  which 
diminish  or  wholly  take  away  the  victim’s  capacity  for  work.  If  we  examine  such 
patients  we  find  no  signs  of  material  injury  either  in  the  nervous  system  or  in  any 
other  internal  organ.  What  first  strikes  us  is  a peculiar  psychical  change.  The 
patients  are  dull,  dcpre.ssed,  disinclined  to  any  occupation,  and  have  no  more 
pleasure  in  intercourse  with  their  families  and  friends.  Tliey  brood  constantly 
over  their  accident  and  its  results.  The  sleep  is  disturbed  and  often  rendered  un- 
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easy  by  dx'eams.  Of  other  subjective  symptoms  we  must  mention  especially  pains 
in  the  part  which  was  hurt ; these  are  commonest  in  the  back,  the  sacral  region, 
the  sides  of  the  chest,  the  hips,  etc.  They  also  complain  of  headache,  vertigo, 
dullness,  dim  vision,  tinnitus,  spots  before  the  eyes,  loss  of  appetite,  etc.  Objective 
e.vamination  often  shows  a general  motor  weakness.  Many  patients  can  walk  quite 
well  alone,  but  they  are  soon  fatigued;  others  walk  only  slowly  and  stiffly  with 
support,  complaining  of  pain  in  the  back  on  walking,  and  therefore  holding  the 
hand  on  the  back,  etc.  The  nutrition  of  the  muscles  is  usually  good.  The  elec- 
trical excitability  of  nerves  and  muscles  is  completely  normal.  Examination  of 
the  sensibility  may  reveal  very  important  changes,  which  are  of  value  in  diag- 
nosis. This  examination  must  always  extend. to  all  the  sensory  organs.  The 
sldn  over  almost  the  entire  body  is  often  very  insensitive  to  painful  irritations, 
pin-pricks,  the  electric  current,  etc.  There  is  analgesia.  In  some  places  we  find 
complete  anaxsthesia,  which  may  aflfect  an  entire  extremity  or  only  circumscribed 
parts  of  the  extremities  and  the  trunk.  The  boundary  between  the  anaxsthetic 
and  the  normally  sensitive  parts  is  usually  quite  sharply  defined,  and  the  arrange- 
ment is  often  very  peculiai'.  Sometimes  the  skin  is  peculiarly  insensitive  to  cer- 
tain irritants  (heat,  cold,  etc.),  or,  on  the  other  hand,  it  is  peculiarly  sensitive. 
Examination  of  the  eyes  sometimes  shows  loss  of  visual  acuteness,  limitation  of 
the  visual  field,  and  imperfect  color  perception.  Very  often  the  hearing  is  poor 
on  one  or  both  sides.  The  smell  is  often  much  blunted,  and  the  taste  completely 
lost,  so  that  even  quinine,  vinegar,  and  similar  strongly  tasting  substances  no 
longer  excite  any  sensation  of  taste. 

Besides  the  symptoms  of  impairment  of  sensation  and  motion  just  described, 
we  often  find  also  symptoms  of  sensory  and  motor  irritation.  Pain  in  the  head, 
spots  before  the  eyes,  and  tinnitus,  have  been  mentioned  above.  Hyperaesthesia  of 
the  skin  is  more  characteristic— tenderness  of  the  vertebral  column,  and  particu- 
larly great  tenderness  of  such  parts  of  the  body  as  were  most  affected  by  the  origi- 
nal injury.  Among  the  symptoms  of  motor  irritation  we  may  mention  muscular 
contraction  and  muscular  rigidity,  again  most  common  in  the  limbs  most  affected 
by  the  injury.  A marked  tremor  is  also  vex’y  common.  The  reflexes  differ  in 
different  cases;  they  are  often  much  increased.  Among  the  trophic  changes  we 
may  mention  that  the  hair  may  turn  gray  or  fall  out.  Marked  muscular  atrophy 
occurs  only  in  the  more  local  traumatic  neuroses  {vide  infra). 

If  we  ask  after  the  cause  and  the  special  nature  of  this  peculiar  affection,  char- 
acterized chiefly  by  psychical  disturbances,  sensoi’y  anassthesia,  and  motor  w^eak- 
ness,  two  chief  factors  are  to  be  considered.  First,  a purely  physical  factor,  the 
concussion  of  the  neiwous  system.  That  such  a cause  can  produce,  without  coarse 
anatomical  injury,  the  severest  functional  injury  to  the  nervous  system,  is  beyond 
a doubt;  and  if  the  most  threatening  symptoms  can  come  on  immediately  after 
the  concussion,  it  is  certainly  not  to  be  regarded  as  impossible  that  permanent  re- 
sults may  be  left  after  the  concussion  which  form  the  basis  of  the  later  symptoms 
of  the  traumatic  neurosis.  Furthermore,  a purely  psychical  factor  is  undoubtedly 
to  be  considered.  A great  fright  is  associated  with  the  injury.  The  accident 
readily  excites  a fear  of  an  incurable  illness,  with  permanent  incapacity  for  work 
and  for  earning  a living.  The  perplexity  and  frequent  contentions  about  sick 
funds,  insm-ance  societies,  and  claims  for  damages,  do  their  part  in  keeping  t c 
patient  disturbed.  These  factors  also  bring  about  a state  which  has  the  closest 
points  of  contact  with  general  nervousness,  neurasthenia,  and  hypochondria.  u 
the  individual  case  it  is  often  scarcely  popible  sharply  to  separate  the  results  of 
tViP  material  iniurv  from  this  mental  activity. 

In  many  pationte-and  then  the  canses  are  purely  psychical-the  morbid  symp- 
toms that  follow  the  injury  follow  closely  the  type  of  hystena.  Then  we  should 
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speak  not  of  a traumatic  neurosis  but  of  traumatic  hysteria.  We  have  already 
said,  in  the  chapter  on  hysteria  {vide  supra),  that  this  is  very  common.  We 
must  regard  most  of  the  cases  of  “local  traumatic  neurosis”  as  hysterical.  We 
see  not  very  rarely,  after  injuries  which  affect  one  limb,  nervous  disturbances  in 
the  injured  arm  or  leg  which  can  not  possibly  be  due  to  a local  injury  of  the 
nerve — flaccid  paralysis,  anesthesia,  contracture,  hyperesthesia,  etc.  We  have 
already  learned  to  recognize  these  conditions  either  in  the  chapter  on  articular 
neuralgia  {vide  page  528),  or  in  the  pi’evious  chapter.  Here,  too,  the  psychical 
factor  involved  in  tlie  injury  certainly  plays  the  most  important  part  in  the  aeti- 
ology. 

We  should,  however,  at  present  still  distinguish  the  special  traumatic  neurosis 
from  all  these  states,  although  we  must  admit  that  we  can  not  draw  a sharp 
boundary  between  the  traumatic  neurosis  and  hysteria,  that  both  states  are  cer- 
tainly closely  allied,  and  that  the  two  may  also  be  combined.  Theoretically,  how- 
ever, we  can  make  this  distinction,  that  in  the  genuine  traumatic  neurosis  the 
purely  physical  factor  of  material  concussion  is  of  astiological  significance. 

In  regard  to  the  course  of  the  true  general  traumatic  neurosis  almost  all  ob- 
servers agree  that  it  is  protracted.  In  fact  it  is  practically  important  to  know  that 
most  of  the  severe  cases  of  this  sort  are  not  capable  of  complete  recovery.  The 
patient’s  complaints  and  troubles  persist  for  years  without  becoming  much  worse, 
but  also  without  any  marked  improvement ; but  the  course  is  often  still  more  un- 
favorable, since  the  patient’s  mental  powers,  may  show  a progressive  decline,  and 
complete  dementia  may  finally  develop. 

The  treatment  of  the  traumatic  neurosis  is  based  on  the  same  principles  that 
we  have  studied  in  the  two  previous  chapters,  in  speaking  of  the  treatment  of  hys- 
teria and  neurasthenia.  Great  stress  is  to  be  laid  on  exerting  a favorable  mental 
influence  on  the  patient.  The  most  useful  remedies  besides  are  the  electric  cur- 
rent (galvanization  of  the  spine,  galvanization  and  faradization  of  the  muscles  and 
neiwes,  and  the  fai’adic  brush),  and  also  baths  and  I’ubbing,  and  internally  qui- 
nine, iron,  and  strychnine. 

[It  hardly  seems  proper  to  regard  the  “ traumatic  neurosis  ” as  a single  morbid 
state.  In  some  cases  the  symptoms  point  definitely  to  an  affection  of  the  cord, 
and  the  mental  symptoms  are  absent.  Here  the  patient  comiolains  of  pain,  weak- 
ness of  the  legs,  and  disturbances  of  the  sphincters;  the  sensibility  maj''  be  dimin- 
ished, and  the  reflexes  are  exaggerated.  The  most  marked  changes  in  the  cord 
' have  been  found  in  the  lateral  columns.  In  other  cases  the  symptoms  are  clearly 
those  of  grand  hysteria,  but  such  cases  are  rare  in  America.  In  many  cases  the 
i symptoms  are  chiefly  neurasthenic.  In  yet  a fourth  class  there  are  more  pro- 

I nounced  symptoms  of  mental  and  physical  failure;  anmsthesia  is  marked,  the 

^ muscular  strength  is  slight,  and  the  symptoms  mentioned  above  are  pronounced, 

j These  cases  may  terminate  fatally  after  a few  years,  and  are  probably  cases  of 

i diffuse  sclerosis  of  the  brain  and  cord.  Traumatic  lumbago  is  a common  compli- 

P cation.— K.J 
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SECTION  I. 

Diseases  of  the  Kidneys. 


CHAPTER  I. 

GENERAL  PRELIMINARY  REMARKS  UPON  THE  PATHOLOGY  OF 

REjNAli  DISEASE. 

Although  some  knowledge  of  tlie  occurrence  and  significance  of  renal  aflPections 
had  been  acquired  even  by  the  older  physicians,  still  the  service  of  ha^ng  pmnted 
out  the  frequency  of  these  diseases,  and  of  having  clearly  recognized  tken  most 
important  anatomical  forms  and  their  chief  clinical  symptoms,  belongs 
edly  to  the  English  physician  Richard  Bright,  who  was  born  in  H88  and  died  in 
1858  as  physician  in  ordinary  to  Queen  Victoria.  Bright  s first  work  on  this  sub- 
St  appeared  in  the  year  1827.  In  this  he  brought  forward  the  special  discovery 
Jhat  hi  many  cases  of  general  di-opsy,  which  are  associated  with  the  secretion  of 
an  albuminous  urine,  a primary  affection  of  the  kidneys  must  be  regarded  as  the 
special  cause  of  the  disease.  Since  then,  the  disease  described  by  lum  has  been 
almost  universally  called  “Bright’s  disease”  C Morbus  Brightn  ),  a name  still 
much  employed,  but  in  whose  stead  the  anatomical  terms  would  be  more  proper 
Zee  rnTforins  were  previously  classed  under  it  which,  according  to  our  more 

accurate  nresent  knowledge,  must  be  seiiarated. 

Bri-hl’s  statements  were  either  confii-med  or  expanded  in  subsequent  t™es  by 
manv  other  observers.  Chi’istison,  Osborne,  and  R.  Wilhs  in  Englaml,  and  Ray 
Ll  M.  Lon  in  France,  were  the  chief  students  of  renal  toes.  _ ^rerichs  pub- 
lished the  first  gi’eat  work  in  Germany  in  the  year  1851  His  clmsion  of  Biigbt  s 
disease  into  thiSe  different  “stages,”  f 

tinns  was  for  a long  time  quite  generally  accepted,  until  giadually  tuitPer  ciin 
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all  forms  of  injurious  matter,  which  circulate  in  the  blood,  in  great  part  by  the 
kidneys.  Consequently  the  action  of  any  injurious  substance  is  often  manifested 
chiefly  in  the  kidneys,  since  they  must,  in  a certain  measure,  he  repaid  for  the  serv- 
ice which  they  do  for  the  rest  of  the  body  by  their  own  disease.  According  to 
their  nature  and  character,  the  injurious  substances,  which  are  here  to  he  con- 
sidered, are  divided  chiefly  into  two  great  groups — the  chemico-toxic  and  the 
organized  infectious  substances.  In  this  way  the  kidneys  may  be  involved  sym- 
pathetically after  the  ingestion  of  many  poisons,  and  also  in  the  great  majority  of 
all  the  infectious  diseases.  In  these  cases,  of  course,  as  we  shall  see  later,  certain 
chemical  and  infectious  poisons  exert  their  action  in  a pai'ticularly  frequent  and 
in  a particularly  severe  or  definitely  characterized  fashion.  Beside  these  forms  of 
origin  for  many  renal  diseases,  which  are  the  chief  ones  to  be  considered,  we  must 
consider  other  causes  of  disease  which  are  much  rarer.  One  way  in  which  the 
morbific  agents  may  also  enter  is  especially  important — namely,  from  the  lower 
urinary  passages,  the  bladder,  and  pelvis  of  the  kidney  upward  into  the  kidney. 
In  this  way  those  renal  diseases  arise  which  come  on  secondarily  to  cystitis,  pyeli- 
tis, etc.  Finally,  of  coui'se,  disturbances  of  circulation  and  mechanical  traumatic 
injmaes  may  also  make  themselves  manifest  in  the  kidneys. 

The  clinical  symptoms  which  are  caused  by  the  difiPerent  forms  of  renal  dis- 
ease, and  which  serve  for  its  recognition,  are  referable  only  in  very  small  part 
directly  to  the  diseased  organ  itself.  In  renal  diseases  characteristic  subjective  local 
symptoms — like  local  pain — are  hut  rare,  and  the  anatomical  position  and  the 
physiological  conditions  of  the  kidney  make  it  almost  impossible  to  discover  any 
changes  in  their  size,  their  physical  consistency,  etc.,  by  a dmect  objective  exam- 
ination. In  the  diagnosis  of  renal  diseases  we  are  therefore  confined  chiefly  to 
the  investigation  of  two  groups  of  symptoms : in  the  first  place,  to  the  examination 
of  the  secretion  from  the  kidneys,  the  ui’ine,  whose  character,  as  we  Imow  by 
experience,  may  be  materially  altered  when  there  is  renal  disease ; and,  in  the 
second  place,  to  the  discovery  of  certain  phenomena  in  other  portions  of  the  body, 
which  are  immediately  dependent  upon  the  renal  affection.  Since  botli  the  patho- 
logical changes  in  the  urine,  and  the  symptoms  in  other  organs  occurring  in  renal 
affections,  have  much  in  common  in  almost  all  the  forms  of  renal  disease,  it  is 
advisable  fii-st  to  describe  the  main  features,  at  least,  of  the  general  symptomatology 
of  renal  di.seases.  We  shall  then  be  obliged,  in  the  following  special  chapters,  to 
mention  only  the  precise  circumstances  of  the  occurrence  and  onset  of  each 
symptom ; the  general  significance  of  the  symptoms  being  ali’eady  known. 

1.  Albuminuria. 

The  most  constant  symptom,  and  one  which  in  many  cases  fii’st  of  all.  and 
often  even  alone,  renders  the  diagnosis  of  a renal  affection  possible  with  complete 
certainty,  is  albuminuria — that  is,  the  apiiearance  of  albumen,  and  especially  of 
serum  albumen  and  serum  globuline  (paraglobuline),  in  the  urine.  From  recent 
investigations  (Leube,  Furbiiuger,  and  othera)  we  know  that  hi  some  cases  the 
urine  may  contain  a very  slight  amount  of  albumen  even  iii  healthy  persons, 
especially  after  physical  exertion,  in  emotional  disturbances,  etc.  These  rare 
exceptions,  however,  do  not  invalidate  the  correctness  of  the  assertion  that  when 
a definite  amount  of  albumen  is  persistently  eliminated  by  the  urine  it  must  he 
regarded  as  something  pathological. 

The  detection  of  albumen  in  the  urine  for  clinical  purposes,  wherein  no  regard 
need  be  ]iaid  to  the  separation  of  scrum  albumen  and  serum  globuline,  is  per- 
formed almost  exclusively  by  means  of  the  so-called  heat  test.  If  the  urine  is 
^oudy,  it  must  be  filtered  before  heating.  The  reaction  of  the  urine  must  always 
be  tested  first.  If  it  is  acid,  as  it  usually  is.  the  urine  is  heated  in  a test-tube  with- 
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out  any  further  addition.*  If  the  reaction  of  the  urine  is  neutral  or  alkaline, 
we  acidify  it,  before  heating,  with  a few  drops  of  acetic  acid.  If  the  urme  contains 
albumen,  a decided  flocculent  precipitate  of  coagulated  albumen  appears  on  heat- 
ing it.  We  can  make  a mistake  only  where  there  is  an  alkaline  reaction  in  the 
urine,  which  sometimes  happens  in  neutral  or  very  faintly  acid  urine,  owing  to 
the  escape  of  carbonic  acid  dm-ing  the  heating,  and  the  consequent  precipitate  of 
phosphates,  especially  of  calcic  phosphate.  In  order  not  to  mistake  such  a pre- 
cipitate of  phosphates  for  a precipitate  of  albumen,  it  is  necessary,  after  the  m-ine 
has  been  heated  for  a short  time,  to  add  to  the  precipitate,  if  present,  nitric  acid  (an 
excess  does  no  harm).  A precipitate  of  phosphates  is  dissolved  at  once,  but  a 
precipitate  of  albumen  usually  becomes  thicker  and  more  compact.  We  can 
measure  the  amount  of  albumen  contained  in  the  urine  approximately  by  the 
height  of  the  settled  precipitate  on  the  bottom  of  the  test-tube.  We  often  speak  of 
“ one  half  or  one  fourth  'of  the  volume  being  albumen,”  but  we  can  not  state 
any  definite  relation  between  this  estimate  of  the  volume  and  the  precise  amount 
of  albumen.  Of  other  tests  for  albumen  we  will  mention  here  the  very  accurate 
one  with  feiTocyanide  of  potassium  and  acetic  acid.  If  we  add  acetic  acid  to  a 
urine  containing  albumen,  and  then  add  drop  by  di-op  a solution  of  ferrocyanide 
of  potassium,  a very  distinct  precipitate  of  albumen  is  at  once  formed. 

If  we  have  foimd  out  that  the  urine  certainly  contains  albumen,  we  must  then 
decide  whether  we  have  really  a true  renal  albuminuria — that  is,  whether  a urine 
already  albuminous  is  secreted  in  the  kidneys,  or  whether  the  albumen  is  not 
mixed  with  a perfectly  normal  or  at  least  non-albuminous  mane  later,  in  the  kid- 
neys themselves  or  in  the  urinary  passages,  the  pelvis  of  the  kidney,  or  the  bladder 
(spurious,  accidental  albuminuria).  Such  a spmaous  albuminuria  occurs  when 
the  urine  is  contaminated  with  blood  (as  in  haemorrhages  from  the  kidneys,  the 
pelvis  of  the  kidney,  the  bladder,  or  the  urethi'a),  or  with  pus  (in  pyelitis,  cystitis, 
etc.).  In  these  cases,  of  course,  the  albumen  contained  in  the  serum  of  the  blood 
or  pus  is  found  in  the  urine.  Spurious  albuminuria  is  usually  easily  recognized, 
since  the  presence  of  pus  or  blood  in  the  urine,  which  is  shown  by  the  appear- 
ance of  the  m’ine  or  upon  microscopic  examination  (red  blood-corpuscles,  pus-coi’- 
puscles),  points  with  immediate  certainty  to  the  origm  of  the  albuminm-ia.  Beside 
that,  the  amount  of  albumen  in  these  cases  is  usually  but  slight,  and  corresponds 
to  the  amount  of  pus  or  blood  in  the  urine.  A disproportion  in  this  respect  must 
excite  the  suspicion  whether,  beside  the  spurious  albuminuria,  there  is  not  perhaps 
at  the  same  time  an  affection  of  the  kidneys  causing  a true  renal  albuminuria. 
The  determination  of  this  pomt  is  not  always  perfectly  easy,  but  we  can  usually 
come  to  a decision  by  finding  abnormal  morphological  constituents  of  the  m’ine, 
the  so-called  urinai’y  casts  (vide  infra),  which  give  indubitable  evidence  of  the 
existence  of  a disease  of  the  kidneys. 

What  general  pathological  significance  has  the  true  renal  albumhuu’ia,  and 
what  are  the  causes  of  its  origm  ? According  to  om-  present  theories,  the  answer 
to  these  questions  is  simply  this:  Almost  every  pure  albuminuria  is  a direct 
sign  of  an  abnormal  i>erviousness  of  the  walls  of  the  glomeruli ; and  the  patho- 
logical changes,  which  the  glomeruli  undergo  in  the  chfferent  diseases  of  the 
kidney,  have  as  their  immediate  result  this  abnormal  perviousness,  and  the  conse- 
quent transudation  of  albumen  into  the  urine.  The  fact  that  the  easily  filtrated 
serum  albumen  of  the  blood,  as  well  as  the  water,  does  not  pass  through  the 
vascular  loops  of  the  glomeruli,  even  under  normal  conditions,  is  due  entirely  to 
tlie  ch’cumstance  that  the  capillaries  of  the  Malpighian  bodies  are  not  inserted 
bare  into  the  beginning  of  the  ui’iniferous  tubules,  but  that  they  are  covered  with 

* The  heat-test  becomes  still  more  certain,  but  it  is  rather  more  elaborate,  if  wo  iirst  add  to  tlio 
urine  a few  drops  of  acetic  acid  and  about  one  sixtli  of  its  volume  of  a concentrated  solution  of  common 
salt  or  Glauber’s  salt,  and  then  heat  it. 
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epithelium.  This  epithelium  of  the  glomeruli  has  the  task  and  the  power  of  pro- 
viding for  the  retention  of  the  albumen  in  the  blood.  If  it  suffer  a pathological 
change  in  any  way,  it  loses  this  power,  and  then  the  albumen  passes  into  the  urine 
(Heidenhain).  The  simplest  experimental  proof  of  this  theory  is  furnished  by  the 
albuminuria  which  appears  whenever  the  supply  of  arterial  blood  to  the  kidney  in 
checked  by  a temporary  constriction  of  the  renal  artery.  The  epithelium  of  the 
glomeruli  thereby  suffers  a visible  microscopic  change,  as  its  nuclei  are  found  con- 
siderably swollen.  If  the  kidneys  in  this  condition  are  removed  as  rapidly  as 
possible  and  boiled,  according  to  Posner’s  suggestion,  we  can  discover  under  the 
microscope  in  the  capsules  of  the  glomeruli  the  albumen  that  is  thus  coagulated 
(Ribbert) — the  most  certain  sign  that  the  passage  of  the  albumen  from  the  blood- 
vessels into  the  urinaiy  passages  has  in  fact  taken  idace  in  the  glomeruli. 

Almost  all  cases  of  albuminuria  may  readily  be  referred  to  analogous  disturb- 
ances of  nutrition  in  the  epithelium  of  the  glomeruli,  whether  they  be  excited  by 
anomalies  of  the  circulation,  like  arterial  anaemia  or  venous  stasis,  by  toxic  or 
infectioits  influences  which  have  reached  the  glomeruli,  or  by  any  other  circum- 
stances. In  these  cases  the  changes  in  the  glomeruli  need  not  always  be  of  a 
very  severe  or  irreparable  nature ; for  Ave  often  see  a slight  albuminuria  appear 
under  the  most  different  conditions,  and  rapidly  pass  off  again.  This  is  the  so- 
called  “transitory  albuminuria,”  which  is  seen,  for  example,  in  various  febrile 
affections,  after  slight  intoxications,  after  epileptic  attaclcs,  or  in  other  severe 
nervous  conditions,  in  lead-colic,  etc.  We  will  show  later,  in  the  separate 
chapters,  how  the  anatomical  changes  which  are  fotmd  in  severe  renal  chseases 
explain  the  occurrence  of  albuminuria. 

The  other  factors,  which  have  also  been  made  answerable  for  the  origin  of 
albuminuria,  are  without  doubt  quite  subordinate  to  the  changes  in  the  epithe- 
lium of  the  glomeruli,  and  at  most  they  can  affect  the  amount  of  albumen 
eliminated.  The  changes  in  the  composition  of  the  blood,  on  Avhich  formerly 
great  stress  was  laid,  especially  the  hydrmmia  and  hypalbuminosis  (the  diminished 
amount  of  albumen)  of  the  blood,  have  probably  only  an  indirect  significance, 
since  the  nutrition  of  the  Avails  of  the  glomeruli  suffers  in  such  a faulty  consist- 
ency of  the  blood,  and  this  circumstance  again  is  the  special  cause  of  the  elimina- 
tion of  the  albumen. 

The  significance  of  the  blood-pressure  for  the  occurrence  of  albuminuria  Avas 
also  formerly  very  much  overrated.  According  to  the  older  hypothesis,  it  AA’^as 
believed  that,  in  an  increase  of  the  blood-pressure,  the  molecules  of  albumen  in  the 
blood  could  be  pressed  through  the  filter  formed  by  the  membrane  of  the  glome- 
ruli. This  hypothesis,  which  was  not  based  upon  experiments,  has  been  dis- 
proved. especially  by  the  experiments  of  Runeberg  ; these  experiments  showed 
that,  in  the  filtration  of  solutions  of  albumen  through  animal  membranes,  a rise 
in  the  filtration  pressure  was  followed  by  a decrease,  and  a fall  in  the  pressure 
by  an  increase  of  the  per  cent,  of  albumen  in  the  filtrate.  Runeberg  attempted 
to  refer  the  origin  of  albuminuria  in  many  cases  directly  to  a diminution  of  the 
blood-pressure  in  the  renal  vessels ; but  the  attempt,  on  the  ground  of  these  results, 
is  not  sufficiently  justified.  A diminution  of  the  blood-pressure  hardly  ever  is 
itself  folloAved  by  albuminuria,  and  the  clinical  facts  Avhich  may  bo  brought  to 
support  the  above  hypothesis  may  all  be  explained  by  the  change  in  the  character 
of  the  walls  of  the  glomeruli,  Avhich  is  ahvays  jjresent  at  the  same  time  Avith  the 
decreased  pressure. 

Although  in  the  preceding  paragraphs  only  the  Malpighian  bodies  have  been 
regarded  as  the  spot  Avhore  the  transudation  of  the  albumen  of  the  blood  into  the 
urine  takes  place,  aa'c  must  also  note  that,  under  some  circumstances,  avo  may 
iwlmit  the  possibility  of  a passage  of  albinnen  directly  into  the  tubules  from  the 
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capillaries  that  encircle  the  uriniferous  tubules;  but  we  must  also  necessarily 
assume  in  such  cases  that  there  is  a disturbance  of  nutrition  in  the  membranm 
proprise,  or  at  least  in  the  epithelium  of  the  irriniferous  tubules.  Such  an 
assumption  seems  to  explain  the  albuminuria,  according  to  Senator’s  experiments, 
in  venous  stasis  in  the  kidneys,  although  in  these  cases  the  epithelium  of  the 
glomeruli  also  suffers  soon,  and  then  becomes  xjervious  to  albumen. 

Finally,  we  may  briefly  mention  that  in  some  cases  other  soluble  albmninous 
substances  are  also  found  in  the  mine  in  renal  diseases  as  well  as  serum  albumen 
and  glohuline,  especially  paralhumen,  hemialbumose,  etc.,  but  the  presence  of 
these  substances  has  not  yet  attained  any  practical  diagnostic  significance. 

2.  Casts  Am>  other  Abnormal  Morphological  Constituents  op  the  Urine 

IN  Renal  Disease. 

Beside  albuminuria,  certain  peculiar  morphological  constituents  of  the  urine, 
visible  under  the  microscope,  are  of  especial  importance  for  the  diagnosis  of  renal 
affections — the  urinary  casts,  whose  significance  was  first  correctly  recognized  by 
Henle  in  1842.  These  are  cylindrical  bodies,  whose  breadth  corresponds  to  the 
width  of  the  mlniferous  tubule,  and  whose  length  only  exceptionally  reaches  a 
millimetre,  and  which  must  he  regarded  in  their  chemical  nature  as  consistiug 
mainly  of  a coagulated  albuminous  substance.  To  the  latter  circumstance  we 
owe  their  old  name  of  “fibrine  casts,”  or  ‘‘fibrous  casts,”  a name  which  can 


Fio.  111.— Different  forms  of  casts,  a.  Hyaline  cast  with  occasional  granules,  b.  Hyaline  cast  mth  faL 
drops  and  granular  cells,  c.  Hyaline  cast  with  red  blood-corpuscles  attached,  cl.  Hyaline  cast  with 
white  blood-corpuscles  attached,  e.  EpitheUal  cast.  /.  Waxy  cast.  g.  Cast  with  a large  number  of 
fat- drops. 


no  longer  be  used  with  propriety,  since  the  coagulated  albuminous  substance  of 
most  casts  is,  at  any  rate,  not  identical  with  fibrine. 

Since  the  precise  conditions  of  the  occurrence,  and  the  character  of  the  renal 
casts  in  the  different  diseases  of  the  kidneys,  will  be  spoken  of  later,  we  need  dis- 
CU.SS  here  only  the  general  properties,  the  origin,  and  the  significance  of  casts  (see 

Fig.  111).  . , , 

1.  Hyaline  Casts.— The  hyaline  casts  are  the  commonest  and  most  important 
form  of  casts,  and,  to  a certain  extent,  are  the  ground-form  for  different 
vai’ieties.  They  are  perfectly  homogeneous,  clear  as  glass,  colorless,  soft,  and 
flexible.  We  find  them  either  wide  or  narrow,  sometimes  broken  off  short,  some- 
times quite  long,  usually  straight,  but  in  many  cases  partly  curved.  They  m-e 
easily  stained  with  carmine  or  gentian-violet.  On  heating  the  urine,  they  are  dis- 
solved, but  they  are  quite  resistant  to  acids. 
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The  hyaline  casts  are  very  often  covered  to  a greater  or  less  extent  with  ail  sorts 
of  deposits,  which  ai-e  usually  affixed  to  the  soft  substance  of  the  cast  in  the  kidney 
itself,  but  which  may  often  be  attached  to  it  later.  These  deposits  may  consist, 
first,  of  red  blood-corpuscles.  This  condition  is  important,  because  it  points  with 
certainty  to  the  existence  of  haemorrhages  in  the  kidneys  themselves.  Second,  of 
white  blood-corpuscles.  These  are  often  considerably  swollen,  so  that  we  must 
guard  against  mistaking  them  for  epithelium.  Third,  of  renal  epithelium,  which 
may  be  recognized  by  its  size,  its  more  angular  shape,  and  its  nuclei.  Of  course, 
we  often  find  the  epithelium  cloudy  and  granular,  or  shriveled  and  atrophied. 
Fourth,  of  fatty  granular  globules— that  is,  both  fatty  degenerated  epithelium 
and  also  white  blood-corpuscles  which  are  filled  with  fat-drops  from  the  fatty 
degenerated  cells.  Fifth,  of  little  granular  masses  whose  nature  can  not  always 
be  easily  recognized.  They  are  either  coagulated  granules  of  albumen,  or  fat- 
drops,*  or  urates,  or  bacteria,  or,  finally,  granules  of  hsematoidine,  which  have 
come  from  the  destruction  of  red  blood-corpuscles,  and  ai’e  usually  easily  recog- 
nized by  their  dark,  brownish-yellow  color.  Sixth,  we  rarely  find  in  the  casts 
di’ops  like  myeline,  as  to  whose  precise  significance  iiothing  is  Icnown. 

2.  The  so-called  granular  casts  are  in  most  cases  nothing  but  hyaline  casts 
which  are  completely  covered  with  the  above-mentioned  granular  masses,  but 
sometimes  the  coagulated  masses  of  albumen  or  the  granules  of  haematoidin  may 
themselves  assume  cylindrical  forms. 

.3.  The  pure  blood-casts  ax-e  not  very  common.  They  consist  of  coagulated 
blood,  and  fox’m  casts  of  the  xu’iniferous  tubules  into  which  the  hasmoinhage  has 
taken  ixlace. 

4.  The  epithelial  casts  are  composed  exclusively  of  I’enal  epithelium,  although 
probably  a hyaline  cast  often  affords  a basis  for  the  eixithelium  to  cling  to. 
The  epithelial  casts  are  usually  easily  I’ecognized,  and  always  point  to  a marked 
desquamation  of  epithelium  in  the  diseased  kidney.  We  must  guard  against 
mistaking  renal  epithelium  for  swollen  white  blood-coi’puscles,  as  we  have 
already  said.  On  the  epithelial  casts  the  single  epithelial  cells  may  also  pi-esent 
different  changes,  such  as  gi-anular  opacity,  fatty  degenei’ation,  or  ati’ophy. 

5.  The  so-called  waxy  casts  ai*e  almost  always  quite  broad,  uniformly  yellowish, 
opaque  casts,  which  pi-oceed,  perhaixs,  fx’om  a metamorphosis  of  the  albumen  of 
the  hyaline  casts.  Their  special  diagnostic  significance  is  unknown.  At  all 
events,  they  are  not  by  any  means  found  chiefiy  in  the  amyloid  kidney,  but  they 
ax-e  found  most  commonly,  comparatively,  ixi  acute  and  sxxbacute  nephritis. 

Nothuxg  defiixite  can  at  present  be  stated  as  to  the  mode  of  oxdgin  of  hyaline 
casts  ; the  origin  of  the  blood  and  epithelial  casts  is  self-evident.  Hyaline  casts 
are  most  probably  formed  fi’om  the  coagulated  albumeix  eliminated  fi'om  the  kid- 
neys, since  the  foxanation  of  casts  is  almost  always  coincident  with  albuminxu'ia. 
We  can  not  state  definitely  how  far  destroyed  white  corpuscles  or  degenerated 
renal  epithelium  participate  in  the  foi’mation  of  casts. 

The  clinical  diagnostic  significaixce  of  x’exxal  casts  is  very  great.  They  arc,  iix 
the  first  place,  always  a sure  sigix  of  the  existence  of  some  renal  disease,  since  in 
normal  uriixe  casts  ai’o  not  fouixd  at  all,  or,  at  ixiost,  they  are  exceptiojial  and  are 
present  in  small  numbers.  The  consideration  of  tlie  special  forms  of  casts,  and  of 
tlie  deposit  upon  them,  is  also  of  gi-eat  diagnostic  impoi’tance,  allhoxxgli  fi-om  it  we 
can  never  decide  immediately  upon  the  general  form  of  the  reixal  disease,  but,  we 
can  recognize  with  cei’tainty  the  type  of  special  jxathological  px’ocesses  in  the  kid- 
neys. Tlxe  blood-casts  aixd  the  red  blood-corpuscles  sticking  to  the  cjrlindei-s  poiixt 
to  the  occxirrence  of  renal  hxemorrhages ; the  epithelial  casts  to  a desquaixxation 


* It  is  doubtful  whether  the  liyaline  costs  thoiii8olve.s  may  in  port  undergo  fatty  degeneration. 
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of  the  epithelium  in  the  kidneys ; the  white  blood-corpuscles  to  an  emigration 
of  the  colorless  cells  from  the  vessels ; the  fatty  granular  cells  and  the  fat-drops 
to  the  presence  of  processes  of  fatty  degeneration  in  the  kidneys. 

We  have  already  learned  to  recogviize  in  a great  measure  in  the  preceding,  as 
occasional  deposits  on  the  casts,  the  other  morphological  constituents  found, 
beside  the  casts,  in  the  sediment  of  the  urine  in  renal  disease.  Briefly  recapitu- 
lated, they  are  as  follows : 

1.  Red  blood-corpuscles.  A lai’ge  amount  of  blood  in  the  m*ine  (hEematuria)  is 
almost  always  to  be  recognized  by  its  blood-red  color.  The  presence  of  blood  may 
be  made  out  with  certainty  by  the  microscope,  or  by  Heller’s  blood-test.  The  lat- 
ter is  performed  by  heating  the  uriue  in  a test-tixbe  with  sodic  or  potassic  hydrate. 
The  blood-corpuscles  are  thus  dissolved,  and  the  htematine  is  precipitated  with  the 
phosphates,  giving  to  the  precipitate  of  the  latter  a very  characteristic  blood-red 
color.  Finally,  of  cour.se,  the  spectroscope  may  serve  for  the  detection  of  ha}mar 
turia.  HEemoglobinm’ia  will  be  described  in  a special  chapter  later. 

2.  White  blood-corpuscles.  Only  when  they  are  also  attached  to  the  casts  can 
we  assume  with  certainty  that  these  come  from  the  kidneys,  and  not  from  the 
lower  portions  of  the  urinary  ti’act. 

3.  Renal  epithelium. 

4.  Fat-drops  and  fatty  granular  cells. 

5.  Uric-acid  crystals,  urates  and  calcic  oxalate,  bacteria,  etc. 

3.  The  Dropsy  op  Renal  Disease. 

Although  the  changes  in  the  mine  must  be  alone  decisive  in  the  diagno.sis 
of  any  renal  disease,  there  are  yet  certain  other  symptoms  which  are  also  due 
immediately  to  the  renal  affection,  and  which  may  first  dhect  om’  suspicions  to 
the  existence  of  a disease  of  the  kidneys,  and  consequently  lead  to  a carefxd  exami- 
nation of  the  urine.  Among  these  symptoms  the  di’opsy  of  renal  disease  is  one  of 
tlie  commonest  and  most  important.  This  may,  indeed,  quite  frequently  be  en- 
tirely absent,  both  in  acute  and  chronic  nephritis,  and  in  other  diseases  of  the  kid- 
neys; but  in  many  cases  it  is  decidedly  prominent  in  the  whole  clinical  picture. 

If  we  ask  what  is  the  reason  of  the  frequent  occm’rence  of  dropsy  in  renal  dis- 
ease, the  answer  at  first  does  not  seem  difficult.  Since  the  main  function  of  the 
kidneys  is  to  excrete  water  from  the  body,  and  since,  as  we  shall  see  later,  in  many 
cases  the  diseased  kidney  can  no  longer  fulfill  this  task,  or  it  can  fulfill  it  only  to 
a slight  degree,  we  are  not,  in  fact,  very  much  out  of  the  way  m considering  the 
retention  of  water  in  the  body  as  the  main  cause  of  the  consequent  oedema.  Clin- 
ical observation  seems  in  general  to  agree  completely  with  this  assumption.  The 
oedema  in  renal  disease  seldom  appears  until  the  daily  amount  of  urine  has  been 
below  the  normal  for  some  time,  while,  on  the  other  hand,  in  those  casns  where 
the  amount  of  urine  passed  is  normal,  or  even  abnormally  great,  in  spite  of  the 
existing  renal  disease,  the  oedema  is  usually  wholly  absent.  In  individual  cases, 
too,  we  veiy  often  see  a decrease  of  the  oedema  associated  with  an  increase  in  the 
amount  of  urine,  and  an  increase  of  the  oedema  associated  with  a corresponding 
diminution  in  the  excretion  of  m-ine.  The  pathological  process  accordingly  seems 
to  consist  of  an  accumulation  in  the  body  of  the  water  which  can  not  be  excreted 
from  it,  and  which  transudes  from  the  vessels  and  thus  gives  rise  to  the  develop- 
ment of  oedema. 

On  more  careful  consideration,  however,  there  are  some  objections  to  this 
theory,  which  is  aixparently  so  simple.  In  the  first  place,  it  might  be  supposed  that, 
when  there  is  a retention  of  water,  the  body  must  get  rid  of  the  sm’plus  water  by 
employing  to  a greater  degree  the  other  channels  of  elimination  which  are  at  its 
service — the  skin  and  the  intestines.  Since  we  can  never  determine  accurately 
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the  time  when  the  water  fii-st  begins  to  be  retained  in  the  body,  the  clinical  experi- 
ence just  mentioned  may  also  be  thus  interpreted,  that  the  lessened  excretion  of 
urine  is  not  the  cause  of  the  oedema,  but  that,  on  the  contrary,  the  appearance  of 
oedema  is  rather  the  cause  of  the  diminished  elimination  of  water  by  the  kidneys. 
For  many  cases  this  objection  seems  somewhat  artificial,  because  the  anatomical 
changes  in  the  kidneys  must  often,  without  doubt,  have  a direct  influence  upon 
the  secretion  of  urine  ; but,  still,  this  can  not  be  entirely  and  conclusively  demon- 
sti-ated.  The  results  of  Cohnheim’s  and  Lichtheim’s  experiments  also  are  not  in 
harmony  with  the  above  theory  of  the  origin  of  oedema.  By  injecting  a large 
amount  of  a half-a-per-cent.  solution  of  common  salt  into  the  vascular  system  of 
an  animal  we  can  so  greatly  overload  its  blood  with  water  as  to  produce  an  arti- 
ficial “ hydi’aemic  plethora,”  and  nevertheless  there  is  not  the  slightest  oedema,  not 
even  when  the  animal’s  renal  arteries  are  tied.  In  conclusion,  we  must  also  state 
that  cases  have  been  seen  repeatedly  where  a complete  anuria  has  existed  for  sev- 
eral days,  as  a result  of  the  plugging  or  compression  of  the  ureters,  and  where 
there  was  nevertheless  not  a trace  of  oedema. 

There  seems  to  be,  then,  another  factor  beside  the  retention  of  water  in  the 
body  which  plays  a part  in  the  origin  of  oedema;  but  it  is  not  easy  to  decide 
what  it  is.  Cohnheim  lays  the  greatest  stress  upon  a change  in  the  walls  of 
the  vessels,  by  which  they  become  abnormally  pervious  and  permit  the  water 
accumulated  in  the  blood  to  pass  out  into  the  tissues.  This  hypothesis  seems  plau- 
sible, especially  with  reference  to  the  dropsy  in  scarlatinal  nephritis,  and  in  the 
cases  that  arise  after  the  skin  has  been  thoroughly  chilled ; but  we  must  also  admit 
that  in  many  cases  such  a vascular  change  has  not  been  certainly  discovered. 

The  discussion  so  far  relates  mainly  to  the  origin  of  the  dropsy  in  the  acute 
and  subacute  forms  of  nejihritis.  In  chronic  nephi-itis  the  oedema,  without  doubt, 
often  arises  in  quite  another  fashion,  especially  as  a result  of  the  disturbance  of 
compensation  in  the  final  paralysis  of  the  hypertrophied  left  ventricle  {vide  infra). 
This  oedema  is  then  a true  general  oedema  of  stasis,  and  may  be  regarded  as  analo- 
gous to  the  oedema  in  uncompensated  heai’t  disease. 

The  special  peculiarities  in  regard  to  the  appearance  of  oedema  in  the  different 
diseases  of  the  Iddney  will  be  described  later.  The  first  signs  of  the  development 
of  dropsy  are  generally  noticed  in  the  skin,  usually  in  the  face,  and  especially  in 
the  eyelids.  The  ankles  and  legs  also  swell,  then  the  scrotum,  the  dependent  parts 
of  the  trunk,  etc.  In  all  severe  cases  the  whole  subcutaneous  cellulai-  tissue 
finally  takes  part  in  the  dropsy,  so  that  the  whole  body  is  swollen  to  the  utmost 
degree.  We  almost  always  find  at  the  same  time  an  effusion  into  the  cavities  of 
the  body,  hydrothorax,  ascites,  and  finally  even  hydropericardium.  In  some  cases 
the  dropsy  of  the  serous  cavities  may  attain  even  a high  degree  without  thei-e  being 
very  much  anasarca — that  is,  general  oedema  of  the  skin.  More  mrely  we  see 
cedematous  swelliiig  in  the  mucous  membranes,  especially  in  the  conjunctivas,  the 
soft  palate,  and  the  arytaeno-epiglottic  ligaments  (oedema  of  the  glottis).  Among 
the  oedemas  of  internal  organs,  oedema  of  the  lungs  has  a gi'eat  practical  signifi- 
cance. The  questions  as  to  the  occurrence  and  significance  of  oedema  of  the  brain 
will  be  spoken  of  below  (see  uraemia). 

In  its  chemical  composition,  the  dropsical  fluid  corresponds  to  a very  thin 
blood-serum.  The  amount  of  water  is  u.sually  07  to  98  per  cent.,  the  amount 
of  salts  one  to  one  and  a half  per  cent.  The  amount  of  albumen  is  usually  very 
slight.  Urea  has  been  repeatedly  found  in  it. 

4.  Uremia. 

If  the  diseased  kidneys  can  no  longer  perform  their  secretory  fimctions  in  a 
satisfactory  way,  not  only  does  the  elimination  of  water  from  the  body  thereby 
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sufPer,  but  tlie  soluble  constituents  of  the  urine,  the  salts,  the  urea,  and  the  other 
final  products  of  tissue  metamorphosis  may  also  be  retained  in  the  blood  and  ac- 
cumulate there.  Hence  we  often  find  the  blood,  in  patients  with  renal  disease,  not 
only  more  watex’y  than  under  normal  conditions,  so  that  the  specific  gravity  of 
the  serum  may  fall  from  1030  to  1020,  or  even  lower,  hut,  in  almost  all  cases  where 
there  is  a diminished  excretion  of  urine,  it  is  also  richer  in  urea,  as  many  experi- 
ments have  shown,  and  under  corresponding  conditions  it  is  probably  also  fre- 
quently richer  in  the  other  constituents  of  the  urine. 

This  accumulation  of  the  urinary  constituents  in  the  hlood,  and  further,  per- 
haps, in  the  tissues  themselves,  is  the  cause  of  a class  of  symptoms  which  are  often 
seen  in  diseases  of  the  kidneys,  and  which  are  termed  uraemic  symptoms  or 
ursemia.  It  is  probable  that  the  retention  of  urea  plays  the  main  part  here,  but 
it  is  also  pi’obable  that  the  retention  of  other  constituents  of  the  urine,  perhaps 
the  potassium  salts  chiefly,  is  likewise  not  without  significance.  Many  experi- 
ments have  shown  that,  hy  extirpating  the  kidneys  or  by  tying  the  ureters  in 
animals,  we  can  provoke  a symptom-complex,  characterized  by  vomiting,  con- 
vulsions, and  coma,  which  corresponds  almost  perfectly  to  the  uraemia  of  renal 
disease.  We  almost  always  see  at  the  same  time  a very  pronounced  anaemia  of 
the  hrain  and  cord,  so  that  the  accumulation  of  the  products  of  tissue  metamor- 
phosis seems  to  excite  a vascular  spasm  (Fleischer).  We  must  also,  perhaps,  con- 
sider this  secondary  cerebral  anaemia  as  well  as  the  direct  toxic  action,  in  studying 
the  origin  of  the  severe  nervous  uraemic  symptoms.  That  large  amounts  of  ui’ea  in- 
jected into  the  blood  of  healthy  animals  usually  have  no  injurious  results,  is  ex- 
plained simply  hy  the  fact  that  in  this  case  the  urea  is  very  rapidly  and  completely 
eliminated  again  by  the  kidneys.  If,  when  feeding  an  animal  with  large  amounts 
of  urea,  we  hinder  its  elimination,  as  Voit  has  shown,  hy  withholding  water  at 
the  same  time,  ursemic  symptoms  also  appear. 

Clinical  experience  in  most  cases  also  agrees  perfectly  with  the  theory  that 
urmmia  is  caused  by  a retention  of  urinary  constituents  in  the  body.  In  most 
cases  the  urEemic  symptoms  appear  only  when  the  daily  amount  of  urine  has  pre- 
viously fallen  to  a very  low  figure,  or  when  the  secretion  of  iirine  has  wholly 
ceased  for  several  days.  That  in  these  cases  not  only  the  elunination  of  water, 
but  also  the  elimination  of  an  amount  of  urea  corresponding  to  the  food  taken, 
and  also  the  elimination  of  the  other  urinary  constituents,  is  very  much  dimin- 
ished, is  shown  by  the  experiments  in  regard  to  this  point  made  by  Fleischer  and 
others.  Furthermore,  a great  increase  of  the  amount  of  urea  in  the  hlood  in 
uraemic  patients  has  been  found  in  many  if  not  in  all  cases. 

Of  course  there  can  he  no  question  that  some  clinical  facts  can  not  be  bi  ought 
into  exact  harmony  with  what  has  heen  previously  said.  If  cases  ai’e  repeatedly 
reported  in  which  no  uraemic  symptoms  have  appeared  in  spite  of  anuria  for  sev- 
eral days,  it  does  not  prove  too  much,  since  we  can  never  make  an  exact  estimate 
of  the  matter  accumulated  in  the  blood  which  ought  to  have  been  eliminated ; 
for  the  organism  can  certainly  get  rid  of  the  final  products  of  tissue  inetainor- 
phosis  in  other  ways  than  through  the  kidneys  for  instance,  throng  le  scin 
or  the  intestines — and  we  must  also  bear  in  mind  that  different  me  me  ua  s s low 
a great  variation  in  tolerating  the  action  of  any  poison  in  the  body,  it  is  harder, 
however,  to  explain  those  cases  which  are  sometimes  seen,  where  uraemic  symp- 
toms suddenly  appear  in  patients  with  renal  disease  without  being  preceded  y 
any  noticeable  diminution  of  the  secretion  of  urine..  In  these  cases  we  mus 
assume  that,  in  spite  of  the  abundant  elimination  of  water-that  is  in  spite  of  a 
normal  amount  of  urine-there  is  a retention  of  the  solid  constituents.  Sue 
cases,  however,  should  always  make  us  consider  whether,  m f ^ 

circumstances  than  the  retention  of  urinary  constituents  may  not  give  use  to  the 


REMARKS  UPON  THE  PATHOLOGY  OF  RiiiNAL  DISEASE.  831 


development  of  severe  nervous  symptoms.  In  some  such  cases  the  appearance  of 
unemia  coincides  with  the  disappearance  of  the  previously  existing  cedema.  It  has 
therefore  been  conjectured  that,  in  such  cases,  the  blood  all  at  once  becomes  rich 
in  urea  from  the  rapid  absorption  of  the  oedema  fluid  which  contains  urea,  and 
that  therefore  uraemic  symptoms  now  arise,  in  spite  of  the  abundant  elimination 
of  urine  which  at  once  sets  in.  This  hypothesis  does  not  seem  to  us  very  prob- 
able, since,  as  was  said  above,  very  large  amounts  of  urea  may  be  injected  into  the 
blood  of  animals  with  healthy  kidneys,  without  the  appearance  of  uraemia.  In 
the  cases  above  mentioned  we  must  therefore  still  further  suppose  that  nothing 
but  the  water  is  rapidly  passed  off  again  by  the  kidneys,  while  the  solid  constitu- 
ents remain. 

Among  the  other  theories  of  uraemia  which  have  therefore  been  advanced 
to  explain  the  apparent  contradictions  in  the  clinical  observations  mentioned, 
Traube’s  theory  must  be  mentioned  especially;  according  to  this,  an  acute  oedema 
of  the  brain  is  the  cause  of  the  uraemic  symptoms.  There  is  no  doubt  that  this 
theory  does  not  apply  to  many  cases  of  uraemia;  but,  on  the  other  hand,  we  can 
not  claim  that  it  never  finds  an  applicatioii.  It  seems  to  us  that,  in  general,  the 
possibility  of  actual  anatomical  changes  in  the  bi’ain  in  renal  disease  has  not  yet 
been  sufBciently  considered  as  a cause  of  severe  nervous  symptoms,  since  the  fre- 
quent occurrence  of  special  changes  in  the  retina,  which  also  consists  of  nervous 
elements,  is  closely  connected  with  such  a theory.  In  most  cases  of  uraemia  we 
can,  however,  hold  to  the  original  explanation,  according  to  which  these  symptoms 
owe  their  origin  to  the  retention  of  the  urinary  constituents  in  the  blood ; but  we 
can  not  exclude  the  possibility  that,  under  some  circumstances,  severe  nervous 
symptoms  may  arise  from  other  caiises  in  patients  with  renal  disease,  which  of 
course  do  not  deserve  the  name  of  “ uraemia,”  although  clinically  they  may  greatly 
resemble  it. 

Finally,  we  may  mention  here  the  theory  advanced  by  Frerichs  in  the  year 
1851,  which  at  first  found  much  favor,  but  which  at  present  is  almost  universally 
abandoned.  According  to  this,  the  urea  retained  in  the  blood  was  not  in  itself 
the  cause  of  the  uraemic  symj)toms,  but  it  was  changed  into  carbonate  of  ammo- 
nia by  the  action  of  a ferment  in  the  blood,  and  from  this  the  severe  nervous 
symptoms  arose.  This  theory  is  untenable,  because  carbonate  of  ammonia  is 
scarcely  ever  found  in  the  blood  of  uraemic  patients.  It  is  much  more  probably 
formed  first  in  the  stomach  and  intestinal  canal  of  uraemic  patients  from  the  urea 
there  excreted  {vide  infra),  as  Claude  Bernard.  Treitz,  Voit,  and  others  have 
shown. 

In  regard  to  the  clinical  symptoms  of  uraemia  in  the  individual  case,  they  show 
all  possible  transitions  from  the  mildest  symptoms,  which  are  only  intimated,  up 
to  the  severest  nervous  symptoms,  which  may  be  the  immediate  cause  of  death. 
The  severe  forms  of  uraemia  may  sometimes  come  on  quite  suddenly,  while  in 
other  cases  they  may  be  preceded  for  a long  time  by  milder  urannic  symptoms, 
which  are  then  termed  prodroniata.  The  severest  symptoms  may  not  appear  at 
all,  and  the  milder  symptoms  may  exist  alone  for  a longer  or  shorter  time.  This 
latter  condition  is  called  chronic  uraemia. 

The  milder  uraemic  symptoms,  which  are  observed  either  alone  oi’  as  pi-ecursors 
of  severe  uraemia,  consist  of  headache,  somnolence,  and  mental  sttqior,  of  a pecul- 
iar uneasiness,  or  of  a feeling  of  anxiety  and  constraint  (sometimes  associated 
with  hurried  respiration),  and  very  often  of  nausea,  spasmodic  eructations,  and  re- 
peated vomiting;  and,  finally,  not  infrequently,  of  various  symptoms  of  motor 
irritation,  of  slight  twitchiugs  or  temporary  tonic  rigidity  of  the  face  or  the  ex- 
tremities, etc. 

The  most  characteristic  symptom  of  severe  uraemia  is  the  uraemic  convulsion. 
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or  the  so-called  lu’semic  eclampsia.  It  corresponds  almost  exactly  in  its  details  to 
the  pure  epileptiform  attack;  it  usually  begins  with  a short  tonic  stage,  in  which 
the  whole  body  is  generally  in  a position  of  extension  in  opisthotonos,  and  then 
follow  vigorous  clonic  contractions  in  the  face  and  extremities.  The  face  becomes 
cyanotic,  a bloody  froth  comes  from  the  mouth,  the  pupUs  are  usually  dilated  and 
almost  without  reaction,  the  respiration  is  accelerated  (but  at  times  it  is  intermit- 
ting from  spasm  of  the  respiratory  muscles),  the  pulse  is  small  and  accelerated, 
and  it  can  scarcely  be  felt  in  the  radial  artery,  and  the  temperature  is  sometimes 
raised.  In  other  cases  the  spasm  begins  with  short  jerky  contractions  in  one  ex- 
tremity, as  in  the  arm,  and  then  invades  the  trunk  muscles,  the  face,  and  the  legs. 
One  half  the  body  is  often  more  affected  in  the  attacks  than  the  other.  The  spasms 
usually  cease  in  a few  minutes,  and  are  followed  by  deep  coma  and  stertor,  which 
last  for  several  hours  or  moi’e.  There  is  only  rarely  a single  attack.  The  attacks 
are  much  oftener  repeated  after  longer  or  shorter  mtervals,  so  that  there  may  even 
be  twenty  or  more  in  the  twenty-four  hours,  during  the  whole  of  which  time  a 
complete  loss  of  consciousness  persists.  Severe  and  fully  developed  epileptiform 
attacks  often  alternate  with  slighter  convulsions. 

Some  other  urmmic  symijtoms  besides  the  convulsions  have  already  been 
briefly  mentioned,  but  they  merit  a somewhat  fuller  description. 

The  uraemic  amaui’osis  occasionally  seen  is  especially  interesting.  It  is  usually 
left  after  recovery  from  the  convulsions.  Only  rarely  does  it  precede  them  or 
appear  without  them.  It  always  develops  quite  rapidly,  so  that  the  first  disturb- 
ance of  vision  soon  passes  into  complete  blindness.  The  reaction  of  the  pupils  to 
light  is  ahnost  always  retained,  and  the  ophthalmoscope  shows  a perfectly  normal 
retinal  image.  From  this  we  can  scarcely  doubt  that  genuine  urmmic  amaurosis 
is  of  pui’ely  central  origin ; it  is  probably  due  to  a disturbance  iu  the  cortex  of  the 
occipital  lobe.  Its  prognosis  is  on  the  whole  favorable,  since  the  distui’bance  of 
vision  usually  disappears  completely  in  a day  or  two,  thougla  sometimes  not  until 
after  a longer  time.  Anomalies  are  only  rarely  seen  in  the  region  of  the  other 
neiwes  of  special  sense,  the  most  frequent,  comparatively,  being  a difficulty  in 
hearing,  or  even  comj)lete  deafness. 

Other  motor  disturbances,  except  twitchings  and  convulsions,  are  rare.  Only 
in  a few  cases  have  hemiplegic  or  monoplegic  paralyses,  contractures,  etc.,  been 
observed.  Mental  symptoms  are  more  common.  Delirium,  and  maniacal  or 
sometimes  melancholic  states,  occasionally  follow  uraemic  coma. 

Those  m’mmic  symptoms  have  also  a great  interest  which  are  to  be  regarded 
as  a sort  of  self-help  on  the  part  of  the  organism,  since  they  often  lead  to  a vica- 
rious elimination  of  urea.  The  first  of  these  is  uraemic  vomiting,  which  is  a 
frequent  and  often  an  extremely  obstinate  symptom  both  in  acute  and  chronic 
uraemia.  In  many  cases  it  is  of  central  origin,  and  is  to  be  regarded  as  analogous 
to  the  vomiting  so  frequent  in  different  forms  of  cerebral  disease ; but  it  is  often 
produced  by  the  irritation  which  the  gastric  mucous  membrane  suffers  from  the 
urea  eliminated,  or  rather  fi-om  the  carbonate  of  ammonia  arising  from  it.  The 
latter  is  always  first  formed  from  the  urea  in  the  stomach  itself,  and  we  find  in 
the  vomitus  of  uraemic  patients  either  the  still  undecomposed  urea  or  the  carbon- 
ate of  ammonia  in  considerable  quantities.  Sometimes  there  is  quite  a violent 
hiccough  besides  the  vomiting. 

Uraemic  diarrhoea  has  the  same  significance  as  urmmic  vomiting.  It  is  usually 
provoked  by  the  carbonate  of  ammonia  arising  from  the  urea  in  the  intestines. 
The  latter  often  causes  quite  a severe  catarrhal,  and  even  at  times  a diphtheritic, 
inflammation  of  the  intestinal  mucous  membrane. 

Another  way  in  which  the  organism  sometimes  tries  to  get  rid  of  the  amount 
of  urea  accumulated  in  it  is  by  the  sweat-glands.  Schottin  first  described  the 
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remarkable  discovery  of  a coating  of  urea  on  the  skin  in  the  uraemia  of  cholera, 
an  observation  which  since  then  has  been  repeatedly  confirmed  in  other  cases  of 
urmmia.  This  coating  is  most  frequently  seen  on  the  face,  especially  on  the  sides 
of  the  nose,  to  which  little  faintly  lustrous  scales  are  seen  sticking  after  the 
evaporation  of  a clammy  sweat.  Chemical  examination  shows  that  these  scales 
are  urea.  The  excretion  of  urea  is  much  more  rare  in  other  parts  of  the  skin,  but 
perhaps  the  occasional  severe  uraemic  itching  of  the  skin  is  due  to  an  irritation 
of  the  cutaneous  nerves  by  some  of  the  constituents  of  the  urine  that  are  ex- 
creted. 

Other  organs  besides  the  skin  and  the  digestive  tract  are  but  rarely  to  be 
considered  as  a means  of  the  vicarious  elimination  of  urea,  but  Fleischer  was 
once  able  to  discover  considerable  amounts  of  urea  in  the  sputum  of  a uraemic 
patient. 

In  conclusion,  we  must  describe  the  condition  of  the  pulse,  of  the  temperature, 
and  of  the  respiration  in  uraemia.  The  pulse  is  often  very  slow  before  the  appear- 
ance of  severe  symptoms,  sometimes  48  or  40,  but  it  is  almost  always  tense  and 
hard.  In  chronic  uraemia,  also,  a moderate  slowness  of  the  pulse  is  not  infre- 
quent. When  uraemic  convulsions  appear,  however,  the  pulse  usually  becomes 
small  and  very  frequent,  especially  in  cases  that  terminate  unfavorably.  The 
temperature  but  rarely  remains  unchanged  in  severe  uraemia.  If  there  are  con- 
vulsions, it  usually  rises  several  degrees,  in  severe  cases  even  to  106°  or  108°  (41  °- 
42°  C.).  We  have  seen  these  high  temperatures,  especially  as  a terminal  rise  with 
an  unfavorable  issue,  although  there  may  sometimes  be  an  improvement  even  in 
such  cases.  On  the  other  hand,  there  are  also  great  declines  in  temperature,  down 
to  93°  or  91°  (34°-33°  C.),  most  frequently  again  as  a terminal  temperatm’e  of  col- 
lapse, in  cases  which  end  in  deep  coma  without  marked  symptoms  of  motor  irrita- 
tion. We  might  also  mention  the  “uraemic  chills  ” which  we  have  seen  several 


times— that  is,  a chill  coming  on  suddenly  along  with  other  uraemic  symptoms, 
with  a great  increase  of  temperature,  and  followed  by  a rapid  fall  in  the  tempera- 
ture. The  resph-ation  in  uraemic  patieuts  is  sometimes  very  much  accelerated,  and 
is  especially  deep— a symptom  which  recalls  the  peculiar  breathing  in  diabetic 
coma  {vide  inf  ) a).  Certain  severe  attacks  of  dyspnoea  in  patients  with  renal  dis- 
ease have  been  described  as  “urmmic  dyspnoea”  or  “ uraamic  asthma”;  but  it  is 
not  always  easy  to  decide  whether  this  is  really  a uraamic  nervous  symptom  in 
these  cases,  since  similar  conditions  of  sudden  dyspnoea  may  depend  upon  insuffi- 
ciency of  the  left  ventricle  or  upon  inflammatory  affections  of  the  lungs 

In  regard  to  the  general  course  of  uraemia,  we  have  already  spoken  of  the 
different  ways  m which  it  occurs,  either  coming  on  quite  suddenly  or  announcino- 
Itself  by  different  prodromata.  In  most  cases  the  special  exciting  cause  of  uraemia 
IS  to  be  found  in  a failure  of  the  renal  activity  caused  by  the  anatomical  lesion  of 
the  kidneys,  either  because  the  glomeruli  are  unable  to  perform  their  functions 
owing  to  the  disease,  or  because  the  uriniferous  tubules  are  considerably  plugged 
by  casts  or  from  similar  reasons.  In  the  more  chronic  forms  of  nephritis  with 
cardiim  hypertro]jhy  (vide  infra)  the  activity  of  the  heart  sometimas  plays  a very 
comsiderable  part  in  the  occurrence  of  uraemia,  since,  when  insufficiency  of  the  left 
ventricle  sets  in,  the  insufficiency  of  course  leads  to  a fall  in  the  artcrkl  pressure 
ana  to  a consequent  diminution  in  the  excretion  of  urine. 

In  regard  to  the  duration  of  uraemic  symptoms  and  to  the  different  forms  and 
wap  m which  the  various  uraemic  symptoms  may  be  combined  in  the  clinical 
picture  we  can  give  only  a few  general  statements.  The  division  of  uraemia  into 
an  acutn  and  a chronic  form,  already  mentioned,  is  gener.ally  very  useful  practi- 
y.  In  the  putc  form  we  usually  have  the  severe  uraemic  sviiijitoms,  especially 
uraimic  convulsions  and  uraemic  coma.  This  condition  usually  lasts  some  days. 
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while  chronic  urfemia,  in  which  the  milder  cerebral  symptoms— uraemic  vomiting, 
difficulty  in  breathing,  etc.— are  most  prominent,  may  last  as  many  weeks. 

The  termination  of  uraemia  is  always  doubtful  in  every  severe  case,  but  it  is  by 
no  means  always  unfavorable.  Even  after  coma  lasting  for  several  days,  with 
very  severe  and  often-repeated  convulsions,  the  uraemic  symptoms  may  wholly 
disappear,  while  on  the  other  hand,  of  course,  uraemia  is  by  no  means  a rare  cause 
of  death  in  the  most  diverse  forms  of  acute  and  chronic  renal  disease.  In  judging 
of  the  individual  case,  the  most  stress  is  to  be  laid  on  the  condition  of  the  pulse, 
the  respiration,  and  the  temperature;  we  must  also  consider,  of  course,  the  char- 
acter of  the  m'inary  secretion,  and  especially  the  other  morbid  symptoms  depend- 
ent upon  the  primary  disease. 


5.  The  Changes  in  the  Circulatory  Apparatus  in  Eenal  Disease. 


Although  it  had  not  escaped  Bright’s  observation  that  changes  in  the  heart  are 
also  present  in  diseases  of  the  kidney,  this  condition  was  first  generally  known 
when  Traube,  in  1856,  in  a treatise  which  has  become  famous,  discovered  that  a 
change  in  the  heart  was  very  common  in  certain  renal  affections,  and  thus  gave 
the  chief  impulse  to  the  numerous  clinical  and  experimental  investigations  that 
have  been  made  since  then  as  to  the  connection  between  cardiac  and  renal 

dlS03SG 

This  connection,  generally  considered,  may  he  accounted  for  in  three  ways: 
Fii-st  the  heart  disease  may  without  doubt  be  the  primary  disease,  and  only 
secondarily  lead  to  a disease  of  the  kidneys,  as  a result  of  disturbances  of  circula- 
tion. In  this  way  develop  the  kidney  of  passive  congestion  {vide  infra,  and  page 
300)  and  the  embolic  processes  in  the  kidney  {vide  infra).  j n 

kcondly,  heart  disease  and  renal  affections  may  also  develop  independently  of 
each  other,  as  a result  of  an  injurious  infiuence  that  affects  both  oipns  at  tbe  same 
time  Thus  for  example,  a general  arterio-sclerosis  leads  to  cardiac  hypertiop  y 

^to  n^ocarditis,and"aiso  to  a l?-nular  kidney  (nfde  fn/m),  as  a 

implication  of  the  renal  vessels.  Certain  other  injurious 
and  constitutional  influences,  alcohol,  syphi  is  or  improper  ^ 

cause  a disease  of  the  heart  and  the  kidneys  at  the  same  ^ 

affections  have  developed,  theii-  influence  upon  each  o her  the  Sition 

siderahle-a  chcumstance  which  may  render  our  judgment  as  to  the  condition 

"inlie  Since,  flnally-and  this  is  the  point  with  ^ 

concerned-the  renal  affection  may  be  the  primary  disease,  ® 

nature  of  this  connection,  and  as  to  the  causal  factors  w iic 

lowing  account  will  show.  PYnlanation  of  the  cardiac 

The  theory  which  Traube  hir^elf  advanced  fo^  ^P^  withdrawn 

hypertrophy  in  nephritis  was  that,  in  i ■ P > secretion,  and  that,  in 
from  the  blood  in  nephritis  for  the  ^ system  is  hindered 

the  second  place,  the  flow  of  arterial  ooc  in  raise  the  pressure  in 

by  the  changes  in  the  kidneys.  B^^h  circui^tan^^^^ 

the  arterial  system,  and  therefore  gra  ua  ^ statement  especially 

formulated,  Traube’s  theory  can  not  be  maintained,  i 
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is  untenable,  because  in  many  cases  of  chronic  contraction  of  the  kidney  with 
co-existing  cardiac  liypertrophy  there  is  never  a diminution  of  the  elimination  of 
water  by  the  kidneys,  and,  besides,  this  can  never  of  itself  cause  an  increase  of  the 
arterial  pressure.  The  greatest  stress,  however,  has  lately  been  laid  by  Cohnheim 
on  the  second  factor  in  Trauhe’s  theory — on  the  disturbance  of  ch’culation  in  the 
kidney— although  he  modihes  the  form  of  Trauhe’s  statement.  Cohnheim  shows 
that  the  hindrance  to  the  circulation  in  the  kidneys,  which  develops  chiefly  from 
disease  of  the  glomeruli,  must  be  followed  by  an  increase  of  arterial  pressure, 
because  the  flow  of  arterial  hlood  to  the  kidneys  is  not  lessened  in  nephritis. 
Abnormal  resistance  to  the  circulation  forms  behind  the  little  renal  arteries  into 
which  an  abundance  of  blood  pours,  and  this  may  cause  an  increase  of  the  general 
ai’terial  pressure. 

This  theory,  however,  is  opposed  by  the  fact  that  even  complete  ligature  of 
both  renal  arteries  does  not  raise  the  arterial  pressure,  because  the  blood  at  once 
escapes  into  other  vascular  I’egions  which  dilate.  The  place  where  the  contraction 
of  the  caliber  of  the  renal  artery  occurs,  whether  in  the  main  trunk  or  in  the 
terminal  branches,  can  make  no  difference,  because  by  it  only  the  length  of  the 
impeded,  or  rather,  to  a certain  degree,  of  the  stagnant  blood-column,  is  altered, 
which  is  without  influence  on  the  general  blood-pressure. 

Besides  Traube’s  and  Cohnheim’s  “ mechanical  theory,”  the  “ chemical  theory  ” 
of  cardiac  hypertrophy,  which  was  advanced  in  a partial  form  by  Bright,  has 
lately  found  many  advocates  (Senator  and  others).  According  to  this,  the  reten- 
tion of  urinary  constituents,  especially  urea,  in  the  blood  causes  the  increase  of 
arterial  pressure.  Of  course  the  quantitative  changes  to  he  considered  here  are 
comparatively  very  slight,  even  if  we  admit  the  retention  of  urinary  constituents 
in  all  forms  of  renal  disease  which  lead  to  cardiac  hypertrophy,  but  the  possibility 
of  the  final  effect  of  such  slight  but  permanent  influences  can  not  be  questioned. 

We  can  not  at  present  give  a definite  decision  as  to  the  cause  of  cardiac  hyper- 
trophy in  diseases  of  the  kidneys.  Experiments  to  provoke  hypertrophy  of  the 
left  ventricle  in  animals  by  ai-tificial  disturbances  of  the  circulation  in  the  kid- 
neys, by  feeding  with  urea,  etc.,  have  given  scarcely  any  absolute  and  positive 
results,  so  that  it  seems  needless  to  go  into  them  more  fully  in  this  place.  It  may, 
however,  he  assumed  as  certain  that  the  cause  of  the  increased  ai-terial  pressure  is 
to  be  found  in  the  renal  affection  itself,  and  that  the  hypertrophy  of  the  left 
ventricle  appears  only  as  a result  of  the  permanent  increase  of  pressure.  Corre- 
sponding to  this  iucrease  of  pressure,  the  increased  tension  of  the  arterial  system 
is  often  found  clinically  very  early,  while  the  signs  of  the  consecutive  hypertrophy 
of  the  left  ventricle  gradually  develop  later.  In  the  following  chapters  we  will 
discuss  the  great  compensatory  significance  belonging  to  cardiac  hypertrophy  in 
renal  disease,  and  how  the  condition  of  the  heart  finally  occupies  almost  entirely 
the  center  of  the  whole  morbid  pictm’e. 

The  relation  between  certain  diseases  of  the  vessels  and  diseases  of  the  kidneys 
will  be  spoken  of  in  the  chapter  on  contracted  kidney. 
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CHAPTER  II. 

ACUTE  NEPHRITIS. 

(Acute  Bright's  Disease.) 

iEtiology.— Acute  nephritis,  like  most  of  the  other  fonns  of  nephritis,  is  not 
a disease  whose  aetiology  is  unifoiun.  Tlie  same  anatomical  change,  which  we 
term  “ nephritis,”  and  which  is  attended  by  about  the  same  morbid  phenomena, 
may  be  excited  by  influences  of  very  different  kinds.  Almost  all  these  influences 
have  one  thing  in  common,  namely,  that,  as  we  have  stated  in  the  preceding  chap- 
ter, they  reach  the  kidneys  by  way  of  the  circulation  and  are  here  in  part 
eliminated,  and  thus  exert  their  specific  injurious  action  upon  the  parenchyma  of 
the  kidneys;  but  they  differ  considerably  from  one  another  in  then-  precise  chem- 
ical or  biological  nature.  Since  the  pathological  change  in  the  kidneys  depends 
upon  the  amount  of  the  noxious  material,  upon  the  intensity  of  its  action  and  the 
duration  of  its  influence,  we  see  that  the  cases  of  nephritis  that  arise  in  this  way 
must  present  a perfectly  continuous  series  from  the  mildest  to  the  severest,  from 
those  that  pass  off  rapidly  to  those  that  last  perhaps  for  years  and  years.  The 
history  of  renal  pathology  teaches  us  in  the  plainest  way  that  all  attempts  to 
divide  the  forms  of  nephritis  into  different  clinical  and  pathological  “ varieties  ” 
can  not  be  strictly  carried  out.  The  more  scientific  experience  increases,  the  more 
numerous  must  be  the  forms  established,  and  still  we  only  too  frequently  have  to 
assume  all  sorts  of  “transitional  forms”  merely  to  bring  the  reality  into  harmony 
with  the  scheme.  It  therefore  corresponds  merely  to  our  practical  needs  if  we 
take  certain  types  from  this  whole  list  and  divide  nephi'itis  into  various  groups; 
for,  from  the  Yiature  of  the  case,  there  can  be  no  question  of  a sharp  sepaj-ation  of 
the  various  forms. 

We  accordingly  call  those  inflammatory  renal  affections  acute  nephritis  which 
arise  comparatively  rapidly  from  any  of  the  injurious  influences  soon  to  be  enu- 
merated, and  which  terminate,  after  a few  days  or  a few  weeks,  either  fatally  or 
with  recovery.  Acute  nephritis,  on  the  one  hand,  follows  immediately,  without 
any  fixed  boundary,  the  mildest  morbid  changes  in  the  kidney,  which  are  usually 
not  termed  actual  nephritis,  but  simple  “parenchymatous  degeneralion ”;  Avhile 
on  the  other  hand  it  shows  a continuous  transition  to  those  forms  which  last  for 
several  weeks  or  months,  or  longer,  and  hence  are  called  subacute  or  subchronic 
nephritis. 

Among  the  causes  of  acute  nephritis  we  must  mention  first  a large  group 
which  consist  of  infectious  influences  (acute  infectious  nephritis).  In  these  cases 
the  nephritis  usually  develops  as  a secondary  complicating  disease  upon  an  already 
existing  primary  infectious  disease,  and  may  be  regarded  in  most  cases  as  a special 
“localization  ” of  the  specific  morbid  poison  present  in  the  body.  In  other  cases 
there  may  be  chemical  substances  which  act  in  jui’iously ; these  may  develop  in  the 
body  under  the  influence  of  infection,  be  excreted  by  tbe  kidneys,  and  thus  exert 
a morbific  action  on  the  renal  tissue.  There  is  scai'cely  a single  infectious  disease 
in  which  there  may  not  be  occasionally  a renal  affection  as  a complication.  We 
observe  these  affections  in  our  experience  much  more  frequently  in  certain  infec- 
tious diseases  than  in  others,  so  that  we  may  rightly  assume  that  certain  infectious 
substances  have  a special  injurious  relation  to  the  kidneys.  Since  we  have  already 
dwelt  upon  the  occurrence,  the  frequency,  and  cei’tain  peculiarities  of  secondaiy 
nephritis  in  the  description  of  the  different  infectious  diseases,  a brief  recapitula- 
tion of  the  facts,  which  have  already  been  for  the  most  pai’t  described,  will  suf- 
fice here. 
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Tlie  infectious  disease  v^hich  most  frequently  gives  rise  to  an  acute  nephritis 
is  scarlet  fever.  As  has  been  shown  previously  (see  page  41),  the  renal  affection 
appeal’s  but  rai-ely  at  the  beginning  of  the  disease,  and  then  in  a very  mild  form, 
while  the  special  severe  scarlatinous  nephritis  usually  attains  its  development 
only  towai’d  the  end  of  the  third  week  of  the  disease.  In  measles,  secondary 
nephritis  is  very  much  rai’er  than  in  scarlet  fever;  in  rotheln  it  is  only  of  very 
exceptional  occurrence.  It  is  commoner  again  in  smallpox,  especially  in  the 
severe  haemorrhagic  forms.  In  varicella,  renal  affections  are  very  rare,  but  they 
have  been  occasionally  observed.  They  are  always  of  but  slight  intensity.  In 
typhoid  fever  a slight  albuminuria  is  very  common,  but  genuine  acute  nephritis 
is  quite  rai’e.  There  are  some  cases,  however,  where  a nephritis  appears  very 
early,  and  where  the  other  typhoid  symptoms  are  so  crowded  into  the  background 
by  it  that  it  is  decidedly  more  difficult  to  make  the  diagnosis  of  typhoid ; this  is 
called  the  “renal  form  of  typhoid  fever.”  In  typhus  and  recurrent  fevers  severe 
cases  of  nephritis  are  not  especially  common,  but  they  are  seen  more  frequently 
than  in  typhoid  fever. 

The  nephi’itis  that  often  comes  on  in  cholera  is  of  great  practical  importance. 
This  is  seen  in  the  earlier  stages,  and  is  especially  one  of  the  most  frequent 
causes  of  the  so-called  cholera  typhoid  (see  page  86).  Of  course  it  may  appear 
questionable  whether  the  renal  affection  here  is  always  of  an  inflammatory 
infectious  nature,  or  develops  only  in  consequence  of  the  disturbance  of  circu- 
lation. 

Nephritis  develops  quite  frequently  in  the  course  of  diphtheria,  especially  in 
severe  cases  of  this  disease ; but  the  renal  affection  only  rarely  reaches  a high 


nuclei  Kr(mmi*snb«raiH^  valine'' capsule  : 2.  Olomerulus,  increase  of 

nuclei  in  places  is  such  as  to  suggest  uuclckr  llgurcV  Obj^t  without  ^-epfe '(L 
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epidemic  meningitis,  erysipelas,  certain  forms  of  sore  throat,  certain  acute  intesti- 
nal affections,  acute  articular  rheumatism,  and  tetanus. 

Finally,  acute  nephritis  may  also  develop  in  the  course  of  chronic  infectious 
diseases,  especially  tuberculosis  and  syphilis.  We  have  oui-selves  repeatedly  seen 
a mild  or  even  a severe  acute  nephritis  come  on  in  the  secondary  stage  of  the 
latter  disease.  A pnuine  acute  nephritis  may  also  arise  in  the  course  of  pul- 
monary tuberculosis,  hut  for  the  present  we  can  not  decide  whether  this  is 
directly  connected  with  the  tuberculosis,  or  whether,  as  is  more  probable,  it  arises 
in  consequence  of  the  absorption  of  septic  substances  from  the  contents  of  the 
cavities. 

We  ought  also  to  speak  of  the  acute  nephritis  sometimes  seen  in  patients  with 
pustular  eruptions,  such  as  impetigo,  pustular  eczema,  severe  scahies,  etc.  It  may, 
however,  appear  doubtful  whether  the  cause  of  the  nephritis  is  to  be  sought  in  the 
absorption  of  some  injurious  substance  from  the  diseased  skin,  or  whether  the 
disturbance  of  the  cutaneous  activity  may  not  in  itself  exert  a deleterious  influ- 
ence on  the  kidneys. 

Besides  the  infectious  forms  of  nephritis  just  described,  there  is  a second  great 
group,  which  may  be  classed  under  the  general  heading  of  toxic  nephritis.  In 
these  cases  we  are  dealing  with  the  deleterious  action  of  chemical  substances 
which  enter  the  body  from  without  and  are  excreted  from  it  by  the  kidneys.  It 
is  wholly  impossible  to  enumerate  all  the  substances  which  have  this  injurious 
effect;  we  will  therefore  confine  oureelves  to  mentioning  those  of  the  greatest 
practical  importance.  Among  the  poisons  proper  we  may  mention  the  mineral 
acids,  sulphuric,  hydrochloric,  and  nitric  acids,  oxalic  acid,  phosphorus,  arsenic, 
lead,  and  chromate  of  potassium.  Among  remedies  used  internally,  which  may 
excite  nephritis  when  given  in  too  great  doses,  we  may  mention  cantharides, 
squills,  balsam  of  copaiba,  turpentine,  salicylic  acid,  and  chlorate  of  potassium. 
It  is  also  very  important  to  know  that  many  remedies  applied  to  the  external  skin 
are  absorbed  by  the  skin,  and  in  this  way  may  reach  th«  kidneys  and  excite  severe 
changes  there.  Among  these  are  cantharidal  plaster,  preparations  of  tar,  petro- 
leum, styrax,  naphthol,  and  pyrogallic  acid.  We  must  mention,  in  addition  to 
these,  the  renal  affection  which  may  arise  from  the  too  abundant  use  of  carbolic 
acid  or  iodoform  to  the  surface  of  open  wounds.  Under  some  circumstances 
renal  affections  may  even  arise  in  individual  cases  from  taking  excessive  amounts 
of  certain  foods  and  drinks,  such  as  spices,  alcohol,  or  very  acid  foods. 

In  the  forms  of  acute  nephritis  which  can  not  be  immediately  referred  to 
infectious  or  toxic  influences,  and  whose  number  is  comparatively  small,  we  can 
sometimes  find  no  definite  cause  at  all.  We  then  speak  of  a primary  idiopathic 
acute  nephritis.  We  are  indeed  justified  in  thinkhig  of  causes  of  origin  here 
similar  to  those  in  the  cases  previously  described,  but  causes  which  at  present 
escape  direct  detection.  In  other  cases  an  acute  nephritis  immediately  follows 
exposure  to  severe  cold  or  wetting  of  the  skin.  We  can  not  doubt  the  possibility 
of  such  a connection  after  quite  numerous  and  indubitable  clinical  experiences, 
although  the  exact  conditions  to  be  considered  here  are  still  almost  wholly 
unknown.  We  usually  take  refuge  in  a rather  noncommittal  reference  to  the 
“ well-known  connection  between  the  activity  of  the  skin  and  of  the  kidneys.” 
The  experiments  on  this  ijoint  have  also  confirmed  the  fact  itself,  but  have  fur- 
nished no  precise  explanation  of  its  cause. 

We  have  still  to  mention  the  nephritis  of  pregnancy 
as  a special  form  of  acute  nephritis.  This  usually  comes  on  in  the  last  months  of 
j)regnancy  in  women  previou.sly  perfectly  healtJiy,  and  is  decidedly  more  frequent 
in  primiparm  than  in  the  course  of  later  pregnancies.  The  precise  causes  of  the 
nephritis  of  pregnancy  ai’e  still  very  obscui’e.  Some  authors  lay  the  blame  on  the 


ACUTE  NEPHRITIS. 


839 


pressure  of  the  pregnant  uterus  on  the  renal  vessels,  otliers  on  its  pressure  upon 
the  uretere,  etc.  (compare  the  text-books  on  obstetrics). 

Finally,  we  must  mention  that  an  acute  nephritis  may  ensue  on  a chronic 
nephritis  that  has  existed  for  a long  time,  perhaps  without  symptoms  (acute  recur- 
rent nephritis  of  Wagner). 

Pathological  Anatomy. — The  anatomical  changes,  which  are  excited  in  the 
kidneys  by  the  causes  mentioned  in  what  has  gone  before,  show  a continuous  series 
from  the  mildest  to  the  severest  degrees,  according  to  the  intensity  of  the  injurious 
action.  The  mildest  changes,  which,  as  we  have  said,  are  not  called  actual  “ inflam- 
mation,” but  usually  simple  parenchymatous  degeneration,  affect  exclusively  the 
parenchyma  of  the  kidney — that  is,  the  epithelium — while  the  interstitial  tissue, 
the  connective  tissue,  and  the  vessels  remain  perfectly  normal.  This  fact  is  espe- 
cially important  since  it  implies  that,  in  almost  all  the  injurious  influences 
acting  on  the  kidneys,  the  speciflc  renal  parenchyma  itself  is  diseased  fli’st  and 
before  any  other.  On  macroscopic  examination,  the  kidneys  may  show  scarcely 
any  plainly  perceptible  changes,  but  it  sometimes  strikes  the  practiced  eye  that 
the  kidneys  are  a little  enlarged,  that  the  cortex  on  section  shows  either  a more 
reddish  - gray,  dimmed  coloring  (cloudy  swelling),  or  a more  grayish  - white, 
yellowish  hue  (fatty  degeneration).  The  microscopic  examination  gives  more 
accurate  information  as  to  the  degree  and  the  extent  of  the  disease.  We  distin- 
guish different  conditions  according  to  the  form  of  change  in  the  epithelium,  of 
which  the  thi’ee  following  are  most  important : 1.  Cloudy  Swelling : It  is  most 
easily  made  out  in  the  epithelium  of  the  cortical  tubules,  but  it  may  also  be  seen, 
in  the  epithelium  of  the  glomeruli.  The  cells  swell,  their  contents  become  uni- 
formly granular  and  cloudy,  the  nuclei  swell,  and  Anally  disa^jpear.  Such 
changes  are  often  found  in  acute  infectious  diseases,  like  typhoid,  small-pox,  and 
diphtheria.  2.  Fatty  Degeneration : This  may  proceed  from  the  cloudy  swelling, 
or  may  develop  independently.  Many  fat-drops  appear  both  in  the  cells  of  the 
uriniferous  tubules  and  also  in  the  epithelium  of  the  glomeruli,  and  they  may 
finally  lead  to  the  disintegration  of  the  cells.  Simple  fatty  degeneration  of  the 
kidneys  is  sometimes  found  in  acute  infectious  diseases,  after  certain  poisons, 
like  phosphorus,  and  finally  in  anaemic  conditions.  3.  Necrosis  of  the  Renal 
Epithelium : The  nuclei  of  the  cells  disappear,  and  the  cells  aj’e  changed  to  clear 
homogeneous  flakes,  while  in  some  cases  they  are  greatly  swollen  (“  di’opsical 
degeneration  ” of  Nauwerck-Ziegler).  Genuine  epithelial  necrosis  is  found  in  the 
kidneys,  chiefly  after  the  action  of  toxic  substances— like  cantharides,  the  chromic 
and  chloric  salts,  etc.— but  sometimes  also  in  infectious  diseases.  Combinations 
of  simple  necrosis  with  granular  cloudiness  and  fatty  degeneration  are  not  infre- 
quent. Both  the  last-named  states  may  undergo  resolution  if  thev  have  not 
reached  a high  degree.  Otherwise  all  the  degenerations  mentioned  kad  to  the 
destruction  and  disintegration  of  the  cells;  nevertheless,  a complete  restoration  is 
po.ssible,  from  the  regeneration  of  new  epithelial  cells  from  epithelium  that  is  still 
present. 

We  term  those  changes  in  the  kidneys  genuine  acute  nephritis,  in  which  not 
only  the  renal  parenchyma  proper,  the  epitlaolium,  but  also  the  intei-stitial  tissue, 
e.si)ecially  the  vessels,  is  affected  ; so  that  we  can  make  out  the  exudative  changes 
characteristic  of  all  inflammatory  processes— the  escape  of  fluid  and  cells  from  the 
vessels.  In  these  cases  the  difl'erent  histological  processes  may  be  combined  in 
1C  most  varied  ways,  so  that  the  anatoniical  picture  jiresonts  quite  great  variations, 
although  it  is  almost  always  principally  cimcerned  with  the  same  processes. 

If  we  begin  with  the  histological  lesion  in  acute  nephritis,  in  order  to  lea.ru  to 
rwognize  at  once  the  e,sscntial  changes,  we  have  first  iireeiscly  the  same  jirocesses 
of  degeneration  in  the  epithelium  which  have  been  already  described,  but  they  ai-e 
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usually  present  here  in  a more  marked  degree.  In  some  cases  the  simple  ne- 
crotic processes  predominate;  in  others,  the  fatty  degeneration.  We  often  find 
degenerated  cells,  and  not  infrequently  a more  or  less  marked  desquamation  of 
epithelium.  We  see  besides  the  special  infiammatory  changes.  We  find  a fluid 
inflammatoiy  exudation,  rich  in  fibrine,  and  therefore  soon  coagulating  in  the  inter- 
stitial connective  tissue,  which  is  dilated  and  swollen  by  it — inflammatory  oedema. 
The  same  exudation  is  also  found  in  the  tiriniferous  tubules,  and,  by  the  proper 
methods,  by  alcohol  or  by  boiling  the  fresh  kidney,  the  albuminous  effusion  can 
be  made  out  both  in  the  capsules  of  the  glomeruli  and  in  the  m’iniferous  tubules. 
The  interpretation  of  the  exudation  is,  of  course,  made  very  difficult,  or  often 
wholly  impossible,  by  the  presence  of  albuminous  ui’ine  in  the  uriniferous  tubules. 
The  second  characteristic  of  iaflammation.  the  “ cellular  exudation  ” — that  is,  the 
emigration  of  white  blood-corpuscles — is  also  present.  In  the  interstitial  tissue  we 
find  accumulations  of  round  cells,  usually  distributed  in  foci,  and  white  blood- 
corpuscles  in  greater  or  less  nmnbers  also  enter  the  interior  of  the  uriniferous 
tubules.  We  often  find  many  hyaline  casts  in  the  lumen  of  the  straight  tubules 
or  of  Henle’s  loops,  whose  origin  is,  in  all  probability,  connected  with  the  albu- 
minous exudation  and  the  emigrated  white  blood-corpuscles  (see  page  776).  The 
vessels  themselves  are  often  hyperaemic  and  dilated,  but  in  some  cases  they 
are  compressed  by  the  interstitial  infiammatory  cedema.  It  is  of  special  signifi- 
cance that  in  very  many  cases  there  are  haemoi-rhages,  either  into  the  intei*stitial 
tis.sue  or  into  the  interior  of  the  uriniferous  tubules,  or  even  into  Malpighi’s 
capsules. 

All  the  changes  described  are  not  always  found  uniformly  distributed  over  the 
whole  kidney.  Some  parts  are  often  much  diseased,  others  but  slightly,  while 
others  still  are  nearly,  if  not  quite,  intact.  We  may  accordingly  speak  in  indi- 
vidual cases  of  a diffuse  or  of  a localized  nephritis,  although  there  are  no  strict 
limits  here. 

If  the  histological  processes  have  been  made  clear,  the  understanding  of  the 
macroscopic  appearance  of  the  inflamed  kidney  is  very  simple.  W e can  under- 
stand that  either  this  or  that  “ form  ” of  acute  nephritis  must  be  present  accord- 
ing to  the  predominance  of  this  or  that  histological  process.  If  an  abundant 
interstitial  exudation  is  present,  the  kidney  is  much  enlarged ; if  this  exudation 
is  slight,  the  kidney  varies  but  little,  or  not  at  all,  from  its  normal  size,  not- 
withstanding any  other  severe  changes.  In  the  fh’st  case  it  usually  feels  soft, 
from  inflammatory  cedema;  in  the  second  case,  it  is  comparatively  fh’m.  If 
there  is  a marked  hyperaemia  of  the  kidney,  it  appears  much  reddened;  if  the 
kidney  is  anaemic,  it  is  paler ; and  if  an  extensive  fatty  degeneration  is  also  pres- 
ent, it  is  yellowish- white  or  yellow.  If  haemorrhages  are  present,  they  can  easily 
be  recognized  with  the  naked  eye  on  the  outer  surface  beneath  the  capsule  as  dark- 
red  points  that  can  not  be  willed  away.  We  speak  then  of  an  “ acute  haemorrhagic 
nephritis.”  On  section,  the  medullary  substance  is  more  or  less  dilated,  its  normal 
striated  axipeai’ance  is  almost  always  obliterated,  and  its  color  shows  the  same 
variations  as  the  outer  surface  of  the  kidney.  Since,  as  we  have  said,  the  nephritic 
changes  often  show  not  a uniform,  but  a nodular  arrangement,  we  can  understand 
that  the  kidneys  sometimes  have  quite  a mottled  appeai’ance,  since  hyperaemic  oi 
hsemorrhagic  red  spots  alternate  with  the  lighter  anaemic  and  the  yellow  fattj’- 

degenerated  parts.  i i i 

There  are,  accordingly,  cases  of  nephritis  which  show  almost  nothing  abnormal 

to  the  naked  eye,  while,  on  the  other  hand,  there  are  haemorrhagic  and  noii- 
haemorrhagic  forms,  appearing  pale,  yellow,  red,  or  variegated,  none  of  wfiicli 
can  in  the  essential  features  be  separated  from  one  another,  but  which  are  com- 
bined with  one  another  in  all  conceivable  ways.  The  forms  of  nephritis  that 
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differ  in  jntiology  have,  to  a certain  degree,  definite  and  cliaracteristic  anatomical 
types,  but  strict  I’ules  can  not  be  laid  down  in  regard  to  this. 

In  addition,  quite  a characteristic  anatomical  form  of  acute  nephritis  deserves  a 
brief  mention,  in  which  the  changes  are  almost  exclusively  limited  to  the  glo- 
meruli, and  which  are  therefore  called  glomerulo-nephritis  (Klehs,  Priedlander, 
Ribbert).  In  the  purest  cases  of  this  form,  as  it  is  seen  especially  in  scarlet  fever 
and  also  in  other  infectious  diseases,  we  find  degeneration  and  abundant  des- 
quamation of  the  epithelium  only  in  the  glomeruli  of  the  kidneys ; and  we  usually 
find,  besides,  a marked  disease  of  the  vessel-walls,  which  swell  and  acquire  a homo- 
geneous hyaline  appearance.  The  glomerulo-nephritis  can  not  in  its  essentials  be 
perfectly  definitely  separated  from  the  other  forms  of  acute  nephritis,  since  in 
these,  under  some  circumstances,  the  glomeruli  may  first  be  chiefiy  affected ; but, 
as  it  seems,  this  need  not  happen  in  all  cases  by  any  means. 

Clinical  History. — The  most  essential  symptom  of  acute  nephritis  is  the  abnor- 
mal character  of  the  urme.  In  most  of  the  milder,  and  even  in  many  of  the 
severer  cases  of  nephritis,  the  change  in  the  urine  is  the  sole  objective  clinical 
symptom  which  renders  the  diagnosis  possible.  The  physician  must,  therefore, 
make  it  his  practice  to  submit  the  urine  to  repeated  examinations  in  every  case  of 
disease  where  there  is  any  possibility  of  the  presence  of  a nephritis. 

The  simple  parenchymatous  degenerations  of  the  kidneys,  cloudy  swelling, 
fatty  degeneration,  etc.,  which  we  will  fii’st  briefiy  touch  upon,  may  probably 
sometimes  exist  without  being  followed  by  any  discoverable  change  in  the  urine ; 
but  they  often  lead  to  a slight  albuminuria,  which  is  easily  explained  from  the 
change  in  the  epithelium  of  the  glomeruli.  If,  then,  the  urine  contains  a slight 
amount  of  albumen  (which  usually  soon  passes  off)  in  the  course  of  any  febrile 
infectious  disease  or  other  affection  (the  so-called  febrile  albuminuria,  etc.),  we  are 
justified  in  assuming  some  of  these  mild  conditions  of  degeneration  in  the  kidneys. 
Usually  the  urine  shows  no  other  peculiarities,  but  sometimes  we  find  in  the 
sediment  a few  hyaline  casts,  a few  white  blood-corpuscles,  etc.  As  we  have 
repeatedly  stated,  these  conditions  pass  into  nephritis  proper  without  any  sharp 
limitations. 

CELiRACTER  OE  THE  Urine  IN  AouTE  NEPHRITIS.— In  almost  every  severe 
nephritis  the  amount  of  urine  for  the  twenty-four  hours  is  more  or  less  dimin- 
ished. This  is  either  caused  directly  by  the  lessened  elimination  of  water  by  the 
kidneys,  or  bj*^  the  plugging  of  many  m'iniferous  tubules  by  casts,  desquamated 
epithelium,  etc.  The  amount  evacuated  daily  is  often  only  fifteen  or  twenty 
oimces  (400-700  c.  c.),  but  it  sometimes  falls  to  a much  lower  figure,  two  or  three 
ounces  (100-50  c.  c.),  and  there  may  finally  be  even  complete  anuria.  In  general, 
though  not  without  exceptions,  the  diminution  of  the  amount  of  urine  runs 
parallel  to  the  severity  of  the  anatomic.al  changes  in  the  kidney.  Improvement 
in  the  disease  is  very  often  first  seen  in  an  increase  of  the  amount  of  urine. 
If  there  was  a pi’evious  oedema,  and  this  is  absorbed,  the  daily  amount  of  urine 
often  rises  during  convalescence  to  a very  considerable  quantity,  eighty  to  a hun- 
dred ounces  (2500-.3000  c.  c.). 

The  specific  gravity  of  the  urine  is  at  first  usually  increased,  since  the  urine  is 
])oor  in  water,  but  comparatively  rich  in  solid  constituents,  especially  in  albumen 
(vide  infra).  Of  course  there  are  great  differences  here,  and  a urine  secreted  in 
an  abnormally  small  amount  may  show  a specific  gravity  of  only  1010  or  1015, 
while,  on  the  other  hand,  urines  with  a specific  gravity  of  1020  to  1030,  or  even' 
niore,  have  been  observed.  If  during  convalescence  a very  abundant,  watery 
urine  is  passed,  it  of  course  usually  has  a tow  specific  gravity,  1005  to  1008, 

In  many  casc.s,  but  of  course  not  in  all,  we  may  suspect  tiic  abnormal  character 
of  the  urine  from  its  appearance.  This  depends  chiefly  upon  an  admixture  of 
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abnormal  morphological  constituents.  If  these  are  present  in  large  numbers,  as  is 
usually  the  case,  the  freshly  passed  m'ine  is  cloudy,  and  deposits  a more  or  less 
abundant  floccnlar  sediment.  The  appearance  of  the  urine  is  most  altered  if 
blood  be  mixed  with  it  (haemorrhagic  m-ine).  According  to  the  amount  of  blood, 
the  urine  is  a light  or  dark  red,  or  even  a dark  black-red,  and  often  has  a greenish 
reflection  when  the  light  falls  on  it. 

The  microscoinc  examination  of  the  sediment  gives  more  accui-ate  information 
upon  the  different  morphological  constituents.  We  can  not,  of  course,  enumerate 
all  the  possibilities  that  may  exist  in  these  cases  (see  page  826  et  seq.).  It  is 
generally  the  case  that  in  most  of  the  severe  forms  of  acute  nephritis  the  urine 
contains  many  casts  of  all  sorts,  usually  hyaline,  but  sometimes  ijartly  fatty  or 
waxy,  and  very  often  covered  with  red  or  white  hlood-corpuscles,  epithelium, 
detritus,  etc.  The  different  cases  are  often  characterized  by  a striking  predomi- 
nance of  some  one  constituent — epithelium,  white  hlood-corpuscles,  or  red  hlond- 
corpuscles — but  no  special  rules  in  regard  to  this  can  be  given.  We  have  spoken 
previously  (page  827)  of  the  special  conclusions  we  can  draw  from  the  different 
objects  fomid  in  the  sediment.  We  can  accordingly  distinguish  an  acute  hsemor- 
rhagic,  or  non-baemorrhagic,  an  acute  desquamative,  and  a fatty  degenerative 
nephritis,  but  we  must  always  bear  in  mind  that  all  these  forms  pass  into  one 
another  without  sharp  boundaries. 

The  chemical  examination  of  the  ui’ine  gives,  as  the  most  important  and  con- 
stant result,  usually  a considerable  amount  of  alhmnen.  Since  the  reaction  of  the 
urine  is  almost  invariably  acid,  the  albumen  is  immediately  precipitated  on  heating 
tbe  urine,  and  sinks  to  the  bottom  of  the  test-tube,  where  it  usually  takes  up  about 
one  half  or  three  fourths  of  the  volume  of  urine  used  for  the  heat-test.  More 
accm’ate  quantitative  determinations  of  albumen  give  most  frequently  in  acute 
nephritis  an  amount  of  albumen  of  from  three  tenths  to  one  per  cent. ; higher 
percentages  are  rare.  Tlie  daily  total  amount  of  albumen  eliminated  amounts  to 
about  one  or  two  drachms  (5-8  grammes),  or  sometimes  more,  but  the  daily  loss 
of  albumen  from  the  body  hardly  ever  exceeds  the  amount  of  five  drachms  (20 
grammes).  The  variation  in  the  amount  of  elimination  of  albumen  in  different 
cases  is  quite  noticeable. 

The  examination  of  the  other  solid  constituents,  which  is  not  generally  em- 
ployed in  practice,  usually  gives  a diminished  secretion  of  urea,  phosphoric  acid, 
etc.,  corresponding  to  the  diminution  in  the  whole  amount  of  m’ine. 

The  other  Symptoms  op  Acute  Nephritis. — Local  symptoms  in  the  Iddneys 
themselves  ai’e  only  rarely  present.  There  is,  of  course,  a certain  tenderness  in 
the  region  of  the  kidneys,  which,  however,  is  too  ambiguous  to  have  a great  symp- 
tomatic importance.  It  is  more  frequently  the  case  that  the  abnormally  concen- 
trated urine  causes  the  patient  to  micturate  more  frequently  than  usual,  and  that 
micturition  itself  is  associated  with  a disagreeable  bm’iiing — a sort  of  vesical  tenes- 
mus. 

The  subsequent  symptoms  of  acute  nephritis,  which  appear  in  the  rest  of  the 
body,  and  among  which  dropsy  takes  the  fli’st  place,  are  far  more  important  than 
the  local  symptoms.  Although  oedema  may  be  entirely  absent  in  acute  nephritis, 
it  is  present  in  most  severe  cases,  and  often  is  predominant  in  the  clinical  picture. 
We  must  always  be  prepared  for  its  appearance,  especially  when  the  amount  of 
urine  shoAvs  a considerable  diminution. 

The  oedema  is  usually  discoA’^ered  first  in  the  face,  which  has  a bloated,  and 
often  a pale  and  someAvliat  shiny  appearance.  The  eyelids  are  usually  most 
swollen  at  fii’st.  Beside  the  face,  the  ankles,  the  legs,  the  scrotum,  and  the  depend- 
ent parts  of  the  trunk  may  be  the  chief  seat  of  the  oedema,  the  severity  and  exten 
of  Avliich  may  of  course  vary  greatly  in  diflhrent  cases.  If  a high  degree  of  gen- 
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eral  dropsy  develops,  this  is  a source  of  great  distress  to  the  patient.  The  move- 
ments of  the  body  ai’e  much  restrained,  and  all  changes  of  position  ai*e  difficult, 
associated  with  great  exertion,  and  painful.  In  the  severest  degrees  of  dropsy 
gmn.11  fissures  may  form  here  and  there  in  the  excessively  tense  skin,  from  which 
the  dropsical  fluid  oozes.  Such  little  woimds  are  sometimes  the  starting-point  for 
disagreeable  erysipelatous  inflammations,  etc. 

If  great  oedema  of  the  skin  is  present,  we  usually  find  at  the  same  time  a more 
or  less  marked  dropsy  of  the  serous  cavities.  It  is  often  hard,  however,  to  make 
out  ascites  or  hydrothorax  on  physical  examination,  owing  to  the  oedema  of  the 
skin  that  is  present.  The  symptoms  mentioned  acquire  their  chief  clinical  signifi- 
cance from  the  difficulty  of  respiration  necessarily  associated  with  them,  since  the 
diaphragm  is  pressed  upward  by  ascites,  and  the  lungs  are  compressed  by  hydro- 
thorax. If  a hydrothorax  is  more  marked  on  the  left,  or  especially  if  hydroperi- 
cai’dium  sets  in,  the  activity  of  the  heart  is  materially  impaired. 

A marked  oedema  of  the  mucous  membranes  develops  but  rarely;  in  a few 
cases  we  have  seen  oedema  of  the  conjunctivse,  oedema  of  the  soft  palate,  and 
oedema  of  the  glottis.  Of  the  oedemas  of  internal  organs,  oedema  of  the  bx’ain  has 
already  been  mentioned  as  a possible  cause  of  severe  nervous  urmmic  symptoms. 
(Edema  of  the  lungs,  which  often  comes  on  toward  the  end  of  the  disease,  when 
it  terminates  unfavorably,  is  usually  not  to  be  regarded  as  a part  of  the  general 
oedema,  but  as  a result  of  the  final  cardiac  weakness. 

In  regard  to  the  other  symptoms  in  the  diffei’ent  organs,  the  symptoms  on  the 
part  of  the  circulatory  apparatus  must  first  be  mentioned.  The  pulse  is  often 
abnormally  tense,  hard,  and  full  (see  page  835).  In  the  beginning  of  the  disease 
it  is  often  somewhat  slow ; later  it  is  usually  accelerated.  A beginning  cardiac 
hypertrophy  can  often  be  made  out  post  mortem,  and  sometimes  clinically,  in 
cases  which  have  lasted  a somewhat  longer  time,  two  to  four  weeks.  It  seems 
to  develop  most  rapidly  in  children  who  were  previously  well  and  strong.  We 
pay  especial  regard  to  the  condition  of  the  apex-beat,  and  to  the  accentuation  of 
the  aortic  second  sound.  The  occasional  nose-bleeds  are  probably  connected  with 
the  mcreased  arterial  tension.  Pericarditis  is  seen  as  a very  rare  complication — 
a complication  which  is  connected  with  the  general  fact  that  in  all  forms  of 
nephritis  the  different  internal  organs,  especially  the  serous  membranes,  have  a 
tendency  to  inflammation.  Whether  this  circumstance  is  connected  with  the 
retention  of  urinary  constituents,  as  has  been  repeatedly  imagined,  can  not  at 
present  be  decided  with  certainty. 

Of  the  symptoms  in  the  respiratory  apparatus,  we  have  mentioned  above  the 
dyspnoea  consequent  upon  the  dropsical  symptoms.  In  severe  cases  the  lungs 
themselves  are  often  drawn  into  sympathy,  since  a diffuse  bronchitis  or  a peculiar 
form  of  pneumonia  develops  in  them,  which  latter  stands  midway  between  a 
catarrhal  and  a croupous  inflammation.  It  exhibits,  to  a certain  degree,  a form 
of  stiff  inflammatory  oedema,  and  occurs  in  just  the  same  way  in  the  chronic 
forms  of  nephritis  as  in  acute  nephritis.  When  it  involves  both  lungs  to  a great 
extent,  it  may  be  the  imnieffiate  cause  of  death.  The  development  of  a pure  gen- 
eral pulmonary  oedema  is  almost  always  a sign  of  beginning  weakness  of  the  left 
ventricle,  as  we  have  said  above. 

Vomiting  is  the  most  important  sym])tom  in  the, digestive  ap]jaratus.  If  it 
appears  in  a marked  degree,  it  may  almost  always  be  ccxnsidercd  as  a urmmic 
symptom,  and  then  is  often  the  procui’sor  of  severe  nervous  syin])toms.  The  ajxpo- 
titc  is  almo.st  always  diminished  ixi  acute  nephritis;  the  bowels  are  usually-  consfi- 
paUsl,  but  there  may  be  quite  severe  diaia-hoea  (see  page  832).  We  may  mention 
periffinitis,  which  is  .sometimes  purulent,  as  a very  rare  complication  {vide  supra). 

The  temperature  is  markedly  influenced  by  acute  nephritis  only  in  those  cases 
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where  the  disease  develops  in  previously  healthy  persons,  or  at  least  in  those  free 
from  fever.  Then  we  see  quite  frequently  a moderate  fever,  with  an  irregular 
rise  of  temperatm-e  of  about  100°  to  102°  (38°-39°  C.).  It  is  quite  rare  that  an  appa- 
rently primary  acute  nephritis  begius  suddenly  with  a chUl  and  high  fever,  104° 
(40°  C.).  The  condition  of  the  temperature  on  the  onset  of  urjemic  symptoms  has 
already  been  described  (page  833). 

The  state  of  the  general  nutrition  suffers  in  quite  a noticeable  degree  in  most 
of  the  severe  cases  of  acute  nephritis.  The  emaciation  is  often  concealed  by  the 
oedema ; but  the  anaemia  is  the  more  promment,  and  often  lends  to  the  bloated  face 
a peculiar  pallid  aspect. 

Uraemic  symptoms  may  come  on  at  any  time  in  the  course  of  acute  nephritis. 
We  are  often  prepared  for  the  onset  of  ui'aemia  by  a previous  marked  decrease  in 
the  secretion  of  urrne,  or  by  the  well-known  prodi'omal  symptoms,  but  m other 
cases  it  begins  very  suddenly  with  severe  symptoms  of  eclampsia.  In  regard  to 
all  fm’ther  details  we  may  refer  to  what  was  said  on  page  829  et  seq. 

The  Course  and  Different  Forms  of  Acute  Nephritis.— The  whole  cliu- 
ical  picture  of  acute  nephritis  depends  very  materially  upon  the  form  of  its 
development.  If  an  acute  nephritis  comes  on  in  the  course  of  a severe  infectious 
general  disease,  as  in  the  coui*se  of  a septic  affection,  of  ulcerative  endocarditis,  or 
of  severe  typhoid,  the  changes  in  the  urine  are  often  the  sole  factor  pointing  to 
the  occurrence  of  the  complication.  The  type  of  the  severe  febrile  general  disease 
is  in  no  way  materially  modified  by  the  added  renal  affection;  oedema  and  unemic 
symptoms  do  not  usually  appear,  often  because  the  primary  disease  soon  ends  in 
death. 

Also  when  nephritis  comes  on  in  previously  healthy  persons  or  in  chronic 
invalids,  the  tuberculous,  etc.,  in  many  cases  the  changes  in  the  urine  are  the 
chief  symptom,  while  the  other  general  and  secondary  symptoms  are  scai’cely  evi- 
dent at  all,  or  at  least  only  in  a very  slight  degree.  Such  mild  cases  are  associated 
only  with  more  or  less  general  dullness  and  loss  of  appetite.  CEdema  is  enthely 
absent,  or  present  only  to  a very  slight  degree.  Of  course  such  cases  demand 
great  caution,  since  even  in  them  we  may  have  a sudden  outbreak  of  severe 
uraemic  symptoms. 

The  fully  developed  type  of  severe  acute  nephritis  is  seen  especially  in  scar- 
latinous nephritis  (q.  v.),  which  comes  on  in  children  who  are  fully  convalescent 
or  apparently  wholly  well  ; it  is  also  seen  in  many  cases  of  apparently  idiopathic 
nephritis,  or  nephritis  coming  on  after  exposure  to  cold,  etc.  In  these  cases  there 
is  often  the  development  of  a general  dropsy,  secondary  pulmonary  affections, 
uraemic  symptoms,  the  symptoms  mentioned  in  the  circulatory  apparatus,  etc.  In 
these  cases,  too,  the  examination  of  the  urine  affords  the  only  certain  means  of 
judging  accurately  of  the  condition,  but  the  other  moi’bid  symptoms  which  ajjpear 
early — oedema,  anaemia,  and  vomiting — may  direct  our  suspicions  to  the  develop- 
ing renal  affection. 

Scarcely  any  more  general  statements  can  be  made  as  to  the  whole  course  aud 
the  duration  of  acute  nephritis,  since  the  variations  in  this  respect  are  too  great. 
To  describe  here  in  particular  all  the  different  forms  of  nephritis  accordiug  to  the 
aetiological  conditions  in  question  would  lead  us  too  far.  We  will  therefore  refer 
to  the  description  of  the  different  primary  diseases  in  which  the  characteristic 
marks  of  any  renal  complication  are  always  stated.  The  primaiy  nephritis  from 
exposure  to  cold  and  the  nephritis  of  pregnancy  still  demand  a few  rernarks. 

The  NEPHRITIS  FROM  EXPOSURE  TO  COLD — primary  idiopathic  nephi-itis — usually 
comes  on  quite  si^eedily  after  the  exciting  cause.  The  first  symptoms  of  the  dis- 
ease are  sometimes  insignificant,  but  at  other  times  they  are  quite  severe  chills, 
fever,  I’enal  pain,  etc.  Sometunes  other  “ rheumatic  symptoms,  like  angina  or 
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articular  pains,  are  also  present.  The  further  course  may  be  mild  or  severe.  In 
the  former  case  the  oedema  that  has  appeared  is  but  slight,  the  changes  in  the 
urine  (albuminuria,  hsematuria,  etc.),  do  not  attain  a very  high  degree,  and  after 
a few  weeks  complete  recovery  ensues.  In  other  cases,  however,  the  type  of  a 
severe,  acute,  and  very  often  haemorrhagic  nephritis  develops,  with  great  general 
di'opsy,  uraemia,  etc.,  which  in  thx’ee  or  four  weeks,  or  sooner,  may  lead  to  death  ; 
but  improvement  may  follow  in  spite  of  the  severest  symptoms.  Then  the  amount 
of  urine  gradually  increases,  and  the  abnormal  constituents  of  the  urine,  the 
oedema,  and  the  other  morbid  symptoms,  gradually  disappear.  Of  course,  it  is 
often  a long  time  before  complete  recovery  ensues,  since,  even  when  the  patient 
feels  perfectly  well  subjectively,  the  urine  may  still  sometimes  contain  some  albu- 
men, a few  casts,  or  a few  red  blood-corpuscles.  We  must  also  bear  in  mind  the 
possibility  of  a transition  from  acute  to  chronic  nephritis. 

The  NEPHRITIS  OP  PREGNANCY  usually  begins  gradually.  Frequent  micturition 
and  oedema  of  the  lower  extremities  make  their  appearance,  and  beside  these  there 
are  often  nausea  and  even  vomiting.  If  we  examine  the  urine,  we  usually 
find  it  quite  rich  in  albumen,  but  comparatively  poor  in  corporeal  elements.  The 
slight  seiUment  consists  of  hyaline  casts,  a few  white  blood-corpuscles,  and  some 
epithelium.  Only  rarely  does  the  urine  assume  a hasmorrhagic  character. 

The  condition  described  almost  always  lasts  to  the  end  of  pregnancy.  In  the 
cases  that  proceed  favorably  a very  rapid  recovery  often  follows  after  the  bu'th 
of  the  child  ; but  the  onset  of  eclampsia  gravidarum  is  to  be  dreaded  as  a not 
infrequent  and  a dangerous  complication.  This  is  to  be  regarded  as  entirely  anal- 
ogous to  uraemia.  It  begins  after  mild  prodi’omal  symptoms,  or  even  quite  sud- 
denly, with  violent  general  convulsions,  during  which  the  child  is  usually  born. 
A more  or  less  persistent  coma  follows  the  convulsions.  The  convulsions  may  be 
very  frequently  repeated.  Death  ensues  in  about  one  third  of  the  cases ; the  other 
cases  usually  recover,  only  rarely  passing  into  chronic  nephritis.  The  pi’ognosis 
is  still  more  unfavorable  for  the  child  than  for  the  mother,  inasmuch  as  the  child 
dies  in  nearly  one  half  of  the  cases. 

The  anatomical  changes  in  the  nephritis  of  pregnancy  are  hardly  ever  veiy 
striking  to  the  eye.  The  kidneys  are  usually  pale  and  but  little  enlarged.  Under 
the  microscope  we  usually  find  a slight  interetitial  oedema  and  degenerative 
changes  in  the  epithelium.  Only  rarely  are  more  marked  nephritic  appearances 
present. 

Diagnosis. — Acute  nephritis  can  be  overlooked  only  when  the  examination  of 
the  urine  is  neglected  or  can  not  be  cai-ried  out.  The  latter  sometimes  hapjieus, 
for  example,  when  the  patient  does  not  come  under  observation  until  after  the 
onset  of  severe  uraemic  symptoms.  Otherwise,  however,  the  changes  in  the  urine 
always  furnish  evidence  enough  to  recognize  the  existence  of  the  affection  of  the 
kidneys.  We  can,  of  course,  decide  that  the  nephritis  is  acute  only  by  considera- 
tion of  tbe  history,  the  setiological  conditions,  and  the  whole  course  of  the  dis- 
ea.se.  W e must  also  bear  in  mind  the  possibility  that  there  may  be  an  acute  exa- 
cerbation in  a chronic  nephritis  that  has  already  existed  for  a long  time,  and  has 
been  perhaps  without  symptoms— acute  recurrent  haemorrhagic  nephritis. 

Prognosis. — The  prognosis  of  acute  nephritis  depends  in  many  cases  not  only 
upon  the  renal  affection,  but  also  upon  the  underlying  ])rimary  disease.  We  can 
not  here  describe  in  detail  the  numerous  conditions  that  must  be  considered,  but 
they  are  to  be  found  in  the  approjjriate  chapters. 

Many  cases  of  primary  neidiritis  from  toxic  action,  or  exiiosurc  to  cold,  and 
also  many  cases  of  secondary  nephritis  after  scai’let  fevei',  in  pneumonia,  typhoid 
fever,  or  syphilis,  during  pregnancy,  etc.,  recover  perfectly  in  a short  time  or 
after  several  weeks,  according  to  the  severity  of  the  individual  case.  On  the 
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other  hand,  however,  it  must  be  said  that  every  nephritis  must  be  judged  with 
great  caution,  partly  because  it  may  he  the  starting-point  of  a subsequent  chronic 
renal  disease,  and  partly  because  dangerous  sequelae  may  sometimes  develop  in 
cases  that  at  first  are  apparently  mild.  The  dangers  of  acute  nephritis  are 
chiefly,  first,  the  appearance  of  severe  general  di’opsy,  especially  in  the  internal 
cavities  of  the  body.  Of  the  forms  of  di’opsy  hydrothorax  is  the  most  dangerous, 
as  it  may  produce  suffocation  by  compression  of  the  lungs.  Second,  urEemia,  espe- 
cially in  its  severe  convulsive  forms,  with  high  temperature  and  finally  cardiac 
paralysis.  Third,  the  inflammation  of  internal  organs,  among  which  secondary 
pneximonia,  in  particular,  is  a frequent  cause  of  death,  while  secondary  peri- 
carditis and  peritonitis,  as  we  have  said,  are  seen  in  but  very  few  cases.  We  must 
bear  in  mind,  however,  that  in  individuals  otherwise  healthy  the  severe  sequelse 
just  mentioned  may  also  be  recovered  from.  The  most  extreme  dropsy  may  be 
re-absorbed,  and  we  sometimes  see  recovery,  especially  in  children,  after  the 
severest  uraemic  symptoms. 

Treatment. — Since  we  may  omit  the  description  of  the  treatment  of  any  pri- 
mary disease,  we  have  here  to  speak  only  of  those  remedies  which  the  physician 
has  at  his  command  against  the  nephritis  itself  and  its  sequelae. 

Although  it  seems  alluring  to  tiy  to  exert  a favorable  influence  upon  the 
nephritic  process  by  drugs  which,  like  the  injurious  substances,  also  reach  the 
kidneys  directly,  we  can  not  report  any  definite  practical  results  from  such  treat- 
ment. The  remedies  employed  with  this  object  in  view — tannin  in  one-  to  five- 
grain  powders  (grm.  0 05-0'2)  several  times  a day,  and  the  drugs  containing 
tannin,  like  uva  ursi,  in  a decoction  of  10  to  150,  and  also  nitric  acid,  tartar  emetic, 
etc. — prove,  on  sober  observation,  to  be  almost  wholly  useless.  We  may,  there- 
fore, ti’y  them  only  when  there  are  no  more  pressing  indications  to  be  fulfilled. 
Fuchsine,  which  has  of  late  been  often  praised,  is  also  not  to  be  recommended. 

We  expect  as  little  result  at  present  from  “external  antiphlogosis ” as  from  the 
internal  remedies  mentioned — that  is,  from  local  blood-letting,  applications  of  ice 
to  the  region  of  the  kidneys,  etc.  Only  in  the  rare  cases  where  severe  pain  in  the 
region  of  the  kidneys  comes  on  at  the  beginning  of  nephritis,  in  an  otherwise 
robust  individual,  are  we  at  present  justified  in  trying  leeches  or  a few  dry  cups. 
The  warm  baths,  to  be  described  more  fully  below,  have  perhaps  an  imn:ediately 
favorable  action  on  the  process  in  the  kidneys,  since  they  produce  a hyperemia 
of  the  skin,  and  thus  lessen  the  flow  of  blood  to  the  kidneys. 

Although  we  must  accordingly  admit  that  there  is  scarcely  any  remedy  at  our 
service  which  has  a direct  therapeutic  influence  upon  the  diseased  kidneys,  the 
treatment  of  nephritis  may  nevertheless  produce  very  significant  results,  since 
both  a number  of  hygienic  measures  and  the  fulfillment  of  certain  symptomatic 
indications  are  of  the  greatest  importance. 

Among  the  general  hygienic  measures  we  must  mention  first  strict  confine- 
ment to  bed.  In  the  severe  cases  its  necessity  is  self-evident  ; but,  even  in  the 
milder  cases,  which  run  their  course  -without  any  severe  subjective  symptoms, 
constant  rest  in  bed  is  necessary  throughout.  In  this  way  we  not  only  avoid  the 
unfavorable  action  of  cold  upon  the  external  skin,  but  the  activity  of  the  skin, 
which  must  act  vicariously  for  the  kidneys,  is  also  excited  by  the  uniform  warmth 
of  the  bed,  while  any  useless  muscular  exertion,  which  would  tax  the  heart’s  capa- 
city for  work,  is  also  avoided  by  staying  in  bed.  In  general  it  is  advisable  to  cover 
the  patient  quite  warmly,  so  as  to  keep  hun  in  a constant  slight  perspiration. 

The  regulation  of  the  diet  is  very  important.  All  those  foods  and  drinks  which 
may  irritate  the  kidneys  ai’e  to  be  strictly  avoided,  especially  spices,  very  sour 
substances,  strong  tea  and  colfee,  or  alcoholic  drinks.  Milk  has  for  a long  time 
proved  itself  to  be  by  far  the  most  suitable  and  best  food.  This  has  won  for  itself 
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the  reputation  of  a remedy  in  renal  disease,  and  the  best  results  have  often  been 
seen  from  a methodical  “ milk-cure ’’—that  is,  from  feeding  the  patient  almost 
exclusively  with  milk.  The  great  aversion  of  some  patients  toward  milk,  how- 
ever, is  sometimes  an  obstacle  to  its  use.  We  may  often  be  aided,  then,  by  mak- 
ing the  milk  more  acceptable  to  the  patient  by  the  addition  of  a little  coffee,  salt, 
a little  cognac,  or  soda-water.  Among  other  foods  to  be  recommended  ai*e 
buttermilk,  milk-gruel  with  rice  or  gi’oats,  and  flour-gruel.  We  should  be  very 
cautious  about  giving  meat  as  long  as  there  are  severe  symptoms.  We  may  allow 
meat-broths,  with  eggs,  sooner.  For  drinks,  beside  milk,  we  may  give  water  and 
lemonade,  which  latter  is  especially  suitable.  Of  alcoholic  beverages,  a little 
weak  red  wine  is  usually  the  only  thing  to  be  pei-mitted.  Stronger  wines  are 
given  only  when  there  is  cardiac  weakness,  and  then  they  are  of  doubtful  benefit. 

The  chief  object  in  the  symptomatic  treatment  consists  in  preventing  the  inju- 
rious results  of  the  defective  elimination  of  the  water  and  the  solid  constituents 
of  the  urine  by  the  kidneys,  or  in  removing  these  results  if  they  have  already 
occurred.  This  purpose  can  be  attained  only  by  exciting,  as  far  as  possible,  the 
activity  of  other  organs  which  in  this  respect  may  act  vicariously  for  the  kidneys. 
The  skin  deserves  the  first  attention  here,  through  which,  by  means  of  the  sweat- 
glands,  large  amounts  of  water,  and  also,  to  a certain  extent,  the  solid  constituents 
of  the  urine,  which  have  been  retained,  may  be  eliminated.  The  diaphoretic  treat- 
ment of  renal  diseases  has,  therefore,  been  generally  in  vogue  for  a long  time.  If 
the  patient’s  general  condition  permits,  we  always  begin  with  it  as  early  as  possi- 
ble, even  before  there  have  been  any  signs  of  oedema,  m’aemic  symptoms,  etc.  Hot 
baths  from  95°  to  105°  (36°-40°  C.)  are  best.  The  patient  stays  about  half  an  hour 
or  an  hour  in  the  bath,  is  then  rapidly  dried  somewhat,  wrapped  up  in  bed  in  a 
previously  warmed  sheet,  and  then  is  well  covered  up  to  the  neck  with  blankets. 
In  order  to  make  the  procedure  somewhat  easier  for  the  patient,  it  is  a good  plan 
to  cover  the  forehead  with  a cold  compress,  always  to  wipe  the  sweat  carefully 
from  the  face,  and  frequently  to  give  him  a little  swallow  of  fresh  cold  water. 
The  production  of  sweat  is,  of  course,  better  excited  during  the  pack  if  the  patient 
takes  some  hot  drink,  hot  milk  with  soda-water,  or  hot  elder-tea.  It  sometimes 
seems  to  aid  diaphoresis  if  an  internal  diaphoretic  be  given  at  the  same  time,  the 
best  being  five  to  ten  gi-ains  of  Dover’s  powder  (grm.  0-3-0'5),  or  three  or  four 
drachms  (grm.  10-15)  of  liquor  ammonii  acetatis  {spiritus  Mindereri)  in  a cup  of 
elder-tea.  We  have  also  found  a good  rubbing  of  the  whole  body  with  dilute 
warm  French  brandy  of  service  before  the  pack.  The  pack  may  last  two  or  three 
hours. 

In  this  way  we  succeed  in  many  cases  in  causing  a considerable  production  of 
sweat,  so  that  the  patient  loses  several  pounds  in  weight  at  each  pack,  and  an 
existing  dropsy  may  sometimes  be  made  to  disappear  completely  in  a compara- 
tively short  time.  On  the  other  hand,  however,  we  can  not  deny  that  it  is  very 
hard  sometimes  to  make  patients  sweat,  even  when  there  is  oedema  of  the  skin, 
and  also  that  many  patients  do  not  bear  hot  baths  and  packs  at  all.  The  latter  is 
especially  true  if  the  patient  has  dyspnoea,  and  if  signs  of  cardiac  wealmess  have 
already  set  in.  Then  we  have  to  be  very  cautious  about  using  sweating  as  a 
reniedy.  Sometimes  we  can  bathe  the  patient,  but  we  have  to  omit  the  pack, 
while  in  other  cases  he  can  take  the  hot  pack  in  bed  ; but  we  must  avoid  carrv- 
ing  him  to  the  bath  and  back.  W^e  also  have  to  get  along  with  hot  wet  packs,  if 
baths  can  not  be  used  for  extrinsic  reasons. 

Beside  hot  baths  and  packs,  one  diaphoretic  remedy  is  to  be  especially  consid- 
ered in  renal  disease,  and  that  is  the  hydi’ochlorate  of  pilocarpine,  derived  from  the 
jaborandi-leaves.  We  use  it  best  in  the  form  of  a sulx;utaneous  injection,  of  one 
sixth  to  a third  of  a grain  in  one  dose  (grm.  0-01-0'02) ; but  it  may  also  be  given 
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internally  in  the  form  of  pills,  in  like  doses.  Its  action  consists  in  the  production 
of  a copious  sweat,  and  also  u,sually  of  a very  considerable  flow  of  saliva,  which  is 
often  very  disagi’eeahle  to  the  patient.  In  general,  we  prefer  the  baths  to  pilo- 
carpine, and  we  try  the  latter  only  when  the  baths  are  contra-indicated  or  do  not 
exert  any  satisfactory  action.  The  diaphoretic  action  of  pilocai-piue,  moreover,  is 
often  decidedly  less  in  dropsical  patients  with  kidney  disease  than  in  other  cases. 

Next  to  the  skin,  the  intestinal  mucous  membrane  is  the  organ  from  which  we 
may  soonest  expect  to  produce  a vicarious  elimination  of  water,  and  also  of  urea, 
for  the  kidneys.  It  is  sometimes,  therefore,  of  distinct  service  to  prescribe  di’astic 
cathai’tics  in  nephi’itis  with  a diminished  secretion  of  urine,  especially  if  there  is 
a tendency  to  constipation  beside  the  dropsy,  dyspnoea,  etc.  The  drastic  cathartics 
chiefly  used  are  infusion  of  senna,  decoction  of  colocynth,  3 or  6 to  150,  gamboge 
in  two-grain  powders  (grm.  0‘1),  etc. 

Finally,  it  may  be  asked  whether  we  should  not  excite  the  secretory  function 
of  the  kidneys  themselves  by  the  exhibition  of  diuretics.  The  objection  is,  how- 
ever, that  all  diuretic  remedies  irritate  the  kidneys,  increase  the  flow  of  blood  to 
them,  and  therefore  can  act  only  injuriously  upon  the  nephritis.  We  must,  there- 
fore, be  very  cautious  in  using  diuretics.  Only  the  milder  remedies,  especially 
acetate  of  sodium,  may  sometimes  he  used  with  advantage,  especially  in  the  less 
acute  cases  or  during  the  period  of  convalescence.  The  diuretic  action  of  digitalis, 
which  is  very  important  under  some  circumstances,  will  be  mentioned  later. 

The  therapeutic  measures  so  far  spoken  of  correspond  to  the  task  of  prevent- 
ing as  far  as  possible  the  retention  of  minary  constituents  in  the  body.  They 
are  also  very  much  employed  when  the  signs  of  this  retention  have  already 
appeared.  The  droj)sy  especially  can  be  successfully  treated  only  by  methodical 
sweatings,  with  the  aid,  eventually,  of  drastic  and  diuretic  remedies.  When  urae- 
mia is  threatening,  and  often  even  when  it  has  broken  out,  we  may  tiy  to  produce 
an  elimination  of  the  injurious  products  of  tissue  metamorphosis  from  the  body  in 
the  well-known  ways  above  described,  by  sweating  or  drastic  purgatives.  Beside 
this,  the  uraemic  syraiitoms,  however,  often  demand  a special  symptomatic  treat- 
ment. If  very  violent  and  frequent  uraemic  convulsions  appear,  we  consider  it 
advisable  to  try  to  suppress  the  attacks  by  chloroforming  the  patient.  At  any  rate, 
it  seems  to  us  to  be  better  to  use  chlorofonn  in  uraemia  than  to  give  narcotics 
internally,  because  with  this  we  can  watch  the  action  of  the  remedy  better,  espe- 
cially the  condition  of  the  pulse  and  respiration.  Chloroform  is  also  generally  used 
by  the  obstetricians  as  the  main  remedy  in  the  eclami>sia  of  pregnancy.  If  the 
attacks  are  not  very  frequent,  hut  if  there  is  marked  somnolence  or  coma,  tepid 
baths  with  cold  shower-baths  are  often  employed  with  distinct  advantage.  Cool 
baths  are  also  serviceable  where  there  is  a great  increase  of  the  temperature.  If  we 
are  treating  a robust  individual  with  a full  pulse,  and  during  severe  uraemia  there 
is  a decided  redness  or  cyanosis  of  the  face,  venesection  may  be  indicated.  This 
sometimes  has  a striking  and  instant  effect,  as  has  lately  been  confli’med  by 
various  observers.  Great  attention  is  to  he  paid  to  the  condition  of  the  heart.  As 
soon  as  the  pulse  becomes  small  and  weak,  energetic  stimulants,  like  subcutaneous 
injections  of  camphor,  must  be  used.  If  the  signs  of  cardiac  weakness  appear 
before  the  beginning  of  severe  masmic  symptoms,  digitalis  must  be  used  in  infusion 
or  powder.  Through  its  action  in  rai.sing  the  blood-pressure — it  being  advisable 
under  some  circumstances  to  combine  with  it  acetate  of  potassium — a greater 
diure.sis  sometimes  comes  on,  and  with  it  a disappearance  of  the  danger  from 
urmmia.  The  tinctm’a  nervina  Bestuscheffli  [nearly  equivalent  to  the  tincture  of 
the  chloride  of  iron,  U.  S.  P.]  may  also  he  sometimes  used  to  advantage  in  urae- 
mia. We  are  not  apt  to  interfere  with  uraemic  vomiting  or  uraemic  diarrhoea, 
because  these  symptoms,  as  we  have  said,  are  to  be  regarded  as  a form  of  self-help 
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by  the  organism.  Only  when  these  symptoms  are  very  distressing  do  we  give 
cracked  ice,  morphine,  opium,  etc.  If  the  vomitus  contains  ammonia,  it  is  a good 
plan  to  give  ten  or  fifteen  di'ops  of  dilute  hydrochloric  acid  in  water  several  times 
a day. 

[A  method  of  treatment  of  uraemic  convulsions,  whether  post  partum  or  con- 
nected in  no  way  with  parturition,  which  gives  excellent  and  prompt  results,  is  the 
administration  of  pilocarpine  hypodermically — grain  i,  and  repeat  in  twenty 
minutes — followed  by  the  hot-air  bath,  to  maintain  the  action  of  the  skin  after 
it  has  once  been  started. 

Pilocarpine  sometimes  acts  as  a decided  cardiac  depressant,  so  one  must  be 
ready  to  administer  stimulants — brandy  or  ether — under  the  skin  if,  as  is  apt  to  be 
the  case,  there  is  doubt  as  to  the  readiness  with  which  they  will  be  absorbed  from 
the  stomach  or  rectum.] 

In  severe  cases,  the  patient’s  dysimoea  often  demands  urgent  relief.  If  this  be 
caused,  or  at  least  increased,  by  hydi*othorax,  and  we  do  not  succeed  in  removing 
the  hydrothorax  in  any  other  way,  it  is  necessary  to  evacuate  it  by  punctirre.  In 
acute  nephritis,  indeed,  we  may  hope  by  this  means  sometimes  to  preserve  the 
patient’s  life  until  improvement  sets  in.  Great  ascites  must  also  sometimes  be 
punctured.  Against  “renal  pneumonia”  our  remedies  are  powerless.  Tepid 
baths  and  showei’-baths  sometimes  procure  relief.  In  “ uraemic  asthma,”  morpliine 
injections  may  act  beneficially.  If  pulmonary  oedema  ensues,  the  heart  again  is 
chiefly  to  be  considered.  We  may  try,  besides,  large  mustard  plasters,  baths,  and 
acetate  of  lead. 

We  accordingly  see  that  many  remedies  are  at  our  service  in  the  treatment  of 
nephritis,  the  choice  of  which  in  the  individual  case  must  be  committed  to  the 
personal  judgment  of  the  physician.  In  the  main,  we  should  always  begin  with 
the  necessary  hygienic  measures,  and,  if  possible,  with  a methodical  diaphoretic 
treatment,  and  govern  ourselves  otherwise  by  any  symptomatic  indications. 
After  recoveiy  has  set  in,  great  caution  is  still  necessary  for  a long  time.  The 
patient  must  guard  against  physical  over-exertion,  errors  in  diet,  and  exposure 
to  cold.  Preparations  of  iron  are  to  be  ijrescribed  when  there  is  a subsequent 
anaemia. 

In  regard  to  the  influence  of  the  onset  of  an  acute  nephritis  on  the  treatment 
of  the  primary  disease,  we  may  yet  mention  that  cold  baths  are  in  general  not  to 
be  freely  used,  as  in  typhoid  fever  with  nephritis,  but  they  are  not  absolutely 
contra-indicated  if  they  are  othei’wise  m’gently  desirable.  W^ e may  mention  besides 
that  certain  internal  remedies,  especially  salicylic  acid,  must  be  used  only  with 
great  caution  when  there  is  nephritis.  In  the  eclampsia  of  lying-in  women  the 
induction  of  premature  labor  is  only  rarely  indicated,  smce  the  child  is  usually 
bom  during  the  paroxysms  without  interference. 


CHAPTER  III. 

the  subchronio  and  ohronio  forms  of  nephritis,  with  the 

EXCEPTION  OP  THE  GENUINE  CONTRACTED  KIDNEY. 

{"Second  Stage  of  BrigliCs  Disease."  Chronic  Parenchymatous  Nephritis,  Chronic  IBemorrhagie 
Aephritis,  Large  White  Kidney,  Secondary  Contracted  Kidney.) 

.Etiology.— While  the  acute  nephritis  described  in  the  preceding  chapter  runs 
Its  course  in  several  days  or  weeks,  and  only  rarely  extends  over  some  months, 
we  will  now  speak  of  inflammatory  degenerative  affections  of  the  kidneys  which 
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last  at  least  several  months,  and  often  go  on  for  a year  or  two.  The  term  “ sub- 
acute ” or  “ subchronic  ” is  chosen  for  the  cases  that  last  a comparatively  short 
time.  As  we  must  once  more  rej^eat,  there  ^ no  sharp  limit  in  this  respect. 

In  regard  to  the  aetiology  of  these  forms  of  nephritis,  they  do  arise  from  an 
acute  nephritis,  but  this  is  quite  rare.  Formerly  such  an  origin  was  erroneously 
regarded  as  the  rule,  and  this  is  the  reason  why  the  changes  in  the  Iddney  in  these 
cases  were  described  as  the  “second  stage  of  Bright’s  disease”  (Frerichs).  The 
English  clmical  observers  Wilks  and  Johnson,  whom  Bartels  followed  in  Ger- 
many, first  pointed  out  the  fact  that  in  most  cases  the  disease  shows  a chronic 
character  from  the  start,  and  that  we  can  only  exceptionally,  as  after  scarlet  fever, 
recognize  an  acute  “firet  stage.”  The  name  “chronic  jjarenchymatous  nephritis,” 
since  frequently  used,  is  chosen  entirely  from  practical  reasons,  inasmuch  as  it 
briefly  states  the  distinction  from  the  genuine  contracted  kidney ; but  it  is  incor- 
rect in  principle,  as  wUl  be  shown  from  the  description  of  the  anatomical  condi- 
tions later. 

If  we  look  for  the  aetiological  conditions  in  cases  that  have  a chronic  course 
from  the  beginning,  we  can  often  discover  nothing  definite  at  all.  The  disease 
seems  to  have  developed  “ of  itself  ” in  previously  healthy  pei-sons.  Most  probably 
we  have  here  some  toxic  or  infectious  agency  that  acts  on  the  kidneys,  whose 
detection,  however,  is  at  present  impossible.  In  malarial  regions  the  malarial 
poison  may  often  lead  to  chronic  nephritis.  It  is  also  attributed  to  syphilis  and 
tuberculosis,  but  the  cases  met  with  are  usually  combinations  of  these  diseases  with 
amyloid  kidney  {vide  infra).  Frequent  exposures  to  wet  and  cold,  damp  dwell- 
ings, etc.,  seem  sometimes  to  be  of  more  material  significance,  but  it  is,  of  course, 
hard  to  form  a definite  opinion  on  this  point. 

Peraons  in  middle  life  are  most  frequently  affected  by  the  disease,  and  men 
more  often  than  women.  In  children  and  old  people  the  disease  is  qtdte  rare. 

Pathological  Anatomy. — There  is  no  essential  distinction  between  the  ana- 
tomical lesions  of  the  Iddney  in  acute  and  in  chronic  nephritis.  The  changes  that 
are  seen  in  both  are  essentially  the  same,  only  they  develop  and  extend  more 
slowly  in  the  chronic  forms ; and  they  also,  during  their  longer  duration,  lead  to 
certain  sequelaj  in  the  kidney,  which  can  not  develop  at  all  in  acute  nephritis, 
owing  in  part  to  the  lack  of  time.  Even  in  chronic  nephi'itis  the  individual  cases 
differ  from  one  another  in  many  respects.  First  this  and  then  that  histological 
process  is  especially  prominent,  and  thus  lends  certain  peculiarities  to  the  macro- 
scopic appearance  of  the  kidneys.  Certain  sequelae — like  contractions — have 
also  developed  but  little  in  many  cases  that  soon  end  fatally,  but  they  develop 
far  more  in  other  cases  of  longei’  duration.  Hence  it  happens  that  we  can  quite 
well  regard  certain  anatomical  forms  that  are  more  frequently  observed  as  types, 
although  we  must  never  lose  from  sight  the  principle,  to  be  firmly  held,  of  the 
pathological  unity  of  all  these  forms  and  tyj^es.  Then  we  shall  not  lose  the  clew 
to  the  understanding  of  the  morbid  process  if  the  individual  case  does  not  always 
harmonize  with  the  scheme  of  the  text-books. 

We  distinguish  the  three  following  chief  anatomical  types  of  subchronic  and 
chronic  nephritis : 

1.  Chronic  HiEMORRHAGic  Nephritis  in  the  form  of  the  Large  Red  or  Varie- 
gated Kidney. — The  kidney  is  at  least  of  normal  size,  and  often  a little  or  a good 
deal  enlarged.  It  feels  firmer  than  normal ; its  capsule  is  often  adherent  to  the 
surface  in  some  places.  The  surface  looks  either  uniformly  a more  gray  red  or  , 
more  mottled,  while  dark-red  spots  alternate  with  lighter  gray  or  even  yellow  j 
spots.  The  red  spots  on  the  surface  can  not  be  wholly  wiped  off,  and  thus  prove  | 
to  be  hemorrhages.  The  gray  or  yellow  parts  correspond  to  the  anemic  and  fatty  | 
degenerated  portions.  On  section,  the  cortical  substance  is  usually  broader,  its 
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normal  boimdai*y  is  obliterated,  and  its  color  is  a uniform  gray  red,  or  also  mottled 
and  striated. 

Under  the  microscope  we  find  in  part  the  same  changes  as  in  acute  nephritis — 
parenchymatous  and  fatty  degeneration  of  the  epithelium,  casts  or  haemorrhages 
in  the  uriniferous  tubules,  inflammatory  oedema  or  granular  infiltration  of  the  in- 
tei-stitial  tissue,  the  capsules  of  the  glomeruli  sometimes  thickened,  the  epithelium 
of  the  glomeruli  sometimes  prohferated  or  desquamated,  etc.  The  special  char- 
acteristic of  this  chronic  form,  in  contrast  with  acute  nephritis,  is  that  in  many 
places  a complete  destruction  of  the  uriniferous  tubules  has  occurred,  and  that 
a genuine  interstitial  connective  tissue,  richer  or  already  poorer  in  cells,  has  taken 
their  place.  In  this  lies  the  anatomical  evidence  of  the  longer  duration  of  the  dis- 
ease, since  the  two  processes — both  the  complete  atrophy  of  the  epithelium,  and 
especially  the  secondary  prohferation  of  connective  tissue — of  cour.se  need  a certain 
time  for  their  development.  The  atrophy  and  the  proliferation  of  connective  tissue 
usually  predominate  in  some  parts,  while  in  others  nothing  but  fresher  inflam- 
matory and  degenerative  changes  are  perceived. 

2.  The  Inplajimatory  Fatty  Kjdney,  or  the  Large  White  Kidney  (yellow 
would  be  more  proper). — In  this  form  of  chronic  nephritis  the  kidney  is  usually 
enlarged,  or  at  least  of  normal  size.  Its  outer  surface  is  smooth  and  of  a yellow 
or  an  alternating  yellow  and  gray-yellow  color  throughout.  The  broader  cortical 
substance  shows  a yellow  and  usually  somewhat  mottled  appearance,  while  the 
pyramids  almost  always  appear  considerably  reddened.  Haemorrhages  are  also 
almost  always  present  in  this  form,  usually,  of  course,  in  smaller  numbers  than 
in  the  variegated  kidney,  but  they  are  sometimes  quite  abundant,  as  hi  the  haem- 
orrhagic fatty  kidney. 

The  microscope  shows  the  great  affinity  between  this  form  of  nephritis  and  the 
preceding.  We  have  almost  precisely  the  same  changes,  and  we  always  have 
especially  a partial  destruction  of  renal  tissue  with  a subsequent  increase  of  inter- 
stitial connective  tissue.  The  macroscopic  appearance  of  the  kidney  is  due  to  the 
fact  that  it  is  ansemic,  and  that  the  fatty  degeneration  preponderates  in  the  epithe- 
lium. It  is  worthy  of  note  that  in  these  kidneys  marked  changes  in  the  glome- 
ruli are  usually  present. 

3.  The  Secondary  Contracted  Kidney.— Wlfile  in  the  two  forms  of  nephritis 
thus  far  described  the  outer  surface  of  the  Iddney  is  still  smooth,  and  the  kidney, 
on  the  whole,  is  somewhat  enlarged,  we  have  to  do  here  with  kidneys  of  about 
normal  size,  on  whose  surface  there  are  granulations,  which  as  yet  are  slight,  but 
which  still  are  already  plain.  This  granulation  signifies  nothing  more  than  that 
the  destruction  of  the  renal  tissue  has  here  advanced  farther,  and  that  the  newly 
formed  connective  tissue  has  in  part  undergone  cicatricial  contraction.  These 
kidneys,  therefore,  represent  a later  stage  of  the  two  forms  first-named.  They 
usually  come  under  observation  when  the  nephritis  has  lasted  about  a year  and  a 
half  or  two  years,  or  even  somewhat  longer.  The  first  beginning^  of  granulation 
may,  of  coui’se,  show  themselves  earliei',  while,  on  the  other  hand,  when  the 
process  lasts  a longer  time,  a comijletely  contracted  Icidney  may  develop. 

The  color  of  these  kidneys  is  usually  reddish  or  mottled,  the  red  spots  corre- 
sponding to  the  sunken  atrophic  parts,  and  the  gray  or  yellowish  spots  to  the  ele- 
vated parts.  Yellow  kidneys,  however,  may  also  show  at  times  decided  granu- 
, tuitions.  Microscopically,  we  find  already  marked  atrophy  of  the  renal  paren- 
chyma,  with  a corresponding  increase  of  the  interstitial  connective  tissue. 

Formerly  the.se  kidneys  were  called  the  “ transition  between  the  second  and 
tiurd  stages  of  Bright’s  disease.”  As  follows  from  the  above,  they  are  to  be 
regarded  only  as  a more  advanced  form  of  chronic  nephritis.  Since  the  kidneys, 
^ n spite  of  their  granulation,  have  on  the  whole  a normal  size,  we  can  decide  from 
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this,  and  from  the  clinical  course,  that  they  were  usually,  though  of  course  not 
always,  previously  enlarged.  Therefore  the  name  of  “ secondary  contracted  kid- 
ney ” is  quite  suitable,  in  opposition  to  the  genuine  contracted  kidney,  which 
represents  a much  more  chronic  form  of  renal  atrophy. 

Of  other  pathological  lesions,  apart  from  the  changes  in  the  kidney,  we  will 
mention  here  only  the  hypertrophy  of  the  left  ventricle,  which  is  found  with  few 
exceptions  {vide  infra)  in  all  the  above-mentioned  forms  of  nephritis.  The 
chronic  parenchymatous  nephritis  without  cardiac  hypertrophy,  alleged  by 
Bartels  in  his  time,  does  not  exist.  Such  cases  were  probably  confused  with  amy- 
loid kidneys. 

Cliiucal  History. — Only  in  the  comparatively  rare  cases  when  the  renal  affec- 
tion begins  acutely,  do  the  symptoms  of  chronic  nephritis  follow  iunnediately  on 
the  fii-st  acute  stage.  In  most  cases,  howevej’,  the  disease  develops  slowly  and 
gradually  from  the  start,  as  we  have  said,  like  most  of  the  other  chronic  organic 
diseases,  so  that  it  is  usually  impossible  to  determine  accm’ately  the  moment 
when  the  disease  begins. 

The  lii’st  signs  of  the  disease  consist  of  certain  general  symptoms,  pallor, 
dulhiess,  loss  of  aijpetite,  nausea  and  headache,  and  later  of  oedema.  The  latter 
is  often  the  fii’st  sym^itom  which  sends  the  patient  to  the  physician,  since  m 
the  beginning  he  often  pays  little  attention  to  the  symptoms  first  named.  The 
oedema  usually  appears  first  in  the  ankles  and  legs,  more  rarely  at  an  early  period 
in  the  face.  It  often  disappears  at  fii’st  after  a night’s  rest,  but  always  develops 
afresh  during  the  day,  gradually  increasing  in  intensity.  The  patient  himself 
now  sometimes  notices  a change  in  the  urme,  either  an  abnormal  color  or  cloudi- 
ness or  a diminished  amount.  The  accurate  examination  of  the  urine  by  the 
Ijhysician  first  establishes  the  diagnosis  with  certainty. 

In  regard  to  the  more  special  symptomatology  of  chronic  nephritis,  we  meet 
exactly  the  same  symptoms  as  have  been  described  in  the  i>receding  chapter  on 
acute  nephritis.  The  characteristic  distinction  is  based  merely  upon  the  whole 
course  of  the  affection  and  the  order  of  develoj)ment  of  the  different  symjitoms, 
and  not  by  the  symptoms  themselves. 

The  urine  almost  always  is  diminished.  Of  course  the  figures  vary  quite 
considerably  both  in  different  cases  and  at  different  times  in  the  same  case.  The 
small  amormt  of  urme,  ten  to  twenty-five  ounces  (300-700  c.c.)  a day,  is  almost 
always  an  unfavorable  sign,  while  a free  diuresis  signifies  an  improvement  of 
the  condition,  an  absorption  of  the  di-opsy,  and  finally  a passage  of  the  renal 
affection  into  a still  more  chronic  condition,  the  secondary  contracted  kidney 
{vide  infra).  Under  such  circumstances  the  amount  of  urine  may  even  be  in- 
creased above  the  normal,  to  fifty  or  sixty  ounces  (1500  or  2000  c.  c.)  or  more. 

The  specific  gi’avity  of  the  urine  is  often  increased  to  about  1015-1025,  corre- 
sponding to  the  amount  of  albumen  and  of  other  solid  constituents.  It  is  of 
course  correspondingly  lower  when  there  is  a more  abundant  elimination  of 
water  by  the  kidneys. 

The  amount  of  albumen  in  the  urine  is  quite  marked  in  all  severe  cases,  being 
one  third  to  thi’ee  fourths  of  its  volume.  It  amounts  to  about  1' 5-3  per  cent,  by 
weight,  so  that  the  patient’s  daily  loss  of  albumen  may  reach  half  an  ounce  to  an 
ounce  (15-30  grammes). 

The  examination  of  the  sediment,  which  is  usually  abundant,  is  of  the  greatest 
importance  for  the  accurate  determination  of  the  form  of  the  anatomical  changes 
in  the  kidneys.  Above  all,  the  que.stion  arises  as  to  the  presence  or  absence  of  blood  1 
in  the  urine.  Every  abundant  hmmaturia  may  be  recognized  by  the  naked  eye 
from  the  color  of  the  urine.  The  detection  of  smaller  amounts  of  blood  can  ho 
made  only  by  the  aid  of  the  microscope.  It  goes  without  saying  that  the  amount: 
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of  blood  in  the  urine  varies  quite  considerably  in  the  different  cases,  and  in  the 
same  case  the  urine  often  contains  much  more  blood  during  certain  periods  in 
tlie  course  of  the  disease  than  at  other  times.  The  portions  of  urine  passed  at 
different  times  taken  separately  often  show  quite  marked  variation  in  this 
respect ; tlie  day’s  urine  especially  usually  contains  more  blood  than  the  night’s. 
From  the  detection  of  renal  haemorrhages,  of  course  in  connection  with  other 
symptoms,  we  can  always  make  with  certainty  the  diagnosis  of  a “chronic 
haemorrhagic  ” nephritis. 

In  most  cases  casts  are  quite  abundant  in  the  sediment  of  the  urine,  but  of 
couree  their  amount  and  variety  undergo  quite  great  variations  in  different  cases 
and  at  different  times  in  the  same  case.  They  are  the  direct  sign  of  the  presence 
of  an  inflammatoiy  exudative  process  in  the  kidneys,  although  the  deposits  on  the 
casts  are  more  important  for  the  diagnosis  of  the  special  form  of  renal  disease 
than  are  the  casts  themselves.  Those  formed  constituents  of  the  sediment  are  most 
characteristic  in  this  respect  which  point  directly  to  the  processes  of  fatty  degen- 
eration in  the  kidneys  : the  fatty  granules  and  fatty  granular  cells,  free  or 
attached  to  the  casts.  The  number  of  these  elements  is  especially  gi’eat  in  the 
chronic  inflammatoiy  fatty  kidney,  the  “ large  white  kidney.”  The  usually  clear, 
non-haemorrhagic  urine  may  in  some  cases  have  even  a fatty  lustrous  sm’face. 
Renal  epithelium  is,  on  the  whole,  more  rarely  present  in  the  sediment  in  chronic 
nephritis  than  in  acute,  but  it  occurs  at  times  in  some  cases. 

Of  the  other  symptoms,  the  one  that  usually  most  strikes  the  eye  is  dropsy.  It 
usually  comes  on,  as  we  have  said,  in  the  beginning  of  the  disease,  and  slowly  or 
rapidly  reaches  a great  extent  and  intensity.  A medium  or  even  a high  degi-ee  of 
general  dropsy  may  often  persist  almost  unchanged  for  months.  In  other  cases 
it  shows  either  spontaneous  variations  or  variations  influenced  by  treatment ; it 
decreases  for  a time  only  to  increase  anew.  The  severer  and  more  acute  the 
case,  the  greater  in  general  is  the  dropsy.  In  the  more  chronic  cases,  in  sec- 
ondary confracted  kidney,  its  intensity  may  be  slight  for  a time  or  even  perma- 
nently. The  di’opsy  may  even  be  absent  in  some  cases,  as  we  learn  especially 
from  the  observations  reported  by  Wagner  under  the  name  of  “ chronic  hcemor- 
rhagic  Bright’s  disease  without  oedema.”  In  regard  to  the  different  localizations 
[ of  the  dropsy,  and  to  dropsy  of  the  internal  cavities,  hych’othorax,  ascites,  and 

I hydropericardium,  and  tlieir  results,  the  same  holds  frue  as  was  described  in  the 

I account  of  acute  nephritis. 

Of  the  internal  oi’gans,  the  condition  of  the  heart  lays  claim  to  the  most  inter- 
e.st.  In  all  cases  of  chronic  nephritis,  in  which  we  do  not  have  to  do  with  espe- 
cially weak  and  run-down  iiatients,  who  can  not  save  the  necessary  nutritive 
matei  ial  for  the  formation  of  a cardiac  hj'pertrophy,  we  find  a pronounced  and 
offen  a very  marked  hypertrophy  of  the  left  ventricle,  either  with  or  witliout  a 
’ co-cxisting  dilatation  of  its  cavity.  A chronic  nephritis  without  cardiac  hyiiei'- 
trophy,  which  was  put  forward  by  Bartels  and  others  as  tlie  type  of  “chronic 
parenchymatous  nejihritis,”  does  not  exist,  as  we  have  said,  except  under  the 
, above-mentioned  conditions.  The  detection  of  cardiac  hypertrophy  during  the 
patient  s life  is  sometimes  diflicult,  especially  when  there  is  general  dropsy,  but 
the  diagnosis  can  usually  be  correctly  made  with  proper  attention  to  the  abnor- 
mally tense  radial  pulse,  the  accentuated,  valvulai*  aortic  second  sound,  and  the  dis- 
jdacement  outward  of  the  apex-beat,  or  at  least  its  increased  strenglh.  We  often 
hid  in  the  cadaver,  and  can  sometimes  make  out  during  life,  a hyperti'ojihy  of 
t le  light  ventricle.  This  is  usually  a sign  of  a disturbiince  of  compensation — that 
IS.  the  paralyzed  left  ventricle  can  no  longer  .send  forward  in  a suHicieiit  manner 
, all  the  blood  coming  from  the  pulmonary  veins,  so  that  there  ensues  a stasis  in 
e pulmonary  circulation,  and  a consequent  hypertrophy  of  the  right  ventricle. 
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A second  important  sequel  of  chronic  nephritis  consists  of  the  changes  in  tlie 
retina — albuminuric  retinitis.  Although  veiy  rare  in  acute  nephritis,  these  changes 
are  present  in  by  far  the  greater  majority  of  the  cases  of  this  class.  Sometimes 
the  jDatient’s  subjective  visual  disturbance  (dinmess  of  vision,  defects  in  the  field 
of  vision),  point  to  a disease  of  the  retina,  but  the  existence  of  disease  can  be  estab- 
lished with  certainty  only  by  ophthalmoscopic  examination.  In  these  cases  we 
find  two  changes,  in  varying  numhei-s  and  combinations  : first,  retinal  ha2mor- 
rhages ; and,  second,  white  spots  and  streaks,  especially  in  the  vicinity  of  the  optic 
nerves.  The  origin  of  the  spots,  which  may  appear  and  disappear  again,  is  not 
yet  entirely  clear.  At  any  rate,  there  are  circumscribed  fatty  degenerations  of 
the  special  retinal  elements.  The  degree  of  amblyopia  depends,  of  course,  cliiefly 
upon  the  localization  of  the  changes,  whether  in  the  macula  lutea,  or  other  parts. 

We  can  say  little  in  I’egard  to  the  other  symptoms,  since  they  agree  essentially 
with  those  of  acute  nejihritis.  The  general  anaemia  is  very  pronounced  in  many 
cases,  but  it  is  less  marked  in  the  very  chronic  forms.  Tlie  cerebral  symptoms, 
especially  the  headache  and  the  mild  vertigo,  may  depend  in  part  upon  the  cere- 
bral anaemia  ; otherwise,  they  are  a uraemic  symptom  {vide  infra).  Cerebral 
haemorrhages  have  been  observed  in  a very  few  cases.  Haemorrhages  on  the 
inner  smdace  of  the  dura  mater  are  more  frequent,  but  they  are  usually  without 
clinical  significance.  The  mouth,  larynx,  and  pharynx  usually  show  nothing 
particular,  except  accidentally  complicating  inflammations.  We  must,  however, 
remember  the  occasional  occurrence  of  a very  distressing  or  even  dangerous 
oedema  of  the  soft  palate,  or  of  the  arytieno-epiglottic  ligaments — oedema  of  the 
glottis.  Similar  forms  of  bronchitis  and  pneumonia,  as  in  acute  nephritis,  are 
found  in  the  bronchi  and  lungs.  Bronchitis  and  chronic  oedema  of  the  lungs  also 
make  their  appearance  in  the  more  advanced  stages  of  the  disease  as  a result  of 
cardiac  insufficiency.  Finally,  we  must  remember  the  hindrance  to  respiration 
from  hydrothorax,  and  also  from  uraemic  dyspnoea.  The  changes  in  the  heart 
have  already  been  spoken  of.  Endocarditis  or  pericarditis  may  occur,  but  they 
are  very  rare. 

Loss  of  appetite  is  a very  common  symptom  on  the  part  of  the  stomach.  Very 
persistent  vomiting  is  usually  to  he  regarded  as  a chronic  uraemic  symptom.  The 
bowels,  as  a rule,  are  constipated,  but  there  may  also  be  severe  diarrhoea,  as  in 
acute  nephritis.  In  severe  cases,  especially  in  the  last  stages  of  the  disease,  ulcer- 
ative and  dysenteric  processes  have  repeatedly  been  observed  in  the  large  intestine 
and  the  ileum.  Peritonitis  may  occur,  hut  it  is  at  all  events  extremely  rai’e.  The 
liver  and  spleen  usually  show  no  peculiarities. 

Uraemic  symptoms,  both  of  the  milder  chronic  variety  and  also  in  then’  severest 
acute  form,  may  come  on  at  any  time,  although  they  do  not  by  any  means 
attain  their  full  development  in  all  cases,  and  are  somewhat  rarer  than  in  genuine 
contracted  kidney. 

The  temperature  remains  normal,  as  a i-ule,  as  long  as  it  is  not  influenced  by 
complicating  inflammations,  or  by  the  appearance  of  ui’aemia. 

Course,  Duration,  and  Termination  of  Chronic  Nephritis.— In  general,  the  whole 
course  of  chronic  nephritis  presents  quite  a great  unifoi-mity.  The  different  symp- 
toms may  show  certain  valuations  within  long  periods,  but  the  patient  often  jire- 
sents  almost  the  same  appearance  day  after  day  for  months.  The  duration  of  the 
disease  shows  all  the  transitions  from  three  to  six  months,  in  the  subacute  cases,  to 
two  or  three  years,  or  even  more,  in  the  vei^'’  chronic  cases.  The  cases  of  long; 
duration  are  almost  all  cases  of  secondary  contracted  kidney.  They  sometimes- 
show  in  their  clinical  relations  the  transition  from  the  enlarged  to  the  gi’anularr 
kidney,  since  the  pictm’e  in  many  of  its  details  is  more  like  that  in  the  genuine 
contracted  kidney:  the  oedema  decreases,  disappears  completely,  or,  at  least,  con- 
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tinues  in  a lesser  degree ; the  amount  of  urine  becomes  more  abundant,  and  the 
specific  gravity  and  the  amount  of  albumen  become  correspondingly  less.  The 
condition  thus  lasts  for  a long  time  until  it  grows  worse  again,  through  uraemia, 
or  disturbance  of  the  compensation  in  the  heart. 

The  final  termination  of  chronic  nephi’itis  is  in  most  cases  unfavorable.  In  the 
severe  forms  death  ensues  in  from  three  months  to  a year,  either  in  consequence 
of  general  dropsy  or  from  urtemia,  from  complicating  inflammations,  etc.  The 
conditions  when  the  nephritis  goes  on  to  secondary  contraction  are  comparatively 
more  favorable,  inasmuch  as  the  patient  may  then  find  himself  in  a tolerable  con- 
dition for  a time  at  least.  Complete  recoveries  doubtless  occur  in  chronic  nephri- 
tis, but  they  are  rare.  An  apparent  recovery  may  be  simulated  by  the  appearance 
of  secondary  contraction.  Even  after  signal  improvement,  however,  relapses  are 
always  to  he  feax’ed.  There  are  even  genuine  acute  attacks  in  the  com’se  of  chronic 
nephritis. 

Diagnosis. — On  careful  examination  of  the  urine  in  all  suspicious  cases  of 
oedema,  anaemia,  etc.,  the  diagnosis  of  chronic  nephritis  can  always  be  correctly 
made.  In  regard  to  the  more  exact  distinction  of  the  different  anatomical  forms, 
we  will  here  give  a brief  schematic  glance  at  the  most  important  conditions : 

Chronic  Hcemorrhagic  Nephritis  (large  variegated  or  mottled  kidney). — Dura- 
tion from  six  to  eighteen  months.  Urine  often  haemorrhagic;  usually  quite  rich 
in  red  blood-corpuscles  and  casts.  (Edema.  Cardiac  hypertrophy.  Retinal  changes. 
Quite  frequently  uraimia. 

Inflammatory  Fatty  Kidney  (large  white  kidney). — Duration  also  six  to  eighteen 
months,  but  usually  somewdiat  shorter  than  in  the  preceding  form.  Urine  not  at 
all,  or  only  slightly,  haemorrhagic.  Frequently  many  white  blood-corpuscles,  and 
especially  signs  of  fatty  degeneration  in  the  kidneys,  fatty  granular  cells,  fat-drops 
in  the  urine,  etc.  Significant  amount  of  albumen  in  the  urine.  Marked  oedema. 
Cardiac  hypertrophy.  Very  often  retinal  changes.  Death  by  uraemia  frequent. 

Secondary  Contracted  Kidney, — Longer  dmation  of  the  disease,  from  a year  and 
a half  to  three  years.  At  first  the  symptoms  of  the  preceding  forms ; later,  urine 
more  abundant,  less  cedema,  etc.  Death  from  an  increase  of  the  dropsical  symp- 
toms due  to  cardiac  insufficiency,  uraemia,  etc. 

Treatment.  The  ti-eatment  of  chronic  nephritis  corresponds  in  all  its  details 
so  closely  to  that  of  acute  nephritis  that  we  can  refer  almost  entmely  to  the  pre- 
ceding chapter. 

The  main  thing  here  is  also  regimen  and  symptomatic  treatment.  The  patient 
must  always  keep  himself  warm,  weai-  flannels,  or  stay  in  bed.  Under  some  cir- 
cumstances climatic  cures,  like  Italy,  Egypt,  etc.,  ai>e  indicated  in  the  more  chronic 
forms.  A milk  diet  is  to  he  carried  out  as  far  as  possible. 

The  treatment  of  di’opsy  follows  entirely  the  methods  previously  described,  and 
so  does  the  treatment  of  any  uraemic  symptoms. 

In  the  more  chronic  cases  with  great  anaemia  preparations  of  iron,  such  as 
iMide  of  iron,  are  often  to  be  used,  and  also  frequently  stomachics,  cathartics,  etc. 
ihe  condition  of  the  heart  always  deserves  careful  attention  (digitalis  !).  The  reti- 
nitis rarely  demands  a special  treatment. 
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CHAPTER  IV. 

CONTRACTED  KIDNEY. 

{Genuine  Contracted  Kidney.  Granular  Atrophy  of  the  Kidney.  Granular  Kidney.  Renal 
Sclerosis.  “ Third  Stage  of  BrighCs  Disease."  Chronic  Interstitial  Nephritis.) 

Defimtion  and  iEtiology. — Tlie  genuine  contracted  kidney  is  the  result  of  an 
extremely  chronic  and  very  slowly  but  constantly  progressive  atrophy  of  the 
renal  tissue.  The  term  “ chronic  nephritis  ” is  also  used  for  Contracted  kidney, 
but  the  special  inflammatoi*y  processes  are  very  subordinate  here,  for  the  anatom- 
ical process  consists  essentially  in  nothing  but  a simple  degenerative  ati’ophy  of 
the  renal  parenchyma,  and  in  a corresponding  gradual  increase  of  the  interstitial 
connective  tissue.  From  a general  pathological  point  of  view  the  process  is  to  be 
regarded  as  wholly  analogous  to  the  corresponding  changes  in  the  liver  in  cirrhosis 
of  that  organ,  in  the  spinal  cord  in  the  chronic  degenerations  of  the  different  sys- 
tems of  fibers,  etc.  In  all  these  cases  we  have  a primary  destruction  of  the  special 
tissue-elements  as  a result  of  some  deleterious  action,  and,  following  a general 
pathological  law  (Weigert),  a partial  reiilacement  of  the  parts  destroyed  by  a 
newly  formed  cicatricial  connective  tissue. 

In  the  “genuine”  contracted  kidney  the  atrophy  of  the  renal  parenchyma 
begins  in  a previously  healthy  kidney.  Cell  after  ceil  of  epithelium,  islet  after 
islet  of  tissue,  are  slowly  attacked,  while  other  i)art.s  still  remain  intact.  It  was 
therefore  an  error  of  the  older  j)athologi.sts  to  regard  the  contracted  kidney  as  the 
“ third  stage  of  Bright’s  disease,”  as  if  every  granular  kidney  were  first  found  in 
the  stage  of  acute  inflammation,  and  then  passed  into  the  stage  of  chronic  enlarge- 
ment, and  lastly  into  that  of  contraction.  This  theory,  of  cour.se,  suits  certain 
cases  in  part,  for  chronic  nephritis  at  least  may  often  finally  pass  into  contraction, 
but  these  “ secondaiy  contracted  Iddneys  ” (vtde  supra)  can  clinically,  and  almost 
always  anatomically,  be  differentiated  from  the  genuine  conti-acted  kidneys.  On 
careful  examination,  as  it  seems  to  us,  the  contracted  kidney  may  of  course  arise 
from  an  acute  nephritis  in  some  cases,  which  perhaps  are  not  veiy  rare ; but  then 
the  process  hardly  ever  passes  through  the  three  stages  mentioned  above,  for  the 
acute  nephritis  apparently  recovers.  A slight  remnant  of  it  is  left — a little  fire,  as 
it  were,  glimmering  vmder  the  ashes ; its  work  of  destruction  advances,  wholly  in 
secret,  and  perhaps  only  after  many  years  do  the  symptoms  of  a pronounced  renal 
contraction  aj)pear. 

If  we  inquu’e  into  the  causes  which  produce  the  atrophy  of  the  renal  tissue  in 
the  ordinary  cases  of  contracted  kidney,  which  are  chronic  from  the  first,  we  are 
very  often  unable  to  make  out  any  special  causes.  Of  course,  we  must  again  bear 
in  mind  first  the  two  great  groups  of  injurious  influences,  the  chemico-toxic  and 
the  organized  parasitic,  but  at  present  only  a small  number  of  astiological  factors 
have  a more  or  less  definite  significance. 

Experience  teaches  us  that  there  are  three  chemical  substances  to  be  mentioned 
which  may  favor  the  development  of  contracted  Iddney:  alcohol,  lead,  and  uric 
acid.  Chronic  alcoholism  is  often  to  be  regarded  as  the  most  probable  cause  of 
renal  contraction,  especially  in  peoifie  who  have  “ lived  well  ” otherwise,  and  have 
become  corpulent.  This  is  the  explanation  of  the  combination  of  contracted 
kidney  and  cirrhosis  of  the  liver  repeatedly  observed.  The  connection  between 
contracted  kidney  and  chronic  lead-poisoning,  in  type-setters,  paintei-s,  etc.,  is  also 
incontestable.  It  is  also  a remarkable  circumstance,  and  one  not  yet  fully 
explained,  that  in  these  cases  we  very  often  see  at  the  same  tiine  a genuine  gout 
{arthritis  uratica).  Gout,  however,  alone,  without  any  co-existing  chronic  lead- 
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poisoning,  often  leads  to  tlie  development  of  contracted  kidney,  “ gouty  Iddney,” 
in  which  we  probably  have  to  do  with  the  noxious  action  of  an  abnormal  amount 
of  uric  acid  on  the  renal  parenchyma. 

Infectious  influences  are,  probably,  flrst  to  be  considered  in  those  cases  where 
the  contracted  kidney  can  be  referred  to  a former  infectious  nephritis,  as  after 
scarlet  fever.  We  may  also  mention  here  the  appearance  of  contracted  kidney 
sometimes  observed  after  severe  acute  articular  rheumatism.  We  may  perhaps 
imagine  a similar  connection  in  the  cases  where  contracted  kidney  is  found  com- 
bined with  chronic  endocarditis  (valvular  heart  disease),  or  with  chi’onic  arthritis 
not  of  gouty  origin.  Of  the  chronic  infectious  diseases,  which  may  probably  some- 
times have  a connection  with  the  origin  of  conti’acted  kidney,  we  may  mention 
malaria  and  syphilis.  The  latter  ought  especially  to  be  considered  more  than  it  is 
at  present,  because  we  may  have  either  an  immediate  action  of  the  syphilitic  poison, 
or  a renal  atrophy  as  the  result  of  specific  disease  of  the  renal  arteries. 

We  must  here  spend  a little  time  in  the  general  consideration  of  the  connec- 
tion between  renal  contraction  and  primary  disease  of  the  vessels,  which  has  been 
much  discussed.  It  is  true  that  we  often  find  general  arterio-sclerosis,  and  also 
atheroma,  esjiecially  in  the  renal  arteries,  in  the  bodies  of  i^ersons  who  have  died 
from  contracted  kidney,  but  this  frequent  coincidence  can  not  be  remarkable  in 
siich  cases,  because  contracted  kidney  is  seen  chiefly  in  advanced  age,  and  in  those 
persons  in  whom  atheroma  of  the  arteries  is  also  a very  common  symptom.  The 
theory  advanced  by  the  English  authors.  Gull  and  Sutton  and  others,  that  the  vas- 
cular disease,  “ arterio-capillary  fibrosis,”  always  rej)resents  the  primary  process, 
to  which  the  renal  atrophy  is  only  secondary,  is,  however,  utterly  untenable.  We 
often  find  the  most  pronounced  contraction  of  the  kidneys  without  any  vascular 
changes  sufficient  to  explain  the  atrophy ; and  where  the  latter  can  be  found  in 
I the  small  renal  arteries,  we  usually  have  not  a primary  but  a secondary  process — 
i namely,  the  well-known  obliterating  arteritis,  which  is  seen  in  almost  all  ckrouic 
: inflammations  and  degenerative  atrophies  of  various  organs. 

■ Of  course,  it  can  not  be  denied  that  under  some  circumstances  primary  Vasen- 

in lar  diseases  of  the  renal  arteries  may  lead  to  secondary  atrophy  in  circumscribed 
f spots  by  checldng  the  blood-supply  to  certain  parts  of  the  tissue — “ vascular  con- 
f traded  kidney  ” — just  as  indurated  myocai’ditis  arises  after  primary  arterio-sclerosis 

[ of  the  coronary  arteries.  The  “ senile  kidney  ’’—that  is,  the  granular  kidney  of  old 
f people — is  also  due  to  vascular  changes  like  atheroma,  as  are  also,  which  is  worthy 

of  special  note,  the  rare  cases  of  imilateral  contraction  of  the  kidney,  which  is 
ob.served  chiefly  in  syphilis. 

The  relation  of  contracted  kidney  to  amyloid  disease  of  the  kidney,  and  to 
; chronic  diseases  of  the  urinary  passages,  especially  of  the  pelvis  of  the  kidney, 
will  be  spoken  of  later  in  the  appropriate  chapters. 

Pathological  Anatomy. — In  the  genuine  contraction  of  the  kidney,  both  kid- 
1 neys  are  always  diminished  in  about  the  same  degree.  Their  size  is  sometimes 
reduced  to  one  half  or  even  one  third  of  the  normal,  so  that  it  is  almost  difficult  to 
find  the  little  kidney  in  the  very  abundant  and  thick  fatty  capsule  that  is  often 
present.  The  kidneys  feel  firm  and  dense,  and  show  on  their  surface  a very  i)lain, 
coame  or  fine,  uniform  or  irregular,  granulation.  On  pulling  off  the  somewhat 
^ thickened  fibrous  capsule,  these  granulatiojis  become  more  prominent,  and  the  cap- 
sule usually  adheres  quite  firmly  to  the  depressed  portions.  The  raised  portions 
1 are  almost  always  darker  and  redder— that  is,  richer  in  blood— than  the  lighter 
and  grayer  depressions.  Whether  the  whole  kidney  appears  more  red  or  more 
white  depends  only  upon  the  amount  of  blood  in  the  organ,  and  there  is  Jto  reason 
. for  separating  the  “ small  red  ” from  the  “ small  white  ” contracted  kidney. 

On  section  of  the  contracted  kidney,  we  find  the  cortex  much  smaller,  and  pale 
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atropMc  streaks  alternating  with,  the  darker  portions.  The  pyramids  are  also 
somewhat  smaller,  and,  as  a rule,  are  darker  than  the  cortex.  In  the  pelvis  of 
the  kidney,  which  is  often  somewhat  dilated,  there  are  frequently  a number  of 
m’ic-acid  concretions.  Striated  uric-acid  infarctions  in  the  j)yramids  are  a very 
characteristic  mark  of  the  gouty  contracted  kidney.  The  microscope  shows  an 
advanced  destruction  of  the  renal  parenchyma,  which  is  replaced  by  a cicatricial 
connective  tissue  which  is  still  granular  or  which  has  begun  to  be  poor  in  granules. 
We  can  always  make  out  signs  of  degeneration  and  atrophy  of  the  epithelium,  and 
the  formation  of  casts  in  the  uriniferous  tubules  which  still  remain,  but  which  are 
always  diseased.  Atrophy,  thickenhig  of  the  capsule,  etc.,  are  found  in  many  of 
the  glomeruh.  The  uriniferous  tubules  that  are  still  in-eserved  in  some  places  are 
often  in  i^art  dilated.  We  can  not  here  go  more  fully  into  tho  manifold  liistologi- 
cal  details,  especially  the  formation  of  cysts,  the  clianges  in  the  vessels  {vide  sux>rd), 
the  deposition  of  lime-salts,  etc.  Hasmori’hages  are  only  very  rarely  present. 

Thus  the  contracted  kidney  may  be  regarded  as  the  form  of  chronic  nephritis 
with  by  far  the  longest  course  (lasting  from  three  to  five  yeara,  and  even  much 
longer),  and  also  the  form  with  the  widest  extent.  Its  essential  nature  can  in  no 
way  be  contrasted  with  “chronic  parenchymatous  nephi’itis”  as  a “chronic  inter- 
stitial nephritis  ” ; for  we  always  find  mterstitial  processes  in  the  former,  which 
have  reached  a far  higher  degree  in  the  contracted  kidney  only  because  the  slow 
atrophy  of  tissue  is  compatible  with  a much  longer  duration  of  life,  and  hence  can 
attain  a much  greater  extent. 

The  anatomical  changes  in  the  other  organs  of  the  body  beside  the  kidneys 
will  be  spoken  of  in  connection  with  the  symptomatology  of  contracted  kidney. 

Clinical  Symptoms. — Excexjt  in  the  comparatively  rare  cases  where  we  can 
refer  the  origin  of  a contracted  kidney  to  a previous  acute  or  chronic  nephritis, 
the  clinical  symptoms  of  contracted  kidney  develop)  as  gradually  and  unnoticeably 
as  the  anatomical  process  itself.  There  is  no  doubt  but  that  a contraction  of  the 
kidney  may  exist  for  years,  Avithout  calling  the  patient’s  attention  to  his  disease  by 
a smgle  serious  subjective  symijtom.  This  follows  in  part  from  the  chance  dis- 
coveries on  autopsy  of  a contraction  of  the  kidney  in  peoiile  who  have  lost  their 
lives  in  some  other  way,  but  especially  from  the  cases  where  the  severest  symp- 
toms, like  urcemia,  cerebral  haemorrhage,  etc.,  which  often  lead  immediately  to 
death,  suddenly  come  on  in  persons  previously  regarded  as  perfectly  healthy,  while 
the  autopsy  often  shoAVS  quite  a far  advanced  contraction  of  the  kidney  as  the 
special  cause  of  these  symptoms.  Tho  less  prominent  the  subjective  symptoms  of 
renal  contraction  are  in  the  earlier  stages  of  the  disease,  the  more  we  should  con- 
sider the  objective  changes,  Avhich  in  fact  usually  permit  the  diagnosis  of  the  dis- 
ease quite  early  on  careful  examination  of  the  patient. 

The  condition  of  the  urine  is  most  important  in  this  respect.  As  soon  as 
changes  have  taken  place  in  the  epithelium  in  different  parts  of  the  kidneys,  the 
results  previously  spoken  of  must  make  themselves  manifest  in  the  secretion  of 
the  urine,  although  still  in  a slight  degree,  and  the  diseased  i^atient  Avill  secrete  a 
urine  diminished  in  amount  and  in  solid  constituents,  but  containing  albumen. 
Since,  hoAvever,  many  normal  uriniferous  tubules  and  glomeruli  are  still  present, 
and  since  the  Avhole  process,  as  Ave  have  seen,  develops  only  very  sloAvly,  the  body 
gains  time  for  the  formation  of  one  of  those  judicious  compensatory  contrivances 
Avhich  Ave  recognize  in  so  many  pathological  processes,  and  which  we  must  regard 
in  a teleological  sense.  This  compensatory  process  consists  of  an  increase  in  the 
ai'terial  pressure,  coming  on  as  gradually  as  the  renal  contraction  itself,  and  con- 
stantly increasing,  and  of  a hypertrophy  of  the  left  ventricle  dependent  upon  it. 
The  blood  therefore  courses  through  the  many  normal  glomeruli  of  the  conti’acting 
kidney  under  an  increased  pz’essure,  and  the  consequence  is  that  in  these  portions 
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the  secretion  of  the  urine,  especially  of  the  water,  is  much  more  abundant.  This 
is  the  reason  why,  as  a rule,  in  contraction  of  the  kidney,  the  patient  passes  an 
abnormally  large  amount  of  urine,  which  is  more  watery,  and  therefore  lighter  and 
of  a lower  specific  gravity,  and  which  contains  only  a slight  amount  of  albumen 
coming  from  the  diseased  portions.  The  daily  amount  of  urine  is  often  seventy 
to  a hundred  and  twenty  ounces  (2000-3500  c.  c.)  or  moi’e  ; the  tu’ine  looks  light- 
yellow  and  clear,  contains  scarcely  any  morphological  constituents,  has  a specific 
gravity  of  1010-1005  or  even  lower,  and  gives,  on  heating,  only  a slight  precipitate 
of  albumen,  the  amount  excreted  in  the  twenty-four  hours  being  about  half  a 
drachm  to  a drachm  (two  to  five  grammes).  On  cai’eful  microscopic  examination 
of  the  urine,  we  usually  succeed  in  finding  a few  hyaline  casts,  which  only  excep- 
tionally may  be  more  abundant.  The  urine  also  frequently  contains  some  white, 
and  more  rarely  a few  I’ed  blood-corpuscles.  In  rare  but  definitely  attested  cases 
it  may  happen  that  for  a time,  or  even  during  the  main  part  of  the  disease,  the 
urine  contains  no  albumen  at  all,  or  only  a trace  of  it.  This  is  probably  explained 
by  the  fact  that  the  diseased  glomeruli  have  wholly  ceased  secreting,  and  that 
therefore  the  urine  is  secreted  only  by  the  healthy  portions  of  the  kidney. 

It  is  apparent  of  how  great  significance  this  abimdant  secretion  of  water,  as  a 
result  of  the  abnormally  high  blood-pressure,  must  be  for  the  whole  morbid  pro- 
cess ; for,  in  spite  of  the  renal  disease,  there  is  now  absolutely  no  retention  of 
water  in  the  body,  and  we  therefore  understand  why  there  is  no  oedema  in  con- 
tracted kidney,  even  after  a course  of  years.  The  secretion  of  the  solid  con- 
stituents of  the  urine  is  not  quite  in  sucli  a favorable  condition  as  the  secretion  of 
water.  It  is  self-evident  that  the  percentage  of  the  former  decreases  with  the 
increased  amount  of  urine,  but  the  whole  amount  of  urea,  uric  acid,  phosphoric 
acid,  etc. , eliminated  is  also  at  times  somewhat  less  than  normal  in  relation  to  the 
food.  This  diminution,  however,  is  not  very  great,  as  long  as  the  work  of  the 
heart  is  sufficient,  and  at  certain  times,  especially  in  the  earlier  periods  of  the  dis- 
ease, it  may  certainly  be  entirely  absent.  W^e  accorduigly  see  that  the  symptoms 
dependent  upon  an  accumulation  of  tlie  urinai’y  constituents  in  the  blood  do  not 
appear  at  all  for  a long  time.  Thus  it  happens  that  the  patient  may  still  feel  pei'- 
fectly  well  up  to  a time  when  the  objective  examination  of  the  urine  discovers 
mai'ked  pathological  changes.  Many  patients,  of  course,  notice  the  polyuria,  but 
often  no  further  attention  is  j)aid  to  it,  and  it  is  attributed  to  drinking  a good  deal 
of  fiuid.  The  patient  gets  accustomed  to  it,  even  if,  as  often  happens,  he  has  to 
pass  his  urine  much  more  frequently  than  formerly,  and  even  during  the  night. 

We  need  not  go  into  detail  here  in  regard  to  the  special  causes  of  cardiac 
hypertrophy  (compare  page  834).  It  was  with  regard  to  contracted  kidney  that 
Tzaube  advanced  his  mechanical  theory  of  cardiac  hypez’trophy,  which,  however, 
brought  up  the  considerations  previously  mentioned,  and  therefore  was  pi'opei-ly 
rejzlaced  by  the  chemical  theory,  which  was  also  very  applicable  to  this  form  of 
renal  disease.  In  its  clinical  relations  it  is  especially  important  that  the  cardiac 
hypertrophy  causes  no  subjective  symptoms  at  all,  as  long  as  the  heart  can  suIRce 
mr  the  work  put  upon  it  without  strain,  a condition  which  is  perfectly  analogous 
to  that  of  any  fully  compensated  valvular  di.sease.  We  can  usually  recognize  the 
condition  correctly  only  liy  a careful  physical  examination  of  the  heart  and  the 
vascular  apparatus,  although  in  contracted  kidney  the  percussion  and  jialjiation  of 
the  heart  are  often  rendered  difficult  by  a co-cxisting  pulmonary  enqiliysema. 

0 can  often  perceive,  however,  the  displacement  and  the  increased  strength  of  the 
apex-beat,  the  extension  of  the  cardiac  dullness  to  the  left,  and  almost  inviu-iably 
the  abnormal  tension  of  the  radial  pulse,  and  the  accentuation  of  the  imrtic  second 
fiound.  In  the  later  stages  of  the  disea.se  a hypertrophy  of  the  right  ventricle  is 
often  added  to  that  of  the  left  (compare  page  853).  Complete,  or  almost  complete, 


860  DISEASES  OF  THE  KIDNEYS. 

absence  of  tbe  cardiac  hypertrophy  is  observed,  as  we  have  said,  in  weak  and 
cachectic  patients. 

As  long,  therefore,  as  the  high  arterial  pressure  kept  up  hy  the  cardiac  hyper- 
trophy regulates  the  condition  of  the  renal  secretion  in  the  way  above  described, 
the  condition  of  the  patient  as  a rule  shows  no  special  abnormality.  At  most  it 
happens  that  certain  cerebral  symptoms  now  appear,  especially  attacks  of  head- 
ache and  occasional  vertigo,  which  are  probably  to  be  referred  to  active  cerebral 
hyperaemia.  Frequent  nose-bleed  is  also  sometimes  the  result  of  the  abnormally 
high  hlood-pressure. 

The  picture  is  quite  different  as  soon  as  the  first  signs  of  a beginning  cardiac 
insufficiency  appear.  Here,  as  in  most  diseases  of  the  heart,  the  disturbance  of 
compensation  does  not  usually  come  on  suddenly.  Its  results  begin  quite  gradu- 
ally, disappear  for  a time,  to  come  on  afresh  and  to  increase  quite  slowly.  In  the 
first  place,  the  abatement  of  the  heart’s  energj^  usually  makes  itself  manifest  by 
symptoms  on  the  part  of  the  heart  itself,  and  of  the  lungs.  The  pulse  loses  in  ten- 
sion, and  becomes  smaller,  more  frequent,  and  sometimes  a little  irregular  toward 
the  end  of  the  disease.  The  patient  begins  to  he  short  of  breath,  compai’atively 
slight  physical  exertion  affects  him  more  than  formerly,  and  there  is  often  palpi- 
tation. Certain  anatomical  results  of  stasis  may  also  temporarily  or  permanently 
develop  in  the  lungs,  especially  a mild  transitory  catarrh,  or  a more  obstinate  and 
recurring  bronchitis.  In  the  more  advanced  stages  of  the  disease  the  dyspnma 
often  comes  on  in  pronounced  paroxysms,  which  have  an  asthmatic  character. 
This  long-known  asthma  of  renal  disease,  often  termed,  without  reason,  “ iiimmic 
asthma,”  does  not  always  have  the  same  origin.  It  usually  depends  distinctly 
upon  the  attacks  of  cardiac  weakness,  and  is,  accordingly,  a genuine  cardiac  asthma, 
and  corresponds  precisely  to  angina  pectoris  hi  its  different  sjnnptoms  (see  page 
318) ; hut  in  other  cases  there  is  a transudation  into  the  lungs  from  stasis,  coming 
on  as  a result  of  the  cardiac  weakness,  so  that  the  dyspnoea  is  associated  with  the 
signs  of  an  acute  pulmonary  oedema,  and  is  sometimes  accompanied  hy  a copious 
expectoration  of  a frothy,  serous,  and  often  somewhat  bloody  sputum.  This  is  the 
condition  which  may  pass  away  agaiji  and  be  often  repeated,  which  was  formerly 
termed  humid  asthma.  In  the  last  stage  of  the  disease  the  dyspnoea  often  becomes 
continuous,  and  forms  the  patient’s  chief  disturbance.  It  is  then  usually  due,  not 
merely  to  the  stasis  in  the  lungs,  hut  often,  besides,  to  co-existing  lobular  pueu- 
monia  {vide  infra),  to  hydrothorax,  etc. 

As  a further  sequel  of  the  disturbance  of  compensation,  oedema  often  appears 
in  different  parts  of  the  body,  in  the  later  course  of  the  disease.  It  has,  indeed, 
been  repeatedly  observed  that  dropsy  may  be  enthely  absent  in  contracted  kidney ; 
hut  this  is  the  case  only  when  death  ensues  from  some  intercurrent  attack  before 
the  pronounced  cardiac  insufficiency.  Otherwise  oedema -is  hy  no  means  rare  in 
contracted  kidney.  It  usually  appears  first  in  the  ankles,  the  eyelids,  or  the  pre- 
puce, disappears  again  when  the  patient  is  in  a quiet  condition,  and,  after  a longer 
or  a shorter  pause,  comes  on  anew,  until  finally,  in  the  last  period  of  the  disease,  a 
high  degree  of  general  dropsy  may  develop. 

Among  the  results  of  the  cardiac  insufficiency  on  the  internal  organs  we  must  first 
mention  the  cerebral  symptoms.  While  at  first,  as  we  have  said,  these  have  more  of 
an  active  hypera?mic  character,  the  frequent  and  very  violent  headaches  that  come 
on  later,  in  so  fai‘  as  they  ai-e  not  of  a uricmic  nature,  certainly  depend  mainly  upon 
the  passive  hyperaemia  of  stasis,  or  the  artei-ial  anaemia  of  the  brain.  The  pain  some- 
times shoots  into  the  back  of  the  neck,  and  sometimes  is  localized  chiefly  in  one  half 
of  the  head ; it  is  often  associated  with  symptoms  of  vertigo,  with  a gloomy  or  morose 
disposition,  with  troubled  slee]),  etc.  The  stasis  is  also  apparent  in  the  abdominal  or- 
gans. Chronic  dyspeptic  disturbances  appear,  the  appetite  fails,  the  bowels  become 
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irregular,  and  we  can  even  make  out  a moderate  enlargement  of  the  liver.  Tlie  in- 
fluence which  the  altered  activity  of  the  heart  exerts  upon  the  function  of  the  kidneys 
themselves  is,  however,  particularly  important.  From  what  has  been  previously  said 
of  the  dependence  of  the  secretion  of  urine  upon  the  arterial  pressure,  it  follows 
directly  that  any  compensatory  activity  of  the  still  normal  renal  territory  must  at 
once  experience  a reduction,  as  soon  as  the  blood-pressure  can  no  longer  be  kept 
at  the  same  level.  Corresponding  to  this  we  see,  in  fact,  that  the  secretion  of 
urine  also  usually  suffers  a decline  at  the  same  time  with  the  other  symptoms  ox 
stasis  already  mentioned.  The  amount  of  urine  is  less  abundant:  it  falls  to  forty 
or  fifty  ounces  (1500—1000  c.  c.),  and  even  lower;  the  specific  gravity  rises,  rarely 
to  a high  figure,  but  still  up  to  1010  or  1012,  or  over.  The  urine  often  retains 
its  clear  color  for  quite  a long  time,  but  may  finally  more  and  more  resemble  the 
genuine  urine  of  stasis.  The  point,  however,  which  is  especially  to  be  considered, 
is  the  co-existing  and  increasing  retention  of  the  solid  constituents  of  the  urine  in 
the  blood,  and  the  consequent  allied  possibility  of  the  onset  of  urmmic  symptoms. 

It  must  be  stated  that,  in  contracted  kidney,  the  immediate  exciting  causes  of 
ursemia  are  not  always  clear.  Thus,  it  is  a well-known  and  very  imj)ortant  fact, 
clinically,  that  very  severe  and  often  fatal  uraemic  convulsions  may  sometimes 
attack  the  patient  quite  suddenly,  apparently  when  in  the  best  of  health.  Cases 
have  been  repeatedly  seen,  by  other  observers  and  by  ourselves,  where  the  daily 
amormt  of  urine  has  shown  no  discoverable  diminution  in  the  days  xxreceding  the 
uraemia.  The  precise  explanation  of  these  cases  must  remain  undecided  ; we  do 
not  know  whether  there  has  been  a previous  retention  of  the  solid  constituents,  in 
spite  of  the  abundant  secretion  of  water,  or  whether  other  changes,  like  oedema  of 
the  brain,  are  to  be  considered.  It  is  certain,  however,  that  in  many  cases  at  least, 
the  onset  of  the  uraemia  is  connected  with  the  cessation  of  the  secretion  of  urine, 
produced  either  gradually  or  suddenly  by  the  cardiac  insufficiency.  In  the  former 
case  the  type  of  chronic  uraemia  (see  page  829)  develops  with  especial  frequency ; 
this  consists  of  headache,  vomiting,  diarrhoea,  severe  prm’itus  of  the  skin,  etc.,  but 
these  symptoms  are,  of  course,  often  combined  with  the  immediate  symptoms  of 
stasis,  and  are  not  always  to  be  easily  and  distinctly  separated  from  them.  Such 
a condition  of  chronic  uraemia,  in  iiatients  with  contracted  kidney,  often  presents 
a very  mournful  picture,  since  the  unrestrainable  and  constantly  recurring  vomit- 
ing, the  headache,  and  the  general  mental  anxiety  may  last  for  weeks.  The 
severe  acute  uraemia  either  follows  the  preceding  chronic  uraemic  symptoms,  or 
comes  on  at  once  with  the  severest  symptoms,  general  and  often-recurring  con- 
vulsions, and  coma.  The  m’aemia  may  pass  off  again,  even  in  contracted  kidney, 
but  quite  frequently  it  is  the  immediate  cause  of  death  {vide  infra). 

Beside  the  symptoms  so  far  described,  we  must  now  mention  a set  of  anatom- 
ical complications  which  may  appear  in  the  course  of  contraction  of  the  kidney. 
From  its  diagnostic  and  clinical  importance  the  albuminuric  retinitis,  already 
known  to  us  from  the  preceding  chapter,  takes  the  first  place.  It  may  come  on 
at  any  time  in  the  course  of  the  disease  ; but  it  often  develops  so  early  that  the 
patient,  up  to  this  time,  knows  nothing  at  all  of  his  other  disease.  He  merely 
consults  an  oculist,  who  often  first  recognizes,  from  the  ojihthalmoscopic  picture 
(see  page  854),  the  special  seat  of  the  primary  disease.  Even  in  the  cases  where 
no  subjective  visual  disturbance  is  present,  the  retinal  examination  sometimes 
shows  a positive  image.  In  general,  the  contracted  kidney  is  that  form  of  renal 
di.sease  in  which  retinal  changes  are  comparatively  the  most  frequent. 

Another  rarer  but  clinically  important  complication  consists  of  the  haemor- 
rhages of  internal  organs,  whoso  cause  is  to  be  found  either  in  the  increased  lU’te- 
rial  pressure,  or  in  an  abnormal  weakness  of  the  walls  of  the  vessels — arterio- 
sclerosis in  older  persons,  defective  nutrition  of  the  vascular  walls  in  young  and 
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ana3inic  patients.  Hjemorrhages  into  the  brain  are  comparatively  the  most  fre- 
quent. They  cause  both  mild  and  severe  apoplectic  attacks,  which  pass  off  com- 
pletely or  leave  a hemiplegia  behind,  and  sometimes  they  are  the  dhect  cause  of 
death.  Beside  the  hsemorrhages  into  the  brain  itself,  there  may  also  be  haemor- 
rhages on  the  inner  smTace  of  the  dura  mater — hsematoma.  Nose-bleed  is  also  of 
significance ; in  many  patients  it  is  frequent  and  very  stubborn ; we  have  ourselves 
seen  two  cases  where  the  fatal  termination  was  caused  directly  by  an  unrestraiii- 
ahle  nose-bleed.  Haemorrhages  into  the  other  organs  are  more  rare,  hut  they 
have  also  been  observed  in  the  sldn,  the  stomach,  the  intestines,  or  the  lungs.  In 
a few  cases,  indeed,  a sort  of  haemorrhagic  diathesis  seems  to  develop. 

Among  the  complicating  inflammations  of  internal  organs,  pneumonia  is  the 
most  frequent ; it  appears  in  the  lobar  croupous  form  or  in  the  lobular  form  pecul- 
iar to  all  varieties  of  nephritis.  Inflammations  of  the  serous  membranes,  plemasy, 
or  pericarditis,  occur,  but  they  are  rare.  The  catarrhal  inflammatory  affections — 
laryngitis,  bronchitis,  gastric  catarx’h,  intestinal  catarrh — are  either  to  he  regarded 
as  catarrhs  from  stasis,  or  they  are  perhaps  connected  with  the  retention  of  the 
urinary  constituents  in  the  body.  We  must  also  refer  here  to  the  acute  exacerba- 
tions of  inflammation  in  the  kidneys  themselves  (acute  recui’rent  neplu’itis),  which 
is,  of  course,  rare. 

Quite  great  variations  apjxear  in  regard  to  the  general  nutrition.  In  most  cases 
where  the  disease  develops  quite  gradually  in  persons  in  middle  or  advanced  life, 
the  general  nutrition  for  a long  time  shows  no  strildng  anomaly.  The  patient  is 
often  very  well  nourished,  and  even  corpulent,  at  the  period  when  the  fh’st  cardiac 
symptoms  begin.  To  the  more  practiced  and  attentive  eye,  of  course,  he  shows 
a certain  appearance  of  suffering,  which  later  becomej;  more  pronounced.  He 
becomes  emaciated,  and  has  a faded  and  often  somewhat  cyanotic  color  to  his 
skin.  Marked  anaemia  usually  develops  only  in  younger  patients,  who  then  show 
the  pallid  exterior  characteristic  of  so  many  patients  with  renal  disease. 

General  Course,  Duration,  and  Termination. — The  most  important  peculiarities 
in  the  course  of  renal  contraction  have  already  been  spoken  of  above.  We  have 
stated  that  the  disease  may  be  latent  for  a long  time;  that  the  severest  symp- 
toms—like  urmmia  or  apoplexy— sometimes  come  on  suddenly  and  unexpectedly ; 
that  in  other  cases  the  disturbances  of  compensation  in  the  heart,  dyspnoea,  palpi- 
tation, or  shght  oedema,  are  the  first  symptoms;  that,  under  some  circumstances, 
certain  complicating  conditions,  such  as  retinitis,  or  frequent  nose-bleed,  fii’st 
direct  suspicion  to  a renal  disease,  and  demand  an  examination  of  the  urine ; while, 
finally,  in  a last  class  of  cases,  only  general  disturbances,  loss  of  appetite,  pallor, 
general  physical  weakness,  and  similar  symptoms  induce  the  patient  to  consult  a 
physician.  It  is  usually  hard  to  decide  how  long  the  disease  has  lasted  before  a 
diagnosis  is  made.  Beside  any  mild  symptoms  we  must  especially  inquhe  into 
the  existence  of  polyuria,  which  is  often  not  observed,  but  which  many  patients 

notice.  . . 

The  further  course  may  also  vary  according  to  the  onset  of  comphcations,  the 
external  conditions  under  which  the  patient  lives,  etc.  In  general,  as  we  must 
repeatedly  emphasize,  almost  everything  depends  upon  the  heart’s  capacity  for 
work  and  its  staying  qualities.  If  death  does  not  ensue  sooner  from  some  inter- 
current disease,  the  last  stage  of  the  disease  almost  always  presents  itself  under 
the  picture  of  cardiac  insufficiency  with  predominant  symptoms  of  dyspnoea  and 

general  dropsy.  ,.11,1 

As  has  been  said,  we  usually  can  not  determine  with  any  accm’acy  the  who  e 

duration  of  the  disease.  It  may,  at  any  rate,  last  many  years,  probably  sometimes 
even  ten  years  or  more,  although  there  may  be  many  variations  in  its  course, 
is  not  impossible  that,  during  the  earlier  period  of  the  disease,  there  may  be  a ces- 
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sation  in  the  process  of  renal  atrophy,  but  it  is  hard  to  decide  with  certainty.  At 
all  events,  the  disease  must  generally  be  termed  completely  incurable,  although 
life  may  not  only  be  preserved  for  a long  time,  but  the  patient  may  even  exist 
without  much  discomfort.  We  need  not  refer  especially  here  to  the  different 
intercurrent  attacks,  the  possibility  of  which  must  always  be  kept  in  mind  in 
regard  to  prognosis. 

Diagnosis. — The  diagnosis  of  contracted  kidney  can  be  made  with  certainty 
only  by  examining  the  urine.  We  must,  therefore,  dwell  again  on  the  necessity 
of  making  this  examination  in  all  suspicious  cases,  because  only  in  this  way  can 
we  avoid  overlooking  the  condition.  The  suspicion  of  a developmg  renal  contrac- 
tion should  demand  an  examination  of  the  urine,  especially  in  all  cases  where  the 
patient  complains  of  frequent  headache,  of  congestive  conditions,  of  palpitation 
and  dyspnoea,  asthmatic  attacks,  disturbances  of  vision,  general  dnllness,  and  dys- 
peptic symptoms,  without  finding  any  other  reason  for  these  symptoms.  The  poly- 
m-ia,  the  clear  urine  of  low  specific  gravity,  containing  a slight  amount  of  albn- 
men,  in  connection  with  the  signs  in  the  circulatory  apparatus,  the  tense  pulse, 
and  the  hypertrophy  of  the  left  ventricle,  permit  us  to  recognize  the  disease  cor- 
rectly in  most  cases.  If  retinal  changes  are  present,  they  may  sometimes  be  of 
much  aid  in  confirming  the  diagnosis.  The  aetiological  conditions — lead,  gout, 
alcoholism,  etc. — of  course  also  merit  attention. 

The  diagnosis  presents  great  difficulty  in  the  quite  rare  cases  where  adbuminuria 
is  absent.  In  these  cases  we  are  sometimes  able  to  reach  the^correct  interpretation 
of  the  morbid  condition  only  by  repeated  examinations  of  the  mane.  Otherwise 
we  can  scarcely  avoid  mistaking  it  for  chronic  affections  of  the  heart,  such  as 
myocarditis  or  idiopathic  hypertrophy. 

The  diagnosis  is  also  very  difficult  if  the  patient  does  not  come  under  observa- 
tion until  the  stage  of  fully  developed  disturbance  of  compensation.  The  charac- 
teristic features  of  the  urijie  of  contracted  kidney  are  then  absent,  the  urine  is 
scantier,  darker,  richer  in  albumen,  and  it  is  often  scarcely  possible  to  decide 
whether  we  have  a primary  renal  affection  with  secondary  cardiac  hyperti’ophy 
or  a primary  heart  disease  with  a secondary  congested  Iddney.  If  general  arterio- 
sclerosis or  marked  pulmonary  emphysema  is  present  at  the  same  time,  the  judg- 
ment as  to  the  condition  is  still  more  difficult.  In  such  cases  a correct  diagnosis 
is  po.ssible  only  by  very  carefully  balancing  aU.  the  different  symptoms,  and  con- 
sidering the  whole  course  of  the  disease. 

Finally,  the  diagnosis  of  contracted  Icidney  is  very  difficult  in  cases  where  the 
fii*st  examination  of  the  patient  is  made  during  a sudden  attack  of  urmmia  or  after 
an  apoplectic  seizure.  Here  the  albuminuria  is  the  symptom  which  points  most 
to  the  existence  of  a renal  disease,  although,  in  spite  of  this  symptom,  the  judgment 
as  to  the  condition,  and  its  differentiation  from  other  acute  cerebi-al  affections, 
often  presents  great  difficulties. 

Treatment.  As  soon  as  the  diagnosis  of  renal  conti’action  is  established,  the 
whole  hygienic  condition  of  the  patient  must  be  regulated  so  as  to  prevent  the 
advance  of  the  .affection  in  every  possible  way.  In  this  I’espect  D.vo  indications 
are  to  bo  fulfilled,  to  guard  against  any  irritation  which  may  have  an  injurious 
action  on  the  kidneys,  and  to  relieve  the  work  of  the  heart  as  much  as  possible,  in 
order  to  keep  off  cardiac  insufficiency  as  long  as  wo  can.  The  diet  must  be  care- 
fully regulated,  and  must  be  of  scant  metisure  or  abundant  and  strengthening, 
according  to  the  patient’s  physical  constitution.  In  these  cases,  too,  milk  is  the 
chief  food  to  be  considered.  Alcoholic  beverages  are  to  be  permitted  only  in  a 
moderate  degree.  All  physical  over-exertion  is  to  be  avoided,  although  moderate 
methodical  exei’cise  is  to  bo  recommended  for  corpulent  patients.  We  should 
always  provide  for  regular  evacuation  of  the  bowels  by  aiipropriate  remedies. 
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dietetic  prescriptions,  fruits,  bitter  waters,  etc.  The  general  condition  is  often 
materially  improved  by  proper  air  and  recreation,  and  in  this  way  the  use  of  a 
bath  may  be  of  service,  chosen  according  to  the  individual  conditions,  such  as  iron 
baths,  Marienbad,  Carlsbad,  Kissingen,  Ems,  or  Baden-Baden. 

If  disturbances  of  compensation  appear,  the  dietetic  regime  and  the  utmost 
bodily  rest  possible  are  still  more  sti-ictly  to  be  advised,  and  a symptomatic  treat- 
ment should  be  instituted  according  to  the  prevailing  symi^toms.  Fii’st  of  all  we 
must  try  to  excite  the  heart’s  energy  anew  by  the  exhibition  of  digitalis.  The 
details  of  treatment  here  are  almost  precisely  the  same  as  are  considered  in  the 
treatment  of  chronic  heart  disease  (q.  v.)  and  the  other  renal  afPections.  [The 
nitrites,  especially  nitroglycerine,  are  of  great  service  in  some  cases  of  contracted 
kidney,  and  may  be  used  persistently  when  the  arterial  tension  is  unduly  high, 
and  the  compensatory  hyiiertrophy  of  the  left  ventricle  .shows  signs  of  failing.  In 
these  cases  strophanthus,  which  is  said  not  to  increase  arterial  tension,  may  at 
times  be  substituted  for  digitalis  with  advantage.] 

At  present  it  is  impossible  to  influence  the  process  of  contraction  in  the  kidney 
favorably  by  the  direct  use  of  drugs.  The  iodine  preparations — iodide  of  potas- 
sium, and  in  anaemic  patients  iodide  of  iron — are  alone  recommended,  and  are 
worth  trying  in  this  resiject. 

The  prophylaxis  of  renal  contraction  is  evident;  we  should  consider  as  far  as 
we  can  the  known  oetiological  conditions.  We  may  compare,  in  this  regard,  the 
chapter  on  gout. 


CHAPTER  V. 

AMYLOID  KIDNEY. 

.ffitiology. — The  amyloid  kidney  is  invariably  a part  of  the  more  or  less  extensive 
amyloid  degeneration  of  the  organs  in  the  rest  of  the  body.  In  its  clinical  rela- 
tions, however,  it  claims  the  most  interest  of  all  amyloid  diseases,  since  it  has  by 
far  the  greatest  significance  for  the  whole  clinical  picture  of  amyloid  degeneration. 

As  is  well  known,  we  understand  by  amyloid  degeneration  a peculiar  change 
which,  under  certain  pathological  conditions,  is  observed  in  the  connective  tissue, 
and  especially  in  the  smaller  vessels.  The  walls  of  the  vessels  are  thicker,  they 
have  a lustrous,  homogeneous  appearance,  and  they  show  peculiar  reactions  on 
treatment  with  certain  coloring  agents.  These  reactions  are  due  to  the  presence  of 
an  albummoid  substance — amyloid — which  is  either  deposited  in  the  tissue  from 
the  blood,  or,  as  is  much  more  probable,  is  developed  in  that  place  and  sj)ot  from 
the  albuminoid  substances  present.  In  marked  amyloid  degeneration  the  diseased 
organs  often  show  rhacroscopically  an  altered,  “bacon-like”  appearance,  and  as- 
sume a characteristic  red-brown  color  on  treating  the  affected  parts  with  Lugol  s 
solution  of  iodine.  The  microscopic  examination  alone  affords  more  accurate  con- 
clusions as  to  the  presence  and  distribution  of  the  degeneration.  Here  we  make  use 
chiefly  of  staining  the  tissues  with  methyl-violet  or  gentian -violet.  The  amyloid 
portions  thus  take  on  a very  characteristic  and  easily  defined  red  color.  In  this 
way  we  can  discover  that  the  amyloid  degeneration  begins  everywhere  in  the  walls 
of  the  small  vessels,  that  the  interparenchymatous  connective  tissue  may  also  be 
affected  later,  but  that  the  parenchymatous  cells  proper,  liver  cells,  renal  epithe- 
lium, etc.,  almost  always  remain  perfectly  free.  The  latter  often  show  atrop  nc 
and  fatty  degenerative  changes  (vide  infra),  but  never  amyloid  degeneration. 

Nothing  is  known  as  to  the  special  causes  which  effect  that  peculiar  metamor- 
phosis of  the  albumen  of  the  connective  substance  into  amyloid.  We  know  y 
that  there  are  a number  of  primary  diseases  in  which  it  is  known  empirica  y la 
amyloid  degeneration  quite  frequently  develops  as  a secondaiy  cone  i ion  in  e 
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different  organs.  These  conditions  have  mainly  the  common  feature  that  they  go 
along  with  a general  cachexia  and  weakness  of  the  body.  The  following  conditions 
(arranged  in  about  the  frequency  of  the  occurrence  of  amyloid  degeneration)  are 
the  special  ones  in  which  amyloid  degeneration  in  general,  and  thei’efore  amyloid- 
kidney  in  particular,  are  chiefly  observed  : 

1.  Chronic  pulmonary  tuberculosis,  particularly  the  ordinary  ulcerative  phthisis. 
Tubercular  ulcers  of  tbe  intestines,  with  or  without  co-existing  marked  pulmonary 
tuberculosis,  may  also  lead  to  amyloid  disease. 

2.  Long-continued  chronic  suppuration  in  the  bones  or  soft  parts,  especially 
chronic  fungous  processes  with  fistulse  into  the  bones  or  joints,  empyema  with 
listulse,  vertebral  caries,  etc. 

3.  Constitutional  syphilis,  chiefly  the  cases  with  ulcerative  and  usually  tertiary 
l^rocesses  in  the  bones  and  mucous  membranes. 

4.  Other  ulcerative  processes  or  processes  associated  with  chronic  suppuration : 
saccular  bronchiectases,  chronic  intestinal  ulcere  (for  example,  of  dysenteric 
origin),  purulent  pyelo-cystitis,  vesico-vaginal  fistula,  ulcerated  new  growths,  like 
cancel',  etc. 

5.  In  rare  cases  amyloid  has  also  been  observed  in  other  chronic  diseases,  as  in 
malaria,  gout,  and  other  chronic  articular  affections.  In  the  medical  clinique  here 
at  Leipsic  we  once  saw  a case  of  marked  amyloid  kidney  in  a girl  of  twenty-one 
with  aortic  insufficiency. 

6.  Finally,  in  a small  class  of  cases,  of  which  we  have  oiu’selves  seen  some 
examples,  no  discoverable  cause  at  all  may  be  found  at  the  autopsy  for  a usually 
quite  extensive  amyloid  degeneration.  In  these  cases  there  accordingly  seems  to 
be  a primary  amyloid  disease. 

Pathological  Anatomy. — Since  the  text-books  on  pathological  anatomy  have 
been  referred  to  in  regard  to  the  anatomical  conditions  of  amyloid  in  other  organs 
(compare  also  page  498),  we  must  here  describe  in  detail  only  the  pathological 
anatomy  of  amyloid  kidney. 

In  very  slight  and  not  extensive  amyloid  degeneration  in  the  kidneys  the  latter 
present  a perfectly  normal  appearance  to  the  naked  eye.  Careful  microscopic 
examination  alone  shows  amyloid  degeneration  of  the  walls  of  different  vessels  in 
the  cortex,  and  especially  in  the  medullary  substance. 

Tlie  commonest  and  most  characteristic  form  of  amyloid  kidney  is  the  so-called 
large  white  amyloid  kidney  (waxy  Iridney,  lardaceous  kidney).  The  kidney  is 
usually  enlarged,  and  the  surface  is  smooth  and  of  a gi'ayish-white  or  yellowish 
color,  and  usuaUy  somewhat  mottled.  On  section,  the  cortex  is  wider  and  also  of 
a yellowish-white  color,  and  the  glomeruli  may  often  be  recognized  with  the  naked 
eye  as  d'all,  lustrous,  translucent  points.  Haemorrhages  are  scarcely  ever  seen. 
Tlie  medullai’y  substance  is  either  also  pale  or  darker.  In  many  cases  the  cortex 
may  also  have  a darker  reddish  or  mottled  appearance,  which  is  due  merely  to  the 
greater  amount  of  blood  in  the  organ.  The  pale-yellow  color  is  due  either  to  the 
anajmia  or  to  the  fatty  degeneration,  while  the  amyloid  spots  show  a more  f rans- 
lucent  character  with  a bacon-like  luster. 

If  we  examine  the  kidney  microscopically,  we  find  first  the  amyloid  degenera- 
tion, which,  in  varying  extent  and  combination,  affects  most  frequently  the  glo- 
meruli and  also  tbe  capillaries  of  the  cortex,  the  va,sa  recta,  and  sometimes  the 
membranm  proprim  of  the  uriniferous  tubules.  In  pure  amyloid  kidney  the  rest 
of  the  renal  tissue  is  normal,  but  in  many  cases  we  also  find  changes  in  the  epi- 
tliehum,  fatty  degeneration,  desquamation  and  disintegration,  and  also  not  iiifre-  ‘ 
qiienfly  interstitial  cellular  infiltration. 

Thus  amyloid  degeneration  is  often  combined  with  degenerative  inflammatorv 
changes  in  the  kidneys.  If  the  process  has  lasted  for  a long  time,  it  leads,  as  in 
55  ’ 
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ordinary  nephritis,  to  a complete  atrophy  of  tissue  in  some  parts,  with  a corre- 
sponding increase  of  connective  tissue.  Then  the  renal  tissue  sinks  in  at  the 
affected  parts,  and  there  is  a decided  unevenness  to  the  surface  of  the  Iddney. 
There  is  even  a completely  developed  red  or  white  contracted  kidney,  in  which 
we  find  abundant  amyloid,  and  which  is,  therefore,  termed  amyloid  contracted 
kidney.  In  this  form  the  parenchymatous  and  interstitial  changes  correspond 
precisely  to  those  in  ordinary  contracted  kidney,  only  the  amyloid  degeneration 
is  added  to  them. 

At  present  differences  of  opinion  prevail  as  to  the  precise  connection  between 
amyloid  and  the  inflammatory  degenerative  pi-ocesses  in  the  kidney.  Probably  we 
have  an  actual  combination  of  both  conditions,  sometimes  perhaps  even  co-effects 
of  the  same  cause.  For  since  genuine  nephi’itis,  as  well  as  amyloid  kidney,  occui’s, 
as  we  have  seen,  in  syphilis,  tuberculosis,  and  other  diseases,  it  can  not  be  remark- 
able that  in  these  diseases  both  sequelse,  nephritis  and  amyloid,  develop  side  by 
side,  and  that  we  may,  therefore,  find  at  the  same  time,  beside  the  changes  of  an 
inflammatory  large  white  kidney,  of  a secondary  contraction,  or  of  a genuine  con- 
tracted kidney,  a moi’e  or  less  extensive  amyloid  degeneration  in  the  kidneys.  On 
the  other  hand,  it,  of  course,  can  not  be  questioned  that  the  distm’bance  of  cu’cula- 
tion,  which  must  arise  in  consequence  of  a marked  amyloid  of  the  vessels,  is  of 
influence  on  the  nutrition  of  the  renal  tissue,  and  that,  therefore,  many  changes  iu 
it,  especially  fatty  degeneration  of  the  epithelium,  are,  under  some  cu’cumstances, 
the  dii’ect  result  of  the  amyloid  disease. 

Clinical  History. — If  we  consider  the  great  differences  which  the  distribution 
of  the  amyloid  in  the  kidneys  shows,  and  its  manifold  combinations  with  inflam- 
matory processes,  it  is  clear  from  the  outset  that  we  can  not  set  up  a uniform 
pictm’e  of  the  symptoms  of  amyloid  disease  in  general.  To  this  we  must  add  that 
the  symptoms  of  amyloid  disease,  which  is  almost  always  a secondary  condition, 
are  also  modified  in  various  ways  by  the  primary  disease. 

We  must  first  state  that  many  cases,  where  the  amyloid  in  the  kidneys  is  of 
comparatively  slight  extent,  can  not  be  recognized  by  any  clinical  symptom.  The 
albuminuria  in  particular  may  be  entirely  absent,  as  "has  been  repeatedly  proved 
(Litten  and  others),  which  is  perhaps  due  to  the  fact  that  in  such  cases  the  vasa 
recta  and  not  the  glomeruli  ai’e  chiefly  affected  by  the  amyloid  degeneration. 

Except  in  these  cases,  however,  the  urine  secreted  from  the  amyloid  kidneys 
shows  marked  changes,  which,  of  course,  present  quite  gi’eat  variations  according 
to  the  form  of  the  individual  case.  The  amount  of  urine  is  most  frequently  about 
normal,  or  somewhat  diminished — in  some  cases  much  diminished — ^but  in  others  it 
is  decidedly  increased,  so  that  the  patient  may  pass  eighty  to  a hundred  and  twenty 
ounces  (2500-3500  c.  c.)  in  the  twenty-four  hours.  We  quite  frequently  see  con- 
siderable variations  in  the  amount  of  the  urine  in  the  same  patient  at  different 
times.  All  these  differepces  are  easily  explained  if  we  remember  how  many  cir- 
cumstances may  act  on  the  amount  of  urine — the  presence  or  absence  of  inflamma- 
tory changes  in  the  kidney,  the  presence  or  absence  of  cai’diac  hypertrophy,  co-ex- 
isting perspiration,  diarrhoea,  oedema,  fever,  etc. 

The  color  of  the  urine  is  almost  always  light  yellow.  Only  exceptionally,  in 
amyloid  nephritis,  does  it  contain  an  abundant  sediment ; usually  it  is  entirely,  or 
almost  entirely,  clear.  The  very  considerable  amount  of  albumen  in  the  urine, 
which  is  often  one  or  two  per  cent.,  is  also  charactex’istic  of  amyloid  Iridney.  In 
many  cases,  of  course,  especially  in  amyloid  contracted  kidney,  the  amount  of  albu- 
men is  but  slight.  It  sometimes,  but  by  no  means  regularly,  happens  that  the 
urine  in  amyloid  kidney  contains  a comparatively  large  amount  of  paraglobuline 
Ixeside  the  ordinaiy  serum  albumen  (Senator). 

The  specihc  gravity  of  the  m-ine  varies  very  much  accoi-diug  to  the  amount 
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of  water  and  albumen  in  it.  It  may  be  increased  (1015-1020)  or  diminished 
(1010-1003). 

If  we  examine  the  urine  under  the  microscope,  we  usually  find  only  a few  hya- 
hne  casts,  and  also  most  frequently  a small  number  of  white  blood-corpuscles.  In 
the  combination  of  amyloid  with  more  marked  nephritic  changes  the  sediment  is 
more  abundant,  so  that  the  urine  is  cloudy.  The  microscope  then  shows  more 
numerous  hyahne  or  moderately  fatty  casts,  more  abundant  white  blood-corpus- 
cles, sometimes  a little  renal  epithelium,  and  in  quite  rare  cases  even  red  blood- 
corpuscles.  Amyloid  reaction  occui’s  in  the  casts,  but  it  is  very  rare,  and  therefore 
of  no  value  in  diagnosis. 

The  other  morbid  symptoms  which  are  observed  in  amyloid  kidney  depend 
either  upon  the  change  in  the  kidneys  themselves,  or  upon  co-existing  amyloid 
degeneration  in  other  organs ; or,  lastly,  upon  the  primary  disease.  The  symp- 
toms of  the  latter  are,  of  com-se,  extremely  varied,  but  in  many  cases  they  may  be 
entirely  subordinate. 

In  regard  to  the  directly  resulting  symptoms  of  amyloid  kidney,  their  occur- 
rence is  of  interest,  especially  in  compax’ison  with  the  analogous  conditions  in 
acute  nephritis.  Dropsy  of  a moderate,  or  even  a severe  degi’ee,  is  often  present  in 
amyloid  kidney,  but  it  may  also  be  entirely  absent.  We  must  remember  that  an 
oedema  independent  of  a renal  affection  may  be  produced  by  marantic  venous 
thrombosis.  Uraemic  symptoms  are  distinctly  rare  in  amyloid  kidney,  but  they 
are  sometimes  observed,  especially  in  their  milder  forms,  such  as  vomiting.  It  is  a 
very  important  point  that  a hypertrophy  of  the  left  venti’icle  is  absent  in  most 
cases  of  amyloid  kidney.  This  is  because  we  have  weak  and  cachectic  individuals, 
in  whom  a cardiac  hyperti’ophy  can  not  develop  for  lack  of  an  excess  of  nutritive 
material.  Where  there  is  no  debility,  a cardiac  hypertrophy  may  doubtless  develop, 
as  we  see  especially  in  amyloid  contracted  kidney.  At  the  autopsy  we  often  find 
the  heart,  of  course,  in  a condition  of  brown  or  simple  atrophy. 

• Albuminuric  retinitis  hardly  ever  appears  in  pure  amyloid  kidney.  In  the 
amyloid  contracted  kidney  it  has  sometimes  been  observed,  however,  in  cases 
where  there  has  probably  been  originally  a pure  contracted  kidney,  with  amyloid 
coming  on  later.  The  secondary  inflammations  in  the  internal  organs,  such  as 
renal  pneumonia,  and  the  h£emori*hages,  like  cerebral  haemorrhage,  are  also  rai-e. 

The  patient’s  general  condition  is  also  dependent  in  part  upon  the  renal  disease, 
but  usually  upon  the  primary  disease.  The  patient  with  amyloid  kidney  is  usu- 
ally correspondingly  cachectic,  and  shows  in  high  degree  a pallid,  anaemic  color 
of  the  skin.  In  some  cases,  however,  such  as  syphilis,  bronchiectasis,  or  unilateral 
contraction  of  the  lung,  the  condition  of  the  nutrition  may  remain  tolerably  good 
for  a long  time. 

The  symptoms  which  point  to  a co-existing  amyloid  degeneration  in  other 
organs  beside  the  kidneys  are  of  great  diagnostic  significance.  The  symptoms  in 
the  liver  (enlargement,  abnoi'mal  firmness,  and  a hard,  sharp  lower  edge  to  the 
organ),  the  spleen  (enlargement  and  hardness),  and  intestines  (diarrhoea)  ai-e  clin- 
ically important  in  this  respect.  The  explanation  of  the  diarrhoea  is,  of  course, 
usually  difficult,  since  it  may  often  depend  upon  tubercular  intestuial  ulcere  as  well 
as  upon  amyloid  of  the  intestines. 

We  can  scarcely  make  more  general  statements  in  regard  to  the  w^holo  couree 
and  the  duration  of  amyloid  kidney,  since  the  form  of  the  primary  disease  is  to  be 
especially  considered  in  these  cases.  In  regard  to  the  time  that  it  takes  for  an 
amyloid  degeneration  to  develop  in  an  existing  primary  disease,  the  degeneration 
is  certainly  present  sometimes  after  a few  months.  Of  couree,  it  is  hardly  ever 
possible  to  determine  its  onset  accurately,  since  the  first  beginnings  of  amyloid 
degeneration  in  the  kidneys  do  not  usually  permit  themselves  to  be  recognized  at 
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once  by  the  appearance  of  albuminuria  {vide  supra).  The  duration  of  amyloid 
kidney  varies  very  much  according  to  the  severity  of  the  case;  it  may  last  only 
a few  weeks  or  months  until  death,  while  other  cases  have  certainly  lasted  for  a 
year,  especially  in  amyloid  contracted  kidney. 

The  prognosis  of  amyloid  kidney  is  in  most  cases  utterly  unfavorable,  which  is 
due  mainly  to  the  incurability  of  the  primary  disease;  but  trustworthy  observers 
have  repeatedly  iiroved  that,  when  the  primary  disease  is  curable,  as  with  syphilis 
and  many  chronic  suj>purations,  an  already  developed  amyloid  kidney  can  be 
completely  restored. 

The  diagnosis  of  amyloid  kidney  can  he  made  with  quite  great  certainty  when 
the  evident  signs  of  a renal  affection  are  added  to  those  diseases  which  we  know 
empirically  often  give  rise  to  the  development  of  amyloid  degeneration.  Whether 
in  such  cases  we  have  a pure  amyloid  or  a pure  nephritis,  or  a combination  of  the 
two,  can  be  decided  with  some  certainty  only  from  the  condition  of  the  urine : a 
clear  urine,  containing  but  few  morphological  elements,  but  rich  in  albumen, 
points  to  amyloid,  while  a lai’ge  number  of  casts  and  red  and  white  blood-corpus- 
cles in  the  urine,  point  to  the  presence  of  inflammatory  changes  in  the  kidney.  A 
vei’y  characteristic  symptom  of  many  cases  of  amyloid  Iddney,  and  one  that  is 
therefore  of  diagnostic  value,  is  the  rapid  and  frequent  change  in  the  amount  of 
the  urine  and  in  the  amount  of  albumen  in  it  (Wagner).  An  accurate  diagnosis 
of  the  anatomical  changes,  however,  is  hardly  ever  to  he  made  with  certainty,  and 
at  most  can  be  made  only  by  attention  to  the  whole  course  of  the  disease. 

A very  material  support  for  the  diagnosis  of  amyloid  kidney,  and  therefore  one 
which  should  always  be  looked  for,  is  the  discovery  of  amyloid  in  other  organs. 
We  have  briefly  mentioned  above  the  most  important  symptoms  in  the  liver,  the 
spleen,  and  the  intestines  referable  to  this  point. 

Treatment. — Only  the  treatment  of  the  primary  disease  can,  of  course,  be  con- 
sidered, both  as  a prophylactic  and  also  as  a causal  indication.  In  many  sm’gical 
cases,  and  also  in  the  cases  of  amyloid  in  syphilis,  there  is  a possibility  of  this  (as 
by  iodide  of  potassium)  ; but  otherwise  we  try  to  improve  the  primajy  disease  as 
far  as  is  possible. 

In  other  respects  the  treatment  is  purely  hygienic  and  symptomatic.  We  must 
try  to  strengthen  the  patient  as  much  as  possible  by  good  food  and  the  exhibition 
of  preparations  of  iron  and  quinine.  The  use  of  iodide  of  iron  is  to  be  recom- 
mended. In  a symptomatic  point  of  view  the  same  remedies  are  used  as  in  other 
renal  diseases. 


CHAPTER  VI. 

PURULENT  NEPHRITIS  AND  PERINEPHRITIS. 

{Renal  Abscess.) 

iEtiology. — Although  in  the  forms  of  nephritis  so  far  described  the  occui'rence 
of  intemtitial  accumulations  of  gi’anular  matter  has  been  repeatedly  mentioned, 
none  of  them  ever  come  to  genuine  suppuration — that  is,  to  a purulent  liquefac- 
tion of  tissue,  a true  ab.scess-fonnation.  The  origin  of  a puinilent  nephritis  is, 
rather,  always  associated  with  the  entrance  of  perfectly  definite  morhid  irritants 
into  the  kidneys.  These  are  invariably  organized  and  their  special  peculiai-ity  is 
to  excite  a purulent  inflammation. 

There  ai’e  two  chief  ways  thi-ough  which  the  morbid  irritants  may  reach  the 
kidneys — the  arterial  blood-current  and  the  urinary  passages.  The  first-mentioned 
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means  of  entrance  is  to  be  considered  in  all  the  cases  of  purulent  nephritis  which 
come  on  as  one  symptom  of  pysemic  processes  and  certain  forms  of  ulcerative 
endocarditis  (see  page  112  on  the  point).  Far  more  rarely  purulent  nephritis 
develops  in  this  way  as  a complication  in  other  diseases,  such  as  dysentery.  Puru- 
lent nephritis  also  occurs  in  actinomycosis  (Israel). 

The  excitants  of  inflammation  take  the  second  path  in  those  cases  where  a 
purulent  nephritis  follows  an  inflammation  of  the  lower  urinary  passages,  the 
pelvis  of  the  kidney,  the  bladder*,  etc.  Here  the  bacteria,  which  almost  always 
enter  du-ectly  into  the  urinary  jrassages  (the  urethra  and  bladder)  from  without, 
pass  gradually  upward  from  the  bladder  through  the  ureters  to  the  pelvis  of  the 
kidney;  from  this  they  enter  the  apertures  of  the  collecting  tubes  and  the  lu’inif- 
erous  tubules  of  the  Iddney,  everywhere  exciting  a purulent  inflammation.  We 
therefore  term  these  forms  of  purulent  nephritis — with  regard  to  their  origin — 
purulent  pyelo-nephritis. 

We  must  remark  in  conclusion  that  a purulent  nephritis  may  arise  in  direct 
wounds  of  the  kidney  from  infection  of  the  wound;  this  is  usually  associated 
with  a perinephi’itic  suppuration  {vide  infra). 

Pathology. — Purulent  nephritis  shows  quite  charactei'istic  peculiarities  and 
differences  according  to  its  mode  of  origin.  (We  omit  traumatic  abscesses  here.) 

The  renal  abscesses  in  pyaemia  and  analogous  diseases  are  usually  focal  suppu- 
rations, which  only  exceiffionally  attain  a great  extent,  but  which  are  usually  to  be 
recognized  with  the  naked  eye  as  numerous  little  yellowish  dots  or  lines,  scattered 
over  the  whole  kidney,  about  half  a millimetre  or  a millimetre  in  diameter.  On 
microscopic  examination,  these  nodules  prove  to  be  genuine  httle  abscesses,  in 
whose  territory  the  renal  tissue  proper  is  completely  destroyed.  In  the  middle 
of  them  we  often  find  the  originating  colony  of  micrococci,  the  “micrococci 
embolus,”  seated  in  a central  vessel.  The  conditions  are  still  plainer  if  wo  exam- 
ine the  eai'her  stage  of  the  process.  We  find  vessels  (the  loops  of  the  glomeruli, 
or  the  encircling  capillaries),  which  are  completely  plugged  with  micrococci,  and 
in  whose  vicinity  the  renal  tissue  is  still  perfectly  normal.  We  further  see  analo- 
gous spots  where  the  renal  tissue  is  already  necrosed  in  the  vicinity  of  the  colony 
of  micrococci,  and  is  infiltrated  with  emigrated  cells.  These  nodules  show,  finally, 
a continuous  transition  to  the  completed  abscess,  which  is  often  surrounded  by  a 
hypermmic  or  even  a hmmorrhagic  areola. 

In  purulent  pyelo-nephritis  the  renal  abscesses  appear  somewhat  different 
The  abbesses  also  have  a characteristic  striated  appearance,  corresponding  to  the 
drstribution  of  the  inflammation  along  the  straight  tubules.  They  often  extend 
from  the  point  of  the  renal  papilla  through  the  cortex  to  the  surface  of  the  organ, 
so  that  from  the  outside  we  see  the  abscesses,  appeai-ing  through  as  yellowish 
points.  The  broader  abscesses  arise  from  the  confluence  of  neighboring  strim. 
The  microscope  shows  that  the  purulent  inflammation  arises  from  the  vessels  of 
the  interstitial  tissue,  m whose  territory  the  uriniferous  tubules  are  of  course 
^ micrococci  form  the  most  interesting  feature.  These 

settle  origmally  111  the  uriniferous  tubules  and  are  the  special  cause  of  the  necrosis 

mflaniination.  Pyelo-nephritis,  indeed,  was  one  of  the  first 
dis^se.s  for  which  KIcbs  discovered  a bacterial  origin. 

Clmical  Symptoms.-We  can  speak  very  briefly  here  in  regard  to  the  clinical 

th^s  3o”L^“7  r never  be  sharply  separated  from 

aW  ^ i ^ P''miary  disease.  The  iiyceniic  renal  abscesses,  and  the 

soSrthlh- nr?  " lordly  ever  cause  special  clinical  symptoms, 

do  lt  usu a r?  ' nn  the  autopsy-table.  Since  the  abLsse 
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The  clinical  symptoms  of  pyelo-nephritis  also  depend  less  upon  the  nephritic 
abscesses  than  upon  the  previous  and  accompanying  pyelitis  and  cystitis.  We 
will  therefore  return  to  renal  abscesses  in  the  description  of  these  diseases. 

Perinephritic  (Paranephritic)  Abscess. 

Perinephritic  abscess  is  the  name  given  to  suppurations  in  the  vicinity  of  the 
Iddney,  especially  in  its  fatty  capsule  or  in  the  peri-renal  connective  tissue.  Apart 
from  any  traumatic  origin  for  such  abscesses,  they  develop  most  frequently  as  a 
result  of  purulent  nephidtis  or  purulent  pyelitis.  The  escape  of  pus,  which  involves 
the  surrounding  tissue  in  the  inflammation,  may  come  from  the  ureter  or  pelvis  of 
the  Iddney,  or  from  the  kidney.  The  special  form  of  primary  disease  differs  very 
much ; it  may  be  either  simple  purulent  pyelitis,  or  pyelitis  from  renal  calculi,  or 
sometimes  tubercular  processes  and  new  growths  that  finally  suppurate,  such  as 
cancer,  or  echinococci.  The  peri-renal  suppuration  may  also  take  its  start  from  the 
other  organs  in  the  neighborhood.  Thus  cases  have  been  seen  in  which  the  peri- 
nephritis followed  a perityphiitic  abscess,  a hepatic  abscess,  or  a psoas  abscess  after 
vertebral  disease.  Perinephritic  suppuration  may  also  be  due  to  actinomycosis. 

In  many  cases  of  this  sort  the  accumulation  of  pus  is  so  considerable  that  there 
LS  a protrusion  in  the  lumbar  region  exactly  like  a tumor.  This  is  at  first  only 
obscm’e;  but  later  the  skin  becomes  cedematous  there,  it  constantly  protrudes  more 
and  more,  it  assumes  an  inflammatory  hyperasmic  redness,  until  finally  a definite 
fluctuation  shows  the  advance  of  the  abscess  uji  to  the  skin.  In  other  cases  the 
inflammatory  swelling  extends  forward  into  the  iliac  fossa;  then  there  is  also 
abnormal  resistance  and  dullness  above  Poupart’s  ligament.  The  swelling  may 
also  extend  upward  toward  the  diaphragm,  so  that  the  diaphragm  is  crowded 
upward,  giving  rise  to  marked  dyspnoea.  The  relations  of  the  swelling  to  the 
descending  colon  are  sometimes  the  same  as  in  new  growths  of  the  kidney  (com- 
pare Chapter  VIII). 

Beside,  the  swelling,  there  is  almost  invariably  a very  great  pain  in  the 
affected  region,  either  spontaneous  or  on  pi*essure.  If  the  swelling  presses  on  the 
large  nerve-trunks  in  the  vicinity,  it  produces  severe  shooting  pains  in  the  leg  of 
the  same  side,  and  sometimes  a numb  feeling  and  paresis.  The  leg  is  then  often 
kept  in  a position  similar  to  that  in  coxitis.  , 

The  condition  is  almost  always  associated  with  fever,  which  shows  the  charac- 
teristic remitting  or  intermitting  type  of  most  suppurative  fevers,  and  may  be 
interrupted  by  occasional  chills  with  a marked  rise  of  temperature.  The  patient 
becomes  veiy  much  debilitated  and  emaciated  by  the  fever  and  the  pain,  and  he 
may  finally  fall  into  a sad  general  condition.  The  m’ine  contains  pus  only  when 
the  abscess  communicates  in  some  way  with  the  urinary  passages. 

Recovery  can  take  place  only  when  the  abscess  is  evacuated  through  some 
external  channel.  Except  for  operative  procedures,  the  spontaneous  escape  of  pus 
through  the  skin  is  the  most  favorable;  this  most  frequently  takes  place  in  the 
lumbar  region,  or  more  rarely,  like  a psoas  abscess,  under  Poupart’s  ligament. 
Sometimes  persistent  flstulae  are  left  after  such  a rupture.  The  rupture  of  the 
abscess  into  the  intestine  (the  colon)  has  also  been  observed,  with  an  evacuation 
of  pus  by  the  bowels,  and  also  ruptures  into  the  bladder,  the  pleural  cavity,  and 
the  iieritoneum.  We  need  not  here  discuss  in  detail  under  what  circum.stances 
death  may  ensue ; it  comes  on,  in  many  cases,  after  the  disease  has  lasted  a con- 
siderable time. 

The  diagnosis  is  based  chiefly  upon  the  swelling,  the  tenderness,  the  fever,  and 
a consideration  of  the  mtiological  factors.  The  disease  may  be  confused  with 
hydro-nephrosis,  psoas  abscess,  or  solid  renal  tumors.  The  result  of  an  explora- 
tory puncture  is  sometimes  decisive  in  such  cases. 
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The  only  treatment,  apart  from  the  fulfillment  of  any  symptomatic  indications, 
is  sm-gical,  and  consists,  if  possible,  in  opening  and  draining  the  abscess.  The 
success  depends  chiefly  upon  the  patient’s  general  condition,  and  the  form  of  the 
primary  disease.  The  details  are  to  be  found  in  the  text-books  of  surgery. 


CHAPTER  VH. 

k 

DISTURBANCES  OF  OIROULATION  IN  THE  KIDNEYS. 

1.  The  Congested  Kidney. — Although  local  impediments  to  the  fiow  of  venous 
blood  from  the  kidneys,  as  from  thrombosis  of  the  renal  veins,  hardly  ever  attain 
a clinical  significance,  the  participation  of  the  kidneys  in  a general  venous  stasis, 
as  it  is  chiefly  seen  in  heart  disease  (compare  page  300),  pulmonary  emphysema, 
etc.,  is  of  great  diagnostic  importance,  since  we  possess  in  the  condition  of  the 
urine  quite  an  accurate  measure  of  the  intensity  as  well  as  of  the  increase  and 
decrease  of  the  stasis. 

The  congested  kidney  is  easily  recognized  anatomically.  The  organ  is  often 
somewhat  enlarged,  it  feels  firmer  than  normal,  and  shows,  both  on  its  surface 
and  on  section,  a dark,  hluish-red  color — “ cyanotic  induration.”  The  medullary 
substance  is  usually  darker  than  the  cortex.  Under  the  microscope  we  see  con- 
siderable dilatation  and  a tense  fullness  of  the  veins  and  capillaries.  The  paren- 
chyma is  normal,  hut  in  more  advanced  cases  it  may  show  a beginning  fatty 
degeneration  of  the  epithelium,  which  is  a result  of  the  defective  arterial  blood- 
supply.  Interstitial  changes  are  usually  absent. 

The  clinical  symptoms  of  congested  kidney  concern  only  the  changes  in  the 
urine.  The  amo\mt  of  urine  diminishes,  corresponding  to  the  diminution  of  the 
arterial  pressure  and  the  diminished  rapidity  of  the  blood-current.  Only  twenty 
or  twenty-five  oimces  (800-500  c.  c.),  or  less,  are  secreted  daily.  The  urine  is  also 
more  concentrated  and  darker  than  normal,  and  often  has  an  abundant  sediment 
of  uric  acid  or  urates.  If  nutritive  disturbances  have  begun  in  the  epithelium  of 
the  glomeruli  as  a result  of  stasis,  the  urine  is  also  albuminous,  hut  the  amomit  of 
albumen- in  pure  congested  kidney  is  always  slight — about  one  tenth  to  one  sixth 
of  the  volume.  The  urine  often  contains,  besides,  a few  hyaline  casts,  and  a few 
white  and  red  blood-corpuscles,  the  latter  pointing  to  little  congestive  haemor- 
rhages. 

If  the  changes  mentioned  come  on  as  one  symptom  of  a general  venous  stasis, 
and  ai’e,  accordingly,  often  associated  with  cyanosis,  and  dropsy,  the  diagnosis  of 
congested  kidney  can  he  made  with  certainty.  If  we  succeed  in  restoring  the  cir- 
culation by  appropriate  remedies,  such  as  digitalis,  the  urine  at  once  becomes  more 
abundant  and  clearer  and  its  albumen  disappears.  Otherwise  the  symptoms  of 
the  urine  of  passive  congestion  last  until  the  patient’s  death. 

2.  Embolic  Infarction  in  the  Kidneys. — Since  the  renal  infarction,  although  it 
has  great  pathological  interest,  is  hardly  ever  of  clinical  significance,  we  will  limit 
ourselves  here  to  a brief  description  of  the  most  essential  points. 

If  one  of  the  smaller  renal  arteries  is  plugged  by  an  embolus  in  heart  disease, 
the  affected  portioTi  of  the  organ  cut  off  from  the  circulation  must  perish,  since 
all  the  renal  arteries  are  terminal  arteries.  The  epithelium  undergoes  the  well- 
known  changes  of  coagulation  necrosis,  disappearance  of  the  nuclei  of  the  cells, 
and  disintegration,  and  the  tissue  becomes  entirely  or  in  part  a hcemorrhagic 
infarction  (compare  page  300).  In  this  way  arise  the  characteristic  wedge- 
shaped,  red,  hoemorrhagic  infarctions  in  the  kidney,  or  far  more  frequently  the 
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yellowish-gray,  anaemic  infarctions,  often  surrounded  by  a hasmorrhagic  areola, 
the  base  of  which  is  at  the  surface  of  the  Iddney ; the  base  may  reach  a width  of 
half  a centimetre  to  a centimetre  or  more,  while  its  apex  extends  a varying  dis- 
tance  into  the  cortex,  or  even  into  the  medullary  substance.  Later  on  the  gradu- 
ally disintegrated  tissue  of  the  infarction  is  absorbed,  round  cells  emigrate  from 
\vithout  into  the  region  destroyed,  and  a shrunken  connective-tissue  cicatrix  grad- 
ually develops  in  place  of  the  former  infarction.  Many  kidneys  may  have  such  a 
granular  surface  from  numerous  infai’ction  cicatrices  that  they  may  be  appro- 
priately termed  “embolic  contracted  kidneys.” 

The  anatomical  processes  just  briefly  described  cause  in  most  cases  no  special 
clinical  symptoms  at  all.  Only  in  a few  cases  does  a slight  amount  of  blood  in 
the  urine  seem  to  depend  on  the  development  of  a hfemorrhagic  infarction  in  the 
kidneys,  so  that  when  a cause  for  embolic  processes,  like  heart  disease,  is  present, 
we  may  sometimes  entertain  the  suspicion  of  the  development  of  a renal  infarction 
during  life.  In  a few  cases  the  development  of  a large  renal  infarction  may  be 
accompanied  by  a sudden  severe  pain  in  the  renal  region. 

The  embolic  processes  in  the  kidney  never  demand  special  treatment. 


CHAPTER  VIII. 

NEW  GROWTHS  IN  THE  KIDNEYS. 

Of  the  primary  forms  of  tumor  occurring  in  the  kidney,  two  especially  claun 
our  interest ; cancer  of  the  kidney  and  congenital  sarcoma.  The  latter  is  of  great 
importance  in  regard  to  the  genei’al  theory  of  tumors,  since  it  points  definitely  to 
the  development  of  the  new  growth  from  scattered  portions  of  embryonic  tissue. 
Striped  muscular  fibers  hkve  been  repeatedly  found  in  tumors  consisting  otherwise 
of  round  or  spindle  cells,  from  which  the  name  of  ^Rhabdomyoma'"  has  been 
chosen  for  these  tumors.  Since  there  are  no  muscular  fibers  in  the  kidney  itself, 
their  occurrence  in  the  tumoi-s  points  undeniably  to  disturbances  of  development. 
This  theory  obtains  a further  interesting  conhimation  from  our  own  observation 
of  the  development  of  left-sided,  and,  probably,  congenital  renal  sarcoma  in  two 
brothers.  Both  children  died  when  between  two  and  three  years  of  age,  and  the 
autopsy  gave  almost  precisely  the  same  lesion  in  both : . numerous  metastases  in 
the  liver  and  lungs,  beside  a new  growth  almost  as  large  as  a child  s head  in  place 

of  the  left  kidney.  • i i 

Renal  cancer  is  also  remarkably  frequent,  comparatively  spealang,  in  children 
under  four  years  of  age,  and  about  equally  common  in  the  two  sexes,  although,  of 
course,  we  find  renal  cancer  in  persons  of  more  advanced  years.  Usually  only 
one  kidney  is  affected,  chiefly  the  left,  as  it  seems,  but  the  new  growth  has  some- 
times been  found  in  both  kidneys.  In  its  character,  renal  cancer  belongs  either  to 
the  denser  or  to  the  softer,  medullary  form.  It  may  permeate  the  whole  kidney 
and  change  it  to  a large  tunior,  weighing  fifteen  or  twenty  pounds  (fiye  or  ten 
kilogi-ammes).  Softening  and  haemorrhage  very  often  take  place  within  the 
tumor  The  proliferation  has  been  repeatedly  observed  to  extend  to  the  neighbor- 
ing parts,  especially  the  pelvis  of  the  kidney,  and  metastases  also  form  in  other 

organs,  as  in  the  liver  or  the  lungs.  , , e • 

The  clinical  symptoms  of  renal  tumor  are  entii-ely  absent,  or  of  a veiy  indefi- 
nite nature,  in  the  first  period  of  the  disease. 

repeatedly  given  as  the  first  symptom,  but,  of  course,  this  is  hardly  evei  of  ‘ieto 
significance.  The  diagnosis  almost  always  first  takes  a definite  direction  by 
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appearance  of  a palpable  tumor.  This  develops  in  the  lumbar  and  lower  lateral 
abdominal  region,  constantly  extending  from  this  point  upward  and  inward.  As 
stated  above,  both  carcinoma  and  sarcoma  of  the  kidney  may  cause  enormous 
tumors,  especially  in  children,  which  may  make  the  whole  abdomen  protrude  to 
a marked  degree.  The  tumor  feels  dense,  and  either  smooth  or  rough,  and  it 
does  not  move  with  the  respiration.  The  relation  of  the  tumor  to  the  descend- 
ing colon  in  left-sided  renal  tumors  is  not  unimportant  in  diagnosis.  Since  the 
latter  is  pressed  forward  by  the  growth  of  the  tumor,  and  thus  gets  into  a position 
between  the  new  growth  and  the  anterior  abdominal  wall,  we  can  often  succeed  in 
making  out  by  percussion,  and  sometimes  even  by  palpation,  that  the  affected  por- 
tion of  intestine,  and  sometimes  even  a loop  of  small  intestine  besides,  is  drawn 
forward  over  the  tumor ; the  percussion  may  vary  as  the  large  intestine  is  empty 
or  full.  In  right-sided  renal  tumors  analogous  conditions  may  also  be  present, 
but  they  are  rarer.  The  liver  is  then  sometimes  pushed  to  the  left. 

In  many  cases  of  renal  tumor  the  urine  shows  no  abnormal  conditions  at  all, 
since  its  secretion  is  performed  compensatorily  by  the  other  healthy  kidney.  In 
carcinoma  of  the  kidney  it  sometimes  presents,  however,  one  valuable  sign  for 
diagnosis — namely,  an  admixture  of  blood.  This  hmmaturia  often  comes  on  very 
early,  even  before  there  is  any  tumor  to  be  felt.  It  is  repeated  either  frequently 
or  only  rarely  in  different  cases,  and  sometimes  it  is  entirely  absent.  The  haem- 
orrhage is  associated  with  colicky  pains  only  when  large  clots  have  to  pass  through 
the  urinary  passages.  It  is  a remai’kable  fact  that  in  a few  cases  the  blood,  as  it 
seems,  may  come  from  stasis  in  the  healthy  kidney,  which  is  very  hyperaemic. 
Sometimes,  but  very  rarely,  small  particles  and  shreds  of  tissue  from  the  disin- 
tegrated-new  growth  may  be  found  in  the  urine. 

The  general  symptoms  are  often  very  late  at  first,  especially  in  children ; but 
finally  a general  condition  of  marasmus  almost  always  develops.  A constant  and 
great  frequency  of  the  pulse  is  often  striking.  We  must  also  mention  the  peculiar 
symptoms  several  times  observed,  that  in  girls  with  congenital  renal  tumors  there 
is  an  abnormally  early  development  of  the  pubic  and  axillaiy  hair,  and  sometimes 
a peculiar  pigmentation  of  the  skin  (Kiihn).  We  need  not  mention  in  detail  the 
.symptoms  of  compression  of  neighboring  organs  by  the  tumor,  which  may  develop 
in  different  ways. 

The  diagnos^  of  renal  tumor  may  be  made  with  quite  great  certainty  in  many 
cases.  The  position  of  the  tumor,  its  immobility,  its  relation  to  the  large  intestine, 
and,  especially,  our  general  experience  as  to  the  occurrence  of  renal  tumors  in 
children,  lead  us  at  once  to  think  of  the  correct  diagnosis.  In  older  people  renal 
hemorrhages,  which  are  otherwise  inexplicable,  must  direct  our  suspicions  towai’d 
the  possibility  of  a renal  cancer.  Renal  tumors  may,  of  course,  often  be  mistalcen 
or  retroperitoneal  glandular  tumoi-s,  ovarian  tumors,  large  psoas  abscesses,  or 
splenic  tumors.  The  differential  diagnosis  must  accordingly  be  cai*efully  con- 
sidered in  every  case. 


The  prognosis  is,  of  course,  always  unfavorable.  The  disease  sometimes  lasts 
only  a few  months,  sometimes  a year  or  two,  rarely  longer. 

The  treatment  must  in  most  cases  be  purely  symptomatic.  Tlie  only  expecta- 
tion of  success  lies  in  the  operative  removal  of  tlio  new  growth,  the  detaUs  of 
wnich  are  to  be  found  in  the  later  writings  on  renal  surgery. 
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CHAPTER  IX. 

PARASITES  OF  THE  KIDNEYS  AND  OF  THE  URINARY  PASSAGES. 

CHYLURIA, 

Echinococcus  of  the  Kidney.* — Echinococcus  cysts  have  been  repeatedly  found 
in  the  kidney,  although  much  more  rarely  than  in  the  liver.  Usually  only  one 
kidney  is  afiPected,  and  the  parasite  is  generally  situated  in  the  renal  substance 
itself,  only  exceptionally  between  it  and  the  capsule  of  the  kidney.  The  size  of 
the  echinococcus  cysts  may  be  very  considerable,  the  diameter  reaching  to  twenty 
centimetres  or  more. 

Clinical  symptoms  usually  first  appear  when  the  tumor  can  be  felt  through  the 
abdominal  walls.  Subjective  symptoms  may  even  then  he  entirely  wanting.  Pain 
on  pressure  develops  gradually  later.  The  tumor  usually  has  an  approximately 
globular  shape.  Its  relations  to  the  neighboring  organs,  especially  to  the  colon, 
are  the  same  as  we  have  learned  to  recognize  in  the  preceding  chapter,  in  the 
description  of  cancer  of  the  kidney.  The  feeling  of  the  so-called  “ hydatid  thi’ill,” 
from  a sudden  impulse  on  the  tumor  with  the  palm  of  the  hand  against  it  on 
palpation,  is  characteristic  of  echinococcus,  but,  unfortunately,  it  is  but  seldom 
manifest. 

It  happens  rather  frequently  that  the  sac  of  the  echinococcus  bursts  into  the 
pelvis  of  the  kidney.  Then  single  echinococcus  cysts,  or  at  least  bits  of  membrane, 
hooks,  etc.,  are  passed  with  the  uidne,  usually  with  severe  colicky  pains,  which  are 
exactly  like  the  renal  colic  from  the  passage  of  a calculus.  Such  attacks  may  be 
often  repeated,  and  may  form  a very  severe  type  of  disease  by  obstructing  the 
urinary  passages — the  bladder  and  urethra.  In  such  cases  the  symptoms  of  a sec- 
ondary pyelitis  and  cystitis  are  often  added. 

Perforations  in  other  directions  are  much  rarer.  The  rupture  of  a renal  echi- 
nococcus into  the  lungs  has  sometimes  been  observed,  the  patient  coughing  up 
echinococcus  cysts. 

Sometimes,  especially  after  injuries,  the  sac  of  the  ecMnococcus  infiames,  sup- 
purates, and  thus  leads  to  a general  ijysemic  condition. 

The  diagnosis  of  renal  echinococcus  is  possible  only  when  a tumor  can  be  made 
out  belonging  to  the  kidney,  and  when  portions  of  echinococcus  are  passed  with 
the  urine,  or  through  an  exploratory  pimcture.  They  are  most  frequently  con- 
founded with  hydronephrosis  {vide  infra)^  and,  in  women,  with  ovarian  tumors. 

The  prognosis  is  not  wholly  unfavorable.  Permanent  recovery  has  been 
repeatedly  observed,  especially  after  the  rupture,  or  single  or  repeated  evacuations 
of  the  sac  of  the  echinococcus ; but,  of  course,  echinococcus  of  the  kidney  may 
also  be  attended  with  numerous  dangers,  such  as  suppuration  of  the  sac.  The 
whole  course  of  the  disease  is  always  very  tedious. 

A radical  treatment  is  possible  only  by  surgical  means.  Symptomatically,  ice 
and  local  blood-letting  are  used  when  there  are  symptoms  of  local  mfiammation; 
and  morphine,  warm  baths,  and  sometimes  mechanical  aids,  like  the  catheter,  when 
there  are  symptoms  of  colic. 

2.  Distoma  Hsematobium  (see  Fig.  113)  is  a parasite,  occurring  frequently  in 
Egypt  and  Abyssinia ; it  is  one  of  the  fluke-worms  (hematodes),  and  has  its  seat 
in  the  branches  of  the  iiortal  vein,  the  splenic  vein,  the  vesical  jilexus,  etc.,  and 
is  nourished  by  the  blood.  Its  eggs  are  often  deposited  in  great  numbers  in  the 
mucous  membrane  of  the  pelvis  of  the  kidney,  the  ureters,  and  the  bladder,  and 


* In  regard  to  the  general  natural  history  of  the  eohinoeoccus,  compare  page  494. 
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there  cause  very  intense  inflammation,  ulceration  ’with  subsequent  stricture,  deposit 
of  concretions,  etc.  Many  cases  of  the  so-called  ti-opical  hsematuria  are  caused  by 
the  distoma.  The  diagnosis  of  the  disease  can  be  made  with  certainty  by  finding 
the  eggs  in  the  urine. 


Fig  113.— Distoma  hcematobium  (from  Leuckart).  a.  Male  and  female,  the  latter  In  the  canahs  gyns- 

cophprus  of  the  former.  Ten  diameters.  6.  Egg  with  a terminal  spine,  c.  Egg  with  a lateral  spine. 

IW  diameters. 

3.  Strongylus  or  Eustrongylus  Gigas  {palisade  worm)  is  a parasite  occurring 
I in  the  pelvis  of  the  kidney  in  many  animals — the  dog,  the  wolf,  the  marten,  and 
• very  rarely  in  man.  In  size  and  color  it  is  not  unlike  an  ordinary  earth-worm. 

It  may  produce  symptoms  of  severe  pyelitis,  with  haemorrhages,  and  colicky 
pains. 

4.  Filaria  Sangpiinis  Chyluria. — The  blood  filaria  of  man,  belonging  to  the 
round-worms,  has  obtained  a special  clinical  interest,  since  it  is  recognized,  from 
the  investigations  of  Wucherer  in  Bahia  in  1868,  and  of  Lewis  in  the  East  Indies 
in  1870,  as  the  cause  of  the  trojiical  chyluria  and  some  allied  diseases,  such  as 
lymph  scrotum,  elephantiasis  Arabum,  and  chylous  ascites. 

The  full-grown  fllai’ia,  ‘■'■filaria  Bancrofti,'''  a very  thin  worm,  about  tliree  or 
four  inches  long,  has  been  found  only  a few  times  in  man.  Its  seat  is  in  the 
larger  lymphatics,  where  it  gives  rise  to  chronic  stasis  of  the  lymph  with  its  conse- 
quences— chronic  hyperplasia  of  the  connective  tissue,  etc.  In  the  affection  which 
here  especially  interests  us,  chyluria,  the  parasites  are  probably  situated  in  the 

■ main  branches  of  the  thoracic  duct — at  any  rate,  in  such  a place  that  a stasis  of 

■ the  lymph  ensues  in  the  lymphatics  of  the  bladder,  or  perhaps,  in  some  cases,  of 
' the  pelvis  of  the  kidney  and  the  other  urinary  passages.  If  the  distended  lymph- 

sac  ruptures,  the  lymph  or  chyle  is  poured  out  into  the  urinary  passages  and  is 
evacuated  with  the  urine.  Since  this  process  may  be  often  repeated,  the  inter- 
' mittent  course  of  chyluria  is  thus  explained.  The  individual  attacks  of  the  disease 
may  come  on  during  years  at  intervals  of  weeks  or  months.  They  are  often  asso- 
i ciated  with  pain  and  febrile  symptoms. 

I The  condition  of  the  urme,  which  in  many  cases  may  look  almost  exactly  like 
\ milk,  is  most  characteristic.  A creamy  layer  of  fat  forms  upon  the  surface.  If  we 
, shake  the  urine  with  ether,  the  greatei’  part  of  the  fat  can  be  removed,  and  the 
I urine  rendered  clear.  The  fat  in  the  urine  may  amount  to  two  or  three  per  cent. 

' T'he  chyluria  is  often  associated  with  a hajinaturia  coming  from  the  ruptured 
^ veins.  The  urine  then  looks  bloody  red,  and  shows  under  the  mici’oscope  many 
I red  blood-corpuscles  beside  the  fat-drops.  Largo  clots  often  form  in  the  urine. 

..  The  embryos  of  filaria,  found  in  the  urine  in  very  many  cases,  although  not  in 
all,  form  the  most  important  diagno.stic  feature  in  the  urine.  These  (see  Fig.  114) 
are  objects  two  to  three  tenths  of  a millimetre  long,  with  a diameter  about  equal 
' to  that  of  a red  blood-corpuscle.  They  are  usually  imbedded  in  a very  delicate 
f sheath,  which  often  projects  at  the  end  of  the  animal,  and  show  a constant,  vigor- 
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ously  vibrating  motion.  They  have  also  been  found  in  the  blood  of  the  patient, 

as  well  as  in  the  urine,  and,  strange  to  say, 
especially  during  the  night. 

The  coui’se  of  the  filaria  disease  may 
vary  considerably.  Many  patients  reach 
an  advanced  age ; in  othere,  severe  general 
symptoms,  like  anaemia  and  emaciation, 
finally  come  on.  The  different  forms  in 
which  the  disease  occurs  — chyluria,  ele- 
l^hantiasis,  etc. — are  combined  in  manifold 
ways. 

The  region  of  the  geographical  distribu- 
tion of  the  disease  hes  almost  wholly  in 
hot  countries.  It  has  so  far  been  most  fre- 
quently observed  in  BrazU,  the  Antilles, 
the  East  Indies,  China,  Japan,  Egypt,  Cape 
Colony,  and  Australia.  Notliing  definite 
is  yet  known  of  the  precise  mode  of  inva- 
sion of  the  parasites.  According  to  Man- 
son’s  investigations,  mosquitoes  play  an  im- 
portant part  here. 

In  regard  to  treatment,  apart  from'  any 
surgical  interference,  we  may  try  pici'o- 
nitrate  of  potassium,  three  to  ten  grains 
(grm.  0-2-0-5),  in  pills  or  capsules,  several 
times  a day  (Scheube). 


Fig.  114.— (From  Scheube.)  Embryos  of 
filaria. 


CHAPTER  X. 

MOVABLE  KIDNEY  (FLOATING  KIDNEY,  REN  MOBILIS). 

.Etiology. — Although  mider  normal  conditions  the  kidney  is  fixed  firmly  in  its 
position  by  its  fatty  capsule,  over  which  the  peritoneum  is  tightly  di’awn,  and  by 
the  diaphragm,  there  is  not  infrequently  a pathological  condition,  in  which  the 
kidney  shows  quite  a high  degree  of  displacement  and  mobility.  The  causes  of 
this  anomaly  are  not  always  quite  clear,  and  there  are  iirobably  different  factors 
which  may  give  rise  to  movable  kidney. 

Fu’st,  perhaps,  a congenital  predisposition  is  often  to  be  considered ; this  may 
be  based  chiefly  upon  an  abnormally  loose  character  of  the  tissue  siu’rounchng  the 
kidney,  and  also  upon  an  abnormal  length  of  the  renal  artery ; but  in  later  life 
it  is  chiefly  the  factors  that  lead  to  a marked  distention  and  laxity  of  the  abdomi- 
nal cavity,  which  further  the  development  of  a movable  kidney.  Frequent 
pregnancies  are  especially  unfavorable  in  this  respect,  which  explains  the  fact 
that  floating  kidney  is  very  much  commoner  in  women  than  in  men.  Sevei’e 
and  persistent  bodily  labor  may  also  give  rise  to  floating  kidney ; in  some  cases, 
too,  injuries  which  affect  the  abdomen,  and  esijecially  the  region  of  the  kidney, 
also  play  a part.  Too  tight  lacing,  and  the  wearing  of  corsets,  have  been  reiJeatedly 
accused  of  gradually  causing  a mobility  of  the  kidney.  Finally,  a loss  in  the 
general  nutrition,  by  which  the  fatty  capsule  of  the  kidney  undergoes  a reduc- 
tion, sometimes  seems  to  favor  the  occurrence  of  movable  kidney. 

We  have  just  mentioned  the  frequent  occurrence  of  floating  kidney  in  women 
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but  some  cases  have  also  been  observed  in  men,  and  even  in  children.  It  is  remark- 
able that  the  right  kidney  shows  the  anomaly  in  question  much  oftencr  than  the 
left,  which  is  possibly  connected  with  the  fact  that  the  right  kidney  may  be  more 
easily  displaced  by  the  respiratory  movements  of  the  liver.  Litten  has  lately 
pointed  out  that'  we  often  find  the  right  kidney  dislocated  upward  in  simple  gas- 
trectasia,  arising  from  immoderate  distention  of  the  stomach,  relaxation  of  the 
muscular  coat  of  the  stomach  as  a result  of  chronic  gastric  catarrh,  etc.  In  such 
cases  the  distended  stomach  and  sometimes  the  duodenum  push  up  the  liver,  and 
with  it  the  right  kidney.  Movable  kidney  can  be  confirmed  in  the  cadaver  only 
when  the  kidney  is  found  in  an  abnormal  position — for  instance,  in  front  of  the 
vertebral  column. 

Clinical  Symptoms  are  not  necessarily  present  in  every  case  of  movable  kidney. 
If  we  examine  old  women  with  special  regard  to  this  point,  we  not  very  rarely 
find  movable  kidneys  without  any  symptoms  caused  by  them.  In  other  cases, 
however,  the  floating  kidney  gives  rise  to  a whole  set  of  symptoms  which  are 
inexplicable  except  by  the  discovery  of  their  cause.  Drawing  and  pressing  pains 
in  the  abdomen  are  the  most  frequent ; these  may  shoot  into  the  epigastrium  or 
into  the  sacral  and  lumbar  region,  and  may  sometimes  assume  almost  a coliclcy 
character.  They  are  also  frequently  associated  with  nausea  and  even  vomiting. 
All  these  disagreeable  sensations  usually  increase  still  more  as  the  patient  moves, 
in  walking  or  riding,  while  they  are  slightest  or  even  disappear  entirely  when  the 
patient  lies  down. 

In  many  cases  of  floating  kidney  more  severe  attacks  come  on  periodically, 
often  at  the  time  of  the  menses;  they  have  been  termed  by  Dietl  “ incarceration 
symptoms.”  They  consist  of  the  sudden  onset  of  pain,  chills  which  may  increase 
almost  to  a rigoi-,  vomiting,  and  symptoms  of  general  collapse.  Diuresis  is  usu- 
ally diminished  during  this  period,  and  increases  only  when  the  attack  ceases— that 
is,  three  or  four  days  later.  The  special  cause  of  these  symptoms  is  to  be  found 
partly  in  circumscribed  inflammatory  changes  in  the  vicinity  of  the  kidney,  but 
chiefly  in  a sudden  urinaj’y  stasis  from  bending  or  twisting  the  ureter.  There 
then  arises  an  acute  hydronejihrosis  whose  attendant  symptoms  disappear  when 
micturition  has  again  become  possible.  In  some  cases  floating  kidney  seems  to 
cause  persistent  hydronephrosis,  with  secondary  pyelitis. 

We  find  quite  frequently  in  women  with  floating  kidney  a line  of  general 
nervous  “ hysterical  ” symptoms— headache,  backache,  mental  irritability,  parms- 
thesiae,  etc.  It  is  often  hard  to  decide  whether  these  symptoms  are  due  to  floating 
kidney  or  are  only  co-ordinate  with  it.  They  often  arise,  at  any  rate,  only  as  a 
result  of  the  mental  condition,  for  the  mere  idea  of  possessing  a “ floating  kid- 
ney ” may  be  enough  in  nervously  disposed  women  to  provoke  a host  of  subjec- 
tive sensations.  Hence  we  must  be  cautious  in  informing  the  patient  of  the  diag- 
nosis. 

Movable  kidney  also  seems  able  sometimes  to  produce  certain  resultant  condi- 
tions by  pressure  on  neighboring  organs.  Thus  Bartels  has  claimed  that  many 
cases  of  dilatation  of  the  stomach  arc  due  to  a compression  of  the  descending 
part  of  the  duodenum  b}’’  the  movable  kidney.  In  an  analogous  way,  jaundice 
may  arise  from  pressure  on  the  gall-ducts,  constipation  from  pressure  on  the  colon, 
oedema  of  the  legs  from  pressure  on  the  inferior  vena  cava,  and  finally  it  has  been 
stated  that  floating  kidney  in  women  may  ho  the  cause  of  abortion.  All  these 
accidents,  at  any  rate,  are  only  rarely  to  he  considered. 

The  diagnosis  of  floating  kidney  can  be  made  only  by  its  objective  discovery, 
it  IS  rather  a theoretical  assumption,  which  is  only  rarely  of  value  in  practice 
t^rtat  we  can  recognize  the  displacement  of  the  kidney  from  its  normal  position’ 
y the  sinking  in  of  the  affected  lumbar  region  (almost  always  the  right),  and 
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by  the  abnormal  clearness  of  the  percussion-note  there.  The  only  certain  proof 
is  feeling  the  kidney  as  a movable  tumor  of  the  proper  size  and  shape  beneath 
the  edge  of  the  right  ribs  or  toward  the  umbilicus  or  the  inguinal  region.  Occa- 
sionally we  can  succeed  in  feeling  the  pulsation  of  the  renal  artery.  Palpation 
of  the  movable  kidney,  however,  is  not  always  equally  easy,  and  generally 
demands  a certain  amount  of  practice.  Bimanual  palpation  and  counterpressure 
in  the  lumbar  region  with  the  left  hand  is  very  advisable.  If  we  can  reach  the 
kidney  with  the  fingers,  we  can  push  it  about  and  often  bring  it  back  into  its 
proper  place. 

In  genei’al,  the  diagnosis  is  not  very  difficult  in  patients  whose  abdominal  walls 
are  lax,  if  the  attention  be  directed  to  the  possibility  of  floating  kidpey.  Of  course 
a positive  result  is  alone  decisive,  while  a negative  result,  or  finding  it  only  once, 
proves  nothing.  In  many  cases,  of  course,  floating  kidney  is  confused  with  other 
sorts  of  tumors,  with  pedunculated  ovarian  cysts,  faecal  tumors,  enlargements  of 
the  gall-bladder,  or  echinococci. 

The  prognosis  is  so  far  favorable  that  the  patient’s  life  is  never  threatened  by 
an  uncomplicated  floating  kidney.  The  symptoms,  are  of  course,  very  obstinate, 
and  may  resist  any  therapeutic  attempts  for  years.  In  advanced  age  they  often 
cease  of  themselves. 

Treatment. — If  there  are  severe  distm’bances  or  “ incarceration  symptoms  ” on 
the  part  of  a floating  kidney,  a quiet  dorsal  decubitus  is  to  be  prescribed;  and 
if  the  kidney  does  not  return  to  its  proper  place  of  itself,  we  should  try  artificial 
reposition,  Avhich  can  be  performed  in  many  cases,  and  which  is  then  attended 
with  success.  If  we  can  not  I'elieve  the  symptoms  in  this  way,  prolonged  warm 
baths,  warm  poultices,  and  opium  must  be  used  as  indicated.  Various  bandages 
provided  with  pads  and  suppoi’ts  are  recommended  to  guai’d  against  a new  dis- 
placement of  the  kidney ; these,  of  course,  sometimes  do  good  service,  but  they  are 
often  useless.  At  all  events,  they  should  be  tried.  The  hope  of  “ removing  the 
laxity  of  tissue”  by  a “tonic  treatment,”  iron  preparations,  cold  rubbing,  etc., 
must  be  illusoiy;  nevertheless,  these  remedies  are  very  much  recommended  in 
practice,  since  they  often  act  very  favorably,  especially  on  tbe  genei’al  nervous 
symptoms,  as  mental  remedies.  Certain  general  hygienic  measures,  especially  the 
avoidance  of  any  great  bodily  movements,  and  care  for  easy  dejections,  are  also 
of  service. 

In  cases  with  veiy  sevei’e,  distressing  symptoms,  surgeons  who  are  fond  of 
operations  have  repeatedly  stitched  the  kidney  to  the  paHetes,  sometimes  with 
success,  sometimes,  too,  without  the  desired  result.  At  any  rate,  the  indication 
for  operation  is  furnished  only  when  the  symptoms  are  very  marked,  and  when 
all  other  remedies  have  been  unsuccessful. 


APPENDIX. 

THE  DISEASES  OP  THE  SUPRA-RENAL  CAPSULES  AND  ADDISON’S 

DISEASE  (BRONZED  SKIN). 

In  the  year  1855  the  English  physician  Addison  published  for  the  flrst  time  a 
list  of  cases  in  which,  besides  the  symptoms  of  a general  bodily  weakness  and 
anaemia,  a peculiar  dark  pigmentation  of  the  skin  had  gradually  developed. 
Since  disease  of  the  supra-renal  capsule  was  found  at  the  autopsy  in  all  cases, 
Addison  concluded  that  this  was  the  immediate  cause  of  the  bronze  coloring  of 
the  skin.  Observatiojis  similar  to  Addison’s  were  soon  made  in  greater  numbers, 
so  that  the  fact  itself  can  not  be  doubted;  but  even  at  present  nothing  definite  is 
known  as  to  the  special  cause  of  the  disease  or  the  theory  of  this  remarkable  con- 
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nection  between  disease  of  the  supra-renal  capsules  and  pigmentation  of  the 
skin. 

Attempts  have  been  made  in  different  quarters  to  obtain  an  explanation  from 
experiments  on  animals  5 but  up  to  the  present  time  these  attempts  have  remained 
quite  fruitless,  and  even  lately  Nothnagel,  in  spite  of  having  destroyed  both  supra- 
renal capsules  in  a large  number  of  rabbits,  has  not  succeeded  a single  time  with 
certainty  in  provoking  the  symptoms  of  the  disease  artificially.  The  anatomical 
lesions  in  man  ai*e  up  to  the  present  time  not  calculated  to  add  clearness  to  the 
case,  since  they  seem  to  contradict  one  another  in  various  points.  In  the  first 
place,  some  observations  must  be  mentioned  in  which  the  supra-renal  capsules 
were  found  perfectly  normal  in  spite  of  an  existing  pigmentation  of  the  skin. 
Such  cases,  however,  prove  little,  since  it  of  course  can  not  be  put  in  question  that 
a staining  of  the  skin  may  sometimes  develop  from  some  other  reason  besides 
disease  of  the  supra-ren'al  capsules.  On  the  other  hand,  it  has  been  asserted  that 
extensive  changes  are  sometimes  found  in  the  supra-renal  capsules  on  autopsy 
without  the  existence  of  the  symptoms  of  bronzed  skin  during  the  patient’s  life; 
but  these  cases  are  also  open  to  the  objection  that  the  disease  has  perhaps  not  been 
extensive  and  intense  enough  to  cause  the  bronze  coloring  of  the  skin.  The  con- 
tradictions just  mentioned,  however,  have  led  to  many  other  attempts  at  an 
explanation  of  Addison’s  disease,  of  which  one  especially  deserves  considera- 
tion. According  to  this,  the  symptoms  met  with  are  produced  not  by  the  disease 
of  the  supra-renal  capsules  themselves  but  by  the  invasion  of  the  solar  plexus  and 
the  semilunar  ganglia  of  the  sympathetic  by  the  morbid  process  (Risel,  Burger, 
and  others).  According  to  this  theory,  the  symptoms  of  Addison’s  disease  may 
arise  when  the  afoi’esaid  nervous  parts  are  diseased  independently,  or  by  the 
extension  of  a pathological  process  from  some  other  neighboring  organ.  A num- 
ber of  anatomical  lesions  are  cited  to  favor  this  view,  but  it  is  not  certainly 
proven,  and  the  internal  connection  between  the  symptoms  is  by  no  means  clear 
by  this  hypothesis. 

Pathological  Anatomy  and  .ffitiology  of  Addison’s  Disease.— Addison  himself 
has  pointed  with  emphasis  to  the  fact  that  the  special  form  of  disease  in  the  supra- 
renal capsules  is  by  no  means  always  the  same.  At  any  rate,  the  disease  named 
from  him  is  not  to  be  regarded  as  a definite  anatomical  affection,  but  rather  as  a 
particular  group  of  symptoms.  By  far  the  most  frequently  it  is  tuberculosis 
of  the  supra-renal  capsules  which  lies  at  the  bottom  of  Addison’s  disease.  The 
capsules  then  are  either  enlarged  and  studded  with  caseous  tubercular  new 
growths,  or  they  are  in  part  cicatricially  contracted.  Other  tubercular  affections 
are  almost  always  present  in  the  body  at  the  same  time,  especially  caseation  of 
the  mesenteric  lymph-glands  and  pulmonary  tuberculosis.  Other  morbid  pro- 
cesses besides  tuberculosis  may  also  be  found  in  the  supra-renal  capsules;  simple 
chronic  inflammations,  enlargement  of  the  organ  (which  Virchow  has  called 
struma  of  the  supra-renal  capsules  ” ),  haemorrhages,  new  growths  such  as  cancer, 
and  even  echinococci.  It  is  self-evident,  from  what  has  been  said  above,  that  in 
every  case  we  must  consider  some  implication  of  the  neighboring  sympathetic 
ganglia,  by  compression,  cicatricial  contraction,  o.r  chronic  inflammation.  Both 
supra-renal  capsules  are  almost  always  diseased  at  the  same  time,  rarely  only  one 
is  affected. 

Of  the  lesions  in  other  organs  wo  must  also  mention  that  Beyer’s  patches  and 
the  solitary  follicles  of  the  intestine  are  as  a rule  swollen.  The  spleen  is  some- 
what enlarged  in  some  cases,  but  not  in  others.  There  is  no  striking  pigmenta- 
tion of  the  internal  organs.  The  changes  in  the  skin  and  in  certain  mucous 
membranes  will  be  mentioned  below. 

Considering  the  variety  of  the  anatomical  causes  there  can  be  no  question  of  a 
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uniform  £Btiology  of  the  disease.  Among  the  causal  factors,  those  most  frequently 
repoi'ted  are  defective  nutrition,  care  and  anxiety,  and  finally  traumatic  action  on 
the  abdomen.  The  majority  of  cases  are  met  with  in  the  male  sex  and  in  middle 
life.  Addison’s  disease,  however,  must  be  regarded  as  a rare  affection,  of  which 
but  few  cases  are  observed  even  in  the  larger  cliniques. 

Symptomatology.— The  purest  type  of  Addison’s  disease  appears  in  those  cases 
where  the  symptoms  are  apparently  primary  in  their  development,  and  do  not 
come  on  in  the  course  of  some  other  disease,  such  as  phthisis  or  cancer. 

The  first  symptoms  of  the  disease  are  usually  of  a general  nature,  and  are 
referable  to  a gradually  increasing  anaemia  and  to  general  weakness  and  phys- 
ical lassitude.  The  anaemia  shows  itself  objectively  through  the  pallor  of  the  skin 
and  the  diminution  in  the  number  of  red  blood-corpuscles,  but  without  other 
definite  anomalies  of  the  blood  that  can  be  made  out.  A number  of  symptoms 
appear  besides,  which  are  due  secondai’ily  to  the  anaemia,  especially  to  the  anaemia 
of  the  brain.  Among  them  are  mental  lassitude  and  loss  of  energy,  frequent 
headaches,  attacks  of  vertigo  and  faintness,  and  tinnitus  aui’ium.  The  patient’s 
general  nutrition  often  suffei’s  very  considerably ; but  it  must  be  added  that  in 
Addison’s  disease,  as  in  other  anaemias,  the  fatty  layer,  especially  over  the  abdomen, 
often  remains  remarkably  well  developed. 

Besides  the  anaemic  symptoms,  there  frequently  are  disturbances  of  the  stomach. 
The  appetite  is  poor,  and  there  is  very  often  vomiting.  The  latter  may  sometimes 
be  almost  unrestrainable,  and  then  it  is  one  of  the  most  distressing  symptoms  of  the 
disease.  It  is  usually  due  not  to  an  anatomical  change  in  the  stomach,  but  prob- 
ably to  the  anaemia  of  the  brain,  or  to  other  nervous  influences.  Cardialgic 
symptoms  are  also  frequent.  The  bowels  are  sluggish  as  a rule,  but  there  is  some- 
times diarrhoea.  We  sometimes  hear  functional  murmurs  in  the  heart,  but  as  a 
rule  its  sounds  are  low  and  pure.  The  pulse  is  usually  moderately  accelerated. 
The  liver  and  spleen  present  no  constant  changes.  Albuminuria  is  only  excep- 
tionally found,  and  is  due  to  complications,  such  as  amyloid  kidney. 

The  special  characteristic  symptom,  which  alone  renders  the  diagnosis  possible, 
is  the  gradual  onset  of  a peculiar  pigmentation  of  the  skin.  This  usually  shows 
itself  first  in  the  face  and  on  the  backs  of  the  hands,  and  also  in  those  parts  which 
normally  present  a greater  pigmentation  (the  areola  of  the  nipples,  the  axillae, 
and  the  genitals),  or  which  are  exposed  to  greater  pressure  by  the  clothing,  as 
the  hips  and  shoulders.  It  is  especially  notewoi’thy  that  dark  pigmented  spots 
usually  develop  on  the  mucous  membrane  of  the  lips  and  mouth.  The  intensity 
of  the  coloring  differs  in  different  cases.  It  usually  increases  as  the  general  con- 
dition grows  worse.  In  the  most  intense  cases  the  whole  skin  may  become  dai’k 
brown  or.  black,  like  that  of  a mulatto  or  negro.  Sometimes,  however,  the  pig- 
mentation remains  limited  to  separate  large  or  small  spots,  and  in  other  parts 
of  the  skin  there  may  then  be  even  a marked  loss  of  pigment.  The  nails  and 
the  sclera  always  remain  white,  and  frequently  the  palms  of  the  hands  and  the 
soles  of  the  feet  also.  The  pigmentation  of  the  skin  usually  increases  dui-ing  the 
whole  disease;  only  exceptionally  does  the  skin  become  light  again  in  the  later 

stages.  • ■ 1,  n 

The  special  cause  of  the  accumulation  of  pigment  in  the  skin  is  wholly  un- 
known. We  find  on  microscopic  examination  of  the  skin  that  the  pigment  lies  not 
only  in  the  cells  of  the  rete  Malpighii,  but  also  in  the  corium,  especially  along  its 
blood-vessels.  It  is  probably  formed  from  the  blood-pigment,  and  is  earned  by 
wandering  cells  from  the  cutis  into  the  epithelial  layers  of  the  skin  (Demievillc, 

Nothnagel).  . if.# 

The  course  of  Addison’s  disease  is  almost  always  chronic,  and  rnay  last  tor 
years,  but  cases  have  been  described  with  a more  acute  course.  The  disease  some- 
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times  begins  with  Tioleiit  initial  febrile  symptoms,  vomiting  and  diarrhoea.  The 
disease  then  has  a comparatively  rapid  termination  after  a few  months,  or  a second 
chronic  stage  may  follow  the  first  acute  one. 

The  final  termination  of  Addison’s  disease  is  always  unfavorable.  Temporary 
remissions  are  often  observed,  but  the  disease  always  becomes  worse  again  after 
them.  Death  usually  ensues  gradually  amid  the  signs  of  increasing  general 
uraemia  and  weakness.  In  some  cases  severe  nervous  symptoms  also  come  on 
towai-d  the  end  of  the  disease — coma,  delirium,  or  epileptiform  attacks.  Such 
conditions,  which,  according  to  Jaksch,  may  depend  upon  acetonuria,  may  some- 
times develop  quite  rapidly  and  unexpectedly. 

Treatment. — There  can  be  no  question  of  a specific  treatment  of  Addison’s  dis- 
ease, especially  considering  the  differences  in  the  primary  diseases  and  in  the  com- 
plications. Tonic  remedies,  strengthening  diet,  iron,  quinine,  and  arsenic,  are  most 
indicated,  although  iodide  and  bromide  of  potassium,  electricity,  etc.,  have  been 
tried  by  some  physicians.  Otheiwrise  the  treatment  is  purely  symptomatic;  the 
vomiting,  diarrhoea,  and  nervous  attacks  demand  special  measures.  We  know  by 
experience  that  great  caution  is  to  be  used  in  prescribing  cathartics,  since  patients 
have  repeatedly  been  observed  to  grow  considerably  worse  after  them. 


SECTION  II. 

Diseases  of  the  Pelvis  of  the  Kidney  and  of  the  Bladder. 


CHAPTER  I. 

INFLAMMATION  OF  THE  PELVIS  OF  THE  KLDNET.  PYELITIS. 

^.Etiology.— Isolated  primary  pyelitis  hardly  ever  occurs  as  an  independent  dis- 
ease. Pyelitis  is  rather  in  most  cases  either  a complication  or  a result  of  other 
diseases,  and  in  such  cases  often  claims  but  little  clinical  interest. 

We  sometimes  ilnd  a rather  moderate  pyelitis  in  the  bodies  of  persons 
who  have  died  of  severe  general  infectious  diseases,  typhoid  fever,  smallpox 
diphtheria,  or  pymmia.  The  affection  depends,  in  all  probability,  upon  the  elimin- 
ation by  the  kidneys  of  substances  that  excite  inflammation,  and  is  thus  to  be 
regarded  as  analogous  to  the-  renal  changes  which  often  coexist.  Toxic  sub- 
stances, such  as  cantharides  and  copaiba,  which  pass  through  the  kidneys  may 
also  cause  pyelitis  as  well  as  other  disturbances. 

Pyelitis  very  often  arises  from  a direct  extension  of  inflammation  from  the 
T^igbboring  organs.  In  many  cases  of  acute  and  chronic  nephritis  the  pelvis  of 
the  kidney  takes  part  in  the  inflammation  to  a greater  or  less  degree;  but  an 
ascending  extension  of  the  inflammation  from  primary  diseases  of  the  urethra  or 
bladder  is  still  more  common.  Any  urethritis  or  cystitis  may,  if  it  lasts  long 
advance  upward  to  the  ureters  and  the  pelvis  of  the  kidney,  so  that  in  severe  cases 
we  often  find  an  innammation  of  the  whole  urinary  tract,  a pyelo-cystitis,  and 
even  a ureteritis.  We  have  already  stated  (compare  page  868)  that  the  inflam- 
mation may  extend  still  farther  to  the  kidneys  themselves,  and  this  exten- 
sion will  be  repeatedly  .spoken  of. 

Another  frequent 'cause  of  pyelitis  is  the  presence  of  foreign  bodies  in  the 

pelvis  of  the  kidney,  which  act  as  direct  mechanical  irritants.  Among  these  are 
BO  ® ’ 
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in  the  first  place,  renal  calculi  (vide  infra  ),  and  also  retained  coagula,  parasites 
(see  page  874),  etc.  The  pyelitis  arising  as  a result  of  retention  of  urine  in  the 
pelvis  of  the  kidney  {vide  fji/m,  hydronephrosis),  does  not  belong  here  dii'ectly, 
since  it  first  develops  from  a decomposition  of  the  urine. 

Whether  there  is  a primaiy  independent  pyelitis,  arising  in  ways  other  than 
those  so  far  mentioned,  is  doubtful,  as  we  have  said.  The  occurrence  of  a primary 
pyelitis  after  exposure  to  cold  especially  lacks  conflrmation.  The  pyelitis  coming 
on  in  women  in  childbed,  or  following  different  sorts  of  diseases  of  the  sexual 
organs,  may  in  all  cases  be  referred  to  an  infection  of  the  pelvic  mucous  mem- 
brane from  the  bladder  or  from  the  kidneys. 

Pathological  Anatomy. — In  simple  catarrhal  inflammation  the  mucous  mem- 
brane of  the  pelvis  of  the  kidney  is  reddened,  swollen,  and  covered  with  an  abun- 
dant secretion,  which  contains  varying  amounts  of  pus-corpuscles  and  epithelium. 
In  severer  inflammations  we  often  find  quite  numerous  little  haemorrhages  in  the 
mucous  membrane,  and  sometimes  little  gray  nodules,  which  correspond  to  the 
swollen  lymph-follicles. 

In  severe  cases,  which  are  seen  almost  solely  as  a complication  of  a more 
extensive  affection  of  the  urinaiy  passages,  such  as  pyelocystitis,  we  have  a puru- 
lent, ulcerative  inflammation,  which  may  even  assume  a diphtheritic  character. 
In  these  cases  the  kidneys  are  almost  always  coincidently  involved — pyelo- 
nephritis. If  the  nephritic  abscesses  break  into  the  pelvis  of  the  kidney,  there 
arises  an  ulcerative  destruction  of  the  renal  tissue,  so  that  the  pelvis  of  the  kidney 
is  filled  with  pus  and  bounded  by  extensive  ulcers,  which  often  penetrate  deeply 
into  the  substance  of  the  kidney — pyonephrosis.  The  usually  striated,  pyelo- 
nephritic  abscesses  reaching  to  the  surface  of  the  kidney  have  already  been 
described  in  the  previous  section  (see  page  869),  where  their  bactei’ial  origin  has 
also  been  mentioned. 

The  condition  differs  when  the  kidney  is  involved,  as  in  many  cases  of  chronic 
pyelitis.  This  appears  most  frequently  as  a result  of  retention  of  urine,  and  hence 
it  is  usually  associated  with  a dilatation  of  the  pelvis  of  the  kidney.  In  these  cases 
we  sometimes  find  pronounced  processes  of  contraction  in  the  kidneys — that  is,  a 
partial  atrophy  of  the  renal  tissue,  increase  of  the  interstitial  connective  tissue, 
and  evident  cicatricial  depressions  on  the  surface — in  a word,  a secondary  con- 
tracted kidney,  arising  as  a result  of  pyelitis,  which  differs  from  genuine  contrac- 
tion of  the  Iddney  only  in  its  aetiology. 

Clinical  Symptoms. — Since  in  most  cases  pyelitis  develops  only  as  one  symptom 
of  a more  extensive  morbid  process,  its  clinical  symptoms  are  usually  but  slightly 
prominent  in  the  whole  course  of  the  disease.  In  what  follows,  therefore,  we  can 
not  give  any  complete  description  of  the  clinical  course  of  pyelitis,  but  we  must 
mention  only  those  symptoms  from  which,  when  there  is  an  affection  of  the  uri- 
nary passages,  we  can  conclude  that  the  pelvis  of  the  kidney  takes  part  in  the 

morbid  process.  a-  ,- 

The  most  essential  sign  which  the  urine  presents  in  all  inflammatory  affections 
of  the  urinary  passages,  the  presence  of  mucus  and  pus,  will  be  described  more  fully 
in  the  chapter  on  cystitis  {vide  inf  ra).  In  pyelitis,  also,  the  muco-purulent  secretion 
of  the  pelvic  mucous  membrane  must  mix  with  the  urine,  and  in  every  severe 
purulent  inflammation  the  amount  of  pus  in  the  urine  must  be  quite  considerable. 
We  can  never  decide  with  certainty,  from  the  mere  presence  of  pus  in  the  urine, 
as  to  the  place  where  the  pus  mixes  with  the  urine,  whether  in  the  pelvis  o 
the  kidney  or  in  the  bladder,  or  even  in  the  urethra.  Only  when  the  urine  con- 
tains other  characteristic  morphological  elements  besides  the  pus-corpuscles  can 
we  decide  upon  the  portion  of  the  urinary  tract  which  must  be  especially  affected. 
Among  these  morphological  constituents  is,  first  of  all,  the  epithelium,  which  m the 
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pelvis  of  the  kidney  shows  in  part  another  shape  than  in  the  bladder.  If  we  find 
in  the  urine,  then,  the  triangular,  long  caudate  pelvic  epithehum  (see  Fig.  115), 
with  its  cells  sometimes  laid  over  one  another  in  the  form  of  tiles,  we  may  assume 
that  the  pelvis  of  the  kidney  is  involved  in  the  inflammation.  Of  course,  the  re- 
verse of  this  law  does  not  obtain ; for,  even  in  severe  purulent  pyelitis  and  pyelo- 
nephritis, we  often  fail  entirely  to  And  the  caudate  epithelium  in  the  urine.  We 
must  also  add  that  similar  forms  of  epithelium  are  also  found  in  the  bladder,  so 
that  great  caution  is  always  to  be  enjoined  in 
estimating  the  diagnostic  value  of  the  epithe- 
hum found.  Blood  is  only  rarely  found  in  the 
urine  in  simple  pyelitis,  but  it  is  common  in 
pyelitis  calculosa  (see  the  following  chapter). 

The  reaction  of  the  urine  in  pyelitis  is  usually 
acid,  but  it  is  not  correct  to  assume  that  there 
is  in  this  a comprehensive  mark  of  distinction 
between  pyelitis  and  cystitis,  in  which  the 
urine  is  often  alkaline. 

Another  symptom  to  be  referred  directly  to  the  pyelitis,  is  the  local  pain  in 
the  region  of  the  kidney,  which  sometimes  passes  from  this  point  down  along  the 
ureters  to  the  bladder.  This  symptom  has  not,  therefore,  a gi-eat  diagnostic  value, 
because  only  its  presence  is  in  favor  of  pyelitis,  while  its  absence  proves  nothing 
against  the  existence  of  the  disease. 

All  the  other  symptoms  may  be  directly  dependent  upon  the  pyelitis,  but  they 
may  usually  be  referred  in  gi-eat  degree  to  the  other  co-existing  affections.  First 
among  these  is  fever,  which  either  shows  an  irregularly  remitting  course,  or 
appears  in  single  high  elevations  of  temperature,  usually  associated  with  rigors. 
The  fever,  however,  seldom  shows  this  latter  pyaemic  character  except  in  the 
severe  purulent  forms,  where  we  usually  also  have  the  formation  of  renal  ab- 
scesses— that  is,  a pyelo-nephritis.  Besides  the  fever  there  are  often  in  severe  cases, 
general  nervous  symptoms,  such  as  headache,  delirium,  and  sopor,  which  are  to  be 
referred  partly  to  the  general  pyaemic  infection  of  the  body  and  partly,  perhaps,  to 
the  absorption  of  ammonia  from  the  urine  decomposing  in  the  blood- — the  “ am- 
moniaemia”  of  Treitz  and  Jaksch. 

The  whole  course  of  pyelitis  differs  so  much  according  to  the  primary  disease 
[ present  that  nothing  of  general  application  can  be  said  about  it.  The  milder 
forms,  which  often  pass  off  rapidly,  ai-e  found  most  commonly  in  childbed,  and 
\ sometimes  in  acute  infectious  diseases,  poisonings,  and  as  a result  of  mild  cystitis. 
^ The  severe  forms  occur  chiefly  as  cysto-pyehtis  and  pyelo-nephritis,  as  a result  of 
j strictures  of  the  urinary  tract  {vide  infra),  of  severe  cystitis  in  diseases  of  the 
i spinal  cord,  and  in  other  severe  diseases  of  the  kidney  and  of  the  pelvis  of  the  kid- 
[ ney,  such  as  new  growths,  and  parasites.  They  usually  form  then  a very  tedious 

I and  often  incurable  affection,  which  lasts  until  the  patient’s  death. 

The  signs  of  pyelitis  which  are  important  in  diagnosis  have  already  been  men- 
tioned above.  The  main  point  is  always  to  pay  careful  attention  to  the  cstiology 
of  the  ca.sc,  and,  next  to  that,  to  the  changes  in  the  urine.  If  the  whole  condition 
points  to  a severe  affection  of  the  urinary  tract,  we  can  often  decide  correctly  on 
I a pyelitis  or  a pyelo-nephritis  without  the  presence  of  direct  signs  of  these  diseases, 
j because  we  know  by  experience  that  such  an  extension  of  the  affection  is  the  rule 
in  all  severe  and  long-continued  cases. 

The  implication  of  the  kidneys  is  sometimes  shown  directly  by  the  presence  of 
casts  in  the  urine  in  addition  to  the  pus-corpuscles.  In  the  cases  above  mentioned, 
where  a chronic  cysto-pyelitis  is  complicated  with  a contracted  kidney,  the  condi- 
tion of  the  urine  is  the  same  in  many  respects  as  in  genuine  contracted  kidney. 
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It  is  abundaxit,  usually  has  a low  specific  gravity,  and  contains,  besides  the  pus- 
corpuscles,  a few  short  hyaline  casts. 

Treatment. — The  treatment  of  pyelitis  coincides  mainly  with  the  treatment  of 
the  primary  disease,  and  therefore  it  needs  no  detailed  description  here.  Ordi- 
narily only  the  accompanying  cystitis  {vide  infra)  is  accessible  to  a direct  local 
treatment,  and  here  an  imjDortant  prophylactic  factor  is  discovered,  since  by  a 
timely  treatment  of  the  cystitis  we  can  certainly  hinder  the  advance  of  the  inflam- 
mation to  the  pelvis  of  the  kidney. 

Among  the  internal  remedies  to  which  we  ascribe  a favorable  influence  on  the 
mucous  membrane  of  the  urinary  tract,  and  which  are  therefore  used  in  like 
manner  both  in  pyelitis  and  in  cystitis,  we  may  mention  the  astringents,  tannin, 
alum,  and  acetate  of  lead.  Balsams,  such  as  copaiba,  are  sometimes  prescribed, 
and  also  antiseptic  substances,  such  as  salicylic  acid  and  chlorate  of  potassium. 
The  details  in  regard  to  all  these  remedies  will  be  found  in  the  treatment  of 
cystitis.  The  copious  ingestion  of  fluids  sometimes  acts  favorably,  especially  the 
use  of  certain  mineral  waters,  among  which  the  waters  of  Carlsbad,  Vichy,  Ems^ 
Neuenahr,  and  Wildungen  have  obtained  the  most  reputation.  A methodical 
milk  cure  is  also  greatly  to  be  recommended,  especially  when  there  are  symptoms 
of  irritation,  such  as  pain  on  micturition. 

Local  applications  to  the  region  of  the  kidneys,  warm  poultices,  or  exception- 
ally local  bloodletting,  ai-e  indicated  only  when  there  is  severe  pain,  where,  of 
course,  narcotics  must  also  be  used  under  some  circumstances.  In  this  respect 
warm  baths  also  do  good  seiwice  at  times. 


CHAPTER  II. 

NBPHROLITHI A SIS. 

{Renal  Calculus.  Renal  Gravel.  Pyelitis  Oalculosa.) 

OccTirrence,  Chemical  Composition,  and  .Etiology  of  Renal  Concretions. — The 
precipitated  concretions  of  the  urinary  constituents  which  form  in  the  pelvis  of 
the  kidney,  and  which,  under  some  circumstances,  may  be  passed  from  it  with  the 
urine,  are  designated,  according  to  their  size  and  nature,  as  renal  sand,  a flne, 
pulverized  precipitate;  renal  gravel,  gravel-like,  granular  concretions  about  the 
size  of  the  ordinary  coarse  grains  of  sand,  which  can  usually  pass  through  the 
ureters  without  special  difficulty ; or  renal  calculi,  the  larger  concretions.  The 
latter  are  about  the  size  of  a pea  or  bean,  but  larger  stones  are  occasionally  seen 
which  may  even  resemble  actual  casts  of  the  pelvis  of  the  kidney.  We  usually 
find  a calculus  only  in  one  kidney,  although  both  kidneys  may  be  affected. 

In  regard  to  the  chemical  nature  of  renal  concretions,  they  consist  most  fre- 
quently of  uric  acid.  They  then  have  a brown-red  or  blacldsh  color,  and  have  a 
crystalline  breakage,  which  in  large  stones  is  usually  plainly  laminated ; and,  on 
the  whole,  a smooth  although  irregularly-shaped  surface.  More  rarely  the  renal 
concretions  consist  of  calcic  oxalate.  The  oxalate  calculi  are  extremely  hard, 
have  a dark-brown  color  and  a rough  surface,  often  furnished  with 
prickles,  from  which  reason  they  are  often  called  “mulberry  calculi.”  Their 
breakage  sometimes  has  a radiated  but  never  a laminated  arrangement.  Stones 
are  also  frequently  seen,  which  consist  of  alternating  layers  of  uric  acid  and  calcic 
oxalate,  or  which  have  a nucleus  of  uric  acid  and  a coating  of  calcic  oxalate.  1 e 
phosphatic  calculi  are  another  variety  of  renal  concretions.  We  only  very  rarely 
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have  to  do,  however,  with  stones  which  consist  exclusively  of  basic  calcic  phos- 
phate or  ammonio-magnesic  phosphate,  but  we  usually  have  secondary  deposits  of 
layers  of  phosphate  which  are  precipitated  on  uric  acid  or  mulberry  calculi  in 
urine  which  has  become  alkaline.  The  phosphatic  calculi  have  a grayish-white 
color,  and  are  comparatively  soft.  The  largest  examples  of  them  are  found,  not 
in  the  pelvis  of  the  kidney,  but  in  the  bladder.  The  cystine  and  xanthine  calculi 
are  the  rarest  of  all. 

But  little  is  definitely  known  as  to  the  exact  causes  for  the  origin  of  all  these 
concretions.  We  must  suppose  for  the  deposition  of  uric  acid  an  abnormally 
great  acidity  of  the  urine,  but  we  are  not  in  a position  to  state  by  what  circum- 
stances (the  patient’s  food  and  manner  of  life,  acid  fermentation  of  the  urine 
within  the  urinary  tract?)  this  may  be  provoked.  It  is  a very  probable  theory 
that  some  solid  body  usually  affords  the  nucleus  and  the  first  cause  for  the 
formation  of  at  least  the  larger  stones,  among  these  bodies  being  mucous 
coagula,  shreds  of  epithelium,  and  perhaps  bacteria.  The  oxalate,  cystine,  and 
xanthine  calculi  are  also  deposited  from  acid  urine,  but  scarcely  anything  is 
known  as  to  the  precise  conditions  to  be  here  considered.  We  can  point  only  to 
the  fact  that  with  the  close  chemical  alliance  between  uric  acid  and  oxalic  acid 
the  origin  of  the  latter  from  uric  acid  seems  possible,  and  the  frequent  co-existence 
of  the  two  substances  in  the  calculi  therefore  seems  plausible.  We  have  already 
indicated  above  that  the  cause  of  the  deposition  of  phosphatic  concretions  can  be 
found  only  in  the  existence  of  an  alkaline  reaction  in  the  ui'ine. 

In  regard  to  the  predisposing  causes  of  calculus  formation  we  must  mention, 
first  of  all,  that  they  are  often  found  in  children,  and  next  in  frequency  in 
advanced  life.  Men  show  a greater  disposition  to  renal  calculi  than  women. 
Heredity  also  seems  to  play  a certain  part,  since  the  disease  has  been  repeatedly 
observed  in  difiFerent  members  of  the  same  family.  The  many  relations  which 
have  been  imagined  between  the  formation  of  calculi  and  certain  conditions  in 
the  manner  of  life  and  in  the  food  taken,  all  lack  accurate  foundation.  In  regard 
to  this  the  chief  blame  is  laid  upon  an  excessive  meat-diet,  drinking  copiously  of 
new  sour  wines,  and  drinking  water  containing  lime.  In  regard  to  the  occur- 
rence of  uric-acid  concretions  in  gouty  patients,  compare  the  chapter  on  arthritis 
uratica. 

The  Anatomical  Changes  caused  by  Renal  Calculi.— The  most  frequent  change 
which  the  presence  of  concretions  in  the  pelvis  of  the  kidney  excites  is  pyelitis. 
This  may  exhibit  all  degrees,  from  a simple  catarrhal  infiammation  to  a diph- 
theritic or  severe  purulent  infiammation  of  the  pelvic  mucous  membrane.  As  a 
result  of  the  mechanical  ii-ritation,  there  are  quite  frequently  lai'ge  or  small 
hajmorrhagcs. 

If  a severe  purulent  pyelitis  has  developed,  this  may  bring  with  it  all  the 
sequelae  with  which  we  have  previously  become  acquainted.  In  severe  cases  the 
proce.ss  may  involve  the  kidneys,  and  there  arises  a pyelo-nephritis,  with  a puru- 
lent breaking  down  of  tbe  renal  tissue,  and,  under  some  circumstances,  even  a 
pennephntis,  with  extensive  suppuration  into  the  vicinity  of  tlie  kidney,  and  with 
occasionally  perforation  into  the  neighboring  organs.  If  the  renal  calculi  have 
previously  pa.sscd  outward,  they  are  not  found  at  the  autopsy,  although  they  form 
tbe  special  starting  point  of  the  disease.  Sometimes,  however,  the  pus-cavity  is 
entirely  filled  with  calculi. 

A second  important  sequel  of  a renal  calculus  wliich  sometimes  develops  is 
bydronephrosis  {vide  infra).  It  arises  wben  a large  stone  blocks  tbe  passage  from 
Uie  pelvis  of  tbe  kidney  into  tbe  ureter,  or  when  a smaller  stone  remains  fast 
m the  ureter  and  completely  shuts  olf  tbe  passage  of  the  urine.  In  tbe  latter  case 
there  may  also  arise  a pressure  necrosis  and  perforation  of  the  ureter  It  goes 
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without  saying  that  inflammation  and  hydronephrosis  or  pyonephi’osis  may  be 
combined  with  each  other. 

Clinical  Symptoms. — If  there  is  merely  the  formation  of  renal  sand  or  renal 
gravel  in  the  m-inary  tract,  this  condition  is  sometimes  associated  with  no  symp- 
toms at  all.  The  little  granules  are  washed  away  by  the  urine  and  evacuated, 
and  at  most  they  may  give  rise  to  slight  pain  in  the  region  of  the  kidney. 
Larger  stones,  however,  may  sometimes  be  wholly,  or  almost  wholly,  without 
symptoms,  if  from  their  position  and  their  smooth  surface  they  can  cause  no 
special  bad  results. 

The  characteristic  clinical  symptoms  of  nephrolithiasis  do  not  appear  until  the 
results  of  mechanical  irritation  of  the  pelvis  of  the  kidney  arise,  or  until  there  is 
an  incarceration  of  a calculus  in  the  ureter.  It  is  the  latter  circumstance  which, 
after  the  analogy  of  gall-stones,  causes  the  most  important  symptom  in  the  chag- 
nosis  of  renal  calculi — the  pains,  the  so-called  renal  colic.  Such  an  attack  of  colic 
sometimes  comes  on  quite  suddenly  and  unexpectedly ; in  other  cases  it  is  pro- 
duced by  some  exciting  cause — jumping,  running,  walking,  or  riding.  The  pain 
often  attains  an  uncommonly  severe  intensity;  it  shoots  from  the  lumbar  region 
along  the  course  of  the  ureters,  but  sometimes  extends  still  farther,  to  the  testicles, 
the  thighs,  or  the  back.  In  severe  attacks  there  may  be  a general  state  of  collapse 
with  a small  rapid  pulse,  cold  sweat,  and  attacks  of  fainting.  The  temperature 
may  be  somewhat  raised.  We  often  see  nausea  and  repeated  vomiting.  The 
urine  is  sometimes  entirely  normal,  inasmuch  as  it  comes  exclusively  from  the 
other  free  kidney;  but  oliguria,  or  even  complete  anuria,  with  its  consequences, 
invariably  sets  in  if  both  ureters  he  stopped.  Even  when  one  kidney  remains 
normal,  the  evacuation  of  urine  may  be  inhibited  by  a reflex  spasm  of  the  blad- 
der. Sometimes  the  urine  passed  contains  pus  and  blood.  The  duration  of  renal 
colic  depends  upon  the  duration  of  the  incarceration ; it  may  last  for  a few  hours 
or  several  days.  The  attack  often  ends  with  the  passage  of  the  stone  outward  into 
the  bladder. 

The  other  symptoms  occurring  in  nephrolithiasis  refer  mainly  to  the  results  of 
the  mechanical  irritation  of  the  pelvis  of  the  kidney.  The  urine  then  shows  an 
admixture  of  pus,  and  contains  pelvic  epithelium  and  often  blood.  The  frequent 
appearance  of  blood  in  the  urine,  which  usually  has  its  cause  in  purely  mechanical 
lesions  of  the  mucous  membrane,  is  a characteristic  symi^tom  of  pyelitis  calculosa. 
If  we  find,  as  sometimes  happens,  the  urine  at  many  times  perfectly  clear  and 
normal,  but  at  other  times  containing  pus,  we  may  suspect  an  occasional  blocking 
of  the  ureter  coming  from  the  diseased  kidney  by  a renal  calculus. 

The  symptoms  are  much  more  severe  if  the  trouble  goes  on  to  a severe  purulent 
pyelitis  and  pyelo-nephritis.  W^e  need  not  describe  the  details  again  here  the 
pain,  fever,  swelling,  and  perforation  internally  or  externally  since  they  agree 
completely  with  what  has  been  said  before  (see  the  previous  chapter  and  Chapter 
VI  in  the  previous  section).  A special  chapter  is  devoted  below  to  the  symptonja- 

tology  of  hydronephrosis.  • 

The  whole  course  of  nephrolithiasis  is,  as  a rule,  very  tedious.  Since  the  dis- 
position to  the  formation  of  calculi  usually  persists,  and  since  also  the  sequelie 
which  have  once  developed  may  last  for  a long  time,  a very  chronic  state  often 
develops,  which,  in  varying  ways  and  with  manifold  exacerbations  and  remis- 
sions, is  composed  of  attacks  of  colic,  hemorrhages,  and  symptoms  of  pyelo- 

^ In  many  cases,  of  course,  complete  recovery  may  finally  ensue.  The  calculi 
present  are  passed,  new  ones  are  not  formed,  the  pyelitis  that  has  arisen  disappeais, 
and,  of  course,  all  the  morbid  symptoms  cease ; but,  on  the  other  hand,  nephro- 
lithiasis has  also  a number  of  dangers  in  itself,  which  threaten  life  veiy  seiious  y. 


NEPHROLITHIASIS. 


887 


These  are,  besides  the  rare  occurrence  of  uremia,  first  of  all  the  development  of 
pyelo-nephritis  and  of  still  more  extensive  suppurations,  with  a general  decline  in 
strength,  pyaemic  states,  etc.  There  is  also  a possible  danger  in  such  chronic  sup- 
purations that  there  may  be  the  appearance  of  a general  amyloid  degeneration  of 
the  internal  organs. 

Among  the  complications  occurring  in  other  organs,  only  one  circumstance 
has  especial  interest:  that  gall-stones  and  renal  calculi  are  found  quite  fre- 
quently in  the  same  individual.  We,  of  course,  can  not  well  speak  of  a compli- 
cation with  vesical  calculi,  since  a great  part  at  least  of  the  vesical  calculi  are 
originally  formed  in  the  pelvis  of  the  kidney,  and  undergo  merely  a further 
growth  in  the  bladder. 

Diagnosis. — The  diagnosis  is  made  perfectly  certain  only  by  finding  the  special 
corpora  delicti  in  the  urine.  For  this  purpose  the  urine  must  always  be  examined 
as  soon  as  possible  after  its  passage,  and  it  is  best  to  pour  it  through  a fine  sieve. 
In  many  cases,  however,  we  can  diagnosticate  nephrolithiasis  quite  certainly,  with- 
out the  direct  evidence  of  concretions,  from  the  characteristic  symptoms,  espe- 
cially from  the  periodical  renal  haemorrhages  and  from  the  attacks  of  colic.  Of 
course  it  may  be  confused  with  renal  cancer,  parasites  of  the  kidney  such  as  echino- 
cocci, and  similar  affections,  but  this  does  not  happen  very  often,  because  renal 
calculus  is  a far  commoner  affection  than  the  diseases  just  mentioned.  Finally, 
we  must  state  that  these  diseases  may  comparatively  often  be  combined  with 
nephrolithiasis. 

Treatment. — Since  the  uric-acid  concretions  are  by  far  the  commonest,  the 
methods  of  treatment  most  in  use  for  nephrolithiasis  refer  first  to  these;  but  they 
are  to  be  used  in  like  manner  in  the  allied  oxalate  calculi. 

If  the  tendency  to  the  formation  of  urinary  gravel  be  confirmed  in  a patient,  or 
if  the  severer  symptoms  of  nephrolithiasis  have  already  appeared,  we  must  first 
give  a number  of  general  dietetic  directions,  which  check  the  formation  of  uric 
acid  in  general,  and  aid  the  solubility  of  the  uric  acid  already  formed  as  far  as 
possible.  Without  entering  too  much  on  theoretical  reasoning,  we  will  give  in 
what  follows  the  measures  which  have  been  proven  practically  and  quite  gener- 
ally acknowledged.  In  the  fu-st  place,  the  patient  must  avoid  any  immoderate 
indulgence  in  food  in  general,  and  particularly  too  great  indulgence  in  meat. 
We  should  recommend  for  him  a diet  mainly,  though  not  exclusively,  vegetable, 
with  a moderate  supply  of  meat;  milk  is  also  a proper  food.  Alcoholic  bevei-ages 
should  be  taken  only  in  .slight  amount,  and  acid  foods  and  drinks,  except  lemon- 
ade, should  not  be  taken  at  all.  It  is  a good  plan  to  control  the  supply  of  food  by 
weighing  the  patient  regularly,  in  order  to  avoid  any  further  addition  to  the 
weight  in  all  persons  in  a state  of  normal  nutrition,  and  to  obtain  a loss  of  weight 
in  the  corpulent.  W^e  should  also  aid  the  using  up  of  tissue  by  regular  physical 
exercise  and  muscular  work, gymnastics,  sawing  wood,  or  gardening;  and,  finally, 
the  urine  must  be  diluted  by  an  abundant  supply  of  fluid,  and  its  soluble  power  be 
thus  increased. 

This  latter  indication  will  usually  correspond  at  the  same  time  with  those 
which  dimini.sh  the  acid  reaction  of  the  urine  by  a supply  of  alkalies  and  thus 
hinder  the  deposition  of  uric  acid  as  far  as  possible.  From  this  comes  the  very 
extensive  use  of  the  alkaline  mineral  watere  in  nephrolithiasis.  The  simplest  plan 
is  to  di.ssolve  some  alkaline  salt  in  a large  amount  of  plain  water,  soda  water,  or 
lemonade,  and  let  the  patient  drink  it.  Among  these  salts  we  may  mention  sodic 
phosphate,  one  to  four  drachms  (grm.  S-l.'i)  a day,  or  better,  sodic  carbonate  one  to 
two  drachms  (grm.  5-10),  or  carbonate  of  lithium,  which  has  lately  been  especially 
recommended,  two  to  five  grains  (grm.  01-0-3)  several  times  a 'day.  Of  course 
the  special  mineral  waters  enjoy  a greater  reputation;  these  may  be  used  in  con- 


888 


DISEASES  OF  THE  KIDNEYS. 


formity  -with,  the  treatment  at  home,  or  especially  at  the  appropriate  springs.  The 
following  springs  enjoy  the  greatest  reputation  in  this  respect:  Carlshad,  Vichy, 
Salzbrunn,  Fachinger,  Tarasp,  Neuenahr,  Ems,  and  Wildungen. 

The  symptomatic  treatment  is  also  very  important.  In  so  far  as  this  relates  to 
the  accompanying  pelvic  and  vesical  catarrh,  we  may  refer  to  the  appropriate 
chaptei's  in  this  hook,  while  the  surgical  methods  of  treatment  in  the  severer 
sequelae — hydronephrosis,  pyonephrosis,  or  perinephritic  abscess — are  to  be  found 
in  the  special  treatises.  Against  renal  haemorrhages  some  internal  remedies,  such 
as  ergotine  or  tannin,  have  been  recommended,  but  their  action  is  quite  doubtful. 
The  treatment  of  the  attacks  of  colic  is  of  greater  practical  significance.  The 
chief  remedies  are  the  narcotics,  opium,  and  morphine,  internally,  or,  with  very 
severe  pain,  better  subcutaneously.  Warm  baths,  warm  poultices,  or  narcotic  em- 
brocations, such  as  chloroform  liniment,  also  frequently  give  relief.  I-ocal  blood- 
letting is  only  rarely  indicated.  An  abundant  supply  of  fluid  is  always  advisable, 
in  order  to  aid  the  washing  out  of  the  incarcerated  stone  by  an  increased  secretion 
of  urine. 

As  we  have  stated,  what  has  thus  far  been  said  obtains  chiefly  in  the  treatment 
of  uric-acid  and  oxalic-acid  calculi.  We  know  no  special  prescriptions  to  be  con- 
sidered for  the  occasional  cystine  calculi.  When  there  are  phosphatic  calculi, 
however,  which  can  be  deposited  only  from  alkaline  urine,  the  use  of  acids  has 
been  recommeflded,  especially  of  lactic  acid,  seven  to  flfteen  grains  (grm.  0’5-l), 
internally  in  an  aqueous  solution.  The  main  thing,  of  course,  is  always  the  treat- 
ment of  the  catarrh  of  the  urinary  tract,  which  usually  lies  at  the  bottom  of  the 
calculus  formation. 


CHAPTER  HI. 

TUBERCULOSIS  OF  THE  GENITO  URINARY  APPARATUS. 

.Etiology  and  Pathological  Anatomy. — It  does  not  seem  remarkable  that,  with 
the  presence  of  many  tubercular  processes  in  the  body,  tubercle  bacilli  should  quite 
easily  reach  the  kidneys  by  way  of  the  blood-current,  and  there  give  rise  to  an 
eruption  of  tubercle.  Accordingly,  we  quite  frequently  And  a few  or  many  mili- 
ai*y  tubercles  in  the  kidneys  in  acute  miliary  tuberculosis,  in  pulinonai*y  tubercu- 
losis, etc.,  which  are  distributed  over  the  whole  kidney,  or  sometimes  only  in  the 
territory  of  one  arterial  branch. 

While  miliary  tuberculosis  of  the  kidney,  however,  is  without  any  clinical  sig- 
niflcance,  there  is  also  an  extensive  local  tuberculosis  of  the  kidney,  as  well  as  of 
the  urinary  tract  and  the  sexual  organs.  Such  affections  sometimes  occur  as  a 
result  of  pronounced  pre-existing  tuberculosis  of  other  organs,  especially  the 
lungs,  or  they  arise  as  an  apparently  independent  disease,  which  is  termed  genito- 
urinary tuberculosis.  In  such  cases  the  infection  with  the  tubercular  poison  often 
seems  to  take  place  by  means  of  the  blood  from  some  previously  existing— perhaps 
concealed— tubercular  foci  in  the  body,  such  as  glands,  tubercular  hone  or  joint 
disease,  etc.  In  other  cases,  the  tubercle  bacilli  perhaps  enter  the  urinary  tract 
from  without,  but  the  point  of  the  flrst  anatomical  lesion  need  not,  apparently, 
always  he  the  same.  The  kidneys  often  seem  to  be  flrst  diseased,  in  other  cases 
the  bladder,  and  quite  frequently,  as  it  seems,  the  prostate,  and  sometimes  perhaps 
the  vesiculm  seminales  or  the  testicles.  From  the  organ  flrst  affected  the  process 
then  extends  continuously  or  by  leaps  to  the  neighboring  parts.  If  the  cases  come 
to  autopsy,  the  tuberculosis  is  often  so  extensive  that  we  can  no  longer  make  out 
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with  certainty  the  place  where  it  first  began.  In  women  the  urinary  apparatus  is 
only  very  rarely  affected  by  tuberculosis,  while  uterine  and  ovarian  tuberculosis 
represents  a localization  of  the  tubercular  poison  of  clinical  importance  (compare 
the  chapter  on  tuberculosis  of  the  lungs). 

In  the  kidneys  the  tubercular  infiltration  develops  either  chiefly  from  the  pel- 
vis of  the  kidney  or  in  the  renal  substance  itself.  Yellow  cheesy  nodules  arise, 
which  finally  break  down  and  thus  lead  to  an  actual  “ nephro-phthisis.”  If 
the  disease  arise  from  the  pelvis,  the  infiltrated  renal  papillse  are  usually  first 
affected,  from  which  the  whole  pelvis  of  the  kidney  is  changed  into  an  ulcerating 
surface  covered  with  necrotic  tissue  and  cheesy  deti’itus.  In  very  advanced  cases 
almost  the  whole  kidney  is  destroyed.  The  process  is  usually  bilateral,  but  it  is 
often  more  advanced  on  one  side  than  on  the  other. 

If  the  process  invade  the  ureters,  their  walls  are  also  infiltrated  with  tubercular 
deposits,  and  hence  they  are  thickened,  while  the  mucous  membrane  is  often 
changed  in  great  part  to  a necrotic  ulcerating  surface.  Precisely  analogous  con- 
ditions are  found  in  the  bladder,  and  in  some  cases  even  in  the  urethra;  while 
in  the  prostate,  the  vesiculae  seminales,  and  the  testicles  there  is  more  frequently 
the  formation  of  cheesy  tubercular  nodules,  and  more  rarely  disintegration  and 
perforation. 

Clinical  Symptoms. — The  picture  of  genito-urinary  tuberculosis  corresponds  in 
most  of  its  details  completely  to  that  of  a severe  chronic  pyelo-cystitis.  The  occa- 
sional local  symptoms  are  pain  in  the  region  of  the  Iddneys  and  bladder.  This 
may  sometimes  assume  great  severity,  like  colic,  if  the  ureter  become  plugged  by 
a broken-down,  crumbling  mass;  yet  in  other  cases  the  pain  is  but  slight  during 
the  whole  disease. 

The  urine  shows  the  most  important  changes.  It  almost  invariably  contains 
an  abundant  sediment,  consisting  of  pus-corpuscles  and  detritus.  Its  amount 
usually  remains  normal  for  a long  time;  its  reaction  is  faintly  acid,  but  in  sevei’e 
cases  it  may  become  alkaline  through  complication  with  an  alkahne  fermentation 
of  the  urine.  The  discovery  of  shreds  of  tissue  in  the  urine,  elastic  fibers  and 
connective  tissue,  is  sometimes  possible,  and  is  of  diagnostic  value  because  it  is 
direct  evidence  of  an  ulcerative  process.  The  discovery  of  tubercle  bacilli  in  the 
purulent  urinary  sediment  (Rosenstein  and  others)  is,  however,  far  more  impor- 
tant. This  is  performed  by  the  same  method  as  in  the  sputum ; it  succeeds  in 
almost  all  cases,  and  is  an  infallible  and  absolutely  decisive  sign  in  diagnosis. 
Admixtures  of  blood  in  the  urine  are  also  seen  in  genito-urinary  tuberculosis  but 
they  may  often  be  entirely  absent.  In  one  of  our  cases  a slight  hmmaturia  was 
the  first  symptom  which  called  the  patient’s  attention  to  the  trouble  with  the 
bladder. 

The  local  objective  examination  of  the  kidneys  usually  gives  a negative  result. 
Only  in  a few  cases  have  we  been  able  to  feel  the  diseased  kidney  as  a tumor 
through  the  abdominal  walls.  This  is  usually  due  less  to  the  tubercular  infiltration 
of  the  kidney  itself  than  to  the  dilatation  of  the  pelvis  of  the  Jcidney  from  hydro- 
nephrosis. We  can  sometimes  feel  the  thickened  walls  of  the  bladder.  The  local 
examination  of  the  prostate  and  the  testicles  is  far  more  important  in  diagnosis. 
Especially  in  the  latter  we  often  feel  the  hardening  corresponding  to  the  tuber- 
cular infiltration,  and  manifesting  itself  chiefly  in  the  epididymis,  while  the 
hardening  and  enlargement  of  the  prostate  can  usually  be  ea.sily  detected  by 
rectal  palpation. 

Among  the  general  symptoms  we  must  mention,  first  of  all,  fever,  which  is 
on  y exceptionally  absent,  and  usually,  in  the  severe  cases,  .shows  a pronounced 
renaitting  hectic  character.  The  other  general  symptoms  are  the  .same  as  in  most 
o the  other  tubercular  diseases— anamiia,  emaciation,  loss  of  appetite,  increasing 
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bodily  weakness,  etc.  We  have  a special  sign  in  the  occasional  co-existence  of 
other  tubercular  diseases  in  the  body,  the  lungs,  the  intestines,  the  bones,  etc., 
but  these  may  also  be  wholly  absent,  so  that  we  have  to  do  with  a purely  local 
genito-urinary  tuberculosis. 

The  course  of  the  disease  is  steadily  progressive.  Recovery  does  not  occur,  at 
least  not  in  any  cases  where  the  disease  has  attained  any  extent.  The  disease 
lasts  from  a few  months  to  a year  or  two,  but  sometimes  much  longer.  The  fatal 
termination  usually  ensues  from  the  increasing  general  weakness,  more  rai-ely 
under  the  symptoms  of  ammonisemia,  or  sometimes  from  a miliary  tuberculosis 
or  some  other  tubercular  disease,  such  as  pulmonary  tuberculosis,  tubercular 
meningitis,  etc. 

Diagnosis. — The  diagnosis  of  genito-urinary  tuberculosis  is  now  usually  no 
longer  difficult  in  fully  developed  cases,  since  it  can  be  made  with  complete  cer- 
tainty by  the  discovery  of  the  tubercle  bacilli  joined  to  the  presence  of  pus  in  the 
urine.  Of  course  this  gives  no  information  as  to  the  more  special  extent  of  the 
process.  In  order  to  judge  of  this,  we  must  add  the  local  symptoms  and  the  phys- 
ical examination  of  the  different  organs.  We  are  aided  in  the  confirmation  of 
our  first  suspicion  of  a tubercular  disease  chiefly  by  the  consideration  of  the  gen- 
eral condition  and  the  habit  of  the  patient,  the  discovery  of  a hereditary  taint,  or 
at  least  the  approximate  possibility  of  tubercular  infection,  and  also  the  discovery 
of  other  tubercular  affections,  especially  in  the  testicles,  the  hectic  fever,  and  the 
tedious  course,  upon  which  nothing  has  a favorable  influence.  At  any  rate  we 
must  make  it  a rule,  in  every  case  of  persistent  pyuila  which  can  not  be  otherwise 
explained,  to  examine  the  purulent  sediment  for  tubercle  bacilli.  We  may  then 
often  be  able  to  recognize  with  certainty  the  milder  and  incipient  cases  of  this  not 
very  rare  affection. 

Treatment. — Since  we  do  not  Icnow  at  present  any  eflBcient  remedy  to  combat 
the  tubercular  process,  the  treatment  has  merely  the  task  of  improving  the  patient’s 
general  condition  as  far  as  possible,  and  also  of  undertaking  a local  symptomatic 
treatment  in  the  same  way  as  in  ordinary  pyelitis  and  cystitis  {q.  v.).  Of  internal 
remedies  we  have  most  frequently  used  chlorate  of  potassium  and  turpentine,  and 
have  sometimes  seen  good  results,  especially  from  the  latter.  The  internal 
exliibition  of  creosote  sometimes  seems  to  us  to  act  well.  In  vesical  tuberculosis 
it  is  well  to  wash  out  the  bladder.  As  an  operative  procedure  we  may  remove 
tubercular  testicles  and  epididymes,  but  we  must  remember  that  in  such  cases 
there  is  usually  co-existing  disease  of  other  parts  of  the  genito-urinary  apparatus, 
such  as  the  prostate,  etc. 


CHAPTER  IV. 

HYDRONEPHROSIS. 

{Dilatation  of  the  Pelvis  of  the  Kidney.) 

.Etiology. — If  a contraction  arises  in  any  part  of  the  urinary  tract  and  checks 
the  flow  of  urine,  tbei'e  is  a stasis  of  the  urine  in  the  portion  behind  the  stenosis, 
which  gradually  leads  to  a constantly  increasing  dilatation  of  the  tract  as  a result 
of  the  pressure  of  the  retained  fluid.  If  the  obstacle  be  situated  in  a ureter,  the 
pelvis  of  the  kidney,  as  well  as  the  part  of  the  ureter,  dilates,  and  there  arises  a 
so-called  hydronephrosis.  If,  however,  the  obstacle  have  its  seat  in  the  urethra, 
the  bladder  and  both  ureters  gradually  dilate,  and  there  finally  arises  a bilatera 
hydronephrosis. 
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A closure  of  tlie  ureter  arises  most  frequently  in  adults  from  impacted  renal 
calculi,  and  also  from  new  growths  in  the  vicinity,  in  the  uterus  or  ovaries,  which 
compress  the  ureter  fi>om  without.  So  great  a pressure  may  also  be  exerted  on 
the  ui-eters  by  the  gi-avid  uterus  as  to  be  followed  by  a hydronephrosis,  which 
is  usually  bilateral.  Cicatricial  strictures,  valve-formations  and  bends,  also  are 
found  in  the  ureter,  and  form  an  obstacle  to  the  flow  of  urine.  Finally,  m can- 
cer of  the  bladder  the  lower  opening  of  the  ureter  may  be  contracted  or  entirely 
closed. 

Constrictions  of  the  urethra,  which  finally  lead  to  a bilateral  hydronephrosis, 
arise  most  frequently  from  strictures  as  a result  of  gonorrhoea,  and  also  from 
enlargements  of  the  prostate.  In  a rare  cases  a phimosis  may  even  form  the 
obstacle. 

In  general,  it  is  eAndent  that  gradual  constrictions  of  the  urinary  tract  and  peri- 
odic obstructions,  as  from  calculi,  inteiTupted  by  free  intervals,  lead  to  more 
marked  degrees  of  hydronephrosis  than  I’apid  and  complete  obstructions.  Under 
the  first-named  circumstances  the  renal  secretion  persists  much  longer  and  is  more 
abundant  than  in  the  latter  case,  when  it  usually  soon  ceases.  Nevertheless,  even 
then  there  still  follows  a further  slow  distention  of  the  pelvis  of  the  kidney,  since 
its  mucous  membrane  continues  to  secrete. 

It  is  worthy  of  note  that  hydronephrosis  may  also  be  congenital,  and  then  it  is 
usually  due  to  congenital  defects  of  development  in  the  ureters  or  other  urinary 
passages.  In  later  life  hydronephrosis  is  in  general  more  frequently  observed  in 
women  than  in  men. 

Pathological  Anatomy. — The  pathological  anatomy  of  hydronephrosis  is  on 
the  whole  very  simple.  We  have  a dilatation  of  the  pelvis  of  the  kidney,  which 
is  associated  with  a pressure  atrophy  of  the  renal  tissue.  The  papillae  are  flattened, 
the  uriniferous  tubules  and  the  glomeruli  are  gradually  more  and  more  obliterated, 
and  Anally  the  whole  kidney  may  be  changed  to  a connective-tissue  sac  filled 
with  fluid.  The  size  of  such  a hydronephrotic  sac  may  sometimes  be  so  large  as  to 
contain  ten  or  twenty  quarts  (litres)  of  fluid.  The  latter  consists,  of  course,  at  first 
of  urine,  but  the  farther  the  atrophy  of  the  Iridney  advances,  the  more  it  contains 
merely  the  secretion  of  the  mucous  membrane.  Inflammatory  conditions  are 
found  in  hydronephrosis  only  when  they  have  existed  previously,  as  in  pyelitis 
calculosa,  or  when  excitants  of  inflammation  in  addition  have  reached  the  pelvis 
of  the  kidney. 

Clinical  Symptoms. — Since  the  whole  type  of  the  disease  is,  of  course,  depend- 
ent in  many  respects  upon  the  nature  of  the  primary  disease,  we  have  here  to 
describe  only  those  symptoms  which  point  particularly  to  the  development  of 
hydronephrosis.  Such  a condition  often  causes  no  special  clinical  symptoms  at 
all,  so  that  we  can  at  most  suspect  its  existence  from  the  presence  of  an  astiological 
cause. 

The  appearance  of  a visible  and  palpable  tumor  is  the  first  definite  point  in  the 
diagnosis  of  hydronephrosis.  This  first  shows  itself  in  the  region  of  the  affected 
kidney,  but  then  it  gradually  enlarges  toward  the  hypochondrium  and  the  median 
line  of  the  body,  and  it  may  finally  show  very  considerable  dimensions.  The  tumor 
is  not  movable  on  respiration.  Its  resistance  is  usually  quite  considerahlo,  hut 
sometimes  a marked  feeling  of  fluctuation  may  bo  present.  On  percussion,  the 
tumor  gives  a dull  note,  from  which  the  tympanitic  note  of  the  colon  in  front  of 
the  tumor  is  sometimes  distinct  (see  page  87.‘1).  It  is  an  important  diagnostic  sign 
if  the  tumor  show  variations  in  its  size  at  times,  since  it  decreases  in  .size  with  a 
co-existing  increase  in  diuresis,  and  increases  again  when  the  amount  of  uriiie 
becomes  smaller. 

In  doubtful  cases  an  exploratory  puncture  of  the  tumor  may  also  be  of  signifi- 
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cance  in  diagnosis.  It  of  course  favors  the  existence  of  hydronephrosis  if  urinary 
constituents,  especially  urea,  can  he  found  in  the  fluid  evacuated ; hut  if  the  hydro- 
nephrosis he  of  long  standing,  its  contents,  as  we  have  said,  will  he  simply  sero- 
mucous,  and  then  chemical  examination  gives  no  definite  data  for  distinguishing 
hydronephi’osis  from  ovarian  tumors,  or  other  cystic  tumors  of  the  kidney.  In 
regard  to  the  procedure  fi.rst  devised  hy  Simon,  which  is  also  important  in  regard 
to  palliative  therapeutics — namely,  catheterization  of  the  ureter  in  Vvomen  after 
having  previously  dilated  the  urethra  artificially,  and  in  this  way  confirming  the 
diagnosis — the  details  may  he  found  in  the  special  works  on  surgery. 

The  seci’etion  of  urine  in  unilateral  hydronephrosis  may  he  completely  normal 
if  the  other  healthy  kidney  act  vicariously.  In  stricture  of  the  urethra,  and  also 
in  bilateral  constrictions  of  the  uretei’s,  however,  there  is,  of  course,  an  obstacle  for 
the  passage  of  urine,  so  that  the  amount  of  urine  may  be  abnormally  small.  There 
may  he  at  times  complete  anuria,  and  even  uraemic  symptoms.  The  composition 
of  the  urine  depends  entirely  upon  the  form  of  the  primary  disease.  If  only  the 
healthy  kidney  secrete,  the  urine  passed  is  normal.  If  there  be  at  the  same  time 
pyelitis  or  cystitis,  the  mine  may  contain  pus  or  blood.  If  the  urine  can  also 
come  from  the  diseased  kidney  at  one  time  and  not  at  another,  the  urine  also 
exhibits  a vai-ying  composition,  as  we  have  said  before  (page  886). 

In  many  cases  of  hydronephrosis  quite  severe  local  symptoms  are  present; 
there  are  frequently  severe  pains  in  the  tumor,  which  shoot  chiefly  toward  the 
thigh.  Of  com’se,  these  local  symptoms  are  sopaetimes  only  slight.  In  regard  to 
the  sym23toms  on  the  part  of  other  organs,  gastric  disturbances  appear  to  be  of 
the  most  frequent  occurrence;  among  them  are  nausea,  loss  of  appetite,  vomiting, 
and  eructations.  In  some  cases  the  bowels  are  constipated,  in  othei-s  there  is 
obstinate  diarrhoea. 

The  whole  course  of  the  disease  is  always  chronic.  There  are  often  variations 
in  its  course,  hut  no  general  statements  can  be  given,  because  the  conditions  vary 
in  the  different  cases  according  to  the  form  of  the  primary  disease.  Most  cases 
of  hydronephrosis  end  fatally,  either  in  consequence  of  the  primary  disease  or 
in  consequence  of  secondary  pyelo-nephritic  or  perinephritic  inflammations,  of 
urmmia,  etc.  Recovery  takes  jjlace  in  rare  cases,  especially  if  one  kidney  be  per- 
fectly normal,  and  there  he  no  incurable  primary  disease.  Recovery  may  ensue 
spontaneously  from  perforation  or  obliteration,  or  it  may  be  brought  about  arti- 
ficially from  operative  jjrocedures. 

In  the  diagnosis  of  hydronephrosis,  the  points  especially  to  he  considered  have 
already  been  mentioned.  The  diagnosis  is  usually  not  easy,  especially  if  the  mtio- 
logical  factors  he  unknown;  and  the  disease  is  often  confused  with  other  renal 
tumors  and  echinococci  of  the  kidneys,  with  ovarian  tumors,  and  even  with  splenic 
and  hepatic  tumors. 

Treatment. — Except  for  the  symptomatic  treatment  of  the  pain  and  any  accom- 
panying pyelo-cystitis,  an  efficient  treatment  of  hydronephrosis  can  be  attempted 
only  by  surgical  means.  Puncture,  incision,  extirpation  of  the  kidney,  and  t e 
establishment  of  a renal  fistula,  are  the  methods  of  operation  most  m use— the 
details  of  which  are  to  he  found  in  the  special  surgical  treatises. 
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CHAPTER  V. 

CYSTITIS. 

( Vesical  Catarrh.) 

.Etiology. — In  most  cases  of  vesical  catai-rh  the  agents  of  inflammation  reach 
the  bladder  from  without  through  the  urethra.  The  most  unequivocal  experiment 
in  this  regard  is,  unfortunately,  often  made  by  the  physician  himself,  when  he 
excites  a cystitis  by  the  use  of  an  insufficiently  purified  and  disinfected  catheter 
or  bougie.  The  development  of  the  vesical  catarrh  is  generally  aided  in  such  cases 
by  the  fact  that  there  is  usually  a defective  evacuation  of  urine,  from  stricture  of 
tlae  urethra  or  paralysis  of  the  detrusor,  and  that  there  is  at  the  same  time  reten- 
tion of  urine,  in  which  the  bacteria  can  develop  undisturbed.  The  agents  of 
inflammation  may  also  enter  from  the  urethra  into  the  bladder  in  incontinence 
of  urine.  On  account  of  the  imperfect  closure  of  the  sphincter,  a stagnating 
coliunn  of  urine,  directly  connected  with  the  contents  of  the  bladder,  forms  in  the 
urethra,  and  to  this  column  the  air  and  the  bacteria  that  excite  decomposition  of 
the  urine  have  direct  access.  In  this  way  many  cases  of  cystitis  arise  in  patients 
with  nervous  disease  who  have  paralysis  of  the  bladder,  and  also  many  of  the  fre- 
quent cases  of  cystitis  arise  in  this  way  in  persons  who  are  severely  ill  and  stupid 
from  some  other  disease,  such  as  typhoid  fever. 

Cystitis  often  follows  diseases  of  the  neighboring  urinary  tract.  Gonorrhoeal 
urethritis  is  the  most  common,  and  this  invades  the  bladder  dii-ectly  and  leads  to 
a gonorrhoeal  cystitis.  In  women,  the  agents  of  inflammation  may  quite  easily 
enter  the  bladder  from  the  vagina  through  the  short  female  urethra.  Thus  arise 
especially  the  frequent  cases  of  cystitis  in  childbed.  In  some  cases  communica- 
tions may  develop  between  the  bladder  and  certain  neighboring  organs,  as  in 
vesico-rectal  or  vesico-vaginal  fistulae,  by  which  again  access  to  the  bladder  is  open 
to  the  agents  of  inflammation. 

Another  group  of  cases  is  due  to  the  presence  of  foreign  bodies,  which  instate  the 
vesical  mucous  membrane  mechanically.  Among  these  is,  first  of  all,  the  cystitis 
which  so  often  accompanies  stone  in  the  bladder.  It  must  be  stated,  however,  that 
many  cases  of  the  vesical  catarrh  which  here  exists  are  not  directly  dependent 
upon  the  calculi,  but  are  first  excited  by  examination  with  catheters  and  sounds. 

In  distinction  from  the  methods  of  the  origin  of  cystitis  so  far  described,  the 
production  of  inflammation  by  way  of  the  blood-suppiy  is  much  rarer.  Certain 
chemical  substances,  already  mentioned  (page  837),  which  are  eliminated  by  the 
kidneys  and  provoke  an  inflammation  of  the  urinary  tract,  are  the  most  important 
in  this  respect.  Cantharides  shows  the  most  intense  action  of  this  sort,  and  it  may 
cause  an  actual  croupous  cystitis.  Slight  irritative  states  of  the  bladder  also  fre- 
quently appear  after  taking  certain  foods  and  drinks,  as  after  drinking  new  beer. 
Infectious  substances  only  rarely  come  under  consideration  in  this  regard.  Most 
of  the  cases  of  cystitis  in  severe  acute  infectious  diseases  are  secondary  complica- 
tions (ufde  supra).  It  can  not  be  doubted  that  in  some  cases  an  apparently  idio- 
pathic primary  cystitis  appears  after  exposure  to  cold,  but  it  is  very  rare.  In  such 
cases  we  usually  have  to  do  with  acute  exacerbations  of  an  old  chronic  cystitis — 
for  example,  of  gonorrhoeal  origin. 

It  ha.s  been  stated  in  the  previous  chapters  how  frequently  cystitis  is  only  one 
symptom  of  a more  extensive  disease  of  the  urinary  tract.  Ascystitis  may  further 
invade  the  pelvis  of  the  kidney  through  the  ureters,  so,  on  the  other  hand,  any 
pyelitis  of  primary  origin  may  extend  downward  and  involve  the  bladder. 

Pathological  Anatomy. — The  pathological  anatomy  of  cystitis  pre.sents  the 
same  conditions  as  the  inflammation  of  any  other  mucous  membrane.  In  simple 
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catarrhal  cystitis  the  mucous  membrane  is  swollen  and  covered  with  pus,  and  is 
often  studded  with  limmon*hages.  In  old  chronic  cystitis  the  mucous  membrane- 
often  takes  on  a slaty,  grayish-black  color  as  a result  of  the  haemorrhages.  The 
severer  forms  of  cystitis,  such  as  are  often  observed  in  diseases  of  the  spinal  cord, 
are  termed  vesical  diphtheria.  These  cases  come  to  a necrotic  destruction  of  the 
snperficial  layers  of  the  mucous  membrane,  ulcerations,  etc.  In  such  severe  cases 
submucous  and  pericystitic  abscesses  sometimes  develop,  which  may  perforate  into 
the  surrounding  parts  in  vai’ious  ways.  The  incrustation  of  the  mucous  mem- 
brane with  urinary  salts,  especially  with  ammonio-magnesic  phosphate,  is  also 
frequently  found  in  chronic  cystitis,  and  is  worthy  of  mention. 

Clinical  Symptoms. — The  local  symptoms  in  the  bladder  are  sometimes  quite 
severe  in  cystitis,  but  in  other  cases  they  are  only  slight.  In  general,  they  show 
a gi’eater  intensity  in  acute  cases  than  in  chronic  cystitis.  The  pain  in  the  region 
of  the  bladder  is  rarely  entirely  continuous;  it  usually  comes  on  only  on  micturi- 
tion, but  it  is  often  very  distressing  then,  and  shoots  to  the  opening  of  the  urethra. 
Since  the  inflamed  vesical  mucous  membrane  shows  an  increased  irritability,  and 
since  the  morbidly  altered  urine  {vide  infra)  also  exerts  an  abnormal  irritation 
on  the  mucous  membrane,  there  is  very  often  an  increased  desire  to  micturate. 
The  patient  has  to  empty  the  bladder  much  oftener  than  normal,  and  in  severe 
cases  there  is  an  almost  constant,  painful  “ vesical  tenesmus,”  from  which,  at  any 
attempt  to  mictui’ate,  only  a very  small  amount  of  urine  is  passed,  with  severe 
burning.  As  a result  of  the  increased  hritability  of  the  vesical  mucous  membrane, 
there  sometimes  comes  on  a very  troublesome  reflex  spasm  of  the  sphincter,  by 
which  the  symptoms  are  increased. 

Only  the  character  of  the  urine  is  decisive  in  the  diagnosis.  This  is  secreted  in 
a perfectly  normal  amount  and  character,  in  case  thei-e  is  no  complication  on  the 
part  of  the  kidneys;  but  in  the  bladder  it  is  mixed  with  the  products  of  the  dis- 
eased mucous  membi’ane,  and  it  is  here  exposed  to  the  action  of  the  bacteria  in  a 
way  that  will  presently  be  described.  The  abnormal  admixtm-es  in  the  urine  con- 
sist chiefly  of  pus-corpnscles  and  bladder  epithelium,  and  sometimes  of  some  of 
the  mucus  produced  by  the  mucous  membrane.  The  speciflc  action  of  the  bacteria, 
which  have  reached  the  bladder  from  without,  consists  of  the  so-called  alkaline 
fermentation  of  the  urine— that  is,  in  the  fermentative  change  of  urea  into  car- 
bonate of  ammonia.  This  process  is  associated  entirely  with  the  presence  of  cer- 
tain micro-organisms,  the  '’'’micrococci  urecef  and  the  retention  of  urine  as  such 
never  leads  to  an  alkaline  fermentation.  As  Lepine  and  Eoux  have  shown,  we 
can  produce  a very  severe  cystitis,  and  even  nephritis,  by  injecting  very  small 
amounts  of  a pure  culture  of  micrococcus  urem  (Cohn)  into  the  bladder  of  a 
guinea-pig.  The  stagnation  is  only  a factor,  which  gi’eatly  aids  the  whole  process 
since  the  activity  of  the  bacteria,  as  we  have  said,  can  develop  much  better  here 
than  if  the  bladder  were  to  a certain  degi’ee  constantly  purifled  and  washed  out 
by  the  urine  ’that  is  always  coming  afresh.  As  soon  as  a part  of  the  urea  is 
changed  to  cai’bonate  of  ammonia,  the  acid  reaction  of  the  urine  must  be  less. 
The  urine  has  a faintly  acid  or  neutral  reaction,  and  sometimes  it  is  even  already 
decidedly  alkaline  when  passed.  The  latter,  however,  is  only  rarely  the  case,  but 
it  is  often  simulated  by  the  fact  that  the  urine  is  not  examined  until  it  has  stood 
for  some  time.  Since  during  this  time  the  alkaline  fermentation  which  has  once 
begun  makes  rapid  progress,  the  cystitic  urine  that  has  stood  is  very  often  alkaline. 
Many  crystals  of  ajnmonio-magnesic  phosphate  and  urate  of  ammonia  then  form 
in  it;  the  former  are  easily  recognized  by  their  “cofliu-lid  shape,”  and  the  latter 

by  their  “tlimm-apple  shape”  (see  Fig.  116).  _ i i f 

If  we  then  briefly  put  together  what  has  been  said,  the  mine  is  passed  in  about 
the  normal  amount  in  cystitis.  It  usually  looks  clear,  and  has  an  abundant  scdi- 
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Fiq.  116.— Crystals  of  triple  phosphate  and  am- 
(From  Funke.) 


monic  urate. 


nient,  which  can  often  be  recognized  as  purulent  with  the  naked  eye,  and 
which,  microscopically,  we  can  find  pus-corpuscles,  often  bladder  epithelium,  and 
constantly  innumerable  bacteria— usually  short  rods  in  vigorous  motion.  The 
alkaline  fermentation  may  usually  be  recognized  by  the  strong  ammoniacal  odor, 

and  also,  as  we  have  said,  by  the  reaction 
of  the  lu’ine.  In  the  severe  diphtheritic 
forms  of  cystitis  we  find  entire  shreds  of 
necrotic  tissue  in  the  urine.  If  there  are 
haemorrhages  in  the  bladder,  the  urine 
often  contains  red  blood-corpuscles  and 
sometimes  even  large  blood-clots.  The 
mucus  in  the  urine  appears  in  milder  cases 
as  a cloudy  opacity — “nubecuZa.”  The 
viscid  masses  which  can  be  drawn  out  into 
threads,  and  which  are  usually  abundant 
in  the  urine  in  severe  cystitis,  are  not  the 
special  product  of  the  mucous  membrane, 
mucine,  but  they  arise  from  the  pus-cor- 
puscles and  the  epithelium  dissolved  in 
the  alkaline  urine,  and  hence  give  the 
reactions  for  albumen.  It  goes  without 
saying  (compare  page  824)  that  every 
cystitic  urine  is  albuminous  from  its  mix- 
ture with  pus-serum.  The  presence  of  slimy  threads  in  the  urine — the  so-called 
“clap-threads”  {Tripperfdden) — is  characteristic  of  gonorrhoeal  cystitis. 

There  can  be  no  doubt  that  the  decomposing  alkaline  urine  acts  as  a chemical 
excitant  of  inflammation  on  the  vesical  mucous  membrane.  Hence  cystitis  often 
arises  perhaps  in  this  way,  that  the  bacteria  which  have  entered  the  bladder  first 
excite  only  an  alkaline  fermentation,  and  that  then  the  mucous  membrane  is 
affected  by  the  irritation  of  the  ammonia  salts  that  ai-e  formed.  It  is,  however, 
at  present  hard  to  decide,  and  it  is  also  without  special  practical  interest,  whether 
the  bacteria  as  such  can  not  directly  excite  inflammation. 

The  other  morbid  symptoms  associated  with  cystitis  usually  depend  only  in 
part  upon  the  disease  itself  and  in  part  upon  some  existing  primary  disease.  Tlie 
most  important  symptom  is  the  fever,  which  is  often  to  be  referred  dii-ectly  to  the 
cystitis.  In  severer  cases  it  may  be  very  intense,  and  often  assumes  a pysemic 
intermittent  character,  especially  if  there  have  arisen  pericystitic  suppurations  or 
if  the  cystitis  has  extended  to  the  pelvis  of  the  kidney  and  the  kidneys  (see  page 
881).  An  acute  cystitis  may  also  begin  with  a chill  and  high  fever.  If  the  escape 
of  the  purulent  urine,  however,  always  remains  undisturbed,  the  fever  may  be 
entirely  absent  in  spite  of  the  existence  of  cystitis. 

Sometimes  in  severe  cystitis  with  a marked  alkaline  fermentation  certain  nerv- 
ous symptoms  appear,  such  as  headache,  vertigo,  stupor,  and  nausea.  The  idea  has 
been  advanced  that  in  these  cases  we  have  to  do  with  an  auto-iiitoxicatiou  of  the 
body,  since  ammonia  and  perhaps  other  products  of  decomposition,  like  sulphu- 
retted hydrogen)?),  are  absorbed  from  the  bladder  into  the  blood  (amiuonimuiia), 
and  in  tliis  way  excite  tlie  symptoms  of  poisoning  mentioned. 

According  to  tlie  course  of  the  disease  wo  distinguish  an  acute  and  a chronic 
cystitis.  The  former,  which  may  come  on,  for  example,  after  catheterization,  in 
gonorrhcea,  etc.,  often  passes  off  favorably  after  a few  days.  Tlie  amount  of 
mucus  and  pus  in  the  urine  remains  slight.  Chronic  cystitis  is  observed  especially 
as  a complication  in  other  diseases  of  the  urinary  tract,  like  stricture,  in  chronic 
diseases  of  the  spinal  cord  with  paralysis  of  the  bladder,  etc.  It  is  very  often 
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incurable  because  the  primary  disease  is  incapable  of  improvement  and  the  cause 
of  tlie  disease  therefore  persists.  The  longer  a cystitis  lasts,  the  neai'er  is  the 
possibility  of  the  development  of  more  severe  and  dangerous  complications,  espe- 
cially the  development  of  a pyelo-nephritis,  and  the  formation  of  pericystitic  sup- 
purations. In  this  way  cystitis,  especially  in  chronic  nervous  diseases,  may  become 
the  immediate  cause  of  death. 

Treatment.— The  dangers  last  mentioned  must  urgently  impress  upon  us  the 
prophylaxis  of  cystitis.  Fortunately,  a good  deal  can  be  done  in  this  respect,  in 
the  first  place,  by  the  avoidance  of  all  unnecessary  use  of  bougies  and  cathetere, 
by  the  greatest  care  for  cleanliness  in  the  use  of  all  instruments  of  this  sort,  and 
by  the  timely  treatment  of  aU  those  conditions  which  may  lead  to  cystitis. 

The  treatment  of  cystitis  is,  in  the  milder  and  acute  cases,  hygienic  and  medi- 
cinal, but  in  the  severer  cases  only  a careful  local  treatment  can  be  useful. 

In  any  severe,  and  especially  in  any  acute  cystitis,  the  greatest  bodily  rest  (if 
possible  rest  in  bed)  is  urgently  deshable,  since  otherwise  an  increase  of  the  symp- 
toms and  a prolongation  of  the  course  of  the  disease  is  the  almost  inevitable 
re.sult.  The  diet  must  be  mild  and  unirritating.  Spiced  food  and  alcoholic  drinks 
are  to  he  avoided,  but  we  should  recommend  an  abundant  supply  of  fiuid,  by 
which  the  urine  is  diluted  and  the  bladder  washed  out.  We  have  the  patient 
drink  plenty  of  ordinary  water,  tea,  or  a suitable  minei’al-water,  hke  Wildunger, 
Sellers,  or  Fachinger.  A diet  mainly  of  milk  is  very  good;  by  it  the  cystitic 
symptoms  often  very  rapidly  cease. 

Among  internal  remedies  those  are  to  be  considered  which  are  eliminated  with 
the  urine,  and  are  thus  able  to  act  on  the  diseased  mucous  membrane,  or  directly 
upon  the  agents  of  inflammation.  One  of  the  most  efficient  di’ugs,  which  never 
does  harm  with  necessary  caution,  is  chlorate  of  potassium,  of  whose  favorable 
influence  on  vesical  catarrh  we  have  often  convinced  om’sel'^es.  It  is  prescribed 
in  an  aqueous  solution,  forty  to  seventy-five  grains  a day  (grm.  3-5),  and 
should  never  he  taken  on  an  empty  stomach.  Salicylic  acid  is  sometimes  used 
with  good  results  in  doses  of  half  a drachm  to  a drachm  (grm.  2-4)  a day  in 
ten-grain  (grm.  0'5)  capsules.  The  two  remedies  mentioned  have  largely  replaced 
tannin,  which  was  formerly  in  great  favor.  At  present  a decoction  of  uva  ursi  is 
still  more  frequently  prescribed,  10  or  15  to  150,  whose  active  principle,  arbutine, 
in  doses  of  forty-five  to  sixty  grains  a day  (grm.  3-4)  in  an  aqueous  solution, 
seems  worthy  of  further  trial  (Lewin  and  others).  In  more  advanced  stages  of 
vesical  catarrh,  if  the  initial  symptoms  of  irritation  have  ceased,  the  resinous 
drugs  are  to  be  used,  of  which  oil  of  turpentine  and  balsam  of  copaiba  especially 
sometimes  show  a very  good  action.  Both  are  best  given  in  gelatine  capsules. 

If  there  are  severe  local  symptoms,  we  prescribe  warm  compresses  and  poul- 
tices to  the  region  of  the  bladder.  In  robust  persons  with  acute  cystitis,  local 
blood-letting,  three  to  six  leeches  to  the  perineum,  sometimes  has  a decidedly 
favorable  symptomatic  action  in  such  a case.  In  other  respects  nai’cotics,  especially 
subcutaneous  injections  of  morphine,  are  the  best  remedy  where  there  is  sevei’e 
pain  and  tenesmus.  Camphor,  extract  of  helladonna,  etc.,  are  much  more  uncer- 
tain in  their  action.  The  frequent  use  of  protracted  warm  baths  may,  however, 
be  greatly  recommended. 

In  chronic  cystitis  all  the  remedies  previously  mentioned  are  also  to  be  con- 
sidered ; but  they  are  usually  not  sufficient  alone,  and  at  any  rate  they  are  far  less 
effective  than  a methodical  local  treatment.  This  consists  in  washing  out  the 
bladder  regularly  every  day  by  the  aid  of  an  elastic  catheter,  to  Avhich  a T-tube  is 
fastened  by  means  of  rubber  tubing,  one  arm  being  connected  with  an  irrigator 
and  the  other  with  the  escape-tube.  We  thus  let  a moderate  amount  of  fluid, 
eight  or  ten  ounces  (200-300  c.  c.),  run  into  the  bladder  and  run  out  again,  fre- 
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quently  repeating  the  process,  until  it  conies  away  perfectly  clear.  For  this  pur- 
pose we  use  either  pure  warm  water,  or,  better,  a dilute  solution  of  plumbic 
acetate  (1  to  1000),  permanganate  of  potassium  (1  to  1000),  boric  and  salicylic  water, 
and  the  like.  By  such  a treatment  many  cases  of  chronic  vesical  catarrh  may 
recover,  and  others  may  at  least  be  kept  constantly  hi  check. 

Attention  to  the  causal  indication  is  sometimes  very  important  also  in  chronic 
vesical  catarrh— for  example,  the  treatment  of  any  strictures,  the  removal  of  cal- 
culi, or  the  improvement  of  paralytic  states  of  the  bladder. 

In  pericystitic  suppuration  surgical  treatment  is  only  rarely  possible.  We 
must,  therefore,  confine  ourselves  to  purely  symptomatic  procedures. 


CHAPTER  VI. 

NEW  GROWTHS  IN  THE  BLADDER. 

Primary  new  growths  in  the  bladder  are  quite  rare.  The  commonest  is  the 
so-called  villous  cancer  (which  is  properly  a papillary  fibroma),  which  may  attain 
the  size  of  a walnut,  and  is  usually  situated  in  the  lower  portion  of  the  bladder 
near  the  entrance  of  the  urethra.  Since  the  tumor  is  usually  very  vasculai’,  there 
are  often  haemorrhages  into  the  bladder,  and  repeated  haematuria  is  therefore  one 
of  the  commonest  symptoms  of  vesical  papilloma.  In  this  affection  the  blood- 
clots  often  assume  a ijeculiar  long,  worm-like  shape,  from  their  passage  through  the 
urethi’a.  Severe  symptoms  on  micturition  sometimes  appear,  since  portions  of 
the  tumor  may  lie  in  front  of  the  opening  of  the  urethra.  A definite  diagnosis  of 
a villous  tumor  is  possible  only  when  single  portions  of  the  tumor  are  thrown  off, 
and  are  found  in  the  urine  passed.  Examination  of  the  bladder  by  the  catheter 
may  also  give  information  as  to  the  presence  and  seat  of  the  tumor. 

Primai-y  carcinoma  of  the  bladder  is  rare.  It  is  usually  spread  diffusely  over 
the  wall  of  the  bladder,  and  leads  to  so  considerable  a thickening  of  it  that  we  can 
often  feel  the  bladder  from  without  through  the  abdominal  walls.  Otherwise  the 
symptoms  ai’e  the  same  as  in  severe  chronic  cystitis.  The  urine  contains  much 
pus,  and  is  sometimes  bloody.  Tlie  general  cancerous  cachexia  developed  rather 
late  in  the  cases  which  we  have  seen,  of  which  one  was  in  a man  still  quite  young. 
The  diagnosis  is  not  always  easy.  Except  from  attention  to  the  general  course  of 
the  disease  and  any  vesical  tumor  that  may  be  felt,  it  must  aim  to  be  based  chiefly 
upon  the  discovery  of  particles  of  cancer  in  the  urine. 

A secondary  invasion  of  the  bladder  by  carcinomatous  new  growths  from  the 
uterus,  rectum,  and  vagina  is  quite  frequently  observed. 

Tlie  treatment  can  usually  be  only  symptomatic,  since  surgical  pi’ocedui’es  are 
possible  only  in  rare  cases. 
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CHAPTER  VH. 

ENURESIS  NOCTURNA. 

{Nocturnal  incontinence  of  Urine.) 

Enuresis  noctui’na  is  a nervous  afiPection  of  the  bladder  by  no  means  rare  in 
children  of  both  sexes,  and  therefore  quite  important  in  its  practical  relations. 
Of  coiu’se,  in  small  children  there  is  no  sharp  boundary  to  be  dra-\vn  between 
normal  and  pathological  conditions;  but  it  is  decidedly  pathological  if  larger  chil- 
dren, from  four  to  ten  yeai-s  of  age  and  even  older,  pass  their  urine  in  bed  more 
or  less  frequently  during  sleep,  in  spite  of  well-developed  reasoning  powers  and 
professedly  the  best  intentions.  This  anomaly  may  extend  to  the  yearn  of  puberty 
and  even  beyond  it,  and  then  it  frequently  produces  a very  depressing  mental 
affection  for  the  patient.  Special  causes  for  it  are  not  to  he  discovered  in  most 
cases.  We  are  compelled  to  assume  either  an  abnormal  weakness  of  the  sphincter, 
which  is  probably  sometimes  congenital,  or  an  abnormal  irritability  of  the  deti’u- 
sor.  At  any  rate,  in  wetting  the  bed  at  night  the  process  of  mictm-ition  comes  on 
in  a purely  reflex  way,  hut  it  is  often  accompanied  by  certain  ideas  in  dreams 
referable  to  micturition.  It  does  not  hold  in  all  cases  that  the  sleep  is  especially 
deep.  Many  patients,  of  course,  first  notice  the  trouble  in  the  morning,  but  others 
almost  always  wake  directly  after.  The  involuntary  micturition  usually  occum 
in  the  first  hours  after  going  to  sleep,  hut  sometimes  it  is  later,  and  even  firat 
toward  morning.  By  day  micturition  is  often  perfectly  normal  ; but  in  many 
cases  there  is  even  then  a noticeable  weakness  of  the  hladdei’,  so  that  the  child  has 
to  make  water  oftener  than  usual,  and  sometimes  wets  its  clothes  even  by  day. 

Although,  as  w^e  have  said,  we  can  usually  find  no  special  cause  for  the  trouble, 
still,  in  some  cases,  certain  morbid  changes  in  the  urinary  organs  may  give  rise  to 
the  incontinence.  We  should,  therefore,  in  every  case  at  least  think  of  the  pos- 
sibility of  stone  in  the  bladder,  of  congenital  phimosis  and  adliesions  of  the  pre- 
puce to  the  glans  penis,  of  ascarides,  and  of  inflammatoi’y  conditions,  and  make  a 
special  examination  of  these  points.  We  must  also  bear  in  mmd  polyuria  caused 
by  diabetes  or  renal  disease,  and  finally,  of  course,  in  the  diagnosis  of  a jiurely 
nervous  nocturnal  incontinence  of  urine,  we  must  exclude  the  existence  of  any 
actual  anatomical  spinal  affection. 

In  all  the  cases  just  mentioned,  the  treatment  must  of  course  refer  fii’st  to  the 
primary  disease  ; but  in  the  ordinary  nocturnal  incontinence  the  treatment  must 
fir.st  take  into  consideration  the  prevention  of  the  appearance  of  nocturnal  mic- 
turition as  far  as  possible.  The  child  must  take  only  a veiy  little  fluid  in  the 
evening,  and  he  should  be  made  to  empty  his  bladder  immediately  before  going 
to  sleep,  and  once  again  later.  He  should  not  be  covered  up  too  warmly,  and,  if 
possible,  he  should  not  lie  on  his  back  dm’ing  sleep.  Tying  a brush  to  the  hack  is 
therefore  a well-known  domestic  remedy.  A somewhat  sti’ict  mental  treatment  is 
often  effective,  since  thus  the  attention  to  the  process  is  increased,  although  uncon- 
sciously, and  the  child  often  learns  to  wake  up  at  the  right  time.  The  use  of  the 
rod  is  of  course  on  the  whole  only  rarely  admissible.  On  the  contrary,  we  often 
have  to  protect  the  child  against  unreasoning  parents. 

Internal  remedies,  especially  belladonna  and  tincture  of  nux  vomica,  which 
were  formerly  recommended,  rarely  avail.  Iron  preparations  are  indicated  only 
in  anasmic  children.  Electrical  treatment,  however,  is  often,  if  not  always,  very 
effective.  We  put  the  broad  anode  over  the  lumbar  cord,  and  the  smaller 
kathode  over  the  region  of  the  bladder  or  on  the  perineum,  and  let  quite  a sti’ong 
constant  cm’rent  pass  through  for  two  or  three  minutes.  Then  we  pass  the  wiie 
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end  of  a conducting  cord,  which  we  make  the  kathode,  into  the  mouth  of  the 
m-ethra  for  one  or  two  centimetres,  and  let  quite  a strong  and  somewhat  painful 
faradic  current  act  for  one  or  two  minutes  (Seeligmiiller).  The  sittings  must  at 
fii'st  be  repeated  daily.  It  is  also  a very  good  plan  to  let  the  whole  body  he  well 
rubbed  with  cold  water  before  going  to  sleep. 

The  prognosis  of  these  forms  of  incontinence,  which  have  no  organic  disease 
at  the  bottom  of  them,  is  almost  always  favorable,  since  in  the  worst  case  the 
anomalous  condition  usually  disappears  gradually  of  itself  with  increasing  years. 

[Belladonna,  strychnia  or  nux  vomica,  or  a combination  of  the  two,  are  often 
of  imquestionable  service.  If  the  enuresis  is  only  nocturnal,  belladonna  alone 
may  be  used,  either  in  a single  dose  at  bedtime  or  three  times  a day.  If  the 
enuresis  is  diurnal  also,  the  two  drugs  should  he  combined  and  given  three  or 
four  times  a day.] 
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CHAPTER  I. 

ACUTE  ARTICULAR  RHEUMATISM. 

.ffitiology. — Acute  articular  rheumatism  is  an  infectious  disease.  This  is  shown 
by  all  the  clinical  and  anatomical  peculiarities  of  the  disease ; and,  although  the 
specific  organic  pathogenetic  poison  can  not  yet  he  demonstrated,  still  this  view  of 
the  disease,  which  was  fii’st  brought  forward  by  Hfiter,  is  the  only  one  which  ena- 
bles us  properly  to  understand  its  symiitoms  and  course. 

Like  many  other  infectious  diseases,  acute  articular  rheumatism  is  often  indis- 
putably endemic  and  epidemic.  According  to  Hirach,  the  disease  is  most  preva- 
lent in  the  temperate  zones,  being  much  rarer  in  cold  and  ti’opical  latitudes ; hut 
even  in  Europe  it  is  by  no  means  uniform  in  its  frequency,  and  certain  districts  of 
England,  Belgium,  and  Russia  are  said  to  he  almost  exempt  from  it.  It  is  also 
possible  to  observe  epidemic  influences  with  regard  to  the  frequency  of  its  appear- 
ance, as  already  intimated.  Here  in  Leipsic,  where  articular  rheumatism  is  one 
of  the  most  frequent  of  acute  diseases,  we  have  observed  for  years  that  at  certain 
times  there  are  only  a few  cases,  while  at  others  there  is  a striking  increase  in 
then  number.  Usually  attacks  are  most  prevalent  in  the  winter  and  spring 
months,  but  again  it  is  sometimes  in  summer  that  the  disease  is  especially 
common. 

Among  the  exciting  causes  of  the  disease,  taking  cold  is  always  mentioned  as 
of  first  imijortance;  and  in  fact  it  can  not  be  denied  that  the  influence  of  cold  does 
often  seem  to  contribute  to  the  occurrence  of  the  disease. 

This  result,  however,  seldom  follows  a single  severe  exposure,  but  it  i-ather 
follows  persistent  causes,  and  in  particular  the  long-continued  influence  of  wet 
and  cold,  as  in  certain  occupations — for  example,  washing  and  scrubbing,  or  inhab- 
iting unhealthy  damp  dwellings,  and  the  like.  This  explains  why  those  who  follow 
certain  callings  are  especially  subject  to  articular  rheumatism ; thus  servant-ghls 
and  coachmen  are  frequently  victims  to  the  disease.  And  yet  it  is  possible  to 
regard  all  these  injurious  influences  as  being  merely  indirect  causes,  inasmuch  as 
they  favor  the  development  or  action  of  the  specific  micro-organisms ; and,  further- 
more, it  is  by  no  means  exceptional  to  see  a case  of  articular  rheumatism  -where 
no  history  of  exposure  to  cold  can  be  obtained. 

Sex  exerts  no  special  influence  upon  the  frequency  of  the  disease.  As  to  age, 
acute  articular  rheumatism  is  most  frequent  in  young  adults  between  fifteen  and 
thirty-five  years  of  age.  In  later  life,  and  particularly  in  old  age,  it  is  much 
rarer.  In  children  six  years  old  or  more  the  disease  is  not  especially  infrequent, 
but  in  younger  children  it  occurs  only  exceptionally.  We  niay  be  permitted  to 
mention  a single  interesting  case  which  we  met  with  hei’e  in  Leipsic,  where  a 
child  who  died  when  only  a few  days  old,  and  whose  mother  at  the  time  of  its 
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birth  was  siiffering  from  a severe  attack  of  acute  articular  rheumatism,  was  found 
to  have  multiple  purulent  arthritis. 

Much  has  been  said  with  regard  to  the  relations  of  acute  articular  rheumatism 
to  other  acute  diseases.  We  must,  therefore,  call  particular  attention  to  the.  fact 
that  the  joint  diseases,  whether  simple  or  multiple,  which  occur  after  scarlet  fever, 
gonorrhoea,  or  in  connection  with  puerperal  and  septic  diseases,  as  well  as  recent 
cases  of  secondary  syphilis,  have  nothing  to  do  with  genuine  acute  rheumatism. 
In  cases  of  this  sort  the  trouble  in  the  joints  is  merely  a special  localization  of  the 
general  disease ; and,  indeed,  the  circumstance  that  the  joints  are  a favorite  point 
of  attack  for  infectious  diseases  may  be  brought  forward  as  another  proof  that 
acute  articular  rheumatism  is  of  infectious  origin.  There  is,  however,  a single 
affection,  namely,  chronic  endocarditis,  about  which  the  facts  are  different.  This 
disease  is  setiologically  identical  with  acute  endocarditis,  and  therefore  with  acute 
rheumatism  {vide  infra).  At  least  this  is  true  in  many  cases,  although  probably 
not  in  all.  It  may  be  regarded  as  a proof  of  this  connection  between  the  two  dis- 
eases that  patients  with  chronic  cardiac  disease  are  especially  liable  to  attacks  of 
acute  ai’ticular  rheumatism.  Here,  therefore,  we  have  a genuine  articular  rheu- 
matism as  a symptom  of  more  general  disease.  It  may  be  regarded  in  some  sense 
as  a fresh  acute  exacei’bation  of  this  disease,  localized  mainly  in  the  joints. 

A vei*y  noteworthy  fact  is  that  acute  articular  rheumatism  can  not  be  num- 
bered among  those  infectious  diseases  which  usually  occur  but  once  in  the  same 
individual.  This  disease,  on  the  contrary,  resembles  pneumonia  and  erysipelas,  in 
that  it  is  very  apt  to  occur  repeatedly  in  the  same  person.  Acute  rheumatism, 
therefore,  even  when  it  ends  favorably  and  leaves  behind  it  no  evident  lesions, 
seems  to  render  the  patient  more  liable  to  the  disease  than  he  was  before. 

Symptomatology. — The  chief  symptom  of  acute  ariicular  rheumatism  is  an  acute 
febrile  synovitis,  which  almost  always  affects  several  joints.  The  synovitis  is 
associated  with  the  usual  local  phenomena  of  .swelling  and  tenderness  in  the  parts 
affected.  Often  this  articular  affection  is  the  first  symptom,  and,  indeed,  it  may 
be  the  only  symptom  of  the  disease.  It  is,  however,  by  no  means  exceptional  for 
the  arthritic  trouble  to  be  preceded  by  certain  prodromal  or  initiatory  symptoms, 
as  is  true  of  other  infectious  diseases.  These  prodromata  consist  either  of  a slight 
general  malaise,  or  of  certain  local  symijtoms.  It  is  not  rare  to  have  sore  throat, 
or,  as  we  have  repeatedly  had  opportunity  to  observe,  laryngitis.  These  pre- 
monitory symptoms  are,  however,  generally  insignificant,  and  may,  as  we  have 
said,  be  entirely  absent. 

The  articular  disturbance  is  almost  always  very  rapid  in  its  development. 
Some  of  the  larger  joints  are  usually  first  affected,  and  perhaps  those  of  the  lower 
extremities  somewhat  oftener  than  those  of  the  upper.  It  is  extremely  exceptioiiitl 
for  all  the  joints  that  are  affected  to  be  attacked  at  one  and  the  same  time.  It  is 
somewhat  characteristic  of  acute  articular  rheumatism  that  it  “ jumps  from  one 
joint  to  another.”  To-day  this  joint  will  be  affected  and  to-morrow  that,  while  the 
joint  first  attacked  may  still  remain  diseased  or  undergo  rapid  recovery.  Thus, 
there  may  be  either  a few  joints  affected  or  Tnany,  in  varying  sequence,  and  they 
niay  sometimes  be  affected  rapidly  and  at  other  times  more  slowly.  In  many 
of  the  milder  cases  the  disease  is  an  extremely  temporary  one,  while  in  others  it 
may  attach  itself  most  persistentl.y  to  some  one  or  more  joints. 

There  is  usually  fever  in  addition  to  the  arthritis;  but  it  is  not  usually  very 
high,  seldom  exceeding  103°  (30'.'5°  C.).  The  fever,  on  the  whole,  corresponds  with 
the  arthritic  phenomena,  and  does  not  present  a curve  which  is  at  all  typical,  but 
one  which  is  iiregularly  remittent.  We  have  scarcely  ever  seen  the  disease  begin 
^v^th  an  initial  rigor,  nor  are  the  so-called  ” general  febrile  symjitoms  ” of  headache, 
stupor,  and  subjective  feeling  of  heat  as  a rule  at  all  marked  in  acute  rheumatism. 
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This  indicates  that  the  constitutional  infection  does  not  as  a rule  attain  gi’eat 
severity.  The  skin  is  noticeably  inclined  to  perspiration,  but  the  perspiration  is 
not  at  all  a result  of  any  sudden  fall  in  temperature  such  as  is  seen  in  other  dis- 
eases. 

The  course  of  the  disease  is  marked  by  alternate  ameliorations  and  aggrava- 
tions of  the  local  symptoms  and  of  the  fever,  and  lasts,  particularly  if  it  is  not 
treated,  one  or  more  weeks,  or  a still  longer  period.  Then,  as  a rule,  the  symp- 
toms gradually  abate  and  convalescence  begins ; but  it  generally  is  tedious  and 
frequently  inteiTupted  by  relapses.  In  other  cases,  however,  the  disease  contrasts 
strongly  with  this  simiile  com«e,  for  articular  rheumatism  is  notoriously  subject 
to  numerous  complications  and  peculiarities  in  its  course.  The  protean  character 
of  the  disease  will  be  evident  upon  a perusal  of  the  following  description  of  the 
symptoms  referable  to  the  different  organs  of  the  body. 

Symptoms  referable  to  the  Different  Organs,  and  Peculiarities  in  the  Course  of 
the  Disease.  1.  Joints  and  Sheaths  of  the  Tendons.— The  favorable  termination 
of  most  cases  of  acute  articular  rheumatism  iirevents  us  from  often  examining  the 
anatomical  changes  in  the  affected  johits;  but  there  can  be  no  doubt  that  in  most 
instances  the  trouble  is  merely  a simple  serous  synovitis — that  is,  an  inflammation 
of  the  synovial  membrane,  with  an  exudation  into  the  cavity  of  the  joint  composed 
mainly  of  serum  with  but  little  admixture  of  fibrine  and  pus.  The  synovial  mem- 
brane itself,  in  the  cases  which  do  come  to  autopsy,  is  usually  very  little  affected. 
It  is  somewhat  injected,  opaque,  and  thickened.  Necrosis  of  the  cartilages  is  seen 
only  in  severe  cases,  or  in  those  which  have  lasted  a rather  long  while.  From  a 
clinical  standpoint,  the  articular  disturbance  is  noticeable  chiefly  for  the  pain 
which  it  causes  the  patient  upon  every  movement  of  the  joint  and  any  pressm*e 
upon  it.  The  painfulness  is  often  in  striking  contrast  with  the  slight  apparent 
change  in  the  structure  of  the  joint,  for  a joint  which  is  extremely  sensitive  may 
appear  to  be  scarcely  at  all  diseased.  Usually,  however,  the  joints  exhibit  the 
signs  of  synovitis.  The  effusion  into  the  joint  produces  an  evident  swelling, 
which  can  be  seen  particularly  well  in  the  knees,  but  also  in  the  joints  of  the 
ankle,  wi'ist,  shoulder,  and  elbow,  and  sometimes  even  in  the  smaller  joints  of  the 
fingers  and  toes,  particularly  the  great  toe.  It  is  rather  exceptional  to  detect  swell- 
ing of  the  hip-joint.  It  should  be  remembei’ed,  however,  that  the  swelling  in  the 
region  of  the  joint,  particularly  the  ankle  or  wrist,  is  often  less  the  result  of  a 
synovial  effusion  than  of  an  inflammatory  periarticular  oedema.  This  oedema, 
for  example,  may  extend  over  almost  the  whole  posterior  surface  of  the  hand. 
The  joints  are  by  no  means  uivariably  the  only  parts  attacked.  Not  infrequently 
there  are  analogous  mflammatory  changes  visible  in  the  sheaths  of  the  tendons, 
the  bursae,  and  perhajps,  in  many  cases,  even  the  fasciae  and  muscles.  The  sldn 
over  the  affected  joints  often  has  an  mflammatory  blush,  which  is  usually  pale 
red  and  spotted,  and  can  be  best  seen  at  the  ankle,  Imee,  and  wrist.  It  has  been 
maintained  that  the  cutaneous  sensibility  is  diminished  over  the  joints  affected, 
but  we  regard  this  as  a mistake. 

As  might  be  expected,  the  number  of  joints  attacked  and  the  sequence  in  which 
they  are  attacked  differ  greatly  in  different  cases;  but  almost  invariably  a number 
of  joints  suffer,  so  that  any  monarticular  arthritis  should  not  be  regarded  as  rheu- 
matic except  after  careful  deliberation  {vide  infra,  diagnosis).  It  should  be  said 
that,  in  mild  cases,  there  may  be  only  two  or  thi’ee  joints  affected,  these  being 
usually  some  of  the  larger  joints  of  the  extremities ; and  of  these,  one  may  be  so 
much  worse  than  the  others  that  their  participation  in  the  trouble  can  be  ascei-- 
tained  only  by  careful  questioning  and  examination.  In  severe  cases,  on  the  other 
hand,  the  number  of  joints  attacked  is  often  very  great.  Such  patients  become 
extremely  helpless,  because  any  movement  is  possible,  if  at  all,  only  under  the 
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penalty  of  very  severe  suffering.  The  patient  usually  lies  with  bended  knees  and 
feet  curved  so  as  to  be  concave  on  the  plantar  surface,  and  screams  with  pain  at 
any  attempt  to  change  his  position.  The  joints  of  the  trunk  sometimes  participate 
in  the  disease,  but  hardly  ever  except  in  the  severe  cases.  The  articulations  of  the 
vertebrae,  the  sterno-clavicular  joint,  the  articulation  of  the  lower  jaw,  and  the 
symphysis  pubis,  are  particularly  apt  to  be  affected.  The  fugitive  character  of 
the  arthritis  has  been  spoken  of  as  characteristic  of  acute  articular  rheumatism, 
and,  indeed,  it  is  not  infrequently  the  case  that  comparatively  large  swellings  of 
the  joints  soon  abate  and  yield  to  new  disturbances  in  other  joints ; but,  on  the 
other  hand,  the  disease  may  persist  very  obstinately  in  a single  joint.  In  this  case 
one  joint,  or  rarely  several,  are  attacked  with  marked  severity,  either  from  the 
start  or  subsequently  to  milder  affections  of  other  joints,  and  often  remain  for 
weeks  swollen  or  painful  long  after  all  other  symptoms  have  vanished. 

2.  Cardiac  Symptoms.  — The  condition  of  the  heart  in  acute  articular  rheuma- 
tism is  next  in  importance  to  that  of  the  joints.  The  physician  should  therefore, 
in  every  case,  even  the  mildest,  maintain  a continuous  watch  over  this  organ.  In 
1836  Bouillaud  made  careful  auscultatoiy  investigations  in  tins  disease,  and  was 
thus  the  fu'st  to  discover  that  the  course  of  acute  articular  rheumatism  is,  Avith 
noticeable  frequency,  accompanied  by  endocarditis,  and  sometimes  even  by  peri- 
carditis. Complications  of  this  sort  may  occin  in  any  case,  whether  mild  or  severe, 
or  may  be  absent  in  any  case,  even  the  worst.  They  may  develop  at  the  beginning 
or  later  on  in  the  course  of  the  disease.  Their  development  is  often  unattended 
by  any  subjective  symptoms,  so  that  they  can  be  recognized  only  by  careful  phys- 
ical examination.  In  many  cases,  however,  the  onset  of  cai’diac  disease  is  marked 
by  a fresh  exacerbation  of  the  fever,  or  possibly  by  palpitation,  or  by  painful  sen- 
sations in  the  prsecordia,  or  by  dyspnoea. 

We  will  consider  first  rheumatic  endocarditis.  This  is  almost  always  the  benign 
verrucous  variety  (see  page  278). 

It  is  far  more  prone  to  attack  the  mitral  than  the  aortic  valves,  and  is  accord- 
ingly usually  betrayed  by  a blowing  systolic  murmur  at  the  heart’s  apex.  Uncer- 
tainty may  be  cast  upon  the  diagnosis  by  the  fact  that  functional  murimn-s  are 
not  very  infrequent  at  the  apex  of  the  heart  in  cases  of  acute  articular  rheuma- 
tism. We  once  observed  a case  of  “ hypei’pyretic  rheumatism  ” (vide  infra)  where 
there  was  an  evident  murmur  of  this  sort  during  life,  and  yet  at  the  autopsy  we 
were  able  to  assure  ourselves  of  the  complete  integrity  of  the  cardiac  valves. 
Even  an  expert  may  for  a time  be  in  doubt  as  to  the  significance  of  many  cardiac 
murmurs,  and  this  explains  in  part  the  conflicting  statements  as  to  the  frequency 
of  cardiac  complications  in  acute  rheumatism.  In  general,  one  may  say  that  such 
complications  occur  in  25  to  33  per  cent,  of  the  cases.  The  ultimate  results  of  this 
endocarditis  we  do  not  need  to  describe  over  again  in  this  connection  (see  the  chap- 
ters on  acute  and  chronic  endocarditis) . Complete  recovery  is  possible.  Often,  how- 
ever, the  lesion  gives  rise  to  a chronic  endocarditis — that  is,  to  a cardiac  valvular 
disease,  which  lasts  through  life. 

Tlie  close  connection  between  endocarditis  and  the  arthritis  must  formeily 
have  seemed  very  puzzling,  despite  the  many  hypotheses  made  to  explain  it.  If, 
however,  wo  regard  acute  articular  rheumatism  as  an  infectious  disease,  this 
obscurity  vanishes.  Acute  articular  rheumatism  is  plainly  not  a merely  local 
disease,  but  the  result  of  a general  infection.  The  specific  iiathogenetic  matter  is 
not  only  present  in  the  joints  affected,  but  it  also  cii’culates  in  the  blood.  It  is  there- 
fore easy  to  understand  why  the  valves  of  the  heart  should  bo  attacked  by  it,  as  is 
the  case  in  so  many  infectious  diseases  (see  page  276).  Often  the  specific  properties 
of  the  micro-organisms  in  (question  jn-oduce  a typical  endocarditis.  The  endocar- 
ditis, therefore,  is  not  strictly  a ‘‘  complication,”  but  a symptom  of  the  disease. 
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Rheumatic  pericarditis  is  not  infrequent,  although  less  common  than  endocar- 
ditis. The  only  certain  way  to  recognize  it  is  by  a characteristic  friction-sound  ; 
and  even  when  this  is  heard  there  may  be  a doubt  as  to  its  significance,  inasmuch 
as  functional  murmurs  are  not  infrequently  heard  at  the  base  of  the  heart.  The 
pericarditis  is  of  a sero-fibrinous  nature.  Sometimes  it  is  of  slight  severity  ; hut  it 
may  be  extremely  severe,  Avith  a large  effusion  and  the  most  urgent  dyspnoea 
(see  page  333).  In  rare  instances  this  pericarditis  proves  fatal.  Usually,  however, 
recovery  ensues,  although  in  severe  cases  there  may  be  obliteration  of  the  peri- 
cardial sac,  with  the  consequences  desci’ibed  on  page  326. 

With  regard  to  the  origin  of  the  pericarditis,  it  may  be  said  that  it  would  not 
be  impossible  for  the  pericardium  to  be  directly  infected  by  the  blood.  We  have 
reason,  however,  to  believe  that  in  most  cases  the  infection  proceeds  from  the 
endocardium,  and  probably  in  the  great  majority  of  cases  from  the  aortic  valves 
(see  page  298).  It  is  not  always  possible  to  prove  that  an  endocai’ditis  precedes  the 
pericarditis,  but  yet  this  does  not  overthrow  the  opinion  we  have  expressed,  inas- 
much as  many  cases  of  acute  endocai’ditis  do  not  betray  themselves  by  any  audi- 
ble mm’mm’s. 

We  should  also  mention  that  there  may  be  functional  cardiac  derangement 
without  any  grave  anatomical  lesion.  We  have  already  spoken  of  the  functional 
murmui’s.  There  may  also  be  a rapid  and  h’regular  pulse,  and,  in  rai’e  instances, 
attacks  of  angina  pectoris  of  apparently  purely  nervous  origin. 

3.  Serous  and  Mucous  Membranes.— The  pleura  and  peritoneum,  as  well 
as  the  pericardium,  may  be  affected  in  articular  rheumatism ; so  that  it  was  for- 
merly often  maintained  that  acute  articular  rheumatism  is  a disease  of  the  serous 
membranes  of  the  body  in  general,  inclusive  of  the  joints.  Rheumatic  pleurisy  is 
much  rarer  than  either  endocarditis  or  pericarditis;  and  rheumatic  peritonitis  is 
rarer  still.  The  pleurisy,  at  least  m most  instances,  is  propagated  dh’ectly  from 
an  inflamed  pericardium;  and  in  the  same  way  the  peritoneum  may  become 
infected  from  the  pleura  by  Avay  of  the  diaphragm.  Few  of  these  severe  cases,  pre- 
senting a simultaneous  inflammation  of  sevei’al  serous  membranes,  occur,  now 
that  the  salicylic-acid  treatment  has  been  introduced.  We  do  not  say  that  it  is 
absolutely  impossible  for  a pleurisy  or  a peritonitis  to  occur  in  rheumatism  with- 
out inflammation  in  any  other  serous  cavity,  but  suclr  an  occurrence  is  extremely 
rare. 

The  mucous  membranes  are  seldom  greatly  affected  in  acute  articular  rheuma- 
tism. As  has  already  been  stated,  a catarrh  of  the  pharynx  or  larynx  sometimes 
occurs  in  the  beginning  of  the  disease.  Bronchitis  is  often  spoken  of  by  the  older 
authors ; but  it  is  probably  in  many  cases  not  due  dh’ectly  to  the  rheumatism,  but 
it  is  a complication,  just  as  in  any  disease  attended  by  great  prostration.  The 
stomach  and  intestinal  canal  are  seldom  especially  affected. 

4.  Skin. — Cutaneous  phenomena  are  not  infrequent  in  the  course  of  acute 
articular  rheumatism.  A prominent  symptom  of  the  disease  is  the  tendency  to 
profuse  pei’spiration.  The  perspiration  often  has  a strongly  acid  odor  and  reac- 
tion. Many  patients  exhibit  an  abundant  crop  of  sudamina,  the  back  in  particu- 
lar being  sometimes  entirely  covered.  Sometimes  there  are  other  cutaneous 
eruptions.  In  a Avhole  series  of  cases  we  observed  erythema  nodosum.  This 
affected  the  lower  extremities  more  than  the  upper.  Urticaria  is  not  very  infre- 
quent, while  herpes  labialis  has  been  very  rare  in  our  experience.  It  is  Avell 
known  that  arthi’itic  affections  and  the  so-called  “ haemorrhagic  diseases  ” are  in 
many  ways  related  to  each  other;  and  it  is  therefore  an  interesting  fact  that 
extensive  haemorrhagic  disturbance  of  the  skin  also  occurs  in  connection  with 
acute  articular  rheumatism,  as  we  have  repeatedly  had  opportunity  to  observe. 
We  have  seen  several  cases  of  haemorrhagic  urticaria:  wheals  appeal’  upon  the 
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skin,  and  a hEemorrhage  takes  place  into  their  centers  and  spreads  gradually. 
There  niav  also  he  simple  cutaneous  ecchymoses.  These  may  in  severe  cases  he 
merely  one  symptom  of  a general  haemorrhagic  diathesis,  with  haemorrhages 
from  mucous  membranes.  The  occurrence  of  these  symptoms  again  points  most 
clearly  to  the  infectious  chai’acter  of  acute  articular  rheumatism. 

5.  The  Muscles  and  Nervous  System.— The  condition  of  the  muscles  is  very 
important  in  many  cases  of  acute  polyarthritis.  They  are  often  quite  painful  on 
pi’essure,  and  apparently  somewhat  swollen  about  a joint  that  has  been  long 
affected.  The  muscular  atrophies  and  muscular  paralyses  that  often  remain  after 
the  ai’thritis  is  well  are  especially  important. 

According  to  a general  law,  there  are  certain  definite  trophic  relations  between 
a joint  and  the  muscles  belonging  to  it,  whereby  almost  every  severe  and  persistent 
disease  of  the  joint  is  necessarily  followed  by  an  atrophy  of  the  affected  muscles. 
The  extensors  of  the  joint  are  often  most  affected  by  this  atrophy.  This  ati-ophy 
has  long  been  recognized,  and  was  formerly  regarded,  particularly  by  surgeons,  as 
merely  the  result  of  inactivity  of  the  muscles — “atrophy  from  disuse”;  hut  this 
view  is  certainly  erroneous.  We  do  not  know  its  precise  cause,  but  it  is  without 
doubt  the  result  of  the  disease  of  the  joint,  and  may  therefore  he  termed  “ muscu- 
lar atrophy  of  arthritic  origin.”  If  an  attack  of  acute  articular  rheumatism 
affects  any  one  joint  for  a long  period  there  is  a secondary  atrophy  of  the  corre- 
sponding muscles.  This  is  seen  most  often,  and  in  its  most  typical  form,  where 
there  is  obstinate  trouble  in  the  shoulder- joint,  the  deltoid  becoming  extremely 
atrophied.  This  atrophy  of  the  muscles  may  contribute  largely  to  the  sum-total 
of  functional  derangement.  We  have  repeatedly  seen  cases  where  the  patient 
could  hardly  lift  his  arm  at  all,  although  the  inflammation  of  the  shoulder-joint 
had  passed  away,  and  that  without  leaving  any  anchylosis.  It  is  therefore  en- 
tirely justifiable  to  speak  of  a rheumatic  paralysis.  We  have  seen  similar  muscu- 
lar paralyses  after  acute  articular  rheumatism  in  the  rest  of  the  muscles  of  the 
upiier  arm,  also  in  the  quadriceps  extensor,  and  once  in  the  serratus  magnus.  The 
explanation  given  by  Charcot,  that  the  cause  of  the  atrojiby  is  a “ reflex  ” implica- 
tion of  the  trophic  centers  in  the  cord  which  starts  from  the  joint,  seems  to  us 
hardly  satisfactory.  There  are  probably  local  disturbances  of  nutrition,  and 
sometimes  apparently  a direct  extension  of  the  inflammatory  process  from  the 
joint  to  the  neighboring  muscles.  It  is  noteworthy  that  the  atrophied  muscles 
respond  promptly  to  the  faradic  current,  and  never  exhibit  the  reaction  of  degen- 
eration. 

Chorea  (vide  supra,  page  780)  may  be  a sequel  of  acute  articular  rheumatism, 
and  it  is  one  of  the  nervous  symptoms  which  may  arise  in  connection  with  it. 
This  complication  is  seen  most  frequently  in  children.  Endocarditis  may  accom- 
pany it,  but  it  does  not  always  do  so. 

There  are  certain  peculiar  cases  of  acute  articular  rheumatism  which  excite  the 
gi-eatest  interest.  In  these,  very  severe  cerebral  symptoms  are  developed,  often 
most  acutely.  They  are  therefore  called  “cerebral  rheumatism  ”;  or,  as  they  are 
almost  always  characterized  by  an  extraordinarily  high  temperature,  another  name 
is  “hypei-ijy retie  articular  rheumatism.”  In  these  cases  the  disease  may  exhibit 
severe  nervous  symptoms  from  the  start,  particularly  delirium;  or  it  may  at  flrst 
run  an  apparently  favorable  course,  and  not  change  for  the  worse  until  after  sev- 
eral days?,  or  even  at  a later  period.  The  change  may  be  quite  abrupt.  The  tem- 
perature rises  to  104°  or  10G°  (40°-41°  C.).  There  are  great  uneasiness,  delirium, 
and  sometimes  also  signs  of  motor  irritation,  such  as  general  convulsions,  or  tonic 
spasm  of  the  extremities,  or  trismus.  The  face  grows  pale  and  cyanotic,  the  pulse 
small  and  extremely  rapid.  With  slight  interruptions,  the  temperature  continues 
to  rise,  and  attains  107-5°  to  109'5°  (42°-43°  C.).  This  great  rise  is  most  apt  to 
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occur  just  before  death,  and  there  may  be  a still  further  increase  of  temperature 
after  death  occurs.  As  has  been  implied,  the  termination  is  usually  unfavorable. 
It  is  only  in  exceptional  cases  that  recovery  takes  place. 

It  has  been  stated  that  cerebral  rheumatism  attacks  mainly  hard  drinkers  and 
other  individuals  whose  nervous  system  has  been  previously  impaired ; but  our 
own  experience  does  not  confirm  this  view.  No  case  is  absolutely  secure  from  the 
occurrence  of  hyperpyrexia ; but  it  is  a very  rare  phenomenon,  occurring  perhaps 
once  in  several  hundred  cases.  On  post-mortem  examination,  the  brain  seldom 
shows  any  change  in  these  cases  of  cerebral  rheumatism.  We  are  therefore 
obliged  to  regard  the  condition  as  the  result  of  an  unusually  severe  infection, 
aftecting  chiefly  the  intellectual,  motor,  and  thermal  centers..  Cases  have  also 
been  reported  where  there  have  been  actual  anatomical  lesions  of  the  brain — in 
particular,  purulent  meningitis.  Probably,  however,  most  of  these  cases  were 
falsely  diagnosticated,  the  observer  having  confounded  articular  rheumatism  with 
epidemic  meningitis,  pyaemia,  and  similar  diseases.  Of  course,  if  there  be  endocar- 
ditis, cerebral  embolism  is  possible.  Mental  derangements  deserve  a brief  men- 
tion. They  rai’ely  occur  during  the  courae  of  the  disease,  but  are  somewhat  more 
frequent  after  it  has  terminated.  We  may  have  either  melancholia  attended  with 
marked  excitement  or  anxiety,  or  a more  general  insanity.  The  ijrognosis  is  usu- 
ally favorable. 

6.  Other  Viscera. — Other  parts  of  the  hody  than  the  heart,  the  serous  mem- 
branes, and  the  brain,  are  seldom  much  affected  in  articular  rheumatism.  Lobar 
pneumonia  occurs  only  in  especially  severe  cases,  but  in  such  it  may  attain  quite  a 
considerable  development  and  occasion  great  dyspnoea.  It  usually  requires  quite 
a long  while  to  recover  from  it.  Lobular  inhalation-pneumonia  may  also  occur 
in  severe  cases.  Acute  nephritis  has  certainly  sometimes  occurred,  but  it  is  ex- 
tremely rare.  The  spleen  may  be  somewhat  swollen,  but  it  is  not  the  rule  to  find 
a splenic  tumor,  such  as  is  present  in  other  acute  infectious  diseases. 

7.  General  Symptoms. — In  many  cases  the  general  condition  of  the  patient  is 
but  little  affected,  but  in  others  the  disease  seems  to  exert  a peculiar  influence 
upon  the  constitution.  This  may  show  itself  in  a striking  amemia ; and  we  have 
observed  this  repeatedly  where  there  was  no  cardiac  complication.  Another 
much  more  dangerous  but  extremely  rare  complication  has  already  been  briefly 
referred  to,  namely,  the  occurrence  of  a general  hmmorrhagic  diathesis.  This  is 
almost  always  associated  with  high  fever  and  great  prostration,  and  is  usually 
fatal. 

Course,  Duration,  and  Prognosis. — Acute  articular  rheumatism  may  be  described 
as  generally  a benign  disease,  for  it  usually  terminates  in  recovery.  It  is  only  in  a 
very  few  cases  that  an  unfavorable  termination  takes  place  immediately,  whether 
as  the  result  of  pericarditis  or  other  severe  cardiac  comjplication,  or  from  hyper- 
pyrexia, or  the  development  of  a general  hEemorrhagic  diathesis.  The  entire  dura- 
tion of  the  disease  varies  greatly  according  to  its  severity.  There  are  mild  cases, 
which  terminate  in  a few  days;  and,  on  the  other  hand,  the  disease  may  be  very 
tedious,  lasting  for  weeks  and  months,  and  finally  merging  into  chronic  articular 
rheumatism.  Quite  often  the  violent  symptoms  exj>erienced  at  first  disappear 
quite  rapidly,  but  only  to  be  replaced  by  such  milder  ones  as  pain  and  stiffness  of 
the  joints — these  latter  persisting  for  a long  while.  It  is  a general  rule,  that  the 
severity  and  persistency  of  the  case  correspond  with  the  number  of  joints  affected ; 
but  to  this  rule  there  are  numerous  exceptions.  The  disease  may  persist  with 
great  obstinacy  in  a single  joint.  It  need  hardly  be  said  that  the  duration  of  the 
disease  is  gi-eatly  modified  by  the  occurrence  of  complications,  cardiac  or  other- 
wise, and  such  sequelae  as  muscular  atrophy,  anchylosis  of  the  joints,  or  chorea. 
The  most  important  of  all  sequelae  is  cardiac  disease,  and  this  must  always  be 
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considered  in  giving  a prognosis ; for,  although  the  disease  as  such  does  in  most 
instances  terminate  in.  recovery,  yet  too  often  it  gives  rise  to  a tedious  and  usually 
incurable  disease  of  the  heart.  It  is,  however,  true  that  complete  recovery  from 
the  acute  endocarditis  seen  in  articular  rheumatism  is  possible,  but  in  a large 
majority  of  cases  recovery  is  not  complete,  and  the  acute  passes  into  a chronic 
endocarditis.  In  these  cases  the  cardiac  symptoms  may  be  developed  directly,  so 
that  the  patient  at  once  begins  to  complain  of  palpitation  and  shortness  of  bi’eath ; 
or  he  may  seem  to  regain  his  health  completely,  and  a murmur  which  the  physi- 
cian alone  can  detect  may  be  the  only  sign  of  the  incurable  injury  which  the  body 
has  suffered.  The  patient  may  feel  perfectly  well  for  years  after,  and  then  at  last 
begin  to  suffer  from  the  failure  of  compensation  (see  page  283  et  seq.). 

Diagnosis. — Most  cases  of  articular  rheumatism  can  he  easily  recognized,  for 
the  acute  occurrence  of  pain  and  swelling  in  several  joints  is  sufficiently  charac- 
teristic of  the  disease.  It  should  nevertheless  be  borne  in  mind  that  articular 
swelling  may  also  take  place  in  the  course  of  other  diseases,  and  that  mistakes 
in  diagnosis  are  by  no  means  impossible.  Where  there  are  grave  constitutional 
symptoms  with  fever  from  the  start,  we  should  not  forget  the  possibility  of 
pyaemia,  or  of  acute  osteomyelitis,  since  these  affection^s  occasionally  give  rise  to 
the  swelling  of  several  joints.  In  such  cases,  however,  careful  attention  to  the 
further  course  of  the  disease  will  generally  enable  us  to  see  that  W'e  can  not  be 
dealing  with  a simple  acute  articular  rheumatism.  Again,  after  childbirth  there 
may  be  swelling  of  the  joints,  of  septic  origin,  and  therefoi-e  entirely  independent 
of  any  genuine  rheumatic  infection. 

If  a single  joint  be  attacked,  the  diagnosis  of  articular  rheumatism  must  be 
made  with  extreme  caution.  These  monarticular  inflammations  often  prove  to  be 
something  entirely  ditferent,  namely,  fungous  disease  of  the  joint,  or  an  osteo- 
myelitis. The  arthritis  which  follows  gonorrhoea  is  also  sometimes  monarticular 
(affecting  especially  the  knee-joint),  or  at  any  rate  it  is  confined  to  the  lower 
extremities;  and,  in  conclusion,  it  should  be  stated  that  it  is  not  very  rare  to 
observe  pain  and  swelling  in  various  muscles  and  joints  at  the  commencement  of 
the  secondary  stage  of  syphilis,  simulating  an  acute  articular  rheumatism. 

Sometimes  the  diagnosis  is  doubtful  in  those  cases  which  present  cutaneous 
ecchymoses  (purpura  and  peliosis)  and  erythema  nodosum,  because  we  may  be 
unable  to  determine  which  should  be  regarded  as  the  primaiy  symptoms  and 
which  the  secondary;  but  in  these  cases,  after  all,  it  is  often  merely  a question  of 
nomenclature,  and  the  best  way  is  to  follow  the  rule  that  the  greater  should  include 
the  less. 

Genuine  gout  (q.v.)  can  usually  be  readily  diagnosticated  from  articular  rheu- 
matism by  its  localization  in  the  toe,  and  by  the  gastric  and  other  symptoms 
which  attend  it. 

Finally,  we  must  mention  that  acute  multiple  neuritis  {q.  t'.),  beginning  with 
fever  and  severe  pain  in  the  extremities,  may  sometimes,  if  we  are  not  sufficiently 
c ireful,  be  mistaken  for  polyarthritis. 

Treatment.  Acute  articular  rheumatism  is  one  of  the  few  diseases  for  which 
we  possess  an  undoubtedly  specihc  and  universally  accepted  remedy.  Ivolbe  sug- 
gested its  use,  and  since  18 iG  it  has  been  largely  employed  upon  the  recommenda- 
tion of  Strieker,  Buss,  and  others,  for  articular  rheumatism.  This  remedy  is  sali- 
cylic acid.  Although  this  medicine  does  not  in  all  cases  produce  its  surprisingly 
favorable  results  with  equal  rapidity  and  completeness,  yet  it  almost  invariably 
does  produce  a decided  and  beneficial  effect  upon  the  disease.  We  might  even 
say  that  this  influence  is  so  constant  that  where  salicylic  acid  jirovcs  entirely 
inefficient  in  a fresh  case,  such  failure  throws  doubt  u])on  the  correctness  of  the 
diagnosis.  Thus,  where  there  is  monarticular  arthritis  dependent  upon  some  local 
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cause,  the  remedy  has  hardly  any  beneficial  infiuence.  The  same  is  true  with 
regard  to  affections  of  the  joints  connected  with  gonorrhoea,  pyaemia,  and  similar 
troubles.  In  genuine  acute  articular  rheumatism,  on  the  other  hajid,  the  salicylic- 
acid  treatment  is  so  superior  to  any  other  that  it  is  the  first  duty  of  the  physician 
in  every  case  to  give  this  remedy  a fair  trial. 

There  are  but  two  preparations  of  salicylic  acid  used  in  rheumatism — the  pure 
acid  and  its  sodium  salt,  salicylate  of  sodium.  Each  of  these  two  remedies  has  its 
peculiar  advantages,  but  the  specific  influence  of  each  is  about  the  same.  Sali 
cylic  acid  should  never  he  prescribed  in  solution,  but  always  in  capsules,  usually 
containing  ten  grains  (gi’m.  0'50).  In  this  way  the  salicylic  acid  can  be  taken  by 
almost  any  patient  quite  easily,  especially  if  a little  water  or  milk  be  drunk  after 
each  dose.  Adults  should  receive  ten  grains  every  hour  until  about  one  or  two 
drachms  (grm.  5-8)  have  been  administered.  Usually  there  will  by  this  time  he 
a very  decided  abatement  of  the  articular  pain  and  swelling,  vdiile  on  the  other 
hand  there  will  also  usually  be  such  toxic  “salicylic  symptoms”  {vide  infra)  as 
to  forbid  its  further  use.  The  salicylate  of  sodium  is  best  exhibited  in  single  large 
doses  of  a drachm  to  a drachm  and  a half  (grm.  4-6),  each  dose  being  given  with 
about  an  ounce  (grm.  20-30)  of  peppermint  \vater.  The  quite  disagreeable  taste  of 
the  medicine  is  only  exaggerated  by  the  addition  of  .such  things  as  syrup  or  fluid 
extract  of  licorice,  added  for  the  sake  of  elegance ; hut  the  simple  solution  in  pep- 
permint water  is  quite  well  taken,  at  least  by  most  patients.  It  is  a very  good  plan 
to  give  salicylate  of  sodium  in  a glass  of  Hungarian  wine,  or  in  strong  black  coffee 
without  sugar.  The  advantage  of  the  salicylate  over  the  pure  acid  consists  in  its 
being  possible  to  give  a larger  dose  at  one  time,  so  that  it  need  not  he  taken  moi-e 
than  two  or  three  times  a day.  In  general,  the  amount  given  in  twenty-four 
hours  should  not  exceed  two  and  a half  drachms  (grm.  10) ; one  and  a half  to  two 
drachms  (grm.  6-8)  may  suffice.  For  children  the  dose  is,  of  course,  smaller,  say 
five  grains  of  salicylic  acid  (grm.  0‘30),  or  half  a drachm  to  a drachm  (grm.  2-4) 
of  the  sodium  salt. 

Which  of  these  two  preparations  shall  be  employed  is,  as  has  been  stated,  of 
little  consequence.  We  ourselves  usually  prescribe,  at  first,  capsules  of  salicylic 
acid  to  be  taken  hourly,  as  beiug  most  agreeable  to  the  patient;  but  if  our  first 
visit  be  made  in  the  evening,  we  prescribe  a single  large  dose  of  a drachm  to  a 
drachm  and  a half  (grm.  4-6)  of  salicylate  of  sodium,  so  that  the  patient  may  not 
be  disturbed  every  hour  through  the  night  in  order  to  take  medicine.  It  is  often 
possible  to  give  the  two  remedies  in  alternation.  This  is  a good  way  later  on  in 
the  disease,  when  the  patient  has  already  acquired  a distaste  for  the  medicine. 
In  such  cases  also  it  may  be  desirable  to  give  the  salicylate  of  sodium  as  an 
enema.  About  two  and  a half  drachms  should  be  given,  in  two  ounces  of  water 
(grm.  10  and  60).  There  is  no  doubt  that  the  specific  effects  can  be  obtained  in 
this  manner. 

The  benign  influence  of  this  remedy  upon  the  disease  is  apparent  in  many 
fresh  cases  as  eaidy  as.  ten  to  eighteen  hours  after  treatment  begins;  and  it  is  often 
astonishing  to  see  how  soon  a patient,  who  before  lay  helpless  and  complaining, 
becomes  free  from  pain  and  able  to  move  his  limbs.  It  must  be  confessed,  how- 
ever, that,  apart  fi-om  its  taste,  salicylic  acid  may  produce  disagreeable  incidenta 
effects.  In  the  first  place,  there  may  be  nausea  with  epigastric  distress,  and  even 
vomiting.  Tinnitus  aurium  may  be  exceedingly  troiiblesome,  and  may  he  at 
tended  with  marked  vertigo.  In  somewhat  rarer  instances  the  mind  is  esirecial  v 
affected.  Young  girls  in  particular  are  often  peculiarly  excited ; but  the  frame 
of  mind  is,  however,  in  general  a cheerful  one.  After  large  doses  there  may  e 
an  actual  “salicylic  delirium.”  It  should  also  he  said  that  respiration  ® 

affected,  becoming  very  deep  and  rapid  (salicylic  dyspnoea).  All  these  incidenta 
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effects,  and  particularly  tlie  nausea  and  ringing  in  the  ears,  render  difficult  the 
employment  of  the  remedy  in  those  large  doses  which  alone  are  of  any  benefit. 
This  is  the  more  nnfortimate,  as  it  is  often  very  desirable  to  employ  salicylic  acid 
pereistently. 

Although  it  is  not  exceptional  to  have  the  symptoms  almost  entirely  vanish 
at  the  end  of  one  or  two  days,  yet  it  is  only  in  the  minority  of  cases  that  the 
entire  process  ends  with  this  release  from  pain.  There  is  very  often,  sooner  or 
later,  a relapse,  with  fresh  pain  or  even  fresh  swelling  in  one  or  more  joints.  It 
has  been  recommended  to  continue  the  salicylic  acid  in  smaller  doses  for  some 
time,  in  order  to  avert  such  relapses;  but  of  late  we  have  abandoned  this  method, 
for  the  reason  that  these  small  doses  do  not  prevent  the  return  of  the  disorder,  but 
are  calcjulated  to  give  the  patient  a strong  dislike  to  the  remedy,  and  lessen  his 
confidence  in  it.  We  therefore  recommend  to  stop  the  medicine  entirely  as  soon 
as  the  pain  ceases,  and  to  guard  the  patient  as  much  as  possible  from  relapses  by 
preventing  his  catching  cold  {vide  infra).  If  there  be  fresh  pain,  we  should  at 
once  resume  the  acid  or  its  salt  in  large  doses,  and  thus  we  will  very  frequently 
be  able  to  cut  short  the  relapse  at  once. 

[One  other  salicylic  compound  deserves  mention — the  oil  of  wintergreen ; this 
has  been  used  largely  by  Kinnicutt,  who  finds  it  efficacious,  easy  to  take,  and  not 
likely  to  produce  the  unpleasant  symptoms  which  sometimes  follow  the  com- 
pounds in  more  general  use.  It  is  given  in  doses  of  iTl  x-xv  every  two  hours, 
either  in  milk,  on  sugar,  or  in  capsules. 

The  sahcylic  treatment  markedly  diminishes  the  pain  and  fever,  shortens  the 
time  spent  in  bed  by  four  or  five  days,  does  not  shorten  the  time  spent  in  hospital, 
and  seems  to  have  little  or  no  influence  on  the  cardiac  complications.  The  full 
alkaline  treatment  does  not  curtail  the  pain  and  fever  in  the  same  degree,  but 
does  seem  to  afford  some  protection  against  the  heart  affection,  and  to  shorten  the 
stay  in  hospital  several  days. 

A combination  of  the  salicylic  and  alkaline  treatments  seems  therefore  rational, 
and  it  has  been  adopted  by  the  editor  for  some  yeai's.  Citrate  of  potash  is  given  in 
sufficient  doses  to  produce  and  maintain  alkalinity  of  the  urine.  The  salicylic 
compound  is  given  at  first  in  full  doses,  which  are  diminished  in  size  and  frequenev 
with  the  control  of  the  articular  symptoms,  but  are  not  omitted  entirely  until 
recovery  is  practically  complete.  The  editor  is  inclined  to  believe  that  relapse  is 
less  common  if  the  system  be  kept  somewhat  under  the  influence  of  the  drug. 
Salicin  is  often  perfectly  well  borne  when  the  sodium  salt  causes  gastric  irritability, 
and  the  oil  of  wintergreen  is  another  form  which  has  advantages  in  some  cases.]  ’ 

Despite  the  admirable  qualities  of  salicylic  acid,  it  must  be  confessed  that  we 
can  not  always  bring  about  a rapid  and  complete  cure  of  the  disease  by  this  rem- 
edy. Tliere  are  cases  where,  although  at  first  evident  improvement  follows  its 
use,  relapses  continually  recur,  or  the  disease  fastens  itself ' obstinately  in  sin«-le 
joints.  In  such,  the  continued  use  of  salicylic  acid  proves  almost  unavailing,  and 
indeed  the  patient  can  hardly  be  persuaded  to  take  it.  In  these  cases,  and  also 
when  the  sahcylic  preparations  arc  ill  borne  or  cause  unpleasant  attendant  symp- 
toms, autipyrme  is  the  best  substitute.  Many  physicians  therefore  often  pre.scribe 
it  from  the  first  iii  place  of  salicylic  acid,  although  we  think  the  action  of  the 
latter  upon  acute  articular  rheumatism  is  greater  than  that  of  antipvriiie.  We 
•should  give  antiiiyrinc  in  doses  of  liftcen  grains  (grm.  1)  several  times  a day  in 
water  or  vvme.  Its  attendant  symiitoms  (sweating,  nausea,  and  sometimes  an 
eruption  like  mea.slcs)  are  usually  without  special  significance,  and  its  influence  on 
the  articular  pains  is  often  so  favorable  that  the  remedy  is  of  much  value  in  the 
treatment  of  protracted  rheumatism.  Antifebrine,  in  doses  of  four  to  seven  grains 
(grm.  0-25-0-50),  seems  also  to  have  a certain  favorable  action  in  joint  affections 
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but  it  is  distinctly  inferior  to  autipyrine.  Sabli  has  recommended  salol  (salicylic 
acid,  phenyl  ether),  which  deserves  more  confidence;  it  is  given  in  fifteen-grain 
(grm.  1)  powders  several  times  a day  (five  to  eight  powders  a day).  We  are 
often  compelled,  especially  in  articular  rheumatism  which  has  frequent  relapses, 
to  try  in  turn  the  different  remedies  mentioned. 

There  are  still  other  internal  remedies  which  should  he  tried,  but  their  effects 
are  rarely  satisfactory.  Most  important  among  these  are  iodide  of  potassium 
and  the  preparations  of  colchicum  (tincture  of  colchicum,  twenty-five  to  forty 
drops  several  times  a day).  Numerous  other  remedies  have  been  recommended, 
and  they  were  formerly  largely  employed,  but  at  present  they  are  almost  aban- 
doned. Among  these  are  large  doses  of  the  alkalies  (such  as  bicarbonate  of 
soda),  trimethylamine,  veratrine,  and  quinine.  Local  treatment  of  the  diseased 
joints  is  far  more  important  and  effective  in  such  cases.  Properly  executed 
massage  deserves  special  mention,  as  its  effects  are  often  very  brilliant.  Elec- 
tricity also  may  have  a beneficial  effect,  particularly  the  galvanic  current.  We 
would  caution  against  the  too  early  use  of  warm  baths,  as  these  often  aggravate 
the  pain  instead  of  mitigating  it.  Steam  baths  are  sometimes  very  benebcial, 
but  they  may  also  do  harm,  and  they  should  therefore  be  given  only  when  the 
acute  inflammatory  symptoms  have  entirely  vanished,  leaving  behind  only  stiff- 
ness and  tenderness  in  the  joints. 

The  application  of  an  ice-bag  in  genuine  articular  rheumatism  is  seldom  neces- 
sary, but  it  may  sometimes  be  desirable  where  there  are  violent  and  obstinate  symp- 
toms of  acute  inflammation.  Warm,  moist  applications  are  useless,  if  not  harmful, 
in  acute  cases.  In  the  advanced  stages  of  subacute  cases  a wet  pack  may  afford 
some  relief.  Painting  the  skin  over  the  joints  with  tincture  of  iodine  produces  no 
effect  in  acute  cases,  and  even  in  the  chronic  ones  it  is  probably  mainly  a sub- 
jective remedy.  Some  observers  report  that  injections  of  carbolic  acid  beneath  the 
skin  of  the  affected  joints  greatly  relieve  the  pain.  A Pravaz’s  syringeful  (thir- 
teen minims)  of  a one-per-cent,  solution  may  be  injected  one  to  three  times  a 
day.  We  have  had  no  personal  experience  with  this  remedy.  In  all  severe  cases 
careful  attention  should  be  given  from  the  start  to  maintaining  a correct  position 
of  the  diseased  joints,  because  of  the  possibility  of  anchylosis.  Before  salicylic 
acid  was  introduced,  “ the  treatment  of  articular  rheumatism  Avith  splints  ” was 
largely  and  very  advantageously  employed.  The  use  of  salicylic  acid  has  greatly 
diminished  the  necessity  of  such  procedure,  but  even  now  it  is  sometimes  required. 
It  is  often  possible  to  give  the  patient  great  relief  by  applying  a suitable  paste- 
board or  wooden  splint  to  an  affected  extremity. 

General  hygienic  and  dietetic  treatment  should  not  be  undervalued.  An 
equable  temperature  should  be  carefully  maintained  in  the  sick-room,  inasmuch 
as  cold,  or  draughts,  or  moisture  have  very  often  been  found  to  exert  an  evil 
influence  upon  the  disease  and  excite  fresh  paiii.  The  patient  should  therefore 
be  kept  warm,  and  it  is  sometimes  advantageous  to  wi’ap  up  the  affected  joints  in 
cotton  batting.  It  is  of  great  importance  that  even  in  the  mildest  cases  the  patient 
should  be  sti’ictly  confined  to  bed,  and  he  should  by  no  means  get  up  too  soon. 
If  possible,  we  keep  our  own  patients  in  bed  for  a week  after  the  pain  has  ceased. 
Getting  up  too  early  will  very  often  bring  on  a relapse.  With  regard  to  cUet, 
milk  is  the  best  food.  We  may  also  allow  soup,  eggs,  and  a little  meat.  lu 
France,  great  weight  is  laid  upon  an  exclusive  milk  diet;  but  this  would  seem  to 
us  an  extreme  view. 

We  do  not  need  to  speak  at  length  about  the  treatment  of  the  complications 
and  sequelse,  since  we  should  merely  repeat  what  has  already  been  said  in  the 
appropriate  chapters  of  this  work.  There  has  been  much  said  on  both  sides  as  to 
the  hifluence  of  salicylic  acid  in  preventing  complications,  particularly  cardiac  . 
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complications.  This  much  is  certain,  that  cardiac  complications  are  not  abso- 
lutely prevented  by  the  salicylic  treatment,  and  that  they  too  frequently  occur 
while  it  is  being  employed  ; but  we  do  believe  that  this  treatment  decidedly 
shortens  the  course  of  the  disease  as  a whole,  in  many  instances,  and  thus  lessens 
the  liability  to  endocarditis.  If,  however,  a cardiac  complication  have  made  its 
appearance,  salicylic  acid  does  not  apparently  exert  any  appreciable  influence 
upon  it.  Another  imporhint  question  is  in  regard  to  the  efficiency  of  salicylic 
acid  in  the  graver  forms  of  articular  rheumatism,  particularly  in  cerebral  rheu- 
matism. It  may  be  stated,  in  the  first  place,  that  in  Leipsic  cerebral  rheuma- 
tism has  apparently  become  much  less  frequent  since  the  salicylic  treatment 
was  introduced.  At  any  rate,  not  a single  case  of  hyijerpyrexia  occurred  in 
the  Clinique  in  that  city  out  of  many  hundred  cases  treated,  w’here  the  salicylic 
acid  was  properly  employed  from  the  first.  We  had  an  opportunity  to  observe 
a case  in  which  hyperpyretic  symptoms  had  already  appeared  when  we  first  saw 
it,  and  which  had  not  been  treated  with  salicylic  acid.  Here  large  doses  of  that 
remedy  produced  no  effect.  We  should  nevertheless  be  inclined  to  employ  it, 
fii-st  of  all,  in  such  cases;  and  the  energetic  use  of  cool  baths  would  probably  be 
the  most  speedy  way  of  modifying  the  dangerously  high  temperature.  Stimu- 
lants, in  particular  camphor,  are  also  reqiiired  in  these  severe  cases. 

In  the  severe  haemorrhagic  varieties  of  rheumatism  we  should  also  give  sali- 
cylic acid  a tidal.  The  milder  haemorrhagic  cases  (haemorrhagic  urticaria)  do  well 
under  ordinary  methods  of  treatment. 

If  the  acute  affection  merge  into  a chronic  condition  of  stiffness  and  swelling 
of  certain  joints,  such  as  the  wrist  or  shoulder,  we  must  employ  the  same  remedies 
as  in  chronic  articular  rheumatism.  Massage  furnishes  the  best  results.  Warm 
baths  may  also  be  ordered  in  such  cases  (see  the  following  chapter).  The  patient 
might  be  sent  to  Teplitz  or  Wiesbaden.  The  subsequent  muscular  atrophies  and 
paralyses  recover  most  rapidly  under  electricity. 

Prophylaxis  requires,  first  of  all,  that  one  should  avoid  cold  or  wet,  and  other 
iheumatogenous  influences.”  Persons  who  have  already  had  one  attack  of 
articular  rheumatism  must  be  especially  careful,  inasmuch  as  they  are  more  than 
ever  liable  to  the  disease,  as  has  already  been  said.  It  is  not  inconsistent,  how- 
evei , with  the  exercise  of  due  caution,  to  endeavor  to  lessen  the  sensitiveness  of 
the  skin  by  such  procedures  as  cold  sponging,  followed  by  friction. 


CHAPTER  II. 

CHRONIC  ARTICULAR  RHEUMATISM  (CHRONIC  POLYARTHRITIS) 

and  arthritis  deformans. 

■Etiology.  The  two  diseases  known  as  ‘‘chronic  articular  rheumatism”  and 
‘arthritis  deformans”  are  considered  together  here,  because  it  is  impossible  to 
draw  a sharp  distinction  between  them.  It  is,  indeed,  not  unlikely  that  the  above 
names  are  sometimes  applied  to  diseases  which  difi'er  essentially  from  each  other; 
but  as  we  do  not  yet  understand  the  nature  or  the  mtiology  of  many  chronic 
di.sca.ses  of  the  joints,  wo  must  provisionally  be  guided  by  the  external  changes 
loypiocuce.  We  shall  therefore  embrace  all  chronic  inflammatory  processes 
affecting  the  joints  under  the  name  of  chronic  arthritis.  Traumatic  arthritis  it  is 
not  intended  to  include,  much  less  tho.se  chronic  affections  of  the  joints  udiieh  are 
evidently  of  tubercular  origin,  and  which  have  ordinarily  been  termed  fungous 
arthritis.  These  belong  to  the  domain  of  surgery.  We  would  also  exclude  chronic 
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syphilitic  diseases  of  the  joints,  about  which,  indeed,  there  is  still  less  known  than 
about  the  tubercular  affections ; besides,  they  are  rare.  Chronic  articular  affections 
from  gonorrhoea  are  probably  more  frequent. 

The  Eetiology  of  those  cases  of  chronic  arthritis  where  the  disease  is  a direct 
sequel  of  acute  articular  rheumatism  is  evident  enough.  It  is  hardly  possible  to 
doubt  that  the  same  specific  poison  which  excited  the  acute  arthritis  maintains 
possession  of  the  joints,  and  produces  the  chronic  inflammatory  changes.  Cases 
of  this  sort  especially  deserve  the  name  of  chronic  articular  rheumatism.  They 
are  not  very  infrequent,  and  may  be  of  slight  or  great  severity.  The  worst  cases 
I)roduce  macroscoi)ic  changes  which  fully  justify  the  other  appellation  of  arthritis 
deformans. 

It  is  also  possible  that  many  cases  which  are  chronic  from  the  stai't  have  the 
same  aetiological  origin — that  is,  are  due  to  the  same  pathogenic  agents.  This 
might  be  inferred  from  analogy  with  numerous  other  diseases,  and  it  is  rendered 
still  more  probable  by  the  fact  that  the  same  exciting  causes  which  promote  acute 
articular  rheumatism  often  play  a conspicuous  part  in  chronic  arthritis.  Such 
causes  are  exposure  to  cold  and  wet,  and  working  in  cold  or  draughty  places,  or 
dwelling  in  newly  built  and  damp  houses.  This  explains  why  those  who  follow 
certain  callings — for  instance,  washerwomen — are  moi’e  apt  to  suffer  from  the 
disease  than  others,  and  why  arthritis  deformans  has,  with  some  justice,  been  called 
a disease  of  the  poor,  in  contrast  with  the  gout  of  the  wealthy.  Many  of  the  laity, 
and  even  some  jfliysiciaus,  believe  that  gout  and  arthritis  deformans  are  in  some 
way  related,  but  this  view  is  erroneous. 

It  is  very  questionable  whether  all  cases  of  chronic  multiple  arthritis  are  refer- 
able to  the  causes  already  enumerated.  Such  other  influences,  however,  as  are 
concei-ned  in  its  production  are  not  at  all  understood.  Various  authorities  have 
maintained  that  arthritis  deformans  is  the  result  of  a primary  disease  of  the  nerv- 
ous centers,  and  in  particular  of  the  spinal  cord.  V^e  reg’ard  this  statement  as 
entirely  unwarranted.  It  originated  at  a time  when  there  was  a tendency  to 
ascribe  all  sorts  of  ills  to  disease  of  the  “ trophic  centers,”  but  there  is  no  doubt 
that  this  tendency  was  carried  very  much  too  far.  W^e  may  state  in  this  connec- 
tion that  a careful  microscopic  examination  of  the  spinal  cord  in  one  case  of  very 
severe  arthritis  deformans  yielded  an  entu’ely  negative  result. 

[Some  striking  cases  are  reported  by  Blake,  which  go  to  show  that  the  arthritic 
changes  may  set  up  chronic,  though  slight,  suppuration,  in  analogy,  perhaps, 
with  the  synovitis  of  gonorrhoea.  Careful  examination  should  consequently  be 
made  of  all  the  mucous  membranes,  especially  in  cases  which  seem  to  have  no 
connection  with  true  rheumatism.] 

Predisposing  Influences. — Chronic  arthritis  is  mainly  a disease  of  advancec 
years.  Certain  monarticular  varieties,  about  whose  aetiology,  it  must  be  confessed, 
we  know  little  as  yet,  have  been  termed  arthritis  senilis  in  particular  the  malum 
coxce  senile.  Even  the  common  and,  in  a certain  sense,  tjqiical  form  of  arthntis 
deformans  {vide  infra)  is  not  apt  to  occur  in  people  under  thirty-five  years  of  age. 
This  rule,  however,  has  exceptions,  and  we  have  ourselves  seen  a few  I 

characteristic  cases  of  arthritis  deformans  in  children  between  ten  and  fifteen 
years  of  age.  Women  are  much  oftener  attacked  than  men.  It  is  often  said  that 
trouble,  anxiety,  and  other  emotional  influences  favor  the  outbreak  of  the  disease; 
but  the  proof  of  this  is  lacking.  The  disease  does  not  often  seem  to  be  hereditary. 

Pathology. — The  process  is  described  as  simple  chronic  arteritis  so  ong  as  i is 
confined  mainly  to  the  synovial  membrane  of  the  joint  and  the  periarticular  con- 
nective tissue.  These  parts  often  undergo  decided  inflammatory  thickening;^  e 
synovial  membrane  becomes  cloudy;  and  the  amount  of  synovia  uic  is  nmie  o 

less  increased — that  is,  we  have  chronic  dropsy  of  the  joint.  Some  lines  c i ei 
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parts  of  the  synovial  membrane  are  connected  by  adhesions,  ■which  considerably 
interfere  with  the  movements  of  the  joint.  There  may  even  be  complete  anchy- 
losis : for  example,  in  the  shoulder  or  knee. 

Chronic  synovitis  may  pass  imperceptibly  into  arthritis  deformans.  In  this, 
not  only  the  capsules  of  the  joint,  hut  the  articular  cartilages  and  the  articular 
extremities  of  the  hones,  are  so  much  affected  as  to  produce  the  most  striking 
deformity.  These  changes  almost  always  originate  in  the  articular  cartilages. 
The  cartilage  is  roughened  and  w-oru  away ; its  free  borders  and  surfaces  undergo 
proliferation  and  then  disintegration,  or  become  polished  on  the  surface,  while 
deeper  in  the  newly  formed  layers  of  cartilage  undergo  ossification.  The  under- 
lying bone  undergoes  inflammation  and  degeneration.  Sometimes,  also,  the 
periosteum  near  the  joints  undergoes  ossific  periostitis.  On  microscopic  examina- 
tion, we  find  fibrous  disintegration  of  the  matrix  of  the  cartilage,  and  prolifera- 
tion and  subdivision  of  the  cartilage-cells,  at  the  same  time  that  there  is  destruc- 
tion of  the  newly  formed  cells  by  simple  or  fatty  degeneration.  Analogous 
processes  of  proliferation  and  destruction  also  affect  the  bony  structures.  The 
synovial  membrane  is  invariably  affected  in  cases  of  any  severity.  Usually  the 
most  striking  change  is  a great  proliferation  of  the  joint  'villi,  which  may  cover 
the  walls  of  the  cavity  like  great  fringes. 

Of  course  the  normal  structure  of  the  joint  is  at  last  completely  destroyed  by 
these  various  processes.  The  articular  extremities  of  the  bones  “waste  away  more 
and  more,  and  take  new  relative  positions,  as  the  parts  which  impinge  upon  each 
other  are  worn  away.  Externally,  the  joint  usually  becomes  lai’ger  and  larger; 
and  this  is  the  more  evident  because  the  surrounding  muscles  undergo  great 
atrophy.  Often  there  is  no  synovial  fluid  whatever  {arthntis  sicca),  but  some- 
times there  is  a considerable  effusion — for  instance,  in  the  knee-joint. 

Clinical  History. — The  symptoms  of  chronic  arthritis  are  usually  quite  simple 
and  uniform.  They  are  almost  exclusively  referable  to  the' local  disturbances 
and  their  results. 

Except  in  the  cases  which  are  preceded  by  acute  articular  rheumatism,  the  dis- 
ease usually  begins  quite  gradually  and  insidiously.  The  first  subjective  symp- 
toms are  stiffness  and  pain  in  the  joints,  the  latter  being  aggravated  by  pressure 
or  movement.  The  stiffness  is  most  noticeable  when  the  joint  has  remained  quiet 
for  some  time  previous,  and  is  therefore  ordinarily  greatest  on  waking  up  in  the 
morning.  The  pain  often  shoots  from  the  joints  upward  and  downward,  and  is 
of  a burning  character,  or  less  often  neuralgic.  Even  in  advanced  cases  the  pain 
usually  occurs  only  when  the  affected  joints  are  moved,  although  then  it  may  be 
very  severe.  When  the  body  is  entirely  at  rest  there  is  little  or  no  pain.  Motion 
is  impaired  very  early.  This  is  due  at  first  to  the  pain,  and  to  a certain  reflex  in- 
hibition and  ataxia  of  the  muscles ; to  which  are  later  added  the  pm’ely  mechanical 
hindrances  and  the  ever-increasing  atrophy  of  the  muscles. 

The  objective  changes  in  the  affected  joints  begin  to  appear  soon  after  the 
symptoms  just  mentioned,  at  least  in  cases  of  any  severity.  The  joints  seem 
enlarged  and  thickened.  If  we  attempt  to  move  them,  we  not  only  cause  pain 
and  meet  with  mechanical  obstruction,  but  w'e  may  hear  and  feel  the  cracking  and 
grating  produced  by  the  rubbing  of  the  denuded  and  uneven  surfaces  upon  each 
other.  This  is  often  noticed  by  the  patient  himself.  As  the  disea.se  gradually 
progresses,  there  are  usually  developed  certain  characteristic  deformities,  which 
are  apt  to  be  most  strikingly  exhibited  in  the  hands  (see  Fig.  117).  The  meta- 
ciirpo-phalangeal  joints  are  thickened  and  swollen,  and  are  made  all  the  more 
prominent  because  the  interossei  upon  the  back  of  tlie  hand  are  atrophied.  The 
bases  of  the  first  phalanges  arc  directed  obliquely  toward  one  side,  so  that  the  fin- 
gers assume  more  and  more  the  appearance  of  subluxafion.  They  ai’e  bent  over 
68 
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toward  the  back  of  the  band,  and  are  also  displaced  toward  the  ulnar  side,  so  that 
they  often  actually  come  to  rest  one  upon  the  other.  The  palm  of  the  hand  is  fre- 
quently deeply  hollowed  out.  Often  the 
phalangeal  joints  are  also  distorted,  so 
that,  for  example,  there  will  be  an  ob- 
tuse angle  on  the  dorsal  .surface  of  the 
fingers  between  the  first  and  second 
phalanx,  while  the  terminal  phalaiix  is 
apt  to  be  flexed,  although  the  second 
phalanx  preserves  a position  of  exten- 
sion. Despite  these  changes,  many  pa- 
tients, if  only  the  thumb  remains  toler- 
ably movable,  are  able  to  use  their 
hands  for  quite  delicate  work,  although 
at  the  expense  of  much  time  and  effort. 
The  feet  exhibit  analogous  defonnities, 
but  seldom  to  the  same  extent  as  the 
hands.  The  knees  and  elbows  are  like- 
wise enlarged.  At  the  hip-joint,  sub- 
luxation is  not  infrequent,  the  head  of 
the  femur  slipping  upward.  The  mo- 
tion of  the  shoulder-joint,  and  as  a con- 
sequence the  use  of  the  arms,  is  gradu- 
ally more  and  more  impaired.  If  the 
joints  of  the  lower  extremities  are 
affected,  of  course  it  becomes  painful 
and  dilficult  either  to  get  up  or  to  walk. 
It  may  finally  be  necessaiy  for  the  pa- 
tient to  have  the  help  of  some  other 
person,  or  of  crutches. 

There  are  monarticular  and  polyar- 
ticular forms  of  the  disease — the  name  indicating  that  one  or  sevei’al  joints  are 
affected.  The  monarticular  form  is  usually  regarded  as  a surgical  trouble,  and 
is  most  often  located  in  the  hip-joint  {malum  coxce  senile),  or  more  rarely  in  the 
knee-  and  shoulder-joints.  The  polyarticular  form  is  the  characteristic  one.  In 
most  of  the  typical  cases  it  begins  in  the  small  joints  of  the  hand  and  fingers.  At 
a later  period  the  larger  joints  are  also  invaded,  one  after  the  othej’,  the  invasion 
taking  place  symmetrically  on  both  sides  of  the  body,  although  the  disturbance  is 
not  infrequently  greater  on  one  side  than  on  the  other.  In  severe  cases  the  joints 
of  the  spinal  column  are  also  involved.  This  impairs  particularly  the  movement  of 
the  head.  The  articulation  of  the  lower  jaw  is  usually  very  little  affected,  if  at  all. 

In  less  frequent  instances  the  arthritis  is  confined  principally  to  the  lower 
extremities,  while  the  upper  escape  intact  for  a long  while,  or  even  permanently. 
It  is  very  possible  that  such  cases  often  have  a dift’ei’ent  aetiology  from  ordinary 
arthritis  deformans;  and  the  same  is  true  of  the  cases  which  ai-e  confined  mainly 
to  the  vertebral  column,  and  are  termed  spondylitis  deformans.  A remarkable 
and,  as  it  seems  to  us,  unique  disorder  may  be  mentioned  in  passing.  It  leads 
very  gi’adually  and  painlessly  to  a complete  anchylosis  of  the  entire  spinal  column 
and  the  hip-joints,  so  that  head,  trunk,  and  thighs  are  firmly  united  and  com- 
pletely stiffened,  while  all  the  other  joints  retain  their  normal  mobility.  It  need 
scarcely  be  said  that  this  necessarily  causes  a peculiar  modification  of  the  carriage 
and  gait  of  the  sufferer.  We  have  ourselves  seen  two  cases  of  this  j>eculiar  affec- 
tion  which  resembled  each  other  very  closely. 
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There  is  hardly  any  afPection  of  parts  of  the  body  other  than  the  joints  in 
arthritis  deformans.  The  muscles  should  be  excepted,  for  they  always  undergo 
that  muscular  atrophy  which  we  have  already  described  {vide  page  905)  as  the 
result  of  joint  disease.  This  atrophy  is  most  marked  in  the  interossei,  the  shoulder 
muscles,  and  in  the  muscles  of  the  calf  and  thigh.  Sometimes  the  skin  over  the 
wrist  and  other  affected  joints  appears  peculiarly  wrinkled  and  flabby.  The  inter- 
nal organs  almost  always  perform  their  functions  in  a perfectly  normal  manner. 
Appetite  and  digestion  remain  good,  although  there  is  often  some  tendency  to 
constipation.  Rarely  there  is  valvular  disease  of  the  heart,  but  usually  only  in 
such  cases  as  originate  in  an  acute  articular  rheumatism.  Once  in  a while  it  is 
seen  in  cases  chronic  from  the  start.  This  last  fact  is  not  without  interest  from 
an  setiological  point  of  view.  Sometimes  there  are  certain  nervous  symptoms 
to  be  observed,  such  as  headache,  congestion,  or  mental  depression,  but  these  are 
probably  not  the  direct  result  of  the  disease,  but  arise  indirectly  in  a way  to  be 
easily  imagined. 

General  Course  of  the  Disease. — Arthritis  deformans  is  an  extremely  chronic 
trouble.  It  may  last  even  ten  or  twenty  years,  or  more.  Sometimes  there  is  an 
appai’ent  arrest  of  the  process  extending  over  months,  or  even  longer.  Sometimes 
the  progress  of  the  disease  is  marked  by  remissions  and  exacerbations,  affecting 
either  the  general  or  the  local  manifestations.  In  general,  however,  the  disease 
continually  advances. 

The  prognosis  is  therefore  unfavorable.  Recovery,  if  it  ever  occurs,  is  extremely 
rare,  and  is  possible  only  in  the  early  stages.  For  the  encouragement  of  the 
patient,  it  may  be  said  that  under  proper  care  and  treatment  the  disease  often  runs 
so  gradual  a course  that  the  general  condition  remains  at  least  bearable  for  a very 
long  while,  although  there  may  he  considerable  local  disturbance.  The  disease  is 
not  directly  dangerous  to  life.  The  eventual  fatal  termination  ensues  either  from 
general  debility,  or  because  of  some  intercurrent  disease. 

The  prognosis  is  somewhat  more  favorable  in  the  milder  cases  of  “chronic 
articular  rheumatism,”  where  the  anatomical  changes  are  less  severe,  and  ai'e 
completely  limited  to  the  synovial  membrane.  Even  here,  however,  recovery  is 
by  no  means  frequent,  and  it  is  always  to  be  feared  that  grave  deformities  of  the 
joints  will  gradually  be  developed. 

Treatment.— With  regard  to  regimen,  it  is  requisite  in  the  first  place  to  avoid 
all  unfavorable  external  influences.  If  possible,  the  dwelling  should  be  dry  and 
warm ; and  it  may  often  seem  advisable  to  make  a change  of  climate.  The  patient 
must  dress  warmly,  without,  however,  undermining  his  powers  of  resistance  too 
much,  as  he  will  be  in  danger  of  doing.  The  diet  must  be  abundant  and  nutritious. 

Internal  remedies  may  be  tried,  with  the  hope  of  modifying  the  disease,  but  our 
chief  reliance  must  he  upon  local. treatment  of  the  joints.  Among  internal  reme- 
dies, the  most  important  are  iodine  and  arsenic.  Iodine  may  he  given  in  the  form 
of  tincture  (a  few  drops  in  mucilage  several  times  a day),  or  a better  form  is  in 
combination  with  potassium.  As  yet,  we  ourselves  have  not  seen  any  great  benefit 
from  iodine,  but  wc  have  in  rejieated  instances  witnessed  a quite  striking  result  from 
the  use  of  arsenic.  It  is  best  administered  in  pills  containing  one  thirtieth  to  one 
fifteenth  of  a grain  (grin.  0'002-0'004)  of  arsenious  acid,  one  pill  two  or  three  times 
a day.  If  this  remedy  ]irove  beneficial,  it  must  be  continued  for  at  least  months, 
perhaps  with  occasional  brief  intermissions.  Salicylic  acid  and  antipyrine  have 
no  jicrmancnt  effect,  and  are  useful  only  when  there  is  an  acute  e.xacerbation  of 
the  disease.  The  preparations  of  colchicum  may  ho  tried,  but  they  will  seldom  be 
found  efficient.  Iron,  quinine,  and  cod-liver  oil  are  sometimes  indicated  bv  the 
general  condition. 

First  among  local  methods  of  treatment  comes  rna.ssage,  although  the  good  it 
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accomplishes  is,  of  course,  apt  to  be  evanescent.  It  will,  however,  do  much  to 
hasten  the  absorption  of  inflammatory  exudations,  and  also  to  loosen  up  the 
joints,  invigorate  the  muscles,  and  improve  the  general  health.  The  Swedish 
movement  cure  will  be  found  of  gi-eat  benefit  in  all  cases  if  begun  early  and 
methodically  persevered  in.  It  preserves  the  mobility  of  the  joints  as  long  as 
anything  can.  Electricity  also  has  a palliative  influence.  The  galvanic  cur- 
rent is  applied  to  the  affected  joints,  and  the  faradic  current  to  the  atrophied 
muscles. 

Baths  are  universally  employed  in  chronic  arthritis.  Their  value  should  not  be 
overestimated,  but  it  is,  notwithstanding,  undeniable  in  many  cases.  Simple  warm 
baths,  or  salt  baths  (two  to  ten  pounds  of  salt  for  each  bath),  are  practicable  in 
almost  any  household.  As  health-resorts  in  arthritis  deformans,  experience  shows 
the  following  to  be  most  desirable:  The  different  warm  baths,  such  as  Teplitz, 
Wildbad,  Ragatz,  and  Baden  in  Switzerland;  the  warm  chloride-of-sodium  baths 
in  Wiesbaden;  the  acidulated  baths  of  Oeynhausen  and  Nauheim;  and  the  mud 
baths  of  Elster,  Marienbad,  Pranzensbad,  and  Schmiedeberg.  Steam  baths  are 
admissible  only  in  the  early  stages  of  the  disease,  and  for  patients  whose  general 
condition  is  still  vigorous.  Even  then  they  should  be  employed  cautiously. 

[The  mineral  springs  within  the  limits  of  our  own  counti’y  chiefly  to  be  recom- 
mended are  Sharon  and  Richfield,  in  New  York  State,  the  Sulphur  Springs  of 
Virginia,  and  the  Hot  Springs  of  Arkansas.  At  the  two  former,  particularly, 
there  is  every  provision  for  comfort  as  well  as  for  the  use  of  the  waters.] 

We  have  repeatedly  seen  quite  excellent  results  follow  the  employment  of  hot 
sand-baths.  These  also  can  be  easily  used  at  home,  particularly  if  applied  merely 
to  the  hands  or  feet.  They  are  employed  more  elaborately  in  Kdstritz  and  Blase- 
witz.  These  hot  sand-baths  seem  to  do  good,  not  only  from  the  temperature, 
but  also  from  the  uniform  and  persistent  compression  which  they  exert. 

Stimulating  or  narcotic  remedies  may  be  rubbed  into  the  joints,  but  they  are 
beneficial  only  because  of  the  massage  which  accompanies  their  employment.  In 
practice  it  is  not  always  possible  to  omit  their  use.  The  application  of  tincture  of 
iodine  is  usually  entirely  without  effect.  As  to  morphine  and  other  narcotics,  the 
disease  is  so  chronic  that  it  is  desirable  to  employ  them  as  little  as  possible.  A 
considerable  number  of  those  who  suffer  from  chronic  arthritis  become  opium- 
eaters. 

We  may  say,  therefore,  that  the  use  of  the  various  remedies  which  have  been 
suggested  will  enable  us  to  oppose  some  obstacles  to  the  progress  of  the  dis- 
ease. Persistent  treatment  will,  in  many  cases,  be  rewarded  by  at  least  tempo- 
rary improvement. 


CHAPTER  HI. 

ACUTE  AND  CHRONIC  MUSCULAR  RHEUMATISM. 

(Myositis,  or  Myalgia,  Rheumatica.) 

Definition  and  JEtiology. — Certain  acute  affections  may  originate  primanly  in 
the  muscles.  These  are  to  all  appearance  inflammatory  in  their  character,  and  not 
infrequently  result  from  taking  cold,  or  other  causes  similar  to  those  which  pro- 
duce acute  articular  rheumatism.  These  aft'ections  are  classed  as  “ acute  muscu- 
lar rheumatism,”  or  rheumatic  myositis.  It  is  possible  that  this  disease  is  also  an 
infectious  one,  but  the  question  remains  entirely  undecided.  The  analogy  winch 
this  trouble  bears  to  acute  articular  rheumatism  is  not  complete.  It  is  seldom 
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that  the  two  processes  are  seen  in  combination ; and,  furthermore,  acute  myositis 
is  not  “ poiymusculai','’  but  is  usually  confined  to  one  muscle,  or  to  a single  group 
of  muscles;  and  it  is  never  followed  by  acute  endocarditis.  The  two  diseases, 
therefore,  are  alike  only  in  certain  symptoms  (pain  and  impairment  of  motion), 
and  in  the  fact  that  they  are  often,  although  not  always,  ascribable  to  wet  or 
cold,  and  the  like.  There  are  many  cases  where  pain  suddenly  occurs  in  the  mus- 
cles (“myalgia”)  without  any  attendant  objective  change.  These  cases  can  not 
be  called  genuine  acute  myositis.  Indeed,  it  is  sometimes  diffcult  to  know  how 
to  regard  them.  In  practice  they  are  often  termed  muscular  rheumatism,  espe- 
cially when  they  are  referable  to  exposure ; and  it  is  possible  that  many  such 
cases  are  really  a very  mild  form  of  the  genuine  infiammatory  disease.  On  the 
other  hand,  however,  there  must  often  be  some  different  process  going  on.  Thus, 
traumatic  pain  in  the  muscles  is  the  result  of  some  excessive  strain,  and  in  many 
instances  is  apparently  due  to  laceration  of  some  of  the  muscular  fibere.  This  is 
generally  occasioned  by  too  violent  musculai-  exertion.  Any  physician  who  sees 
many  patients  from  the  laboring  classes  meets  with  an  abundance  of  cases  of  this 
sort.* 


The  limitations  of  acute  muscular  rheumatism  are  obscure;  but  still  more  so 
are  those  of  “chronic  muscular  rheumatism.”  This  disease  is  also  a frequent  one, 
and  only  imperfectly  understood.  It  does  not  bear  a close  analogy  to  chronic 
articulai’  rheumatism,  except  in  this  point,  that  chronic  muscular  rheumatism 
seems  to  be  quite  often  occasioned  by  meteorological  influences.  While  the  ana- 
tomical changes  in  chronic  articular  rheumatism  are  almost  always  striking, 
similar  lesions  are  very  exceptional  in  chronic  muscular  rheumatism.  On  the 
contrary,  the  name  is  usually  applied  to  cases  where  there  is  pain  in  various  mus- 
cles all  over  the  body,  but  where  there  is  no  discoverable  objective  disturbance. 
Older  authorities  used  to  speak  of  “rheumatic  induration”  of  the  muscles,  but 
this  or  any  other  actual  anatomical  change  is  very  exceptional. 

These  facts  justify  a douht  as  to  whether  all  cases  of  chronic  muscular  rheu- 
matism actually  deserve  their  name.  It  is  certainly  quite  appropriate  in  those  not 
infrequent  cases  which  are  due  to  “ rheumatogenous  influences,”  and  which  are  so 
evidently  aggravated  upon  every  exposure  to  cold,  or  every  period  of  bad  weather, 
that  the  patient  often  asserts  that  he  carries  in  his  legs  the  best  of  thermometers. 
Such  is  the  “ old  rheumatism  ” of  those  who  have  passed  a large  part  of  their  lives 
in  the  open  air,  regardless  of  wind  or  weather.  There  ai-e  other  cases,  the  charac- 
ter of  which  is  different.  In  them  tVie  muscular  pain  is  associated  with  a general 
neura-sthenic  condition,  or  with  corpulence  (when  it  is,  perhaps,  the  result  of  cir- 
culatory disturbance),  or  possibly  with  chronic  poisoning.  An  important  instance 
is  the  “ rheumatic  pain  ” sometimes  complained  of  by  topers,  which  we  are  inclined 
to  ascribe  not  to  changes  in  the  muscles  but  to  nutritive  disturbances  of  the  nerves. 
For  these  and  similar  disorders  there  are  no  special  names,  and  the  practicing  phy- 
sician often  terms  them  all  “ muscular  rheumatism,”  a diagnosis  with  which  the 
patient  is  usually  quite  contented. 


Clinical  History.— Genuine  acute  muscular  rheumatism  is  usually,  as  has  Iieen 
said,  limited  to  some  one  definite  group  of  muscles.  The  affected  muscles  often 
seem  somewhat  swollen  and  infiltrated,  are  very  sensitive  to  pressure,  and,  if  not 
quite  asclcss,  are  nearly  so,  greatly  impairing  the  motion  of  the  corresponding 
member  of  the  body.  All  the.se  symptoms  are  best  illustrated  in  acute  myositis  of 
the  deltoid  (omalgia).  The  whole  shoulder  is  swollen,  the  muscle  is  very  painful. 


* Some  time  n(?o  I saw  nn  orRan-pl.ayor  who  had  to  work  tho  pedals  for  many  hours  a day  • ho  had 
an  extremely  painful  alloction  of  the  lower  e.Uremitios  associated  with  swelling,  which  could  bo  ro- 
jjarded  only  oh  an  acute  myositia. 
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and  the  upper  arm  is  almost  incapable  of  voluntary  motion,  although,  if  caution 
be  exercised,  passive  movement  can  be  made  without  causing  any  pain. 

The  various  forms  of  acute  muscular  rheumatism  have  received  names  descrip- 
tive of  the  locality  of  the  affection.  We  have: 

1.  Omalgia,  as  already  mentioned. 

2.  Acute  rheumatic  myositis  of  the  cervical  muscles,  myalgia  cervicalis,  or 
rheumatic  torticollis.  Here  the  muscles  of  the  back  of  the  neck  and  throat  are 
very  painful.  The  head  is  usually  held  to  one  side,  and,  in  severe  cases,  is  almost 
perfectly  immovable. 

3.  Lumbago,  or  myalgia  lumbalis.  This  is  the  most  frequent  form  of  acute 
muscular  rheumatism.  The  common  people  in  Germany  have  termed  it  “witch’s 
shot”  (Hexenschuss),  on  account  of  its  sudden  onset.  The  entire  lumbar  region 
is  very  sensitive;  and  any  motion  of  the  trunk,  such  as  stooping  or  turning,  is 
extremely  difficult  and  painful.  The  disease  is  more  frequent  in  men  than  in 
women.  Certain  persons  seem  to  be  especially  predisposed  to  it.  It  should  also 
be  stated  that  lumbago  is  not  always  of  a rheumatic  character,  hut  of  traumatic 
origin,  as  from  hfting  a heavy  weight,  or  from  sudden  stooping.  [It  is  very  com- 
mon in  the  traumatic  neuroses,  where  it  was  once  regarded  as  indicative  of  spinal 
injury.— K.] 

4.  Rheumatism  of  the  thoracic  muscles,  and  particularly  of  the  intercostals. 
This  may  cause  great  discomfort,  as  it  renders  breathing,  coughing,  and  sneezing 
very  painful.  It  is  comparatively  rare ; and  caution  should  be  exercised  in  diag- 
nosticating it  to  avoid  confusion  with  pleurisy  and  periostitis  of  the  ribs.  Very 
often,  also,  thoracic  disturbance  is  regarded  as  rheumatic  -when  it  is  really  trau- 
matic, being  the  result  of  stretching  or  laceration  of  the  fibers  of  the  pectoral  or 
other  muscles. 

5 . Rheumatism  of  the  head  also,  probably,  belongs  in  this  category,  although 
the  affection  is  seldom  confined  to  the  muscles  of  the  scalp,  but  involves  also  the 
fasciae,  and  may  even  be  almost  confined  to  them.  It  is  not  infrequently  excited 
by  exposure  to  cold.  The  pain  is  quite  violent,  and  greatly  increased  by  any 
movement  of  the  scalp.  Of  course,  the  diagnosis  requires  the  previous  exclusion 
of  the  various  forms  of  headache  described  on  pages  530  and  591. 

The  duration  of  acute  muscular  rheumatism  is  brief.  Usually  the  pain  abates 
in  a few  days ; but  a tendency  to  relapse  persists  for  some  time.  In  chronic  mus- 
cular rheumatism  there  are  usually  no  objective  changes  to  be  detected.  The  pain 
is  seldom  located  permanently  in  any  one  place,  but  it  is  felt  first  here  and  then 
there.  It  is  usually  increased  during  bad  weather,  and  is  less  severe  when  the 
weather  is  warm.  The  pains  are  often  described  as  “wandering.”  Motion  is  sel- 
dom much  impaired.  Sometimes,  however,  there  may  be  a certain  stiffness  of  the 
muscles,  most  marked  after  a period  of  rest. 

The  diaguo.sis  of  chronic  muscular  rheumatism  rests,  therefore,  mainly  upon 
the  rational  signs.  Hence  it  is  often  impossible  to  avoid  the  suspicion  of  mahn- 
gering,  particularly  where  certain  applicants  for  hospital  care  are  concerned.  We 
should  not,  however,  be  too  uncharitable,  .since  without  doubt  there  are  cases 
where  quite  severe  pain  is  felt,  now  in  one  set  of  muscles  and  now  in  another, 
without  any  anatomical  basis  for  such  pain  being  discoverable.  Nor  should  we 
ever  forget  that  other  diseases  may  have  pain  for  their  first  symptom.  It  is  not 
at  all  exceptional  for  the  lancinating  pains  of  locomotor  ataxia  to  he  for  a long 
time  regarded  as  “lumbago.”  Lumbago  may  be  confounded  with  insidiously 
developing  diseases  of  the  vertebrae,  or  with  various  hypogastric  disorders  (par- 
ticularly in  women).  We  should  therefore  never  omit  to  make  a careful  phys- 
ical examination.  . 

Treatment.— Acute  muscular  rheumatism  has  this  in  common  with  acute 
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articular  rheumatism,  that  it  is  usually  very  favorably  affected  by  salicylic  acid. 
In  cases  of  genuine  acute  rheumatic  myositis  the  employment  of  this  remedy  in 
the  manner  already  described,  for  twelve  to  twenty-four  hours,  will  often  give 
surprising  relief.  We  also  see  good  results  from  antipyrine.  Local  treatment  of 
the  affected  muscles  may  also  he  followed  by  great  and_  speedy  improvement. 
Massage  is  pai-ticularly  valuable.  It  is  not  infrequently  the  case  that  a single 
properly  conducted  massage  will  cause  a violent  lumbago  or  omalgia  to  disappear 
almost  completely,  and  like  favorable  results  are  witnessed  where  there  is  trau- 
matic pain  of  the  muscles.  Most  of  the  external  applications  which  are  so  fre- 
quently prescribed  for  rheumatism — such  as  spirits  of  camphor  or  chloi’oform  lini- 
ment— accomplish  less  through  the  cutaneous  inatation  they  produce  than  by  the 
massage  incident  to  their  employment.  Next  in  value  comes  electricity.  Both 
the  constant  and  the  faradic  current  may  be  employed.  Simple  counterirritation 
by  means  of  mustard  poultices  or  hot  compresses  will  often  prove  palliative,  but 
it  is  less  effective  than  the  remedies  previously  mentioned.  Great  benefit  often 
follows  excessive  perspiration.  The  best  means  to  this  end  is  a steam  bath.  This 
is  so  favorite  a remedy  that  patients  often  take  it  of  their  own  accord. 

In  chronic  muscular  rheumatism  the  benefit  of  salicylic  acid  and  antipyrine  is 
merely  temporary,  and  therefore  is  to  be  sought,  if  at  all,  only  when  there  is  an 
acute  exacerbation.  Massage  and  electricity  are  more  effective,  and,  if  persevered 
in  for  some  time,  will  often  accomplish  good  results  even  in  obstinate  cases. 
Treatment  by  baths  is  frequently  prescribed  with  advantage.  Steam  baths  are 
often  beneficial,  but  their  use  requires  great  caution  where  the  patient  is  corpulent 
and  has  a tendency  to  congestion  or  cardiac  failure.  There  is  also  value  in  mud 
baths,  pine-needle  baths,  and  in  the  baths  given  at  Teplitz,  Wiesbaden,  and  other 
places. 

In  many  cases  of  chronic  muscular  rheumatism  constitutional  treatment  is  of 
great  importance.  Particularly  where  the  patient  is  overfed,  and  intemperate  in 
the  use  of  alcohol,  much  benefit  will  often  be  accomplished  by  a proper  regulation 
of  the  ingesta  and  the  prescription  of  a sufficient  amount  of  muscular  exercise. 
Such  patients  may  also  be  helped  by  a cautiously  conducted  cold-water  treatment. 

[In  acute  cases  with  localized  pain  I have  found  a thick  flaxseed  poultice, 
applied  as  hot  as  it  can  be  borne,  renewed  once  or  twice,  and  followed  by  the 
application  of  a thick  layer  of  cotton,  useful. 

A dry  cup  or  two  is  also  often  productive  of  great  relief.  In  chronic  cases, 
plasters  and  the  iodide  of  potash  are  often  of  benefit. 

Muscular  rheumatism  is  a common  and  often  very  troublesome  affection  in 
those  whose  occupation  calls  for  decided  muscular  exertion.  A muscle  is  strained, 
pain  settles  in  and  is  apt  to  recur  in  the  part;  and,  while  the  general  health  is  suf- 
ficiently good,  the  man  is  compelled  to  remain  idle.  Quack  advertisements  dwell 
so  much  upon  pain  in  the  back  as  a symptom  of  Bright’s  disease,  that  we  are  fre- 
quently consulted  by  those  who,  suffering  from  muscular  pain  and  soreness,  think 
themselves  the  subjects  of  serious  disease  of  the  kidneys.] 


APPENDIX. 

ACUTE  POLYMYOSITIS. 

From  some  very  recent  observations  (E.  Wagner,  Unverricht,  and  others)  we 
have  obtained  knowledge  of  a disea.se  which  consists  e.ssentially  of  an  acute  infiam- 
mation  of  most,  or  even  of  all,  the  muscles  of  the  body.  Tlie  disease  occurs  chiefly 
in  young  or  middle-aged  persons.  Without  special  cause  they  begin  to  have 
pains  in  the  arms,  legs,  and  trunk,  which  more  or  less  rapidly  result  in  a consid- 
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erable  disturbance  of  motion.  The  general  disturbance  is  at  first  slight,  but  it  in- 
creases later,  especially  if,  as  usually  happens,  there  be  fever.  A marked  oedem- 
atous  swelling  is  soon  very  noticeable;  it  is  first  seen  on  the  extensor  side  of  the 
extremities,  and  later  in  the  face  and  trunk.  The  oedema  is  stiff  and  painful,  and 
it  may  be  very  considerable.  As  soon  as  the  muscles  of  deglutition  and  respiration 
are  affected  the  whole  condition  becomes  distinctly  worse.  It  becomes  harder 
and  harder  to  take  food,  and  there  is  severe  dyspnoea.  Bronchitis  and  lobular 
pneumonia  soon  develop,  which  become  the  more  distressing,  since  expectoration 
is  more  and  more  impaired,  and  finally  becomes  impossible.  The  spleen  as  a rule 
seems  swollen.  There  is  usually  a marked  tendency  to  sweating. 

In  the  cases  thus  far  published  death  always  ensues  after  a few  weeks,  with 
symptoms  of  exti'eme  dyspnoea  and  cyanosis.  We  do  not  yet  know  certainly 
whether  there  are  also  milder  cases  which  recover. 

In  the  cases  observed  thus  far  there  was  on  examination  a true  acute  inflam- 
mation of  the  muscles.  Not  only  do  the  muscular  fibers  show  ail  forms  of  degen- 
eration and  destruction,  but  also  in  the  interstitial  connective  tissue  we  find  true 
inflammatory  foci  (accumulation  of  nuclei  about  the  vessels,  etc.).  In  a case 
which  we  recently  examined  these  changes  were  apparently  to  be  found  in  all  the 
muscles,  even  in  the  tongue,  the  ocular  muscles,  etc.  In  genuine  polymyositis  the 
peripheral  nerves  are  found  to  be  perfectly  normal,  but  it  is,  of  course,  possible  that 
on  future  investigation  relations  may  be  established  between  polymyositis  and 
multiple  neuritis  {vide  supra). 

The  diagnosis  of  polymyositis  will  probably  soon  be  comparatively  easy,  when 
the  disease  becomes  better  known.  The  distinction  from  trichinosis  must  be  the 
most  difficult;  here  we  must  first  of  all  consider  the  aetiology.  Polymyositis  is  to 
be  distinguished  by  the  pronounced  oedema  from  multiple  neuritis,  which  in  other 
respects  closely  resembles  it. 

Experience  is  still  limited  in  regard  to  the  treatment  of  the  disease.  We 
would  first  recommend  the  exhibition  of  salicylic  preparations,  antipyrine,  and 
similar  remedies.  Toward  the  close  of  the  disease  narcotics  usually  become  un- 
avoidable. 


CHAPTER  IV. 

RACHITIS. 

{liichets.) 

.ffitiology. — The  first  accurate  description  and  the  now  universal  name  of 
“rachitis”  (from  the  spinal  column)  is  to  be  ascribed  to  the  Englishman 

Glisson,  who  published  a compi’ehensive  monograph  upon  this  disease  in  1650.  It 
was  his  opinion  that  it  first  appeared  in  England  in  the  beginning  of  the  seven- 
teenth century ; and  for  this  reason  rachitis  is  still  often  called  by  Germans  “ the 
English  disease.” 

Although  the  clinical  and  anatomical  phenomena  of  rachitis  have  been  often 
and  accurately  investigated  since  that  time,  its  true  cause  still  remains  entirely 
unknown.  It  is  certain  only  that  its  development  is  promoted  by  all  unfavorable 
external  circumstances  affecting  the  nourishment  and  health  of  the  child.  It  is 
therefore  more  frequent  among  the  poor  than  the  wealthy,  in  the  damp  and 
crowded  quarters  of  large  cities  than  in  the  country,  and  among  artificially  fe^, 
and  therefore  weakly  and  anaemic  children,  than  such  as  I’eceive  the  mother  s 
milk.  Nevertheless,  the  essential  cause  of  the  disease  is  not  to  be  sought  among 
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tliese  various  influences,  for  rickets  undoubtedly  does  occur,  although  rarely,  in 
children  whose  cu'cumstances  seem  in  every  respect  most  favorable. 

Guerin,  Friedleben,  E.  Voit,  Wagner,  Baginsky,  and  many  others  have  made 
very  exhaustive  experimental  researches  with  regard  to  the  development  of 
rachitis.  It  has  been  found  possible  to  produce  certain  changes  in  the  bones  of 
growing  animals  by  giving  them  as  little  lime  as  possible  in  their  ingesta,  or  by 
administering  very  large  amounts  of  lactic  acid,  with  the  purpose  of  dissolving 
the  calcium  salts,  or  by  giving  small  quantities  of  phosphorus.  The  changes  thus 
caused  have  been,  with  more  or  less  correctness,  regarded  as  analogous  to  those 
of  rachitis.  These  investigations  are  of  great  interest  with  regard  to  the  physiol- 
ogy of  bony  structures  in  general,  but  in  our  opinion  they  throw  little  light  upon 
the  clinical  question  which  here  concerns  us.  It  is  indeed  natural  enough  to  sup- 
pose that  rachitis  in  childhood  may  be  due  to  an  insufficient  proportion  of  lime  in 
the  food;  or  to  a defective  absorption  of  the  lime-salts,  on  account  of  intestinal 
catarrh ; or  to  an  abnormally  abundant  production  of  lactic  acid,  or  even  of  car- 
bonic acid,  which  may  dissolve  the  lime-salts  in  the  system ; but  every  one  of 
these  theories  is  contradicted  by  the  facts  of  experience ; for  it  is  wholly  improper 
to  assume  that  the  food  of  chilch’en  with  rachitis  contains  less  lime  than  the  food 
of  healthy  children,  and  the  hypothesis  of  a mere  poverty  in  lime  of  the  bony  tis- 
sues is  by  no  means  adequate  to  explain  the  whole  complicated  rachitic  process. 
In  our  opinion  everything  seems  to  indicate  that  some  special,  specific,  mtiological 
factor  is  requisite  for  the  development  of  rachitis.  This  factor,  however,  is  as  yet 
entirely  unknown  to  us.  The  thought  had  occurred  to  many  that  the  disease 
bears  some  relation  to  congenital  syphilis;  but  tbis  assumption  has  long  since 
been  proven  to  be  entirely  without  foundation.  It  is  also  claimed  that  heredity 
plays  an  important  part  in  rachitis.  The  proof  of  this  is  lacking.  It  is,  however 
noteworthy  that  quite  often  sevei’al  children  of  the  same  family  are  attacked  by 
the  disease. 

Rickets  is  most  common  in  children  of  two  or  three  years  old.  According  to 
Kassowitz,  the  disease  usually  begins  in  the  first  months  of  life,  while  the  severe 
symptoms,  of  course,  appear  only  at  the  age  of  two  or  three  years.  Congenital 
rachitic  changes  (foetal  rachitis)  have  been  repeatedly  observed,  but  the  cases  of 
so-called  rachitis  tarda,  where  the  disease  is  said  to  develop  in  children  of  eight 
or  ten  years  of  age  and  over,  are  at  least  extremely  rare. 

Sex  exercises  no  great  influence  upon  the  occurrence  of  the  disease. 

Pathology.— Rachitis  consists  in  a peculiar  disturbance  of  the  processes  con- 
nected with  the  growth  of  the  bones.  As  a result  of  an  increased  absorption  of  the 
already  formed  bony  tissue,  and  especially  as  a result  of  an  insufficient  or  an 
almost  wholly  deficient  deposition  of  lime-salts,  the  bones  become  or  remain 
abnormally  flexible  and  soft,  so  that  they  can  easily  be  cut  with  a knife. 

Upon  minute  examination,  we  find  both  the  periosteum  and  the  marrow  much 
reddened  and  congested.  If  we  try  to  detach  the  thickened  periosteum  from  the 
bone,  not  infrequently  a few  bits  of  bone  adhere  to  the  membrane.  The  most 
striking  changes,  however,  are  expo.sed  upon  making  a longitudinal  section  of  the 
bone.  They  are  located  at  the  base  of  the  epi])hyses,  because  here  is  the  place 
where  the  normal,  and  therefore  the  abnormal,  processes  of  ossification  ai’e  most 
active.  Under  normal  circumstances,  the  epiphy.seal  cartilage  of  the  bones  in  child- 
hood is  separated  from  the  main  shaft  by  two  narrow  layers:  first,  an  outer  one, 
nearest  the  epiphy.seal  cartilage,  of  a bluish  color,  and  one  or  two  millimetres  thick ; 
this  is  the  proliferative  layer,  or  hyperplastic  zone,  where  the  cartilage-cells 
become  divided  and  arrange  themselves  in  rows.  Secondly,  an  inner,  dull  3mllow 
layer,  only  about  half  a millimetre  thick,  known  as  the  ossifio  layer,  or  zone 
of  calcification,  in  which  the  real  process  of  o.ssificatiou  takes  place.  That  is, 
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blood-vessels  gi-ow  into  it,  osteoblasts  develop,  lime  is  deposited,  and  medullary 
spaces  are  hollowed  out.  In  healthy  bone  these  two  layers  are  parallel  to  each 
other,  and  are  limited  by  perfectly  straight  lines.  In  rachitic  bone,  on  the  other 
hand,  they  are  both  much  enlarged,  and  their  naturally  sharp  boundaries  are 
replaced  by  an  irregular  serrated  edge,  so  that  the  two  zones  encroach  mutually 
upon  each  other.  These  changes  affect  both  layers,  but  are  most  marked  in  the 
proliferative  layer.  Upon  microscopical  examination,  the  details  of  which  can 
not  be  given  here,  we  can  see  most  plainly  the  complete  confusion,  if  we  may  be 
permitted  to  use  the  expression,  into  which  the  growth  of  the  bone  has  fallen. 
The  proliferation  of  the  cartilage-cells  has  increased  beyond  all  bounds,  and  the 
scanty  matrix  of  the  cartilage  displays  a fibrous  character.  In  the  bony  layer  are 
seen  irregularly  scattered  foci,  which  are  already  undergoing  incomplete  calcifica- 
tion, or  marrow  formation,  breaking  down  the  cartilage.  The  latter  is  due  to  an 
invasion  of  the  vessels,  which  are  always  affected  in  an  active  new  growth,  pierce 
the  cartilage  like  lacunar  spaces,  and  are  surrounded  by  a so-called  osteoid  tissue. 

The  periosteum  presents  analogous  changes.  The  innermost  osteoblastic  layer 
of  the  periosteum  is  thickened ; but  the  newly  formed  tissue  does  not  become  com- 
pletely calcified,  but  remains  in  large  part  soft  and  spongy.  Finally  an  increased 
absorption  of  bone  takes  place  inside  the  bones.  The  bony  partitions  disappear, 
and  the  cortical  layer  of  bone  often  becomes  much  smaller. 

These  various  processes  furnish  a direct  explanation  of  the  macroscopic  changes 
presented  by  rachitic  bones.  The  proliferative  process  causes  marked  swelling  of 
the  epiphyses  of  the  long  bones,  and  thickening  of  the  fiat  bones  of  the  skull. 
The  abnormal  softness  of  the  bones  is  due  to  the  increased  absorption  of  bone, 
their  insufficient  calcification,  and  it  in  turn  causes  various  deformities,  which 
are,  for  the  mo.st  part,  very  characteristic  {vide  infra).  If  recovery  takes  place, 
the  whole  bone  becomes  firm  at  last,  but  often  remains  permanently  deformed. 

The  deficient  development  of  rachitic  bones  can  also  be  recognized  upon  chem- 
ical examination.  AVhile  normal  bones  in  a dry  state  contain  about  sixty-three 
to  sixty-five  per  cent,  of  lime,  rachitic  bones  have  only  about  twenty  to  thirty  per 
cent. 

Clinical  History. — Rachitis  often  begins  so  insidiously  that  it  can  hardly  be 
detected.  Attention  is  not  called  to  the  disease  until  the  deformity  of  the  bones 
becomes  very  obvious,  or  it  is  noticed  that  the  child  does  not  learn  to  walk  as 
early  as  other  children,  or,  having  already  learned,  is  no  longer  able  to  do  so. 
At  last  the  anxiety  of  the  parents  is  excited ; and,  on  seeking  medical  advice,  they 
find  their  fear’s  only  too  well  grounded. 

In  other  cases,  certain  prodromata  precede  the  development  of  the  character- 
istic changes  in  the  bones,  which  are  especially  mentioned  by  Oppenheimer. 
There  is  often  a peculiar  form  of  diarrhoea,  which  is  said  to  occur  only  in  the  first 
half  of  the  day,  being  entirely  absent  at  other  times.  The  discharges  are  scanty 
and  almost  colorless.  Not  infrequently  the  diai’rhcea  is  attended  by  fever,  and  it 
is  said  that  the  spleen  is  almost  invariably  swollen.  The  children  are  pale,  but 
not  emaciated.  The  first  characteristic  changes  in  the  cai’tilages  of  the  ribs  and 
elsewhere  are  said  to  appear  within  two  or  three  weeks  of  these  first  symptoms. 
In  other  cases,  Oppenheimer  observed  that  the  development  of  rachitis  was  pre- 
ceded by  attacks  of  screaming  at  night,  likewise  associated  with  intermittent 
elevations  of  temperature  and  splenic  tumor;  or,  again,  there  were  simple  febrile 
attacks  at  night,  which  passed  away  in  the  morning  with  profuse  perspiration. 

These  facts  indicate  that  the  entire  organism  is  considerably  affected  by  rachitis. 
It  would  seem  reasonable  to  suppose  that  the  disorder  is  caused  by  some  speci  c 
infection.  That  this  infection  is  malarial,  as  Oppenheimer  thought,  is  more  than 
improbable. 
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The  diagnosis  of  rachitis  can  not  be  definitely  established  until  the  character- 
istic changes  in  the  bones  have  been  developed.  These  anomalies  vary,  of  course, 
in  their  severity  and  extent  in  different  cases.  We  append  a list  of  tlie  most 
important : 

The  head  is  often  noticeable  for  its  great  size  and  somewhat  square  shape;  the 
fontanelles  remain  open  until  the  second  or  third  year  of  life ; their  edges  seem 
soft  and  yielding;  the  thinness  and  softness  of  the  occiput  is  sometimes  very 
striking,  so  that  it  can  be  pressed  in  like  parchment.  This  phenomenon  (the 
craniotabes  of  Elsasser)  appears  to  be  due  to  the  pressure  exerted  upon  the  occiput 
when  the  child  is  lying  on  its  back.  There  is  often  a peculiar  change  in  the  shape 
of  the  jaws,  particularly  of  the  lower  jaw.  This  is  not  rounded,  but  angular, 
being  sharply  bent  in  the  neighborhood  of  the  canine  teeth ; so  that  the  incisoi*s 
stand  in  a perfectly  straight  line,  besides  being  somewhat  inclined  inward.  Fleisch- 
mann  was  the  first  to  describe  this  condition,  and  referred  it  to  the  action  of  the 
mylohyoid  and  masseter  muscles  upon  the  soft  bone.  Dentition  in  rachitic  chil- 
dren is  usually  tardy  and  tedious.  ^ 

The  thorax  presents,  even  in  the  mildest  cases,  very  characteristic  and  notice- 
able changes.  There  is  a swelling  at  the  junction  of  the  cartilages  with  the  ribs> 
which  can  be  felt  and  seen  through  the  skin,  and  produces  what  is  called  the 
“rosary  of  rickets.”  In  severe  cases  the  lateral  portions  of  the  thorax  are  often 
drawn  inward,  particularly  at  the  parts  which  correspond  with  the  insertion  of 
the  diaphragm.  This  change  is  due  mainly  to  the  action  of  the  diaphragm  during 
inspiration  upon  the  abnormally  soft  and  therefore  yielding  ribs.  The  changes 
are  greatest  when  the  respiratory  efforts,  and  particulaidy  abdominal  respiration, 
are  exaggerated  because  of  bronchitis,  pneumonia,  or  some  other  disease  of  the 
air-passages.  In  such  cases  the  entrance  of  air  into  the  lungs  is  impeded,  so  that 
it  is  possible  that  the  external  atmospheric  pressure  also  contributes  to  produce 
the  deformity  of  the  thorax.  Deep  hollows  may  finally  be  developed  on  each  side 
of  the  chest,  while  the  sternum  becomes  unusually  prominent,  giving  the  whole 
chest  that  shape  which  has  been  termed  pigeon-breast,  or  pectus  carincitum. 
When  once  this  deformity  has  been  developed,  of  course  it  in  turn  contributes  to 
render  respiration  difficult. 

The  clavicles  are  sometimes  distorted,  and  may  even  be  partially  fractured 
{vide  infra).  The  spinal  column  is  usually  unaffected  if  the  child  remains  quiet 
in  bed;  but  if  it  sits  up,  or  is  carried  about,  or  tries  to  walk,  the  traction  and 
pressure  thus  exerted  often  produce  curvature  of  the  spinal  column  (rachitic  scoli- 
osis and  kyphosis).  These  deformities  may  become  extreme.  Changes  in  the 
bones  of  the  pelvis  are  of  no  special  clinical  importance  at  this  period  of  the 
patient  s life;  but  in  later  life  the  consequent  shortening  of  the  antero-posterior 
diameter  of  the  pelvis  may,  as  is  well  known,  prove  a great  obstacle  to  childbirth. 

The  extremities  not  only  pre.sent  swelling  of  the  epiphyses,  but  are  liable  to 
curvature.  This  latter  change  is  most  marlced  in  tlie  lower  limbs,  inasmuch  as 
they  have  to  support  the  weight  of  the  body.  The  swelling  is  especially  well 
developed  at  the  lower  ends  of  the  bones  of  the  forearm  and  of  the  tibia  and  fibula. 
Hie  curvature  i.s  almost  invariably  greatest,  and  therefore  most  easily  recognized, 
in  the  tibia,  which  becomes  convex  outward,  giving  the  rachitic  child  its  “ bow- 
legs. Similar  curvature  of  the  femur  is  less  often  seen,  although  it  may  be 
obvious  enough  in  severe  cases.  The  same  is  true  of  the  humerus.  The  deformity 
of  the  lower  limbs  causes  that  waddling  gait  which  can  be  so  often  seen  on  the 
streets  of  any  largo  citj'.  Sometimes  the  limbs  present  a sharp  bend,  the  result  of 
partial  fnicture.  These  “ green-stick  fractures  of  rachitis  ” are  invariably  referable 
to  some  slight  traumatism,  and  are  most  often  seen  in  the  lower  third  of  the  tibia, 
although  sometimes  visible  in  the  clavicles,  ribs,  and  bones  of  the  lower  ai’in.  The 
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infraction  usually  takes  place  upon  one— generally  the  concave— side,  so  that  it 
is  often  compared  to  the  partial  fracture  of  a quill  or  an  osier  rod. 

Symptoms  in  Other  Parts  of  the  Body.— Apavt  from  the  changes  in  the  hones, 
a rachitic  child  may  seem  to  be  perfectly  well.  Even  the  general  nutrition  may 
be  unimpaired.  As  a rule,  however,  rickets  is  associated  with  anaemia  and 
impaired  nutrition.  The  child  seems  pale,  thin,  and  feehle,  and  may  present 
swollen  lymph-glands  and  other  “ scrofulous  ” symptoms.  Sometimes  there  is  a 
tendency  to  profuse  perspiration,  especially  from  the  scalp.  Very  frequently  there 
is  chronic  intestinal  catarrh,  and  sometimes  there  is  chronic  bronchitis  or  lohular 
pneumonia.  The  liver  and  spleen  are  often,  hut  not  invariably,  enlarged.  It 
should  also  he  stated  that  spasm  of  the  glottis  and  convulsions  are  frequently 
observed  in  rachitic  children.  Possibly  they  are  due  to  the  effect  of  the  disease 
upon  the  skull. 

The  faeces  and  urine  have  been  repeatedly  subjected  to  careful  chemical  exam- 
ination, in  the  hope  of  gaining  some  information  as  to  the  pathogenesis  of  the  dis- 
ease. The  results  have  thus  far  been  rather  contradictory.  Much  emphasis  has 
been  laid  upon  the  fact  that  the  faeces  contain  a comparatively  large  amount  of 
lime.  This  has  been  ascribed  to  a deficient  absorption  of  the  lime-salts  from  the 
intestinal  canal.  The  amount  of  lime  in  the  urine,  on  the  other  hand,  seems  to 
be  diminished  rather  than  increased. 

The  disease  almost  invariably  runs  a chronic  course.  Usually  months,  or  even 
years,  pass  before  the  process  ends.  Its  termination  is  to  be  recognized  by  closure 
of  the  fontanelles,  increase  in  the  length  of  the  bones,  and,  above  all,  by  the  fact 
that  the  patient  becomes  stronger  and  makes  attempts  to  walk.  Unfortunately, 
many  results  of  the  disease  persist  through  life.  The  legs  are  crooked,  the  thorax 
deformed,  the  spinal  column  curved,  and  the  pelvis  narrowed.  Even  in  the  most 
favorable  cases  pereons  who  have  once  had  rachitis  usually  remain  somewhat 
smaller  than  those  who  are  perfectly  healthy. 

Some  authorities  describe  an  “ acute  rachitis,”  in  which  painful  swelling  of  the 
epiphyses  is  said  to  be  developed  in  the  course  of  a few  weeks.  At  the  same  time 
the  child  becomes  emaciated,  and  may  also  suffer  from  diarrhoea  or  ulcerative 
stomatitis.  Recovery  takes  place  in  a few  months.  How  far  cases  of  this  sort  are 
related  to  genuine  rickets  has  not  yet  been  determined. 

Rachitis  does  not  involve  direct  danger  to  life,  although  many  rachitic  clul- 
dren  fall  victims  to  the  attendant  intestinal  catarrh,  or  to  such  complications  as 
catarrhal  pneumonia  or  tuberculosis.  The  prognosis  is,  therefore,  not  unfavorable 
where  the  outward  circumstances  of  the  child  permit  of  good  care  and  nourish- 
ment. The  remote  influences  of  the  thoracic,  spinal,  and  pelvic  deformities  can 
he  readily  inferred. 

The  diagnosis  of  rachitis  is  hut  seldom  difiicult  if  the  characteristic  changes  in 
the  bones  exist.  In  case  cranial  changes  exist,  w'e  should  guard  against  confound- 
ing rickets  with  hydrocephalus,  but  we  can  usually  avoid  error.  The  I’achitic 
child  holds  its  head  erect,  and  is  free  from  mental  or  other  functional  nervous  dis- 
turbances. 

Treatment. — The  most  experienced  specialists  agree  that  the  first  aim  in  treat- 
ing most  cases  of  rachitis  is  to  improve  the  general  nutrition.  It  is  often  possible 
to  bring  about  recovery  simply  by  means  of  proper  diet  (milk,  the  yolk  of  eggs, 
and  perhaps  meat),  good  air  (in  the  country),  and  baths  (brine,  malt,  and  medi- 
cated baths).  Digestive  disturbances  should  be  corrected  by  such  remedies  as 
hydrochloric  acid  or  tincture  of  rhubarb ; and  iron  should  he  administered  if  the 
patient  be  anaemic. 

It  is  very  important  that  the  child  should  be  placed  upon  a good  mattress,  and 
should  neither  attempt  to  walk  too  early,  nor  be  needlessly  taken  up  and  carried 
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about.  The  best  way  to  avoid  the  development  of  deformities  in  the  bones  is  to 
avoid  all  such  unfavorable  mechanical  influences. 

Attempts  have  also  been  made  to  check  the  disease  by  specific  remedies.  Upon 
theoretical  grounds,  lime  has  been  very  frequently  prescribed  in  the  form  of 
phosphate  of  calcium,  of  which  fifteen  to  forty -five  grains  may  be  given  in  powder 
several  times  a day;  or  in  the  form  of  lime-water,  of  which  one  or  two  teaspoon- 
fuls are  added  to  the  milk  which  the  child  drinks.  The  benefit  of  these  remedies 
is  seldom  very  obvious.  Kassowitz  has  given  a fresh  impetus  to  the  employment 
of  phosphorus.  To  support  his  belief  he  brings  forward  numerous  clinical  obser- 
vations as  well  as  facts  obtained  from  experiment.  We  may  either  dissolve  the 
phosphorus  in  cod-liver  oil  (0‘01-100),  giving  one  or  two  small  teaspoonfuls  of  this 
solution  every  day,  or  we  may  write  for  the  following  mixture,  which  is  more 
elegant,  but  is  also  more  apt  to  spoil : 


5 Phosphor! O'Ol; 

Olei  amygdalae  express! 10 'O. 

Misce,  deinde  adde : 

Pulv.  acacias, 

Syrupi  simplicis aa  5’0 ; 

Aquae  destillatae 80  ‘0. 


M.  Sig. : Two  to  four  small  teaspoonfuls  a day. 

We  can  state  from  our  own  experience  that  the  remedy  is  usually  very  well  borne, 
and,  in  fact,  often  shows  its  beneficial  action  after  a few  weeks,  the  fontanelles 
growing  smaller  and  the  bones  becoming  firm. 

It  may  be  eventually  necessary  to  resort  to  orthopasdic  or  surgical  treatment 
in  order  to  correct  the  deformities  of  the  bones. 

[The  comparative  rarity  of  rickets,  especially  in  its  extreme  degrees,  in  this 
counti'y  strikes  all  observers  who  have  studied  in  Germany.  With  a fairly  exten- 
sive experience  among  the  poorer  classes  of  the  city,  the  writer  can  recall  scarcely 
half  a dozen  cases  of  craniotabes.  The  colored  race  furnishes  a large  contingent 
of  cases  of  rickets,  although,  as  is  shown  by  Haven,  in  attention  to  diet  and  fresh 
air  its  members  are  superior  to  the  Irish  laboring  classes,  as  a rule.  The  more 
pure  the  negro  blood,  the  greater  does  the  liability  to  rickets  seem  to  be  in  this 
latitude— an  indication,  perhaps,  that  a northern  climate  is  unsuitable  to  the  Afri- 
can race.] 
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.Etiology  and  Pathology. — As  a rule,  osteomalacia  does  not,  like  rachitis,  con- 
sist in  a disturbance  of  development.  The  growing  bones  are  not  prevented  from 
ossifying,  but,  having  already  undergone  normal  development  and  acquired 
normal  flrmnes.s,  they  afterward  become  soft.  It  is  mainly  a disease  of  adults  sav 
between  tliirty  and  forty  years’^  of  age.  The  female  sex  is  noticeably  predis- 
posed to  the  disease,  although  occasionally  it  has  been  observed  iii  men. 

The  true  cause  of  osteomalacia  has  not  yet  been  ascertained.  It  is  a remarkable 
fact  that  the  disea.se  is  much  more  frequent  in  certain  regions  than  in  others.'  It 


may  occur  in  children;  but  hi«  atutement  has  not  yet 


926 


DISEASES  OF  THE  ORGANS  OF  LOCOMOTION. 


is  very  common  along  the  Rhine,  and  in  Westphalia,  in  eastern  Flanders,  and 
northern  Italy.  This  suggests  that  there  is  some  specific  cause  for  the  disease, 
endemic  in  certain  localities.  Among  exciting  causes,  child-hearing  is  certainly 
the  most  important,  for  both  the  first  signs  of  osteomalacia,  and  also  fresh 
exacerbations  of  the  disease,  usually  date  from  a pregnancy.  Another  factor  said 
to  promote  the  development  of  the  disease  is  found  in  unfavorable  hygienic  sur- 
roundings, such  as  damp  dwellings  and  the  like. 

The  anatomical  process  of  osteomalacia  consists  in  a disappearance  of  the 
earthy  salts  of  the  bone,  which  begins  interiorly  and  spreads  outward,  and  causes 
a corresponding  softening  of  the  bony  structure.  The  marrow  is  at  first  extremely 
hypersemic;  and  extravasations  of  blood  are  not  infrequently  found  here  and 
there.  The  bony  substance  surrounding  the  myeloid  spaces  and  the  Haversian 
canals  becomes  transformed  into  a soft  fibrous  tissue,  while  the  ii’regularly 
arranged  bone-corpuscles  are  either  destroyed  or  lose  their  characteristic  shape. 
The  softening  process  gradually  extends  over  the  spongy  substances  outward  to  the 
cortex.  The  central  cavity  grows  larger  and  larger,  so  that  finally  the  cortical 
substance  is  as  thin  as  paper,  and  the  whole  bone  like  an  “ inflated  and  di'ied  coil 
of  intestine.”  At  this  stage  the  original  hypermmia  of  the  mari-ow  has  vanished. 
The  marrow  acquires  a yellow  color,  and  may  finally  , be  entirely  transformed  into 
a yellow,  viscid  fluid.  The  affected  bones  are  now  flexible  and  soft,  they  can  be 
easily  cut,  and  they  are  of  less  specific  gravity  than  normal.  The  periosteum  is  also 
at  first  thickened  and  hypersemic,  as  if  inflamed.  When  it  is  removed,  the  surface 
of  the  hone  beneath  it  is  found  to  be  rough  and  uneven.  The  attendant  altera- 
tions in  the  s*hape  of  the  hones  will  be  mentioned  below. 

Upon  chemical  examination  of  the  bones  in  osteomalacia,  we  naturally  find  a 
marked  diminution  in  the  ijropoi’tion  of  lime-salts.  It  is  also  stated  that  lactic 
acid  has  been  discovered  in  the  bones.  This  is  an  interesting  fact,  as  it  may  be 
that  the  acid  plays  an  important  chemical  part  in  the  process  of  decalcification. 

Clinical  History. — Osteomalacia  begins  very  gradually  in  most  cases.  Usually 
the  first  thing  noticed  is  an  ill-defined,  deep-seated  pain,  most  often  felt  in  the 
sacral  region,  the  nape  of  the  neck,  and  the  back  and  thighs.  The  affected  parts 
are  also  sensitive  upon  pressure. 

The  pain  is  persistent.  While  it  still  keeps  on,  motion  becomes  gradually 
impaired.  The  patient  experiences  more  and  more  difficulty  in  walking,  partly 
because  of  the  pain  and  partly  because  of  muscular  weakness.  The  gait  is  either 
uncertain  and  tottering,  or  characterized  by  short  painful  steps,  the  lower  limb 
and  the  pelvis  being  jerked  forward  as  if  in  one  piece.  Sooner  or  later  it  becomes 
impossible  to  walk,  and  the  patient  is  permanently  bedridden.  Even  now  the 
pains  usually  persist  in  great  severity.  They  are  not  actually  spontaneous,  but 
the  mere  pressure  of  the  mattress  and  the  bedclothes  is  sufficient  to  excite  them. 

In  the  meanwhile  many  of  the  bones  will  probably  have  become  distorted. 
Usually  the  deformity  of  the  spinal  column  is  the  first  change  -which  attracts 
attention.  This  is  generally  kyphotic;  less  often  the  curvature  is  in  the  opposite 
direction.  At  the  same  time  the  head  a])proaches  the  sternum  more  and  more, 
and  the  patient  is  thus  made  to  appear  much  shorter  than  she  really  is.  In  most 
cases,  also,  the  thorax  is  much  distorted.  It  is  compressed  laterally,  while  the 
sternum  becomes  very  prominent,  and  is  sharply  bent.  The  change  in  the  shape 
of  the  pelvis  in  osteomalacia  is  less  obvious  externally,  but  it  can  be  detected  on 
internal  examination.  It  is,  of  course,  of  great  importance  from  an  obstetrical 
point  of  view.  The  pelvis,  like  the  chest,  is  com]5ressed  laterally,  while  the  sym- 
physis is  made  to  project  forwai’d  like  a beak.  The  sacrum  and  its  promontory 
are  also  pushed  forward,  and  the  superior  strait  thus  acquires  somewhat  of  a heart 
shape. 
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Tlie  extremities  are  less  often  distorted,  particularly  if  the  patient  becomes  bed- 
ridden at  an  early  period.  Manifold  changes  are,  however,  possible.  Sometimes 
there  is  also  fractiu-e.  In  a few  reported  cases  the  softness  of  the  bones  of  the 
extremities  was  so  extreme  that  one  could  bend  the  limbs  at  will,  like  wax,  and 
give  them  the  most  extraordinary  positions.  In  cases  so  far  advanced  as  these, 
the  pain  in  the  bones  seems  finally  to  cease. 

The  bones  of  the  head  and  face  seldom  undergo  noticeable  change,  but  we  often 
find  the  teeth  carious  or  lost.  In  the  muscles,  several  observers  have  noticed 
trembling  and  fibrillary  contractions.  It  is  also  said  that  sometimes  even  a slight 
irritation  of  the  skin  suffices  to  excite  painful  contractions  of  the  underlying  mus- 
cles. These  phenomena  have  not  yet  been  thoroughly  investigated. 

The  general  condition  of  the  patient  is  often  unimpaired  for  a long  while, 
except  for  the  pain  and  the  impairment  of  motion.  The  internal  organs  perform 
their  functions  in  a normal  manner,  and  the  appetite  is  good.  Fever  is  observed 
only  when  the  disease  is  undergoing  some  temporary  exacerbation.  With  regard 
to  changes  in  the  urine,  there  have  been  a good  many  statements  made,  but  their 
significance  is  extremely  doubtful.  It  is  said  that  the  amount  of  phosphoi’ic  acid 
excreted  is  diminished.  With  regard  to  the  amoimt  of  lime,  no  definite  statement 
can  be  made.  Lactic  acid  has  been-  repeatedly  detected  in  the  urine,  as  has  also 
albumen.  Concretions  of  lime  have  been  found  in  the  bladder  and  the  kidneys. 

Tbe  disease  runs  a chronic  course,  occupying  seldom  less  than  two  or  three 
years,  and  sometimes  even  five  or  ten.  Apparent  arrest  of  the  disease  is  not  infre- 
quently obseiwed,  but  this  is  followed  by  fresh  exacerbations.  The  most  frequent 
termination  is  in  death.  This  results  either  from  general  debility,  or,  more  often 
still,  from  the  dyspnoea  caused  by  the  compression  of  the  luug.  or  by  some  such 
disease  as  lobular  pneumonia.  Recovery  is  exceptional,  although  not  impossible. 

Diagnosis. — In  well-develoijed  cases  it  is  not  difficult  to  recognize  the  disease, 
but  at  first  a correct  diagnosis  is  often  impossible,  unless  the  endemic  frequency 
of  osteomalacia  suggests  it.  In  the  onset  of  the  disease  we  may  often  be  led  to  the 
false  belief  that  there  is  incipient  disease  of  the  cord  on  the  vertebrae.  An  exam- 
ination of  the  pelvis  is  then  of  distinct  diagnostic  importance,  as  its  peculiar  de- 
formity can  be  recognized  early.  The  veiy  peculiar  hobbling  gait  of  osteomalacia 
is  also  unlike  anything  that  is  seen  in  spinal  disease.  As  the  disease  is  almost  en- 
tirely confined  to  adults,  we  are  seldom  in  danger  of  confounding  it  with  rachitis. 
Besides,  osteomalacia  does  not  produce  swelling  of  the  epiphyses,  nor  changes  in 
the  bones  of  the  slaill.  It  is  said  that  osteomalacia  is  occasionally  confounded 
with  diffuse  carcinosis  of  the  bones,  as  this  may  produce  similar  symptoms  and 
deformities. 

Treatment. — As  has  been  already  implied,  therapeutic  efforts  have  thus  far 
proved  in  severe  cases  almost  unavailing  in  this  disease.  In  the  onset  of  the  dis- 
ease we  can  obtain  a distinct  improvement  by  the  use  of  hygienic  remedies,  good 
air,  proper  food,  etc.  Internally  we  give  cod-liver  oil  and  iron.  Many  patients 
prai.se  warm  baths,  with  or  without  salt. — The  exhibition  of  lime  seems  to  be  of 
no  si>ecial  use,  but,  from  our  own  experience,  we  must  urgently  advise  trying  small 
doses  of  phos))hon.is  in  the  form  given  above  (page  92.'5). 

The  changes  in  the  bony  pelvis  produced  by  o.steomalacia  m.ay  eventually 
demand  obstetrical  interference,  but  we  need  not  discuss  such  jn-ocedures  hei-e. 
We  should  invariably  warn  women  who  sufl’er  from  the  disease  of  the  dangei’s  of 
becoming  pregnant. 


DISEASES  AFFECTING  THE  BLOOD  AND  TISSUE- 

METAMORPHOSIS. 

{CONSTITUTIONAL  DISEASES.) 


CHAPTER  I. 

ANffiMIA  AND  CHLOROSIS. 

Definition  and  iEtiology. — The  word  “ anasmia  ” might  properly  he  taken  to 
signify  dimmution  of  the  total  volume  of  the  hlood,  such  as,  for  example,  is 
directly  brought  about  by  a severe  hemorrhage.  Usually,  however,  the  word  is 
employed  to  signify  not  so  much  diminution  in  quantity  as  deterioration  in  qual- 
ity. The  total  volume  of  the  hlood  is  not  liable  to  nearly  so  great  variation  as  is 
the  number  of  its  most  important  constituents — the  red  corpuscles — inasmuch  as 
the  total  volume  is  dependent  merely  upon  the  amount  of  watery  constituents, 
and  even  after  large  hmmorrhages  the  water  is  quite  I’apidly  replaced  by  absorp- 
tion. This  is  undoubtedly  the  case  in  most  instances  of  sudden  loss  of  hlood. 
Even  in  chronic  anaemia  there  is  usually  no  reason  to  assume  that  the  total 
amount  of  blood  is  diminished,  although  it  may  he  where  there  is  genei’al  emacia- 
ation,  or  diminished  supply  of  liquids  (persistent  vomiting,  dysphagia),  or  large 
watery  discharges  (as  in  cholera).  The  essential  element  in  anaemia  is,  therefore, 
a diminution  in  the  number  of  the  red  blood-corpuscles,  or  so-called  oligocy- 
thaemia.  Changes  in  the  character  of  the  red  blood-corpuscles,  however  impor- 
tant, are  not  taken  into  consideration  here;  nor  is  there  usually  any  sti’ess  laid 
upon  any  incidental  variations  in  the  proportion  of  albumen,  especially  as  oligo- 
cythaemia  is  not  invariably  accompanied  by  a diminution  in  the  amount  of  serum 
albumen  (“  hypalbuminosis  ”). 

The  circumstances  under  which  anaemia  is  observed  ai’e  manifold.  They 
admit,  however',  of  our  distinguishing  the  two  great  classes  of  anemia — primary 
and  secondary.  Primary  anaemia  is  developed  as  an  apparently  primary  and 
idiopathic  disease  in  people  previously  healthy,  while  secondary  anaemia  is  merely 
a symptom  of  some  already  existing  disease.  However  simple  this  theoretical 
distinction,  yet  in  actual  practice  it  is  often  quite  difficult  to  determine  whether 
the  particular  case  before  us  should  be  regarded  as  primary  or  secondary.  A sec 
ondai’y  anaemia  may  occur  where  the  true  primary  cause  can  not  be  at  all  readily 
determined.  There  are,  nevertheless,  quite  a large  number  of  cases  which  would 
seem  to  deserve  the  name  of  primary  or  essential,  in  Avhich  we  feel  compelled  to 
assume  that  some  pathogenetic  influence  acts  directly  upon  the  blood  and  the 
haematopoietic  processes. 

In  the  fii’st  place,  we  would  class  as  primary,  cases  which  may  best  be  described 
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as  “simple  constitutional  anaemia.”  These  often  stand  close  to  the  borderland 
between  health  and  disease.  There  are  not  a few  individuals  who  present  a strik- 
ing pallor  for  a large  part,  if  not  aU,  of  their  lives.  These  persons  may  feel  so 
well  and  vigorous  that  we  scarcely  have  a right  to  regard  the  existent  anaemia  as 
an  actual  disease.  Sometimes,  however,  such  individuals  do  betray  some  diminu- 
tion of  energy,  are  easily  fatigued,  and  are  subject  to  headache.  We  may  then 
certainly  regard  the  condition  as  pathological.  In  many  instances  the  cause  of 
this  simple  anaemia  is  found  in  the  general  hygienic  suiToundings  of  the  patient, 
for  such  cases  are  most  often  met  with  among  the  poorer  classes.  Deficient  nutri- 
tion, bad  air,  unhealthy  occupation  in  factories  or  the  like,  not  only  affect  the 
general  health,  but  more  especially  interfere  with  the  processes  of  normal  blood- 
making.  Other  cases  of  constitutional  anaemia,  apparently  primary,  occur  in 
individuals  who  are  entirely  beyond  the  reach  of  such  infiuences  as  have  just  been 
mentioned,  in  whom  the  anaemia  has  developed  and  persists  despite  the  best  of 
food  and  air.  Here  we  are  forced  to  the  conclusion  that  the  organs  engaged  in 
the  manufacture  of  the  blood  are  in  some  way  prevented  from  performing  their 
proper  functions.  The  trouble  often  seems  to  be  congenital,  for  such  individuals 
may  present  the  symptoms  of  anmmia  in  their  earliest  infancy.  There  are  persons 
who  have  always  been  pale  and  feeble.  Or,  again,  anaemia  does  not  develop  until 
later  on,  in  which  case  it  not  infrequently  associates  itself  with  certain  j)hases  of 
physiological  development,  as  when  growth  is  particularly  rapid,  or  when  adoles- 
cence occurs.  Vu'chow  has  directed  attention  to  another  factor,  which  he  regai’ds 
as  potent  in  many  of  these  cases  of  congenital  anaemia.  He  has  foimd  that  the 
arteries  may  be  congenitally  small,  or  that  the  whole  arterial  system  may  be 
imperfectly  developed.  The  condition  may  be  associated  with  a congenitally  weak 
and  small  heart.  The  unportance  of  this  factor  has  not  yet  been  fully  determiued. 
Possibly  the  condition  of  the  ch’culatory  system  just  mentioned  may  be  the  result 
rather  than  the  cause  of  the  ansemia. 

A second  division  of  primary  aummia  includes  cases  which  present  a far  more 
definite  and  distinct  group  of  s^ptoms.  They  quite  often  appear  in  persons  pre- 
viously healthy,  last  for  a certain  length  of  time,  and  then  end  in  complete  recov- 
ery.  The  tj'pical  form  of  this  variety  is  chlorosis  (yXojpoy  = greenish  yellow),  or 
“green  sickness.”  This  weU-known  disease  is  especially  frequent  in  young  girls 
fourteen  to  twenty  years  of  age — that  is,  at  puberty.  It  often  comes  on  quite  rap- 
idly without  any  ascertainable  cause.  There  are  not  infrequently  predisposing 
influences  in  the  outward  circumstances  of  the  patient.  Thus  it  is  promoted  by 
an  unhealthy  sedentary  mode  of  life,  as  in  seamstresses ; bad  air,  as  in  factory 
operatives;  mental  and  physical  over-exertion,  as  in  teachers,  governesses,  and 
students;  and,  finally,  by  mental  influences.  It  is,  nevertheless,  true  that  chlorosis 
also  appcai-s  in  girls  who  have  lived  under  the  most  favorable  hygienic  conditions 
po.ssible.  Sometimes  the  disease  seems  to  be  merely  a temporary  exacerbation  of 
a simple  constitutional  anmmia  which  has  existed  a long  while;  but  it  may  also 
appear  in  young  women  who  were  previously  healthy,  and  even  robust. 

The  true  cause  of  chlorosis  is  unknown.  In  all  pi’obability  it  is  a disease  of  the 
blood  itself,  or  a process  interfoi-ing  with  its  normal  manufacture.  Its  pathological 
physiology  is,  however,  as  yet  entirely  beyond  our  grasp.  The  old  view,  that 
chlorosis  was  referable  mainly  to  sexual  derangement,  such  as  disturbance  of  men- 
struation, or  defective  development  of  the  genihil  organs,  must  bo  regarded  as  a 
confusion  of  cause  and  effect,  although  it  is  true  that  such  disturbances  are  often 
reen  m the  disease.  Furthermore,  cases  of  marked  temporaiy  anmmia,  iirecisely 
Uke  ordinary  chlorosis  in  their  .symptoms  and  behavior,  occur  in  men  and  in 
elderly  individuals. 

A third  variety  of  primary  essential  amemia  is  the  so-called  progrei?sive  perui- 
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cious  anaamia.  This  is  likewise  an  idiopathic  disease,  distinguished  from  chlorosis 
mainly  by  its  continuous  jirogress  and  fatal  termination.  We  must  confess  that 
in  om*  opinion  it  is  not  possible,  at  least  from  a clinical  point  of  view,  to  draw  a 
sharp  dividing  line  between  ‘‘ordinary  chlorosis”  and  “pernicious  antemia.” 
Some  future  investigator  may  discover  setiological  as  well  as  anatomical  differ- 
ences between  the  two  diseases,  which  will  separate  them  widely.  In  the  mean- 
while we  have  only  the  clinical  phenomena  to  guide  us,  and  must  acknowledge 
our  inability  to  make  any  sharp  distinction.  There  are  “severe  cases  of  chlorosis” 
which  resemble  “ pernicious  anaemia  ” in  every  respect,  except  that  they  finally 
get  well ; sp  that  the  only  jpoint  which  v/ould  enable  us  to  distinguish  them  from 
the  fatal  disease  is  the  mode  of  tennination.  To  take  this  for  a criterion  is 
evidently  unscientific.  Cases  of  “ severe  essential  anaemia  ” also  have  many  points 
in  common  with  certain  other  diseases,  such  as  pseudo-leukaemia  and  splenic 
anaemia.  These  will  be  discussed  later. 

The  forms  of  secondary  anaemia  offer  a contrast  to  the  fonns  of  primary  or 
essential  anaemia  just  described  in  the  much  greater  number  of  their  causes. 
Under  this  head  come  cases  of  anaemia  which  do  not  occur  idiopathically,  hut  as 
a result  of  other  abnonnal  processes.  The  simplest  variety  is  anaemia  from 
haemorrhage.  This  is  produced  by  profuse  loss  of  blood,  whether  from  the 
stomach,  limgs,  uterus,  intestines,  kidneys,  or  some  wound.  Repeated  small 
haemorrhages  finally  i)roduce  the  same  result  as  a single  large  one.  Thus  the 
most  ijrofoimd  anaemia  may  be  observed  where  there  is  a very  frequent  epistaxis 
(haemorrhagic  diathesis),  or  where  cancer  of  the  womb  gives  rise  to  a constant 
oozing  of  blood. 

Other  cases  of  secondary  anaemia  may  he  divided  into  two  great  groups.  In 
one  class  the  anaemia  is  a symptom  of  impaired  nutrition.  Tliis  is  seen  in  almost 
every  severe  disease,  acute  or  chronic,  and  is  usually  associated  with  more  or  less 
emaciation  and  loss  of  strength.  The  bad  appetite,  the  lack  of  fresh  ah’  and  exer- 
cise, and  perhaps  an  impairment  of  digestion,  or  fever,  or  some  abnormal  drain 
upon  the  system,  as  in  suppuration — these  injure  the  entire  body.  It  is  not  sur- 
prising that  the  blood  shares  in  the  universal  misfortune.  This  is  why  most 
chronic  invalids  seem  pale,  particularly  if  they  suffer  from  disease  of  the  stomach, 
kidneys,  chest,  or  neiwous  system.  In  the  second  class,  the  anemia  is  secondary 
to  some  other  disease,  but  assumes  especial  prominence  as  a symptom,  independ- 
ently of  any  general  impairment  of  nutrition.  Of  course,  it  is  often  associated 
with  emaciation,  but  nevertheless  its  extraordinary  intensity  offers  a striking  con- 
trast to  the  condition  of  the  rest  of  the  body.  This  “ .specific  secondary  anaemia  ” 
must,  like  essential  anaemia,  be  due  to  a special  lesion  of  the  blood  itself,  and  is, 
therefore,  to  be  regarded  as  in  a certain  sense  a special  complication  or  locahza- 
tion  of  the  primary  disease.  General  malnutrition  never  directly  produces 
anaemia  of  this  grade.  This  fact  is  illustrated  in  stenosis  of  the  oesophagus. 
Hei’e  the  ingestion  of  food  is  v’^ery  greatly,  if  not  completely,  impaned,  and  there 
is  the  greatest  emaciation,  with  a subnormal  temperature  and  slow  pulse.  Of 
course,  such  a patient  appears  pale  and  wretched,  but  he  does  not  present  that 
peculiar  waxy  pallor  which  is  the  infallible  sign  of  genuine  ansemia. 

The  exact  mode  of  origin  of  specific  secondary  anaemia  is  often  obscure.  We 
have  already  reported,  in  a preceding  chapter,  a very  instructive  example.  In 
cancer  of  the  stomach  we  find  usually  emaciation  and  pallor.  This  is  natural 
enough ; but  sometimes  the  carcinoma  is  complicated  by  an  extraordinarily  pro 
found  anaemia,  comparable  only  to  the  pei-nicious  variety.  In  one  such  case  we 
found,  at  the  autopsy,  an  extensive  secondary  carcinosis  of  the  bone-marrow. 
Here,  therefore,  the  ansemia  certainly  was  not  the  result  of  the  general  imparr- 
ment  of  nutrition  occasioned  by  the  gastric  carcinoma,  but  of  the  disease  ot  the 
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marrow,  wliich  tissue  undoubtedly  plays  an  important  part  in  tlie  manufacture  of 
the  blood. 

Some  cases  of  specific  secondary  anmmia  deserve  special  mention,  although  it 
is  seldom  possible  to  demonstrate  their  precise  cause.  In  the  first  place  come  such 
cases  as  develop  after  certain  acute  diseases,  usually  of  an  infectious  character. 
For  example,  there  may  be  great  anaemia  after  typhoid  fever,  or  less  often  after 
acute  articular  rheumatism.  A peculiar  form  of  anaemia  is  often  observed  during 
the  secondary  stage  of  syphilis,  although  nutrition  seems  to  be  otherwise  well 
maintained.  This  is  known  as  “syphilitic  chlorosis.”  Tuberculosis,  chronic 
malarial  poisoning,  and  other  cases  of  chronic  poisoning  (lead),  as  well  as  amy- 
loid disease,  renal  disease,  etc.,  may  also  be  attended  by  anaemia  of  such  intensity 
as  to  justify  the  conclusion  that  there  is  some  special  disturbance  of  secondary  ori- 
gin affecting  the  manufacture  of  the  blood  or  the  blood  itself.  [Chronic  arsenical 
poisoning  from  wall  papers,  dress  fabrics,  furniture  covering,  and  the  like,  is  a not 
infrequent  cause  of  anaemia  and  debility,  which  resists  treatment  as  long  as  the 
exposme  to  the  toxic  influence  lasts.  The  classical  symptoms  of  chronic  arsenical 
poisoning  are  not  necessarily  present.  The  number  of  cases  in  which  prompt 
recovery  has  taken  place  after  the  removal  of  the  poison  which  was  proved  to 
exist  in  the  surroundings  as  well  as  in  the  urine  of  the  patient  is  too  large  and  too 
striking  to  explain  by  simple  coincidence.  Recovery  may,  however,  be  slow  in 
those  whose  toleration  of  arsenic  is  slight,  or  in  whom  the  cause  of  the  symptoms 
has  remained  long  undetected.] 

We  shall  now  proceed  to  describe  the  symptoms  common  to  all  forms  of 
anaemia.  Upon  this  will  follow  a sketch  of  chlorosis.  A special  chapter  is 
assigned  to  the  grave  form  of  essential  anaemia  known  as  progressive  pernicious 
anaemia;  and  in  the  same  connection  will  be  set  forth  the  little  that  is  known  with 
regard  to  the  relations  of  anaemia  to  pathological  changes  in  the  haematopoietic 
organs. 

Symptomatology  of  Anaemia. — The  first  symptom  which  attracts  the  attention 
of  the  physician  in  any  case  of  anaemia  is  the  altered  appearance,  the  pallor  of  the 
skin  and  visible  mucous  membranes.  This  is  especially  striking  in  the  face,  but 
it  is  sufficiently  evident  everywhere.  Special  value  is  usually  assigned  to  pallor 
of  the  mucous  membranes,  for  example,  of  the  lips  and  conjunctivae,  inasmuch  as 
their  color  is  not  liable  to  be  interfered  with  by  pigmentation  or  opacity  of  the 
epidermis.  The  degree  of  pallor,  of  course,  varies  greatly.  The  whole  body  may 
pre.sent  a waxy  appearance.  Such  pallor,  of  course,  indicates  a very  decided 
diminution  in  the  number  of  the  red  blood-corpuscles,  which  elements  impart  to 
the  blood  its  normal  color.  More  information  about  this  and  other  changes  in  the 
blood  will  be  found  below,  under  chlorosis  and  pernicious  anaemia. 

Besides  the  alteration  in  complexion,  there  is  always  a group  of  symptoms  ulti- 
mately referable  to  an  impairment  of  the  normal  processes  of  innervation  result- 
ing  from  a lack  of  arterial  blood.  Fii'st  among  these  phenomena  comes  general 
weakness  of  the  motor  system.  The  voluntary  muscles  are  easily  fatigued,  and 
the  patient  suffers  from  constant  languor.  When  the  anmmia  is  very  great,  as 
after  severe  hmmorrhage,  this  weakness  may  be  so  pronounced  that  the  patient 
can  neither  walk  nor  stand. 

This  diminished  nervous  energy  is  also  shown  by  the  mental  condition. 
There  is  no  intellectual  vigor.  The  patient  is  incapable  of  any  great  mental  exer- 
tion, and  experiences  a constant  feeling  of  weariness  ahd  sleepiness.  W^hether 
the  special  senses  are  blunted  in  anaemia  haS  not  yet  been  determined.  It  is  very 
probable  that  a careful  investigation  would  reveal  an  impairment  of  the  percep- 
tive powers,  corresponding  to  the  muscular  weakness.  If  the  anmmia  reaches  a 
certain  degree,  the  patient  becomes  unconscious.  This  explains  the  frequent 
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fainting  attacks  (compare  page  708),  which  are  referable  to  a temporary  aggi’ava- 
tion  of  the  cerebral  anmmia,  and  are  therefore  apt  to  come  on  after  the  patient 
has  been  standing  for  some  time,  or  when  he  rises  from  a horizontal  position.  It 
is  an  extremely  interesting  fact  that  a circumscribed  portion  of  the  nervous  sys- 
tem may  alone  suffer;  thus  we  may  have  an  ansemic  amaurosis  after  profuse 
lisemorrhage.  There  is  no  doubt  that  this  blindness  is  due  to  anaemia  of  the 
optical  nervous  apparatus.  The  only  question  is  whether  the  anaemia  affects 
chiefly  the  retina  or  the  central  j)ortion  of  the  oi^tic  tract  (cortex  of  the  occipital 
lobe). 

If  the  anaemia  be  at  all  marked,  many  other  organs  exhibit  functional  derange- 
ment. In  particular,  the  secretory  organs  are  disturbed.  The  mouth  aud  tongue 
are  frequently  dry.  This  is  in  part  due  to  the  diminished  secretion  of  mucus  and 
saliva.  Of  course,  where  there  is  a sudden  great  loss  of  blood,  the  condition  is 
also  in  part  a result  of  the  compensatory  abstraction  of  water  from  the  tissues. 
Other  and  still  more  important  glands  belonging  to  the  digestive  system  are 
affected.  Our  knowledge  in  this  regard  is  as  yet  very  far  from  complete;  but 
Manassein  has  called  attention  to  the  interesting  fact  that  the  amount  of  hydro- 
chloric acid  in  the  gastric  juice  is  considerably  less  than  normal,  and  that  the  dys- 
pepsia so  often  seen  in  anaemic  patients  must  in  part  be  referable  to  this  condi- 
tion. Analogous  disturbances  in  the  functions  of  other  digestive  organs  are  pre- 
sumably present,  but  they  have  not  yet  been  actually  proven  to  exist.  We  would 
add  only  that  the  constipation  to  which  anaemic  persons  are  very  liable  is  usually 
due  to  diminished  energy  of  i>eristaltic  action. 

The  symptoms  thus  far  described  are  all  referable  to  diminished  functional 
activity.  On  the  other  hand,  anaemia  gives  rise  to  certain  symptoms  of  irritation 
in  the  nervous  system.  It  would,  of  course,  be  illogical  to  say  that  these  symp- 
toms are  the  direct  result  of  a lack  of  oxygen-carrying  blood.  They  are,  in  all 
pi'obability,  ex^iressive  of  the  irritation  excited  in  certain  portions  of  the  nervous 
system  by  the  products  of  abnormal  tissue-metamorphosis.  It  may  be  that  these 
in’oducts  are  themselves  the  result  of  a deficiency  in  the  su^iply  of  oxygen. 

The  symptoms  of  cerebral  irritation  obseiwed  in  anmmia  include  vertigo,  spots 
before  the  eyes,  and  tinnitus  aurium.  Tliis  last  is  an  almo.st  constant  symptom,  if 
the  anmmia  be  at  all  severe,  and  it  may  cause  the  patient  great  discomfort.  It  is 
usiially  aggravated  if  the  patient  lies  upon  his  side.*  Another  hritative  symptom 
is  eructations.  ^Ve  also  have  anmmic  vomiting,  and  no  doubt  this  is  usually  of 
central  origin.  It  may  be  very  troublesome.  Sometimes  violent  hiccoughs  are 
observed,  as  well  as  frequent  yawning  of  a convulsive  character.  AnEemic  head- 
ache may  be  very  severe.  It  is  usually  referred  either  to  the  entire  head  or  the 
forehead;  thei’e  is  a painful  feeling  of  pressure,  which  may  attain  great  se- 
verity. 

Other  important  evidences  of  irritation  are  to  be  found  in  the  behavior  of  the 
pulse  aud  the  respiration.  The  changes  here  are  apparently  in  part  of  a compen- 
satory character.  The  pulse  is  accelerated  in  most  cases  of  any  severity,  reaching 
80  to  100  beats  per  minute,  or  even  more.  It  is  also  very  excitable,  so  that  compara- 
tiv^ely  slight  external  influences  suffice  to  increase  its  rapidity  for  tlie  time  being. 
This  increase  in  frequency  would  not,  of  course,  necessitate  an  increase  of  inti'a- 
vascular  tension,  or  of  the  rapidity  of  the  circulation;  but  it  may  exert  a favor- 
able influence  in  this  dii’ection,  and  so  be  teleologic.  Eespiration  is  also  usually 
accelerated  in  anaemia.  Li  cases  of  great  severity  the  breathing  may  be  so  deep 
and  noisy  as  to  justify  the  term  “anaemic  dyspnoea.”  This  is  the  direct  expres- 


* AVo  may  also  state  that  the  tinnitus  of  the  annsinic  is  sometimes  nothing  hut  the  jugular  venous 
luun  de  diahlc)  heard  by  the  patient. 
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Sion  of  the  body’s  hunger  for  oxygen.  It  is  obvious  that  this  increase  in  the  num- 
ber of  respii’ations  favors,  to  a certain  extent,  the  absorption  of  that  gas. 

There  are  still  other  symptoms  referable  to  the  circulatory  system.  It  has 
beeu  already  stated  that  the  total  volume  of  the  blood  is  not  diminished  in  anmmia 
unless,  of  course,  there  has  just  been  an  actual  hemorrhage.  This  explains  why 
the  pulse  in  anemia  is  often  comparatively  full  and  strong.  Quits  frequently 
there  is  a peculiar  quickness  of  the  pulse.  This  seems  to  be  due  to  a vigorous 
cardiac  systole,  in  conjunction  with  a low  intra-arterial  tension.  This  supposition 
explains  the  fact,  which  we  have  often  observed,  that  there  may  be  m profound 
amemia  a loud  sound  in  the  femoral  artery  similar  to  that  heard  in  aortic  regur- 
gitation. 

It  has  long  been  known  that  anaemia  may  produce  functional  cardiac  mur- 
murs, often  called  “anaemic  murmurs.”  Their  mode  of  origin  is  not  yet  fully 
explained.  They  are  usually  heard  loudest  over  the  base  of  the  heart,  in  the 
neighborhood  of  the  pulmonary  valves,  although  sometimes  at  the  apex  of  the 
heart.  As  a rule,  they  are  purely  systolic  in  time,  but  we  certainly  heard  in  one 
case  of  pernicious  anaemia  a loud  diastolic  murmin  of  anaemic  origin.  The  mur- 
murs are  of  a blowing  character.  Sometimes  they  are  so  rough  as  to  simulate 
pericardial  friction-murmurs;  it  has  therefore  been  suggested  that  many  anaemic 
murmurs  are  actually  due  to  the  rubbing  upon  each  other  of  the  abnormally  dry 
folds  of  the  pericardial  sac.  Another  explanation  of  their  occmrence  is,  that  the 
movements  of  the  cardiac  valves  are  interfered  with,  as  a result  perhaps  of  fatty 
degeneration  of  the  myocardium  {vide  infra).  It  is  also  possible  that  they  are 
due  in  some  cases  to  relative  insufficiency,  resulting,  for  instance,  from  dilatation 
of  the  heart  or  imperfect  action  of  the  papillary  muscles. 

Murmm’S  in  the  large  veins  of  the  neck  are  very  often  heard  in  anaemia,  either 
with  or  without  cardiac  min-murs.  They  are  often  called  hruit  de  diable.  No 
less  an  authority  than  A.  Weil  has  maintained  that  murmurs  in  the  jugular  veins 
are  just  as  frequent  in  healthy  persons  as  in  the  anaemic;  but  our  experience 
obliges  us  to  differ  from  this  view.  W e believe  that  the  loud  venous  murmurs  are 
more  frequent  in  the  anaemic  than  in  other  persons.  We  can  not  claim,  however, 
that  they  are  of  any  great  diagnostic  value. 

The  processes  of  tissue  metamorphosis  in  profound  anaemia  are  of  great  in- 
terest, but,  unfortunately,  they  have  not  yet  been  thoroughly  investigated.  It  is 
extremely  probable  that  the  absorption  of  oxygen  in  severe  anaemia  is  less  than 
normal,  and  that  the  body  must,  therefore,' suffer  from  a diminished  supply  of 
oxygen.  It  has  been  demonstrated  by  the  experiments  of  A.  Fraukel  that  there 
is  an  increased  destruction  of  albuminoids  within  the  body  and  a correspondingly 
increased  excretion  of  nitrogen  through  the  kidneys.  This  experimental  deduc- 
tion we  were  the  first  to  confirm  in  a case  of  very  severe  essential  anaemia;  and 
later  various  observers  have  in  other  cases  arrived  at  similar  conclusions.  Of 
course,  the  excretion  of  nitrogen  is  influenced  by  many  different  factors,  so  that 
the  truth  of  the  above  statement  is  not  easily  established.  There  can  be  no  doubt, 
however,  that  in  many  instances  of  profound  anasmia  a larger  amount  of  nitrogen 
is  excreted  than  is  ingested.  This  fact  acquires  a special  significance  when  taken 
in  connection  with  certain  anatomical  lesions  produced  by  anasmiai:  there  is  almost 
invariably  a well-marked  fatty  degeneration  of  many  organs,  ]5articularly  of  the 
heart  and  kidneys.  This  fatty  degeneration  is  the  direct  result  of  the  abnormal 
destruction  of  albuminoid  structures.  The  fat  represents  the  non-nitrogenous 
remnants  of  the  decomposed  albuminoids.  The  reason  why  the  fat  itself  does  not 
undergo  oxidation  is  the  same  that  leads  to  the  destruction  of  the  albuminoids — 
namely,  a lack  of  oxygen.  This  explains  wliy  the  panniculus  adiposus  is  for  a 
long  while  preserved  in  many  cases  of  anmmia. 
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It  is  evident  that  the  fatty  degeneration  once  produced  must,  in  its  turn,  lead 
to  unfavorable  results.  It  has  already  been  suggested  that  the  fatty  degeneration 
of  the  heart  may  be  the  cause  of  certain  irregularities  in  its  functional  activity; 
but  it  should  be  said  that  this  is  not  invariably  the  case,  for  often  the  heart 
exhibits  a surprising  energy  despite  marked  fatty  degeneration  of  its  muscular 
tissue.  The  corresponding  changes  in  the  walls  of  the  blood-vessels  are  how- 
ever, of  great  importance,  as  they  frequently  occasion  disturbance,  above  all  by 
haemorrhage.  In  many  instances  (for  example,  in  leukaemia,  vide  infra)  an 
actual  haemorrhagic  diathesis  is  developed;  hut  we  shall  find  later  (see  the  chapter 
on  pernicious  anaemia)  that  the  condition  of  haemoglobinsemia  and  the  chronic 
fi  brine-ferment  intoxication  caused  by  it  play  a part  in  producing  capillary 
haemorrhages  in  seveie  anaemia.  There  is  also  strong  evidence  in  many  cases 
that  there  is  an  abnormal  permeability  of  the  vascular  walls.  From  this  results 
the  mild  grade  of  oedema  frequently  seen  in  anaemic  patients,  although  in  some 
few  cases  this  oedema  may  be  ascribed  to  passive  congestion,  resulting  from  the 
cardiac  debility  {vide  supra).  The  increased  permeability  of  the  renal  blood- 
vessels is  sometimes  shown  by  polyuria. 

The  urine  is  usually  rather  light-colored,  if  the  anaemia  be  at  all  marked.  It  is 
evident  that  there  is  a dimini.shed  production  of  urinary  pigment,  the  material  for 
which  is  the  coloring  matter  of  the  blood.  Another  reason  for  the  light  color  of 
the  secretion  is  the  polyuria  above  mentioned.  There  may  be  fifty  to  seventy 
ounces  (1,500-2,000  c.  c.),  or  more,  secreted  in  twenty-four  hours.  The  specific 
gravity  may  nevertheless  be  comparatively  high,  and  higher  than  one  would 
expect  from  the  appearance  of  the  urine,  not  infrequently  ranging  between  1015 
and  1021.  This  indicates,  of  course,  that  the  amount  of  solid  constituents  is  com- 
paratively large;  and  in  fact  we  find  a corresponding  amount  of  urea,  say  four 
or  five  hundred  grains  (grm.  25-32)  in  twenty-four  hours.  This  is  a large  figure 
when  we  consider  the  amount  of  ingesta.  As  to  the  other  constituents  of  the 
urine,  we  possess  as  yet  little  definite  knowledge.  The  amount  of  phosphoric 
acid  is  sometimes  surprisingly  small,  compared  with  the  amount  of  nitrogen. 
Albuminuria  is  exceptional  in  cases  of  simple  anaemia. 

The  bodily  temperature  is  very  often  affected  in  anaemia.  An  “anaemic 
fever  ” is  very  frequently  associated  with  pernicious  anaemia,  and  even  with  cases 
of  profound  secondary  anaemia,  as  after  a large  haemorrhage  from  the  stomach. 
There  are  irregular  elevations  of  temperature,  usually  occurring  at  evening,  and 
attaining  101°-102°  (38-5°-39°  C.),  or  even  still  higher  figures.  This  fever  is  not 
due  to  inflammatory  organic  changes,  but,  in  all  probability,  is  rather  the  result 
of  the  presence  of  fibrine  ferment  in  the  blood. 

Clinical  History  of  Chlorosis. — Chlorosis,  or  “green-sickness,”  as  already  ex- 
plained, is  a term  applied  to  the  mild  forms  of  essential  anaemia,  such  as  are  most 
often  seen  in  females  at  the  time  of  puberty.  The  disease  sometimes  develops  in 
previously  healthy  girls  with  considerable  rapidity,  and  may  completely  vanish 
again  at  the  end  of  a few  weeks  or  months.  In  other  cases  it  runs  a more  tedious 
course,  without  sharp  limits,  so  that  the  condition  resembles  that  of  constitutional 
anaemia,  or  it  may  be  described  as  an  habitual  chlorosis.  In  many  instances  the 
disease  may  be  said  to  undergo  repeated  relapses. 

The  various  symptoms  of  chlorosis  are  almost  all  dii’ect  results  of  the  anaemia, 
so  that  they  have  afready  been  described.  Their  intensity  and  variety  are,  how- 
ever, very  different  in  different  cases.  There  are  mild  cases  where  the  patient 
can  hardly  be  called  ill.  She  feels  perfectly  well,  but  is  “a  little  pale.’  From 
these  cases  there  is  a gradual  and  unbroken  transition  to  the  other  extreme  of 
severity. 

A constant  and  essential  symptom  is  the  greater  or  less  pallor  of  the  face  as 
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well  as  of  the  rest  of  the  surface  of  the  body,  and  of  the  mucous  membranes  so 
far  as  visible.  There  is  also  almost  invariably  general  languor;  the  patient  is 
easily  fatigued,  and  has  neither  the  desire  nor  the  ability  to  make  any  great 
bodily  or  mental  exertion.  There  is  also  a tendency  to  headache  and  vertigo. 
Other  nervous  or  “ hysterical  ” symptoms,  if  they  occur,  are  not  directly  ascribable 
to  the  disease  itself,  but  are  merely  complications.  Chlorotic  patients  often  com- 
plain of  dyspepsia.  The  appetite  is  usually  diminished,  and  there  is  often  a sense 
of  pressure  in  the  epigastrium  after  meals.  There  may  also  be  severe  cardialgia. 
This  is  usually  of  a purely  nervous  origin,  but  is  sometimes  produced  by  a gastric 
ulcer  existing  as  a complication  of  the  chlorosis.  There  is  not  infrequently  con- 
stipation, as  might  be  expected  from  the  small  amount  of  food  taken,  and  fiom 
the  diminished  activity  of  intestinal  peristalsis.  Over  the  veins  in  the  ^^eck  we 
often  hear  a loud  mm’mur,  above  referred  to,  and  called  briiit  de  diable  Some- 
times the  heart  is  found  to  be  slightly  dilated.  This  is  probably  a result  of  the 
diminished  power  of  resistance  of  the  cardiac  tissues.  Anaemic  cardiac  murmurs 
ai-e  not  infrequent;  the  pulse  is  accelerated  and  easUy  excited.  Otherwise  phys- 
ical examuiation  does  not  reveal  any  abnormal  condition  of  the  internal  organs. 
It  is  a very  great  exception  to  find  any  indications  of  disturbance  in  the  spleen 
or  lymph-glands,  or  the  bone-marrow.  Fever  is  rare  in  cases  of  simple  chlorosis, 
but  in  severe  cases  we  sometimes  see,  especially  at  night,  a slight  rise  of  tem^ra- 
ture  up  to  101°  F.  (38'5°  0.).  The  urine  is  usually  pale,  but  seldom  differs 
greatly,  either  in  amount  or  constituents,  from  the  normal  character.  It  is 
noteworthy  that  chlorotic  girls  are  very  apt  to  suffer  from  disorders  of  men- 
struation. The  menses  may  not  appear  until  late,  or,  if  they  occur,  they  are  very 
scanty.  It  is  only  in  exceptional  instances  that  chlorotic  patients  have  menor- 
rhagia. 

Examinations  of  the  blood  have  been  made,  in  the  hope  of  gaining  a clearer 
insight  into  the  true  character  of  chlorosis.  The  blood  is  usually  pale.  Upon 
microscopic  examination,  we  notice  that  the  red  blood-corpuscles  do  not  tend  to 
form  rouleaux  so  much  as  normally,  and  sometimes  we  can  perceive  that  the  glob- 
ules are  comparatively  light-colored,  and  are  not  all  of  the  same  size.  There  are 
some  of  the  normal  dimensions,  others  are  notably  small  (microcytes),  while  there 
are  a few  which  are  unusually  large  (macrocytes).  Here  and  there  we  see  corpus- 
cles of  irregular  shape  (poikilocytes).  Often  there  is  some  inerease  in  the  number 
of  white  blood-corpuscles— that  is,  there  is  a slight  degree  of  leucocytosis  {vide  in. 
fra).  In  occasional  instances  there  are  considerable  numbers  of  “ granular  bodies  ” 
in  the  blood.  These  are  usually  regarded  as  products  of  the  disintegration  of  white 
blood-corpuscles.  Malassez,  Hayem,  Thoma,  and  others  have  endeavored  to  deter- 
mine the  number  of  blood- corpuscles  in  chlorosis  and  allied  diseases  by  means  of 
special  methods  of  counting.  In  general,  we  may  say  that  in  most  cases  of  chlo- 
rosis the  number  of  red  blood-corpuscles  is  decidedly  diminished.  In  a cubic  mil- 
limetre of  blood  we  find  perhaps  only  3,000,000  to  3,500,000  red  blood-corpuscles, 
instead  of  the  normal  number  of  5,000,000.  The  diminution  may  be  even  greater 
than  this.  On  the  other  hand,  it  should  be  noted  that  Duncan,  Hayem,  and  Luache 
have  met  with  cases  where  the  number  of  corpuscles  was  not  diminished.  Proba- 
bly here  the  amount  of  haemoglobin  in  the  blood-eorpuscles  was  diminished.  An 
intelligent  and  satisfactory  explanation  of  all  these  isolated  facts  has  not  yet  been 
given.  There  are  certain  hypotheses  which  have  been  brought  forward,  and  these 
we  shall  discuss  in  the  following  chapter,  where  also  a more  extensive  description 
will  be  found  of  the  changes  presented  by  the  blood. 

We  have  already  intimated  that  there  is  great  variety  in  the  general  course  of 
chlorosis.  Many  cases  which  seem  severe  at  first  terminate  in  complete  recovery 
by  the  end  of  four  to  six  weeks,  or  a few  months.  Other  cases  are  much  more 
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obstinate,  resist  all  modes  of  treatment,  and  undergo  frequent  relapses.  The  prog- 
nosis may  therefore  be  regarded  as  favorable  on  the  whole,  hut  it  should  always  be 
given  with  a certain  degree  of  reserve.  It  is  true  that  ordinary  chlorosis  never 
involves  direct  danger  to  life.  We  shall,  however,  find  that  there  is  no  sharp 
dividing-line  between  “simple  chlorosis”  and  “iiernicious  anaemia”;  and  in  any 
individual  case  it  may  not  at  first  be  possible  to  decide  which  variety  of  anaemia 
is  before  us. 

Diagnosis.— The  diagnosis  of  chlorosis  may  be  regarded,  therefore,  either  as 
extremely  easy  or  extremely  difficult  to  make,  according  to  the  jDoint  of  view.  It 
is  easy  in  that  we  can  readily  irerceive  the  characteristic  symptoms  of  pallor  and 
the  like;  but  it  is  difficult  in  that  the  term  chlorosis  should  be  applied  to  those 
cases  only  where  the  anaemia  is  iirimary  and  essential.  We  therefore  have  no 
right  to  declare  the  diagnosis  of  chlorosis  until  we  have  made  a careful  and 
thorough  physical  examination,  and  have  found  that  no  factors  are  present  which 
might  produce  a secondary  anaemia.  We  should,  above  all,  bear  in  mind  the 
possibility  of  incipient  tuberculosis,  and  examine  the  lungs,  the  expectoration, 
and  the  general  condition  of  the  patient,  and  also  consider  hereditary  and  other 
predisposing  influences.  We  should  also  bear  in  mind  the  possibility  of  some 
organic  disease  of  the  stomach,  such  as  ulcer,  catarrh,  or  dilatation,  or  chronic 
renal  disease,  or  possibly  constitutional  syphilis,  giving  rise  to  the  syphilitic 
chlorosis  before  mentioned.  In  many  cases  it  is  easy  to  exclude  all  these  sec- 
ondary forms  of  anaemia,  but  occasionally  the  task  is  a very  difficult  one. 

Treatment  of  Anaemia  and  Chlorosis.— The  first  indication  in  treating  chlorosis, 
as  w'ell  as  every  other  form  of  anaemia,  is  to  pi’omote  the  regeneration  of  the 
blood.  There  are  two  ways  in  which  we  can  endeavor  to  fulfill  this  indication : 
first,  by  general  hygienic  and  dietetic  measures,  and,  secondly,  by  employing 
certain  internal  remedies. 

First  among  general  measures  comes  a care  for  inire  air  and  proper  food. 
Many  a pale  city  girl  regains  her  ruddy  cheeks  after  a few  weeks  spent  either  in 
the  country,  or  on  the  mountains,  or  at  the  seashore.  The  choice  of  a place  must, 
of  coirrse,  depend  mainly' upon  the  circumstances  of  the  patient.  In  many 
instances,  boarding  in  any  suitable  country  place  answers  as  well  as  a long  and 
expensive  journey.  If  the  seashore  be  chosen,  some  bathing  resort  on  the  North 
Sea  will  usually  be  preferable.  There  are  other  places  where  the  patient  can 
combine  the  advantages  of  pure  forest  air  and  ferruginous  mineral  water;  these 
will  be  mentioned  below. 

The  diet  of  anaemic  patients  should  he  easily  digestible  and  rich  in  albumen ; 
carbo-hydrates  and  fat  should  be  given  in  but  limited  amounts  to  patients  in 
whom  the  panniculus  adiposus  is  already  well  developed.  Lean  patients,  on  the 
other  hand,  require  such  ingredients  in  their  diet,  and  should  be  recommended  to 
take  simple  puddings,  extract  of  malt,  buttei*,  and  cod-liver  oil.  If  milk  be  well 
borne  it  is  an  excellent  article  of  diet  for  the  anaemic;  but  what  is  called  the 
“milk  cime” — that  is,  an  almost  exclusively  milk  diet — is  not  advisable,  as  we 
have  already  had  occasion  to  observe  (see  the  chapter  on  tuberculosis).  Some 
authors  ascribe  an  exaggerated  value  to  alcoholic  beverages.  They  may  be 
allowed  in  moderate  amount  if  the  patient  asks  for  them  and  finds  the  appetite 
improve  under  their  use.  The  best  to  choose  for  an  emaciated  patient  are  porter 
and  other  varieties  of  beer  rich  in  extractive  principles,  but  wine  is  often  ill  boi’ne 
by  chlorotic  girls. 

Many  physicians  also  insist  upon  “abundant  exercise  in  the  open  air.”  This 
can,  however,  be  carried  too  far.  A chlorotic  girl  is  often  made  to  take  long 
walks  in  spite  of  her  own  reluctance  to  do  so,  with  the  result  of  becoming  more 
languid  and  exhausted  than  she  was  before.  We  even  believe  that  a case  of  pro- 
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found  anieniia  will  be  benefited  by  a certain  degree  of  bodily  rest.  Thus  any 
needless  tax  upon  the  muscles  is  avoided.  The  most  brilliant  results  we  have 
ever  observed  in  the  treatment  of  chlorosis  have  been  within  the  hospital.  The 
patients,  who  are  usually  factory  operatives  and  shop-girls,  are  often  kept  in  hed 
for  the  first  week.  We  admit  that  pure  country  air  may  be  very  beneficial,  but 
we  would  strongly  advise  moderation  in  bodily  exercise.  If  the  patient  begins  to 
feel  more  vigorous,  she  will  of  herself  take  more  exercise,  and  may  safely  indulge 
in  long  walks  or  extended  excursions  on  foot. 

Of  internal  remedies,  the  preparations  of  iron  have  long  occupied  the  first 
place  in  the  treatment  of  all  varieties  of  anaemia.  The  manner  in  which  their 
good  effects  are  exerted  was  until  recently  unknown,  for  careful  investigation  had 
established  the  fact  that  the  salts  of  iron  are  absorbed  by  the  intestines  only  in  an 
extremely  small  amount,  and  that  the  system  needs  so  little  iron  that  the  h*on  in 
ordinary  food  ought  to  be  entirely  sufficient.  Bunge  has  recently  enabled  us  to 
understand  why  iron  possesses  therapeutic  value,  at  least  in  some  cases.  He  has 
shown  that  the  iron  contained  in  ordinary  food  does  not  exist  in  an  inorganic 
form,  but  in  a very  complex  organic  combination,  to  which  he  has  given  the  name 
of  haematogen.  The  inorganic  salts  of  iron  given  as  a medicine  protect  the 
haematogen  from  being  decomposed,  a danger  to  which  it  is  liable  from  the 
sulphides  which  are  generated  in  the  intestinal  canal. 

Hence  it  follows  that  iron  can  not  act  in  the  same  way  in  all  cases  of  anaemia, 
and,  in  fact,  we  ofted  see  that  iron  may  be  taken  by  anaemic  patients  for  a long 
time  without  any  effect;  but,  on  the  other  hand,  the  action  of  iron  is  often  appar- 
ently so  beneficial  that,  in  spite  of  our  unsatisfactory  theoretical  knowledge,  we 
still  give  one  of  the  many  iron  preparations,  together  with  general  dietetic  pre- 
scriptions, in  severe  anaemia  and  especially  in  chlorosis.  It  may  be  regarded  as  a 
general  rule  to  give  not  too  small  doses,  and  to  give  these  two  or  three  times  a 
day,  directly  after  meals.  Ferrum  redactum  is  perfectly  pure  iron,  in  a state  of 
very  fine  subdivision,  and  may  be  given  either  as  a powder  or  in  pills,  several 
times  a day,  in  the  dose  of  one  to  three  grains  (grm.  0-05-0‘20).  A very  good 
preparation  for  children  consists  of  pastiles  made  of  chocolate  containing  reduced 
iron.  Two  other  powders  are  contained  in  the  list  of  the  German  pharmacopoeia, 
ferrum  carbonicum  saccharatum,  and  feri-um  oxydatum  saccharatum,  the  dose 
of  each  being  half  a teaspoonful  to  a teaspoonful  in  water  three  times  a day. 
The  second  of  these  })reparations,  ferrum  oxydatum,  has  the  advantage  of  not 
blackening  the  teeth.  An  easily  digestible  preparation  is  ferri  lactas,  which  may 
be  given  either  as  a powder  or  in  pills,  the  dose  being  five  to  twelve  grains  (grm. 
0-3-0-75).  Finally,  the  sulphate  of  iron  should  be  mentioned.  This  is  one  con- 
stituent of  the  well-lmown  and  very  valuable  Bland’s  pills  (ferri  sulphatis  exsic- 
cat.,  potassii  carbonat.,  aa  grm.  15;  pulv.  tragacanth,  q.  s.  Mi.sce  et  div.  in  pil. 
No.  100.  Sig. : Three  to  five  pills  thi’ee  times  a day).  The  German  pharmacopoeia 
contains  three  tinctures  of  iron— viz.,  tinctura  ferri  acetici  mtherea,  tiuctura  ferri 
chlorati  setherea  [resembling  tinctura  ferri  chloridi,  U.  S.  P.],  and  tinctura  ferri 
pomata.  We  must  also  praise  the  liquor  fend  albuminati,  a teaspoonful  three 
times  a day,  which  often  has  a good  effect  on  the  appetite.  Repeated  trials  have 
lately  been  made  with  successful  results,  in  giving  haemoglobine  internally,  espe- 
cially Pfeufer  s haemoglobine  pastiles,  made  of  ox  blood,  giving  sLx  of  them  a day. 
Often. iron  is  given  in  combination,  with  other  remedies,  of  which  quinine  is  chief. 
This  is  said  not  only  to  increase  the  tonic  action,  but  to  lessen  the  headaches  to 
vyhich  anaemic  patients  are  subject.  Stomachic  tonics,  such  as  gentian,  or  laxa- 
tives, such  as  aloes,  are  also  combined  with  iron. 

Exce^onally  iron  is  not  well  borne,  and  causes  digestive  disturbances  or  diar- 
rhoea. We  must  then  try  another  preparation  or  diminish  the  dose.  It  is  com- 
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mon  to  forbid  the  ingestion  of  sour  a»ticles  of  diet  while  taking  iron,  but  the 
injunction  is  due  mainly  to  prejudice. 

The  use  of  mineral  waters  containing  iron  is  quite  common,  although  the 
amount  of  iron  thus  introduced  into  the  system  Ls  so  small  that  it  is  hard  to  under- 
stand their  therapeutic  value.  Of  those  ai'tifically  produced,  that  which  contains 
the  pyi’ophosphate  of  iron  is  the  best,  and  does  not  irritate  even  a delicate  stom- 
ach. The  natural  chalybeate  waters  are  also  bottled  and  sent  to  distant  places. 
They  are  often  more  effective  if  drunk  upon  the  spot,  but  merely  because,  in  that 
case,  the  general  hygienic  surroundings  of  the  patient  are  better  than  they  would 
be  at  home.  The  best-known  and  most  popular  ferruginous  springs  in  Germany 
and  Switzerland  are  situated  at  Cudowa,  Eippoldsau,  Homburg,  Eister,  Schwal- 
bach,  Pyrmont,  Driburg,  Liebenstein,  St.  Moritz,  and  Tarasp.  ‘‘  Steel  baths  ” are 
also  much  employed;  but  the  effect  is  not  due  to  the  iron  contained  in  the  water, 
but  to  the  temperature  of  the  water  and  the  carbonic-acid  gas  it  contains.  Baths 
generally  seem  to  be  of  distinct  service  in  chlorosis,  and  hence  we  often  prescribe 
simple  baths  or  salt  baths,  giving  a bath  of  fifteen  or  twenty  minutes  duration,  at 
a temperature  of  90°-95°  F.,  two  or  three  times  a week,  adding  five  or  six  pounds 
of  salt  to  the  bath. 

No  other  remedies  for  chlorosis  approach  iron  in  popularity.  Arsenic  is  the 
only  one  which  needs  to  be  mentioned.  Its  effects  are  often  very  beneficial, 
and  it  deserves  a trial,  especially  in  severe  cases.  It  may  be  given  alone  or  in 
combination  with  iron.  Hydrochloric  acid  also  deserves  *special  mention,  and 
often  does  good  service  in  cases  with  digestive  troubles,  pressure  in  the  stomach, 
etc.  We  give  ten  or  fifteen  drops  of  the  dilute  acid  in  a quarter  of  a tumbler 
of  water,  haK  an  hour  after  meals.  Scholz  and  Stinibing  recommend  the  use  of 
sulphur — one  part  of  purified  sulphur  to  two  parts  of  milk  sugar — giving  as 
much  as  will  go  on  the  point  of  a knife,  three  times  a day.  W^e  must  refer  to  the 
following  chapter  for  the  experiments  with  subcutaneous  injections  of  blood. 

If  there  be  constipation,  it  is  desirable  to  remedy  it  rather  by  suitable  diet  than 
by  laxatives.  Thus  we  may  prescribe  fruit,  Graham  bread,  and  other  foods  which 
promote  peristaltic  action  by  the  mechanical  irritation  which  they  exert. 


CHAPTER  II. 

PROGRESSIVE  PERNICIOUS  AN.EMIA. 

(^Grave  Form  of  Essential  Anxmia.) 

We  term  pernicious  anaemia  that  variety  of  essential  anaemia  which  does  not, 
like  chlorosis,  terminate  in  recovery,  or  maintain  a low  degree  of  severity,  but 
which  goes  on  uninterruptedly  from  bad  to  worse,  in  many  instances  leading  to 
a degree  of  anaemia  which  of  itself  proves  the  immediate  cause  of  death.  The 
word  “ essential  " is  here  used  to  signify  that  the  anaemia  is  a primary  one,  the 
I’esult  of  some  pathogenic  cause  acting  upon  the  blood  itself,  or  the  haematopoi- 
etic system.  We  must  hold  fast  to  this  conception  of  the  disease,  especially  as  the 
attempt  has  been  repeatedly  made  of  late  to  degrade  pernicious  anaemia  from  the 
rank  of  an  idiopathic  disease,  and  regard  it  as  merely  a grave  form  of  secondary 
anaemia  which  may  result  from  any  one  of  the  most  various  causes.  ^ 

Of  course,  the  diagnosis  of  primary  anaemia  may  be  wrongly  made  in  cases 
where  a more  careful  search  will  detect  some  special  cause  for  the  condition. 
Such  a mistake  may  become  evident  at  the  autopsy.  Thus,  in  repeated  instances. 
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cases  which  have  been  during  life  regarded  as  “ pernicious  anaemia  ” have  been 
shown  to  be  cancer  of  the  stomach  {vide  page  391).  In  other  cases,  however,  it  is 
much  more  difficult  to  discover  the  primary'bause  of  the  anaemia.  Thus  the  pro- 
found anaemia  which  attacked  the  men  at  worl^upon  the  St.  Gothard  Tunnel  was 
at  first  regarded  as  idiopathic,  but  more  carefurinvestigatiou  showed  that  the  dis- 
ease was  really  due  to  anchylostoma  {vide  page  448),  the  ravages  of  which  parasite 
have  in  other  cases  also  been  confounded  with  the  symptoms  of  pernicious  anae- 
mia. Reyher  and  Runeberg  have  lately  called  attention  to  the  fact  that  the  i>res- 
ence  of  bothryocephalus  latus  in  the  intestine  may  produce  an  affection  resem- 
bling severe  and  appai’ently  primary  anaemia.  Of  late  there  have  been  a number 
of  cases  reported  where  the  post-mortem  examination  showed  that  the  progressive 
marasmus  and  anaemia  of  the  patient  had  resulted  from  an  extensive  atrophy  of 
the  coats  of  the  stomach  and  intestine,  associated  in  some  instances  with  well- 
marked  lesions  of  the  sympathetic  plexus.  These  cases  are  very  interesting,  but 
have  nothing  whatever  to  do  with  pernicious  anaemia,  except  in  so  far  as  the  changes 
are  of  a secondary  nature,  analogous  to  the  fatty  degeneration  seen  in  other  organs 
{vide  infra).  Often  the  symptoms  even  during  life  differ  not  a little  from  those  of 
pernicious  anaemia,  so  that  we  can  not  think  it  right  to  establish  what  is  called  a 
“ gastro-intestinal  variety  of  pernicious  anaemia.”  It  is  proper  to  group  and 
classify  the  forms  of  secondary  anaemia  according  to  their  various  causes,  but 
not  the  cases  of  primary  idiopathic  anaemia,  which  are  all  essentially  alike. 

The  credit  of  having  been  the  lii’st  to  study  pernicious  anaemia  as  a special 
form  of  disease  belongs  to  Biermer  (1868),  although  occasional  instances  of  the 
disease  had  long  before  been  noticed.  Its  occurrence  during  pregnancy  was  first 
pointed  out  by  Gusserow. 

[The  puerperal  form  of  pernicious  anaemia  was  described  by  Walter  Channing 
in  1842.] 

With  regard  to  the  special  aetiology  of  progressive  pernicious  anaemia,  it  must 
be  confessed  that  we  have  as  little  definite  information  as  about  the  aetiology  of 
chlorosis.  Klebs,  and  more  lately  Frankenhauser,  have  discovered  micro-organ- 
isms in  the  blood,  to  which  they  have  given  the  names  cercomonas  globulus" 
and  cei  comonas  uavicula  ” and  they  ascribe  to  them  a pathogenic  influence 
These  discoveries,  however,  have  not' yet  been  satisfactorily  confirmed.  It  is  a 
noteworthy  fact  that  pernicious  anaemia  is  much  more  frequent  in  some  countries 
than  in  others;  thus,  it  is  seen  far  more  frequently  in  Switzerland  than  in  North 
Germany.  This  would  be  one  argument  for  assuming  that  the  disease  is  an  infec- 
tious one.  In  Leipsic,  pernicious  anmmia  was  comparatively  frequent  several 
years  ago,  while  of  late  it  seems  to  have  become  decidedly  less  common.  There 
do  not  usually  seem  to  be  any  special  exciting  causes.  It  has  been  maintained 
that  unfavorable  hygienic  suiToundings  and  insufficient  nourishment  promote  the 
development  of  the  disease;  and  this  would  apply  perhaps  to  some  cases,  but 
certainly  it  does  not  to  all.  We  are  inclined  to  regard  it  as  characteristic  of  this 
disease,  as  well  as  of  chlorosis,  that  the  anaemia  may  develop  despite  the  most 
favorable  outward  circumstances.  There  is,  however,  one  factor  which  seems  to 
L X®  influence,  and  that  is  the  condition  associated  with  pregnancy  and 

c 1 dbirth.  The  first  symptoms  of  pernicious  anaemia  in  women  are  very  apt  to 
date  from  this  period.  It  is  a very  interesting  but  somewhat  puzzling  fact,  that 
the  disease  may  appear  as  a sequel  to  a great  loss  of  blood,  whether  from  one  or 
several  haemorrhages.  It  seems  as  if  the  body  were  sometimes  unable  to  recover 
from  the  effects  of  large  haemorrhages  of  this  sort,  so  that  the  acute  merges  into  a 
chronic  and  progressive  anaemia,  which,  despite  nursing  and  treatment,  advances 
to  a fatal  termination.  It  is  quite  doubtful,  however,  whether  such  cases  should 
be  classed  as  genuine  pernicious  anaemia. 
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Most  of  the  cases  occur  during  middle  life,  between  twenty-five  and  foi-ty 
years  of  age.  Both  sexes  are  equally  liable  to  the  disease,  except  for  those  cases 
already  referred  to  which  seem  to  be  especially  connected  with  tlie  sexual  func- 
tions. 

Pathology.— Pernicious  anaemia  so  often  terminates  fatally  that  there  has  been 
abundant  opportunity  to  make  accurate  anatomical  investigations  of  the  lesions 
it  produces.  We  shall  not  here  discuss  the  changes  in  the  blood  itself,  inasmuch 
as  they  will  more  properly  be  described  among  the  clinical  phenomena.  The 
changes  in  the  internal  organs  are  divisible  into  two  groups:  First,  such  as  are 
secondaiy  and  the  I’esult  of  the  aneemiaj  and,  secondly,  such  as  may  perhaps  be 
primary  and  pathognomonic.  All  the  internal  organs  are,  of  course,  anmmic. 
Another  striking  change  is  fatty  degeneration.  This  is  usually  best  marked  in 
the  heart,  but  it  also  affects  the  kidneys,  liver,  and  the  walls  of  the  stomach  and 
intestines,  as  weU  as  the  intima  of  the  blood-vessels  (compare  page  934).  We  have 
already  pointed  out  that  this  fatty  change  is  to  be  regarded  as  the  direct  result  of 
the  anaemia,  or  more  particularly  of  the  diminished  supply  of  oxygen  in  the  tis- 
sues ; and  we  have  also  explained  that  the  destruction  of  albuminoids  indicated  by 
this  fatty  degeneration  maintains  a dii'ect  ratio  to  the  increase  of  nitrogen  in  the 
urinary  secretion. 

The  second  important  lesion  found  at  the  autopsies  of  those  who  die  of  per- 
nicious anmmia  is  the  frequent  haemorrhages,  usually  small,  but  occasionally  large ; 
these  are  found  in  all  sorts  of  locations.  The  most  important  of  these  haemor- 
rhages are  into  the  retina,  because  they  can  be  demonstrated  by  means  of  the  oph- 
thalmoscope during  life.  They  are  very  frequent.  We  may  also  find  minute 
haemorrhages  in  the  serous  membranes,  such  as  the  pleura  or  pericardium,  in  the 
brain  and  in  the  mucous  membranes.  Cutaneous  ecchymoses  are  also  occasion- 
ally foimd.  As  we  shall  note  later,  the  haemori-hages  are  probably  due  to  little 
capillary  embolisms  caused  by  the  formation  of  fibrine  ferment  in  the  blood. 

Still  another  secondary  symptom  is  an  abundant  deposit  of  iron  in  the  cells  of 
many  organs.  This  can  usually  he  detennined  only  by  the  aid  of  the  microscope 
or  micro-chemical  tests.  It  is  most  abundant  in  the  peripheral  zone  of  the  hejmtic 
lobules,  but  it  also  occurs  in  the  kidneys,  pancreas,  and  other  organs.  Quincke 
has  studied  this  point  very  carefully,  and  finds  that  the  total  amount  of  iron  con- 
tained in  the  liver  in  pernicious  anaemia  is  much  larger  than  normal.  The  most 
natural  and  most  probable  interpretation  of  this  fact  is  that  the  iron  originates 
from  the  destruction  of  large  numbers  of  red  blood-corpuscles. 

The  changes  thus  far  described  are  the  result  of  anaemia,  and  hence  are  the 
same  in  all  severe  anaemias,  whatever  their  cause.  On  the  other  hand,  search  has 
been  made  for  specific  changes  which  could  be  regarded  as  the  primary  disease, 
and  thus,  of  course,  our  attention  has  been  especially  directed  to  the  organs  en- 
gaged in  the  formation  of  the  blood.  The  lymph-glands  do  not  usually  present 
any  special  changes  in  pernicious  anaemia.  If  they  are  much  altered,  it  is  proba- 
ble that  the  disease  is  quite  a different  one,  which  we  shall  later  have  an  oppor- 
tunity to  study  {vide  pseudo-leukaemia).  The  spleen  is  in  many  cases  normal. 
In  exceptional  instances,  however,  it  is  decidedly  enlarged,  although  never  enor- 
mous. Even  when  the  organ  is  enlarged  there  are  no  important  histological 
changes  to  be  detected.  Cases  of  pernicious  anaemia  with  marked  splenic  tumor 
are  often  termed  splenic  anaemia  {vide  infra),  but  we  do  not  ourselves  see  how 
such  cases  differ  essentially  from  others  in  which  the  spleen  is  not  enlarged.  The 
changes  in  the  bone-marrow  are  by  far  the  most  constant.  This  structm’e  plays 
a much  more  important  part  in  the  formation  of  the  blood  than  does  the  spleen. 
C.  Wood,  and  after  him  Cohnheim,  called  attention  to  the  fact  that  the  bone- 
marrow  is  almost  invariably  affected  in  pernicious  anaemia.  Instead  of  its  normal 
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yellow  color,  it  has  a reddish-purple  appearance.  This  is  due  mainly  to  the  fact 
that  the  numerous  fat-cells  of  the  marrow  are  all,  or  nearly  all,  destroyed.  This 
is  the  more  surprising  as  the  fatty  tissues  in  other  parts  of  the  body  are  often 
very  little  afiPected  in  pernicious  anaemia.  The  specific  cellular  elements  of  the 
marrow  also  exhibit  certain  changes.  There  is  a decided  hyperplasia,  and  often, 
although  not  always,  there  are  found  large  numbers  of  nucleated  red  hlood-cor- 
puscle^  Cohnheim  is  inclined  to  regard  the  disease  of  the  bone-marrow  as 
specihe  and  primary,  but  it  must  be  confessed  that  there  are  many  reasons 
which  strongly  oppose  this  view,  and  suggest  the  possibility  of  this  change  in 
the  marrow  being  merely  a secondary  phenomenon,  a sign  of  the  extremely  ac- 
tive formation  and  regeneration  of  the  red  blood-corpuscles.  Neumann  s investiga- 
tions would  lead  to  the  belief  that  the  nucleated  red  blood-corpuscles  are  young 
blood-cells  in  the  process  of  development.  Furthermore,  these  vigorous  processes 
of  regeneration,  and  the  corresponding  changes  in  the  bone-marrow,  ai-e  often 
found  in  cases  of  profound  anaemia  which  are  beyond  a doubt  of  secondary 
origin. 

We  can  not,  therefore,  feel  certain  that  the  lesion  of  the  bone-marrow  is  the 
primary  anatomical  disturbance,  and  we  are  therefore  obliged  to  assume  that 
essential  anaemia  may  be  a disease  of  the  blood  itself — that  is,  some  process  which 
does  direct  injury  to  the  red  blood-corpuscles,  possibly  of  an  infectious  char- 
acter (?). 

Symptoms.— As  already  stated,  the  symptoms  of  pernicious  anaemia  usually 
begin,  independently  of  any  demonstrable  cause,  in  individuals  j)reviously  healthy, 
and  develop  so  slowdy  and  gradually  that  it  is  hardly  ever  possible  to  determine 
the  precise  date  of  the  commencement  of  the  disease.  This  is  still  more  likely  to 
be  the  case  if  the  trouble  occurs,  as  indeed  it  may,  in  individuals  who  were  pre- 
\dously  feeble  and  pale  without  being  actually  ill.  Occasionally  a more  acute 
onset  is  observed  in  pregnant  women. 

The  first  symptoms  are  almost  invariably  traceable  to  the  incipient  anaemia. 
They  include  the  subjective  disturbances  and  the  objective  changes  which  are  seen 
in  ordinary  chlorosis.  The  patient  feels  languid  and  is  easily  fatigued,  is  liable  to 
headache,  vertigo,  palpitation,  and  tinnitus  auritxm ; there  are  anorexia,  frequent 
nausea,  and,  above  all,  a striking  pallor  of  the  skin  and  mucous  membranes. 
While  these  symptoms,  however,  usually  remain  of  slight  or  moderate  severity  in 
chlorosis,  they  attain,  in  pernicious  anaemia,  the  greatest  conceivable  intensity. 
Of  course,  it  would  be  impossible  to  describe  all  the  stages  through  which  the 
patient  passes,  but  we  append  a sketch  of  those  symptoms  which  are  almost  sure 
to  be  present,  in  greater  or  less  completeness,  in  any  well-marked  case  of  ijerni- 
cious  anaemia. 

If  the  anaemia  be  profound,  the  patient  may  be  so  weak  as  to  be  confined  to  the 
bed.  If  he  sits  up  for  any  length  of  time,  symptoms  of  increasing  cerebral  anaemia 
develop,  and  he  is  apt  to  faint.  Usually  the  patient  lies  upon  his  back,  with  his 
head  rather  low,  and  presents  a countenance  of  waxy  pallor.  Very  frequently  a 
slight  but  distinct  yellowish  hue  may  be  detected.  Occasionally  there  are  cutane- 
ous ecchymoscs,  but  those  are  exceptional.  The  mucous  membrane  of  the  lijjs, 
the  gums,  and  the  conjunctivas  are  likewise  pale  and  colorless.  The  intellect  is 
unimpaired,  but  all  answers  to  questions  are  slow,  apathetic,  and  delivered  in  a 
low  and  feeble  tone  of  voice.  The  patient  is  usually  incapable  of  any  great  men- 
tal cxeilion.  If  the  body  be  moved,  and  especially  if  an  upright  position  be  sub- 
stituted for  a horizoiatal  one,  there  is  great  liability  to  syncope,  as  already  men- 
tioned. This  may  result  from  other  slight  physical  exertions,  and  is  often  accom- 
panied by  a peculiar  spasmodic  rigidity  of  the  body.  Tlio  main  subjective  symp- 
toms arc  weakness,  and  more  especially  intense  headache;  this  often  assumes  a 
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pulsating  character,  and  is  located  mainly  in  the  temples  or  forehead.  There  is 
also  an  annoying  ringing  in  the  ears,  described  as  a rushing  or  roaring  sound. 
There  are  certain  other  subjective  sensations,  namely,  nausea,  a sense  of  thoracic 
oppression,  and  pain  in  the  bones,  which  will  be  fm’ther  considered  below. 

If  we  now  proceed  to  a systematic  physical  examination,  we  are  struck,  in  the 
first  place,  by  the  condition  of  the  eyes.  The  i^upils  are  often  somewhat  enlarged, 
but  react  in  a normal  manner.  Vision  is  often  disturbed  by  spots  before  the  eyes. 
The  anaemic  amaurosis  seen  after  a sudden  large  haemorrhage  has  not  yet  been 
observed  in  pernicious  anaemia.  The  ophthalmoscopic  examination  of  the  fundus 
has  very  great  diagnostic  importance.  We  find  in  a majority  of  cases,  although 
not  in  all,  retinal  haemorrhage.  There  may  be  either  one  or  many  haemorrhages. 
If  they  are  extensive  enough  to  involve  the  macula  lutea  or  the  disk,  they  may 
disturb  vision  greatly.  Retinal  haemorrhages  invariably  signify  that  the  anaemia 
is  profound,  and  are,  with  considerable  justice,  regarded  as  distinguisliing  ijerni- 
cious  anaemia  from  chlorosis. 

Respiratory  Symptoms. — Breathing  is  usually  accelerated,  and,  in  the  most 
advanced  cases,  is  often  remarkably  deep  and  noisy  (anaemic  dyspnoea,  vide  supra). 
Sometimes  there  is  a very  annoying  and  almost  painful  sense  of  thoracic  opiDres- 
sion,  which  is  evidently  connected  with  the  dyspnoea.  There  is  a “ hunger  for  air.” 
Physical  examination  of  the  lungs  gives  negative  results.  Sometimes  there  is  a 
little  cough,  and  there  may  be  sufficient  haemorrhage  mto  the  mucous  membrane 
of  the  air-passages  to  give  rise  to  a slight  haemoptysis.  Even  in  this  case  no  ana- 
tomical changes  can  be  detected  dui’ing  life.  We  may  also  mention  in  this  con- 
nection that  epistaxis  is  not  very  infrequent. 

Phenomena  referable  to  the  cu'culatory  system  are  of  still  greater  clinical 
importance.  The  area  of  cardiac  dullness  is  usually  normal,  although  sometimes 
slightly  increased.  Upon  palpation,  we  often  find  that  the  heart’s  action  is  exag- 
gerated, and  that  its  beat  is  felt  over  a larger  area  than  normal.  The  pulse  is  usu- 
ally decidedly  rapid  (100-120),  but  it  is  regular,  and  sometimes,  but  by  no  means 
invai’iably,  small.  It  is  often  surprisingly  strong.  The  loud  “ antemic  murmurs  ” 
are  very  characteristic.  They  can  be  appreciated  at  the  apex  of  the  heart,  but  are 
usually  still  better  heard  at  its  base.  We  generally  hear  a loud  bruit  de  diable  in 
the  veins  of  the  neck. 

Digestive  Organs. — The  tongue  is  usually  pale,  smooth,  and  dry.  The  appe- 
tite is  often  very  poor.  The  most  prominent  disturbances,  however,  are  not  due 
directly  to  the  condition  of  the  stomach,  but  they  result  from  the  cerebral  aujemia 
—that  is,  they  are  symptoms  of  the  irritation  of  the  nervous  centers.  We  refer  to 
eructations  and  vomiting,  which  may  be  very  frequent  and  distressing.  There  is 
usually  a tendency  to  constipation.  Occasionally  there  is  diarrhoea. 

The  liver  is  usually  normal;  as  is  also  the  spleen  in  many  instances,  while  in 
others  it  is  shown  by  percussion  and  palpation  to  be  enlarged.  It  is  sometimes 
possible,  as  we  can  oui'selves  bear  witness,  to  observe  an  enlargement  of  the  spleen 
increasing  as  the  anmmia  grows  more  profound,  and  again  decreasing  if  improve- 
ment occurs  {vide  infra).  On  ordinary  examination,  the  urine  does  not  usually 
differ  essentially  from  normal.  With  few  exceptions  it  is  free  from  albumen, 
and  it  never  contains  sugar.  As  already  set  forth,  however,  accurate  quantitative 
analysis  often  furnishes  important  evidence  of  changes  in  tissue-metamoi-phosis 
resultant  upon  the  anmmia  (cf.  page  934).  We  will  merely  mention  once  more 
the  comparative  increase  in  the  amount  of  urea  excreted,  and  the  occasional 
excess  of  uric  acid.  Sometimes  the  urine  gives  an  unusually  vivid  reaction  foi 
indican. 

In  regard  to  what  has  already  been  said  about  the  bones,  it  is  an  interesting 
fact  that  they  are  very  sensitive  to  pressure  in  many  cases  of  pernicious  anosmia. 
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Fig.  118.— Changes  in  the  red  blood-corpnscles  in 
pernicious  aneemia.  (From  Quincke.)  a.  Nor- 
mal blood-corpuscles,  b.  Macrocytes,  c.  Mi- 
crocytes. d.  Poikilocytes. 


The  sternum  in  particular  is  painful  upon  light  percussion ; and  sometimes  press- 
ure will  cause  pain  in  the  bones  of  the  extremities.  In  rai-e  instances  swelling  of 
the  knee  and  other  joints  has  been  observed. 

The  blood  has  been  made  the  subject  of  numerous  and  careful  investigations ; 
nevertheless,  no  characteristic  change  has  been  discovered.  The  changes  presented 
in  pernicious  anaemia  likewise  occur  in 
cases  of  profound  secondary  anaemia. 

This  seems  the  more  readily  intelligible 
to  us  because  of  the  view  which  we  have 
already  expressed  on  page  930  with  re- 
gard to  the  origin  of  secondary  anaemia. 

To  the  naked  eye  the  blood  seems  ex- 
tremely pale  and  watery.  The  number 
of  red  blood -corpuscles  is  sometimes  so 
diminished  that  it  seems  incredible  that 
life  should  persist.  It  is  not  at  all  un- 
usual, in  the  last  stages  of  the  disease,  to 
find  less  than  500,000  red  blood-corpuscles 
per  cubic  millimetre — that  is,  about  one 
tenth  of  the  normal  amount.  The  red 
blood  - corpuscles  are  found  to  present 
striking  varieties  in  size  and  form  (vide 
Fig.  118).  While  some  corpuscles  have 
a normal  appearance,  others  may  be  of 
an  unusually  large  size  (macrocytes). 

These  “giant  corpuscles  ” appear  normal 
except  in  dimensions,  and  some  observers  (Laache)  have  thought  that  they  were 
even  possessed  of  an  unusual  amount  of  haemoglobin.  It  is  therefore  surmised 
that  they  represent  an  effort  on  the  part  of  nature  towai’d  compensation.  In 
contrast  with  these  large  cells  are  found  a varying  number  of  minute  red  cells  of 
a spherical  shape ; these  were  first  described  by  Vanlair  and  Masius,  and  called 
microcytes.  Their  mode  of  origin  and  significance  are  not  known.  Finally, 
there  are  numerous  red  blood-corpuscles  of  abnormal  shape.  These  Quincke  was 
the  first  to  notice.  They  present  remarkable  forms,  being  biscuit-shaped,  ham- 
mer-shaped, or  anvil-shaped,  and  so  on,  as  illustrated  in  the  accompanying  cut. 
These  “poikilocytes”  are  found  in  perfectly  fresh  undiluted  blood,  so  that  there  is 
no  reason  to  suppose  that  they  are  artificial  products.  Both  the  microcytes  and 
poikilocytes  are  at  present  generally  regarded  as  blood-corpuscles  which  have  un- 
dergone imperfect  or  abnormal  development,  or  suffered  changes  due  to  disease. 
Nucleated  red  blood-corpuscles  have  also  been  seen  by  Ehrlich  a number  of  times 
during  life.  The  white  blood-corpuscles  are  not  usually  increased  in  number;  in 
occasional  instances,  however,  a temporary  leukocytosis  has  been  found.  “Gran- 
ule-masses ” are  often  found  in  considerable  abundance.  Chemical  examination 
of  the  blood  has  not  as  yet  brought  to  light  any  facts  of  great  importance.  Of 
course  there  is  a great  diminution  in  the  total  amount  of  haemoglobin.  The 
amount  of  albumen  in  the  blood-seram  remains  nearly  normal. 

W e observe  in  pernicious  anaemia  the  tendency  to  fever  common  to  all  varie- 
ties of  profound  anaemia.  In  many  cases  the  evening  temperature  will  for  weeks 
reach  lOO^-lOl®  (38'’-38‘5°  C.),  or  even  higher.  Previous  to  death,  however,  the 
temperature  may  become  subnormal,  falling  to  8G°  (30°  C.),  or  even  lower. 

A.S  to  the  origin  of  all  these  symptoms  we  must,  as  wo  have  said,  regard  the 
impairment  of  the  blood,  especially  its  poverty  in  red  blood-corpuscles,  as  the 
essential  morbid  process.  How  this  impairment  is  produced,  whether  by  injury 
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to  the  hlood-coi’pusdes  themselves  or  to  the  place  where  they  are  formed,  we  do 
not  know.  A large  part  of  the  other  morbid  symptoms — the  pallor  of  the  skin, 
the  weakness,  the  “anaemic  cerebral  symptoms,”  tinnitus,  vertigo,  nausea,  faint- 
ness, etc.,  are  due  directly  to  the  anaemia.  In  regard  to  certain  other  important 
symptoms,  however,  another  factor  is  probably  of  great  significance,  namely,  an 
auto-intoxication  of  the  body  with  fibriue  ferment.  ’ ' 

By  the  destruction  of  many  red  blood-corpuscles,  probably  a certain  amount 
of  haemoglobin  is  always  set  free,  and  enters  the  blood  plasma.  There  is  then 
a haemoglobingemia.  From  many  experiments,  however  (Dorpat  school  of  Alex- 
ander Schmidt,  Ponfick,  Silbermann,  etc.),  we  know  that  hgemoglobin  dissolved 
in  the  blood  destroys  the  white  blood-corpuscles,  and  in  some  way  produces  from 
them  fibrine  ferment.  Chronic  “ ferment  intoxication  ” of  the  body  causes  certain 
symptoms,  which  are  almost  never  absent  in  pernicious  anaemia — capillary  haemor- 
rhages and  fever.  The  hgemorrhages  are  usually  associated  with  embolism  of  the 
smaller  vessels,  seldom  with  local  thrombi.  Many  severe  nervous  symptoms  may 
perhaps  also  be  referred  to  this  intoxication. 

General  Course,  Duration,  and  Prognosis.— As  the  very  name  “pernicious” 
indicates,  the  disease  generally  terminates  unfavorably.  Death  usually  seems  to 
be  the  direct  result  of  the  extreme  anaemia ; special  complications  are  exceptional. 
The  disease  often  maintains  a slow  but  gradual  progress  to  the  end.  Its  dura- 
tion, reckoning  from  the  appearance  of  the  first  symptoms,  may  not  exceed  three 
to  six  months.  It  may  even  run  its  course  in  a still  shorter  time.  It  seldom  lasts 
more  than  a year.  Sometimes  its  course  is  interrupted;  there  may  be  an  arrest 
of  the  process,  or  improvement,  or  even  apparent  recovei-y.  Usually,  however, 
there  are  fresh  relapses.  In  a certain  class  of  cases  the  disease  lasts  two  or  three 
years,  and  is  marked  by  a number  of  “ attacks  of  anmmia  ” so  intense  that  the 
subsequent  improvement  of  the  j)atient  seems  simi^ly  marvelous.  It  is  in  cases 
of  this  sort  that  splenic  tumor  has  been  made  out  at  the  time  the  anaemia  was  at 
its  height;  yet  we  do  not  perceive  the  necessity  of  establishing  “splenic  anaemia” 
as  an  affection  essentially  different  from  progressive  pernicious  anaemia.  It  is 
merely  a clinical  variety  of  the  disease  under  discussion.  Appai’ently,  it  likewise 
has  an  invariably  fatal  termination. 

Permanent  recovery  may  occur  in  cases  of  idiopathic  anaemia  so  profound  that 
we  are  at  first  inclined  to  regard  them  as  pernicious.  These  cases  ai*e  unfortu- 
nately very  rare,  and  even  where  there  is  a marked  improvement  the  danger  of  a 
relapse  is  to  be  borne  in  mind.  The  prognosis  is  therefore  always  very  grave, 
if  not  absolutely  unfavorable.  Of  course,  general  hygienic  surroundings  and 
good  care  may  exert  some  influence  upon  the  course  of  the  disease.  It  is  note- 
worthy that  if  pregnancy  be  complicated  by  profound  anaemia  there  is  a great 
liability  to  premature  delivery,  after  which  there  is  often  a rapid  change  for  the 
worse.  There  are  exceptions  to  this  rule. 

Diagnosis.— It  is  seldom  difficult  to  make  out  the  existence  of  a profound 
anaemia,  or  to  determine  the  degree  of  danger  which  the  consequent  symptoms 
indicate.  We  have,  however,  the  same  difficulty  here  as  in  chlorosi.s  in  proving 
that  the  anaemia  is  primary  and  idiopathic.  The  factors  essential  to  this  diag- 
nosis have  been  already  indicated.  We  should  bear  in  mind  the  possibility  of 
incijiient  tuberculosis,  organic  diseases  of  the  stomach,  or  such  parasites  as  the 
anchylostoma  and  tapeworm. 

Treatment. — For  treating  progressive  pernicious  anaemia  we  have  only  the 
same  remedies  as  for  the  benign  variety  of  anaemia.  Abundant  and  suitable 
nourishment  is  requisite,  and  all  hygienic  influences  should  be  carefully  regu- 
lated. Internally,  our  main  reliance  is  to  be  put  upon  the  preparations  of  iron. 
With  us,  a favorite  remedy  in  pernicious  ana3mia  is  the  tinctura  ferri  chlorati 
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setlierea  (analogous  to  tinctui-a  ferri  chloridi,  U.  S.  P.),  of  which  ten  drops  in 
sweetened  water  may  be  given  several  times  a day.  It  would  also  be  extremely 
advisable  to  try  the  effect  of  arsenic.  This  remedy  sometimes  accomplishes  strik- 
ing results  in  the  whole  group  of  blood  diseases,  including  leukaemia  and  pseudo- 
leukaemia as  well  as  anaemia.  It  is  much  better  administered  in  pill  form  than  in 
Fowler’s  solution.  Iron  may  be  given  at  the  same  time  with  arsenic.  Some 
authorities  recommend  phosphorus. 

If  the  case  be  not  too  far  advanced,  baths  may  prove  useful  adjuvants  to  the 
internal  treatment.  Salt  baths  or  artificial  carbonic-acid  baths  may  be  employed. 
Symptomatic  treatment  is  often  indicated:  the  dyspepsia  may  call  for  dilute 
hydrochloric  acid,  or  the  troublesome  vomiting  may  require  bits  of  ice,  bromide 
of  potassium,  or  opium. 

The  transfusion  of  blood  has  been  employed  in  pernicious  anaemia.  Some- 
times the  effect  seems  to  be  favorable.  Experience  thus  far,  however,  would  not 
lead  one  to  expect  very  great  benefit  from  it.  Von  Ziemsseu  has  lately  recom- 
mended in  all  severe  forms  of  anaemia  the  subcutaneous  injection  of  blood.  It  is 
done  by  injecting  under  the  skin,  by  thoroughly  disinfected  insti'uments,  fifty 
cubic  centimetres  of  defibrinated  human  blood,  divided  into  two  parts,  twenty-five 
cubic  centimetres  being  injected  into  each  thigh.  The  point  of  injection  is  vigor- 
ously rubbed,  and  thus  the  injected  blood  is  forced  into  the  lymph-channels.  In 
severe  cases  this  procedm’e  should  be  frequently  repeated.  Expeinments  on  this 
method  are  thus  far  very  favorable.  Not  only  the  subjective  symptoms,  but  the 
objective  condition  of  the  blood,  the  number  of  red  blood-coi’puscles,  sometimes 
show  a striking  improvement  after  the  injection. 

[In  the  experience  of  American  and  English  clinicians,  arsenic,  long  continued 
and  in  as  large  doses  as  are  tolerated,  is  of  far  greater  value  than  iron. 

The  inhalation  of  oxygen  is  expensive,  but  seems  to  be  of  distinct  service  in 
some  cases  of  grave  anaemia  of  all  forms.] 


CHAPTER  III. 

liEUKJEMIA. 

( LevcocythcBmia.) 

Definition  and  .Etiology. — Virchow,  in  1845,  was  the  first  to  obtain  an  insight 
into  the  disease  leukaemia  (“  white  blood  ”).  He  detected  the  great  increase  of 
white  corpuscles  occasioned  by  it,  and  from  this  time  these  constituents  of  the 
blood  were  subjected  to  observation  in  all  sorts  of  diseases.  It  was  soon  found 
that  there  may  be  a temporary  increase  of  the  white  corpuscles  in  various  primary 
diseases,  and  that  in  certain  instances  this  increase  may  actually  constitute  the 
essential  symptom.  In  this  latter  case  the  increase  is  due  to  a depraved  condition 
of  certain  internal  organs.  In  the  temporary  cases,  where  the  increase  of  white 
blood-corpuscles  is  usually  not  very  great,  we  find  one  white  corpuscle  to  one 
hundred  red.  or  even  one  to  fifty — the  normal  ratio  being'one  to  six  hundred  or 
more.  This  is  usually  termed  leukocytosis,  in  distinction  from  leukaemia  proper. 
Leukocytosis  is  most  frequent  in  acute  infectious  diseases,  such  as  typhoid  fever, 
recurrent  fever,  inte^ittent  fever,  and  pyaemia,  and  is  also  often  seen  in  anmmia. 

Genuine  leukaemia  is  a rather  rare  disease.  Its  characteristics  are  well  marked 
m niost  ca.scs,  but  of  its  true  nature  we  remain  entirely  ignorant.  In  a majority 
of  the  cases  the  change  in  the  blood  is  associated  with  marked  changes  in  the 
spleen  and  the  bone-marrow,  and  often  also  in  the  lymph-glands.  The  organs 
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just  enumerated  being  concerned  in  the  manufacture  of  the  blood,  it  is  very 
reasonable  to  suppose  that  leukmmia  is  a disease  which  i>rimarily  affects  these 
organs,  and  that  the  inci-ease  in  white  corpuscles  results  from  the  disturbance 
thus  occasioned.  The  cause  of  the  disease  in  the  organs  mentioned  is  as  yet 
unknown.  Various  authors  have  suggested  that  there  may  be  some  specific  infec- 
tion, but  they  have  not  been  able  thus  far  to  produce  any  evidence  of  the  truth 
of  their  sm'mise.  In  few  cases  can  we  discover  even  any  exciting  cause.  The 
illness  seems  to  develop  spontaneously  in  perfectly  healthy  persons.  In  some 
cases,  on  the  other  hand,  leukaemia  does  seem  to  be  a sefjuel  of  some  other  disease. 
Thus  it  is  occasionally  preceded  by  a tedious  attack  of  intermittent  fever.  It  has 
also  been  asserted  that  syphilis  and  other  infectious  diseases,  such  as  typhoid,  may 
give  rise  to  leukaemia,  but  this  is  not  very  probable.  Finally,  trauma  of  the  spleen 
or  bones  has  in  repeated  instances  been  regarded  as  the  occasion  of  the  disease. 

The  hygienic  surroundings  of  the  patient  have  also  been  regarded  as  causes  of 
leukaemia.  The  disease  is  more  frequent  among  the  poorer  classes  than  among 
the  wealthy ; but  there  are  numerous  exceptions  to  this  rule.  .lEtiological  impor- 
tance has  also  been  ascribed  to  anxiety,  trouble,  and  mental  depression  in  general, 
but  with  how  much  justice  is  doubtful. 

Leukaemia  is  most  common  in  middle  life,  between  thirty  and  forty-five  years 
of  age,  but  well-marked  cases  have  been  observed  repeatedly  even  in  childhood, 
as  also,  though  less  frequently,  in  old  age.  Men  are  somewhat  more  liable  to 
the  disease  than  women.  It  has  been  repeatedly  stated  that  in  female  patients 
the  disease  is  sometimes  referable  to  sexual  derangement,  but  this  has  not  been 
proven. 

Pathological  Anatomy. — The  pathognomonic  change  in  leukasmia  is  an 
increase  in  the  number  of  white  blood-corpuscles;  this  may  be  so  considerable 
that  there  may  be  one  white  to  three  red,  or  even  one  white  to  two  red  coiqjuscles. 
The  characteristics  of  the  blood  can  be  studied  during  tbe  life  of  the  patient,  and 
upon  them  the  diagnosis  is  mainly  based.  They  will  therefore  be  discussed 
under  symptomatology,  while  we  shall  here  confine  ourselves  to  the  lesions  pre- 
sented by  the  spleen,  bone-marrow,  and  lymph-glands. 

Of  the  organs  just  enumerated,  the  spleen  is  the  one  most  frequently  affected 
(splenic  leukaemia).  It  is  often  greatly  increased  in  size,  not  seldom  attaining  a 
weight  of  six  to  thirteen  pounds  (3-6  kilogrammes)  and  a length  of  a foot  (30 
ctm.).  There  is  a true  hyperplasia  of  the  whole  organ:  all  the  histological  con- 
stituents are  increased.  The  cut  surface  is  usually  a rather  vivid  red  in  early 
cases,  but  later  on  it  often  has  a lighter,  yellowish  color.  The  consistence  is  usually 
diminished,  but  in  the  later  stages  it  may  be  greater  than  normal.  Upon  micro- 
scopic examination,  we  find  enlargement  of  the  blood-vessels  and  a great  increase 
in  the  cells  of  the  pulp  and  of  the  follicles.  Sometimes  the  hyperplasia  of  the 
follicles  predominates,  giving  the  spleen  a spotted  appearance,  like  marble.  In 
such  cases  the  pulp  usually  presents  retrograde  metamorphosis,  with  atrophy  and 
fatty  degeneration  of  its  cells  and  deposits  of  pigment.  In  advanced  cases  a con- 
siderable amount  of  firm  connective  tissue  may  be  present.  There  are  often 
haemorrhagic  infarctions,  presenting  the  appearance  of  circumscribed  spots,  dark 
red,  or  in  the  later  stages  brownish  yellow,  in  color. 

Lesions  of  the  bone-marrow  are  next  in  frequency  to  those  of  the  spleen 
(medullary  and  myelogenous  variety  of  leukaemia).  Neumann  and  a few  other 
authorities  regard  changes  in  the  bone-marrow  as  an  essential  lesion,  and  hold 
that  they  can  be  demonstrated  in  every  case  of  leukaemia.  There  would  certainly 
seem  to  be  exceptions  to  this  last  rule,  but  nevertheless  in  a majority  of  cases  the 
marrow  does  present  a peculiar  yellowish  or  almost  puriforra  appearance.  By 
means  of  the  microscope  we  can  detect  a great  increase  in  the  lymphoid  cells  of 
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the  mari'ow  and  the  presence  of  a considerable  number  of  nucleated  red  blood- 
corpuscles. 

In  many  cases  the  lymph-glands  remain  perfectly  normal ; but  in  others  they 
become  considerably  enlarged,  and  form  actual  tumors  in  various  parts  of  the 
body,  such  as  the  axilla,  neck,  and  groin,  and  sometimes  the  internal  lymph-glands. 
Such  cases  are  examples  of  lymphatic  leukaemia.  Histologically,  the  change  here 
is  simple  hyperplasia  of  the  glandular  tissue. 

These  three  forms  of  leukaemia— splenic,  myelogenous,  and  lymphatic— ean  not 
be  regarded  as  distinct  diseases,  inasmuch  as  cases  occur  which  present  all  sorts  of 
combinations  of  these  different  lesions.  Purely  myelogenous  cases  are  very  rare,  if 
they  occur  at  all ; and  we  rarely  meet  with  cases  which  are  purely  splenic  or 
purely  lymphatic.  Most  cases  present  lesions  of  the  spleen  and  marrow  con- 
jointly. In  less  frequent  instances  splenic  disease  is  associated  with  that  of  the 
lymphatic  glands.  The  fact  that  these  combinations  exist  indicates  that  there  is 
one  common  cause  for  the  disease,  which  assails  sometimes  one,  sometimes  two,  or 
sometimes  all  three  of  the  organs  named. 

Just  what  the  connection  is  between  the  ehanges  in  the  blood  and  the  lesions 
of  these  various  organs  is  an  unanswered  question.  A view  which  seems  to  us 
very  plausible  regards  the  distm’baace  in  the  spleen,  or  marrow,  or  lymph-glands, 
as  the  case  may  be,  as  the  primary  one,  and  the  alteration  in  the  blood  as  a result 
of  this  primaiy  disturbance;  there  is  an  increase  in  the  number  of  colorless  cor- 
puscles formed,  and  a consequent  increase  in  the  number  of  them  introduced  into 
the  circulatory  fluid.  Some  authorities  have  taken  for  granted  that  the  colorless 
blood-corpuscles  normally  undergo  transformation  into  red  blood-corpuscles,  and 
believe  that  in  leukaemia  this  metamorphosis  is  hindered;  but  the  assumption 
lacks  support.  It  is  true,  however,  that  the  number  of  red  blood-corpuscles  is 
diminished  in  leukaemia.  This  diminution  in  number  might  be  ascribed  either 
to  scantiness  of  supply  or  to  increase  in  the  processes  of  destruction,  but  which 
factor  is  in  reality  the  important  one  muft  remain  undetermined. 

Changes  in  Other  Organs. — Leukaemia  sometimes  causes  new  growths  of  a 
lymphatic  character  in  certain  organs  other  than  those  already  mentioned.  The 
growths  may  either  be  diffuse  or  circumscribed  and  nodular.  They  are  observed 
in  the  tonsils,  Peyer’s  patches,  and  the  intestinal  follicles.  They  are  also  very  fre- 
quent in  the  liver,  kidneys,  and  retina,  and  more  rarely  in  the  lungs  and  the 
pleura.  These  various  lesions  may  be  regarded  as  in  a certain  sense  analogous  to 
tlie  metastatic  tumors  of  cancer  or  sarcoma,  and  suggest  the  possibility  of  the  diffu- 
sion of  the  pathogenic  poison  throughout  the  whole  body.  In  one  or  two  cases 
a well-marked  leukaemia  has  been  found  independent  of  any  demonstrable  organic 
lesions.  It  is  impossible,  at  present,  to  explain  such  occurrences.  Leube  and 
Fleischer  have  reported  a case  of  this  sort,  and  are  inclined  to  believe  that  the 
blood  itself  was  diseased.  There  is  little  known  as  yet  as  to  changes  in  the  chem- 
ical characters  of  the  blood  and  viscera  in  leukmmia.  Xanthine  and  hypoxan thine 
have  been  found  in  the  blood,  as  have  also  lactic  acid  and  formic  acid.  It  is  also 
noteworthy  that  octahedral  crystals  are  often  found  after  death  in  the  blood, 
spleen,  and  marrow,  and  in  other  parts.  These  are  known  as  Charcot’s  crystals, 
and  have  already  been  described  as  occurring  in  the  sputum  in  certain  pulmonary 
dLsea.ses  (compare  page  169). 

Symptoms.  The  clinical  phenomena  of  leukaemia  are  in  many  respects  .similar 
to  those  of  progressive  pernicious  anoemia,  and  need  not  be  enumerated  again 
here.  In  leukaemia,  however,  we  have,  in  addition,  symptoms  referable  to  the 
spleen  or  lymph-glands  or  hone-marrow  (as  the  case  may  be),  and  also  the  char- 
jwteristic  alterations  in  the  blood.  The  blood-changes,  being  pathognomonic 
demand  a full  description. 
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. 119.  — Anteinic  blood. 
White  blood-corpuscles, 
cles. 


(From  Funkb.) 

6.  Red  blood-corpus- 


The  pallor  and  watery  character  of  the  blood  in  leuktemia  are  noticeable  even 
to  the  naked  eye  in  advanced  stages  of  the  disease.  They  can  not,  however  he 
distinguished  without  the  aid  of  the  microscope  from  the  changes  present  in  grave 
anmmia  (vide  Fig.  119).  Looking  through  that  instrument,  we  frequently  per- 
ceive at  once  an  enormous  increase  in  the 
number  of  the  white  blood- corpuscles! 
As  already  stated,  there  may  be  almost  as 
many  white  as  red  corpuscles.  The  size 
of  the  white  corpuscles  varies  in  different 


cases,  and  also  in  the  same  case.  Vir- 
chow has  called  attention  to  the  fact  that 
the  smaller  cells  originate  mainly  in  the 
lymph-glands,  and  are  therefore  especial- 
ly numerous  where  the  leukmmia  is  of  a 
lymphatic  type.  The  larger  cells  are  re- 
ferred mainly  to  the  spleen  and  the  mar- 
row. The  marrow  is  also  said  to  contrib- 
ute certain  extremely  large  nucleated 
cells,  the  dimensions  of  which  considera- 
bly exceed  those  of  the  normal  white 
blood-corpuscles.  It  is  not  always  possi- 
ble to  determine  the  origin  of  the  white 
cells  from  their  size.  Ehrlich  has  suc- 
ceeded in  making  out  various  forms  of  white  corpuscles  by  staining.  What  are 
called  “ eosinophilous  cells  ” are  especially  increased  in  the  blood  of  leukaemia. 
These  are  colorless  cells,  the  granules  of  which  take  a deep  stain  with  acid  pig- 
ments, but  not  with  basic.  Coincident  with  this  increase  in  the  white  cells  in 
leukaemia  there  is  almost  invariably  a considerable  diminution  in  the  number  of 
red  blood-corpuscles.  We  also  find  an  Occasional  nucleated  red  blood-corpuscle  in 
leukasmic  blood,  and  sometimes  also  microcytes,  poikilocytes,  and  almost  always 
a large  number  of  “ granule-masses  ” interspersed  between  the  blood-corpuscles. 

Splenic  tumor  is  the  most  frequent  and  important  of  the  organic  lesions  pro- 
duced by  leukaemia.  It  is  rarely  possible  to  observe  its  development.  In  most 
instances  the  spleen  is  already  large  when  the  patient  first  comes  under  observa- 
tion. It  projects  from  under  the  ribs  as  a firm,  hard  mass,  the  lower  and  anterior 
extremity  of  which  often  extends  to  the  median  line  of  the  body.  The  inner  edge 
of  the  tumor  is  somewhat  characteristic;  it  is  rather  sharp,  and  presents  one  or 
two  notches.  At  first  there  is  little  subjective  disturbance  or  pain  referred  to  the 
spleen.  Where  the  enlargement  is  very  great,  there  is  often  an  annoying  or  even 
distressing  feeling  of  distention  and  fullness  in  the  abdomen.  Eespiration  may 
also  be  interfered  with  by  the  crowding  up  of  the  diaphragm. 

The  lesion  of  the  bone-marrow  can  never  be  determined  absolutely  during  life. 
The  only  symptom  which  renders  its  existence  probable  is  pain  in  the  bones,  but 
even  this  is  not  an  infallible  symptom.  There  is  seldom  pain  except  \ipon  pressure. 
It  is  usually  brought  out  by  percussion  of  the  sternum,  but  there  may  be  well- 
marked  disease  of  the  marrow  without  this  “steimal  ijain.” 

As  already  stated,  the  lymph-glands  often  remain  perfectly  normal.  If  they 
are  affected,  the  disturbance  is  betrayed  by  their  increase  in  size.  Not  only  may 
the  glands  in  the  neck,  axilla,  and  groin  he  enlarged,  hut  occasionally  also  those 
of  the  mesentery  and  retroperitoneum,  as  can  be  demonstrated  upon  palpation  of 
the  abdomen.  The  enlarged  lymph-glands  rarely  cause  severe  pain,  if  any  at  all. 

We  have  already  I'eferred  to  leukasmic  new  growths  in  other  internal  organs. 
These  possess,  for  the  most  part,  merely  a scientific  interest,  as  they  cause  no  spe- 
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cial  symptoms.  Sometimes  hepatic  enlargement  occurs,  as  the  result  of  a diffuse 
leukmmic  infiltration.  The  changes  in  the  retina  associated  with  leukaemia  are  of 
importance,  as  they  can  be  detected  by  means  of  the  ophthalmoscope.  The  retina 
presents  white  spots  or  stripes  running  parallel  with  the  blood-vessels.  They  are 
due  to  collections  of  Ijunphoid  cells,  or  to  actual  lymphoid  growths.  These  lesions 
have  been  inappropriately  called  leukaemic  retinitis.  Eetinal  haemorrhages  occur 
also  in  leukaemia,  as  in  grave  cases  of  idiopathic  anaemia. 

All  the  other  clinical  phenomena  of  leukaemia  result  from  the  abnormal  con- 
dition of  the  blood,  meaning  thereby  the  anaemia.  The  ability  of  the  blood  to 
perform  its  normal  functions  is  impaired  mainly  thi-ough  the  loss  of  red  blood- 
coi-puscles;  the  resulting  symptoms  are  therefoi’e  pi-ecisely  the  same  as  in  essen- 
tial anaemia,  and  we  do  not  need  to  describe  them  again.  They  usually  are  the 
most  prominent  symptoms  of  the  disease,  and  include  noticeable  pallor  of  the 
skin,  equal  to  that  sometimes  seen  in  anaemia;  anaemic  murmurs  over  the  heart 
and  the  veins  of  the  neck ; general  debility ; anorexia,  and  digestive  distui'bances ; 
palpitation  and  dyspnoea;  and,  finally,  the  whole  group  of  the  “cerebral  symptoms 
of  anaemia,”  that  is,  headache,  vertigo,  syncope,  and  tinnitus  aurium.  Sometimes 
there  is  a troublesome  pruritus.  We  would  also  call  attention  once  more  to  the 
frequent  haemorrhages.  These  must  be  due  to  impaired  nutrition  of  the  vascular 
walls,  and  sometimes  justify  our  speaking  of  a “haemorrhagic  diathesis.”  Obsti- 
nate epistaxis  is  particularly  frequent.  Less  often  we  have  haemori’hage  from  the 
intestine,  stomach,  kidneys,  or  into  the  sldn  or  muscles,  etc.  We  may  have  cere- 
bral haemorrhage,  with  hemiplegia,  or  sometimes  immediate  death,  consequent 
upon  it.  Severe  cases  may  present  a slight  oedema  of  the  skin  and  serous  effusions 
into  the  various  cavities  of  the  body. 

The  urine  in  leukaemia  is  essentially  like  that  excreted  in  pernicious  anaemia. 
Fleischer  and  Penzoldt  have  shown  that  in  leukaemia  as  well  as  in  pernicious 
anaemia  there  is  increased  destruction  of  albuminoids,  and  a consequent  increase  in 
the  excretion  of  nitrogen.  There  is  often  also  a considerable  increase  of  uric  acid. 

The  temperature  is  apt  to  undergo  slight  elevations,  as  in  severe  cases  of  anaemia. 
In  advanced  stages  there  may  be  quite  high  fever  of  an  intermittent  character,  reach- 
ing 103°-104°  (39’5°-40°  C.).  The  fever  is  sometimes  accompanied  by  chills,  and 
when  the  temperature  falls  there  is  often  a profuse  and  debilitating  perspiration. 

Complications  are,  on  the  whole,  rare.  Sometimes  we  observe  pulmonary 
tuberculosis,  or  some  acute  intercurrent  disease  such  as  pneumonia.  We  saw  one 
case  end  in  death  from  haemorrhagic  angina  and  oedema  of  the  glottis. 

In  i-egard  to  the  pathogenesis  of  the  different  symptoms  the  conditions  are 
manifestly  very  like  those  of  simple  severe  anaemia.  Poverty  of  the  blood  in  red 
blood-corpuscles  and  chronic  ferment  intoxication  are  the  most  important  factors. 
We  may  therefore  refer  to  what  was  said  on  page  944. 

Clinical  History.— Leukaemia  is  almost  always  chronic  in  its  course.  The  dis- 
ease begins  insidiously  and  progresses  gi-adually ; the  patient  grows  pale,  feels  lan- 
guid, and  has  slight  and  apparently  insigmficaut  symptoms,  which  gradually 
give  place  to  alarming  phenomena.  The  patient  may  himself  notice  the  organic 
lesions  incident  to  the  disease.  If  the  leukaemia  be  of  the  lymphatic  type,  he  is  apt 
to  be  struck  by  the  swelling  of  the  lymph-glands,  while  in  splenic  leukaemia  his 
attention  is  attracted  by  the  feeling  of  tension  and  pressure  in  the  abdomen,  the 
increasing  prominence  of  the  left  side,  and  the  unusual  seiase  of  resistance  present 
in  that  part  of  the  abdomen.  Sometimes  it  is  obstinate  epistaxis,  or  haemorrhage 
from  some  other  source,  which  firat  attracts  attention  and  leads  to  a careful  exam- 
ination of  the  blood  and  spleen. 

The  disease  usually  lasts  several  years.  Many  cases  are  rather  mild  and  grad- 
ual in  their  progress,  while  in  others  there  is  a rapid  development  of  all  the  symp- 
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toms.  Some  cases  go  on  so  rapidly,  occupying  but  a few  months,  that  they  might 
almost  he  termed  ‘‘acute  leukEemia.”  Instances  of  this  form  are  most  frequently 
seen  in  children.  Apparent  arrest  of  the  disease  is  frequent,  as  is  also  temporary 
improvement,  followed  by  fresh  exacerbations.  The  final  termination  is  almost 
invariably  unfavorable.  Death  is  usually  preceded  by  symptoms  of  the  most  pro- 
found anaemia,  and  is  caused  du-ectly  by  the  genei-al  dehUity.  It  is  sometimes 
hastened  by  the  occurrence  of  haemorrhages,  for  instance,  obstinate  epistaxis  or 
cerebral  haemorrhage. 

Recovery  is  not  absolutely  impossible,  but  still  it  is  very  rare,  and  it  is  out  of  the 
question  after  the  disease  has  passed  its  fii’st  stages.  In  an  advanced  case,  there- 
fore, the  prognosis  must  he  regarded  as  hopeless. 

Diagnosis. — Leukaemia  can  he  easily  and  unmistakably  recognized  by  a micro- 
scopic examination  of  the  blood.  In  a very  early  stage  of  the  disease  the  increase 
of  white  blood-corpuscles  may  be  so  slight  that  a definite  decision  can  not  be  made; 
hut  the  later  developments  will  afford  absolute  certainty  in  any  typical  case. 

We  can  not  fail  to  recognize  a case  of  leukaemia  if  the  blood  be  examined. 
Such  an  examination  is  therefore  demanded  in  every  case  of  obstinate'anaemia, 
and.  above  all,  in  such  patients  as  have  a chronic  enlargement  of  the  spleen,  or 
swelling  of  the  lymph-glands  in  various  parts  of  the  body.  The  enlarged  lymph- 
glands  are  readily  recognizable.  The  splenic  tumor  can  usually  be  diagnosticated 
from  its  characteristic  po.sition  and  shape,  and  especially  from  its  internal  edge, 
Avith  the  notches  already  spoken  of.  It  may  be  simulated  by  hydronephrosis  and 
other  diseases  causing  enlargement  of  the  kidneys,  and  in  women  by  ovarian 
tumors.  In  cases  of  doubt  the  blood  should  he  examined,  and  if  the  result  be  a 
positive  one,  we  may  feel  ceidain  of  our  diagnosis.  If  there  is  a chronic  enlarge- 
ment of  the  spleen  without  a leuksemic  change  in  the  blood,  we  must  consider  all 
the  possible  causes  of  such  an  enlargement;  thus  there  may  be  a passive  conges- 
tion of  the  spleen,  with  enlargement,  as  tlie  result  of  hepatic  disease,  portal  throm- 
bosis, or  disease  of  the  heart,  or  a splenic  tumor  from  malarial  poisoning.  Again, 
there  are  cases  where  we  have  the  signs  of  a gradually  progressive  anaemia, 
apparently  idiopathic,  and  a chronic  enlargement  of  the  spleen,  or  still  more 
frequently  enlargement  of  the  lymph-glands  in  various  parts  of  the  body,  without 
increase  in  the  number  of  white  blood-corpuscles.  Such  cases  are  termed  pseudo- 
leukaemia, and  are  described  in  the  next  chapter. 

Treatment.— Nearly  the  same  remedies  are  employed  in  leukaemia  as  in  idio- 
pathic anaemia.  Of  course  the  gi-eatest  attention  should  he  paid  to  general  nutri- 
tion. Of  internal  remedies,  the  preparations  of  iron  have  been  mainly  employed. 
They  seldom  produce  any  brilliant  or  permanent  effects.  We  have  much  more 
confidence  in  the  administration  of  ai’senic,  and  this  remedy  should  certainly  he 
tried  in  large  doses.  It  may  be  given  either  in  the  shape  of  pills,  or,  possibly  with 
.still  more  advantage,  subcutaneously.  Of  course  no  permanent  benefit  is  to  be 
hoped  for  even  from  this,  except  in  the  early  stages  of  the  disease. 

What  are  called  “splenic  remedies”  have  been  often  employed,  but  do  not 
seem  very  effectual  in  leukaemia.  Hosier  obtained  good  results  from  the  long- 
continued  use  of  quinine  (5-8  grains  = 0‘30-0‘50  grm.,  or  more,  in  twenty-four 
hours).  He  also  recommends  a trial  of  piperin  and  oil  of  eucalyptus: 

R Olei  eucalypti &tt.  100 ; 

Piperin  i, 

Cerae  alhae 3 j (grm-  4 0) ; 

Pulv.  altheae 3 ij  (grm.  7‘5). 

M.  et  fiant  pilulas  no.  c. 

S.  Three  to  five  pills  three  times  a day. 
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Local  ti-eatment  of  the  spleen  has  also  been  attempted. 

stautly  kept  on  the  splenic  region,  it  mil  sometimes  dimmish  the  size  of  the  tumor, 
and  may  also  relieve  pain.  Botkin  has  recommended  faradization  of  the  spleen, 
but  we  can  scarcely  expect  any  great  benefit  from  such  a procedure  Injections 
of  quinine  arsenic,  and  other  remedies,  have  been  made  into  the  substance  of  the 
spleen  We  do  not  believe  that  this  is  advisable.  The  splenic  tumor  of  leukmmia 
has  actually  been  extirpated  surgically;  but  the  proceeding  is  so  ineffectual  and  so 
fatal  that  it  is  now  universally  abandoned.  The  transfusion  of  healthy  human 
blood  has  also  been  tried,  but  without  satisfactory  results.  Subcutaneous  injec- 
tions of  blood  {vide  supra)  have  been  tried  in  only  a few  cases,  but  they  may, 
perhaps,  have  good  results.  In  some  recent  cases  inhalations  of  oxygen  have 

acted  favorably.  .in 

Many  other  particulars  of  treatment  have  been  mentioned  under  anaemia. 


CHAPTER  IV. 

PSEUDO-LEUEJEMIA. 

{Hodgkin's  Disease.  Adenia.  Malignant  Lymphosarcoma.  Psexido-leucocythcemia.) 

It  was  mentioned  in  tbe  preceding  chapter  that  there  are  cases  in  which  the 
organic  lesions  are  apparently  the  same  as  in  genuine  leukaemia,  and  yet  there  is 
little  if  any  increase  in  the  number  of  white  corpuscles  in  the  blood.  There  is 
generally,  however,  a diminution  in  the  number  of  red  corpuscles.  These  cases 
usually  receive  the  name  which  Cohnheim  gave  them  of  pseudo-leukaemia.  It  is 
nevertheless  doubtful  whether  they  are  to  be  regarded  as  a special  form  of  dis- 1 
ease,  and  there  are  various  facts  which  indicate  that  they  are  at  least  very  closely 
allied  to  genuine  leukaemia.  There  is  a great  similarity  in  most  (jf  the  symptoms 
of  the  two  diseases  and  in  their  general  course,  as  well  as  in  the  organic  changes 
they  produce.  Furthermore,  a case  of  pseudo-leukaemia  may  finally  assume  the 
character  of  genuine  leukaemia,  with  its  characteristic  blood  changes. 

The  purely  splenic  type  of  pseudo-leukaemia  is  the  least  frequent  one.  As  yet 
very  few  such  cases  have  been  reported.  There  is  a gradually  increasing  anaemia 
with  the  usual  symptoms,  and  associated  with  these  increasing  enlargement  of 
the  spleen.  It  is  impossible  to  draw  any  sharp  dividing  line  between  such  cases 
and  cases  of  pernicious  anaemia  attended  with  moderate  enlargement  of  the  same 
organ  (splenic  anaemia).  It  may  be  said  to  be  a matter  of  taste  which  name  the 
physician  shall  give  to  a case  of  this  sort.  The  bone-marrow  seems  to  present  the 
same  characteristics  in  splenic  pseudo-leukaemia  as  in  pernicious  anaemia. 

Pseudo-leukaemia  Lymphatica. — Pseudo-leukaemia  of  a lymphatic  type  is  a 
much  more  frequent  and  well-defined  disease.  It  was  first  described  in  1832  by  the 
Englishman  Hodgkin,  and  is  sometimes  called  Hodgkin’s  disease.  Wunderlich 
was  the  first  in  Germany  to  study  the  disease  thoroughly;  he  described  it  in  1858 
under  the  name  of  “ progressive  multiple  hyperti’ophy  of  the  lymph-glands  ” ; and 
later  Billroth  termed  it  “ multiple  malignant  lymphoma.”  Trousseau  gave  it  the 
name  of  ” adenia.” 

Little  is  known  about  the  aetiology  of  lymphatic  pseudo-leukaemia.  It  is  said 
to  be  connected  with  malarial  poisoning,  syphilis,  and  some  other  diseases ; but 
such  statements  are  without  a satisfactory  basis.  The  tendency  of  late  is  to  assign 
adenia  to  the  group  of  infectious  tumors,  although  the  reasons  for  this  belief  are 
as  yet  purely  theoretical.  Pseudo-leukaemia  is  most  common  in  young  and 
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middle-aged  people,  and  is  apparently  rather  more  frequent  in  men  than  in 
women. 

Pathological  Anatomy  .—The  hyperplasia  of  the  lymph-glands  may  be  very 
great,  producing  large  tumors  of  varying  consistency.  These  have  been  called 
lymphoma,  lymphadenoma,  and  lymphosarcoma.  On  section,  the  tumors  fli.s- 
play  a white  or  grayish-red  surface,  and  are  seen  to  be  made  up  of  a number, 
of  swollen  glands  fused  into  nodular  masses.  Upon  microscopic  examination,  we 
find  a very  abundant  proliferation  of  lymph-cells,  sufficient  to  obscure  the  reticu- 
lum of  the  gland  completely.  The  new  gi’owth  may  even  escape  beyond  the 
capsule  of  the  gland  and  invade  surrounding  structures.  Inflammatory  adhesions 
often  take  place  between  the  tumor  and  the  overlying  skin.  There  does  not  seem 
to  be  any  essential  difference  between  the  harder  and  the  softer  varieties  of  these 
tumors. 

These  changes  in  the  lymph-glands  are  often,  though  not  invariably,  associated 
with  a swelling  of  the  spleen.  Its  increase  in  size  is  usually  slight.  Lymphomata 
may  also  develop  in  the  tonsils,  the  intestinal  lymphatics,  liver,  kidneys,  and  other 
organs.  Whether  there  are  changes  in  the  bone-marrow  has  not  yet  been  deter- 
mined. 

The  symptoms  are  very  gradually  developed.  It  is  almost  invariably  the 
swelling  of  the  lymph-glands  which  first  attracts  the  attention  of  the  patient  or 
his  physician.  The  glands  upon  one  or  both  sides  of  the  neck  are  usually  the 
fii’st  to  be  enlarged,  and  they  may  finally  grow  to  tumors  the  size  of  the  fist,  or 
even  larger,  producing  great  disfigurement.  To  the  changes  in  the  neck  succeed 
swelling  of  the  axillary,  inguinal,  and  perhaps  also  the  internal  lymph-glands. 
The  changes  are  gradual,  and  vary  in  their  rapidity  and  extent. 

At  first  the  general  health  is  hardly  at  all  affected,  but  as  the  disease  progresses 
its  constitutional  effects  become  more  and  more  marked.  The  patient  grows  pale 
and  languid,  and  finally  presents  all  the  symptoms  of  profound  anaemia.  We 
may  also  have  certain  symptoms  due  to  mechanical  compression  occasioned  by 
the  growth  of  the  lymphomata.  The  tumors  in  the  neck  may  cause  dysphagia, 
from  compression  of  the  pharynx  and  oesophagus ; dy.spnoea,  from  compression  of 
the  larynx  and  trachea;  and  perhaps  alarming  cardiac  distui’bance,  from  inter- 
ference with  the  vagus.  Hypertrophy  of  the  bronchial  glands  sometimes  occa- 
sions great  difficulty  in  respiration;  enlargement  of  the  abdominal  glands  may 
produce  ascites  or  jaundice ; and  enlargement  of  the  glands  in  the  groin  may  give 
rise  to  oedema  in  the  lower  extremities.  In  advanced  stages  we  may  have  “ cere- 
bral symptoms  of  anaemia  ” precisely  similar  to  those  seen  in  genuine  leukaemia  or 
in  pernicious  anaemia.  There  may  be  a tendency  to  haemori-hage  and  pruritus, 
and  the  urinary  secretion  and  temperature  may  be  abnormal.  For  particulars  the 
reader  is  referred  to  the  preceding  chapters. 

Upon  examination  of  the  blood,  there  are  usually  found  the  changes  charac- 
teristic of  ordinary  anaemia,  without  increase  in  the  number  of  white  blood-cor- 
puscles. Sometimes,  however,  there  may  be  a slight  leukocytosis;  and  sometimes, 
as  already  said,  lymphatic  pseudo-leukaemia  may  merge  into  genuine  leukaemia. 
The  examination  of  the  blood  must  therefore  be  repeated  from  time  to  time.  The 
spleen  should  also  be  examined.  It  is  usually  somewhat  enlarged,  and  in  some 
cases  the  enlargement  may  be  considerable.  Such  cases  might  be  properly  denomi- 
nated splenic-lymphatic  pseudo-leukaemia.  We  may  also  discover  a teiaderness  of 
the  sternum  or  other  bones. 

The  disease  often  lasts  but  a few  months ; it  may,  in  rare  instances,  extend  over 
two  or  three  years  or  more.  Recovery  is  not  absolutely  impossible  in  the  early 
stages  of  the  disease  (vide  infra),  but  at  a later  period  the  prognosis  is  absolutely 
imfavorable.  The  fatal  termination  results  either  from  increasing  debility  and 
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anajmia,  or  from  the  effects  of  mechanical  compression,  or  from  hsemorrliage,  or 

from  some  intercurrent  disease.  -r.  ■ ^ ^ -u  i 

The  diagnosis  of  pseudo-leukaemia  is  usually  easy.  It  is  ,.o  be  based  upon  the 
objective  signs  and  the  condition  of  the  blood.  The  disease  is  most  apt  to  be 
confounded  with  swelling  of  the  lymph-glands  occasioned  by  tubercular  infec- 
tion- but  in  this  latter  case  the  changes  are  seldom  seen  in  so  many  parts  ot 
the  body,  and  the  patient  usually  presents  other  indubitable  evidences  of  tubercu- 


^^^^Treatment.—We  possess  only  one  remedy  capable  of  promoting  absorption  of 
the  lymphomata,  namely,  arsenic.  We  have  ourselves,  in  common  with  a great 
number  of  observers,  had  the  most  convincing  evidence  of  the  favorable  influence 
of  arsenic  It  must,  however,  be  given  in  sufficient  doses : for  example,  a pill  con- 
taining one  fifteenth  of  a grain  (0-004  grm.),  or  even  a larger  amount  of  ai-senious 
acid,  three  times  a day;  and  its  use  must  be  persisted  in  for  a long  time  It 
might  also  be  tried  subcutaneously.  We  have  also  seen  apparent  benefit  from 
associating  with  the  arsenic  inunctions  of  iodoform  (iodoform  one  part,  vaseline 
fifteen  parts)  over  the  tumors. 

In  early  stages  decided  benefit  may  be  expected  from  this  mode  of  treatment. 
At  a later  period  we  may  obtain  a decrease  in  the  size  of  the  tumors,  but  we  can 
hardly  hope  for  any  permanent  improvement.  Operative  interference  is  out  of 
the  question,  except  at  the  very  beginning  of  the  disease.  Later  on,  it  would  be 
perfectly  useless,  and  could  seldom  be  carried  out. 

Other  suggestions  with  regard  to  treatment  may  be  obtained  from  the  chaptei*s 
on  ansemia.  and  leukaemia. 


CHAPTER  V. 

HJEMOGLOBINiEMIA  AND  HJEMOGLOBINTJRIA. 

Definition  and  General  JEtiological  Considerations. — If  any  cause  produces  a 
solution  of  the  red  blood-corpuscles  in  the  blood-serum,  haemoglobin  is  excreted 
through  the  kidneys.  The  haemoglobinaemia— the  presence  of  free  haemoglobin 
in  solution  in  the  blood — excites  haemoglobinuria,  i.  e.,  the  excretion  of  haemo- 
globin in  the  urine.  The  causes  of  haemoglobinaemia  and  its  correlative  haemo- 
globinuria are  manifold.  In  the  first  place,  there  are  a whole  scries  of  poisons 
which,  if  introduced  into  the  blood  in  sufficient  amount,  exercise  a directly  de- 
structive influence  upon  the  red  blood-corpuscles,  and  thus  excite  haemoglobinu- 
ria. To  this  list  belong  chlorate  of  potash  (Marchand),  pyrogallic  acid  and  naph- 
thol  (Neisser),  glycerine,  toluyleudiamine,  and  many  other  substances.  Distilled 
water  is  also  in  this  sense  a poison.  Bostrom  has  discovered  a fact  of  practical 
importance  which  deserves  mention  in  this  connection.  It  is,  that  a certain  kind 
of  mushroom  {Helvella  esculenta),  when  fresh,  contains  a poison  which  is  capable 
of  producing  intense  hajmoglobinuria,  and  such  grave  symptoms  as  jaundice, 
delirium,  di-owsiness,  and  tetanic  convulsions,  with  perhaps  a fatal  termination. 
This  poison  is,  however,  so  evanescent  and  so  readily  soluble  in  hot  water  that 
the  mushroom  becomes  perfectly  harmless  if  thoroughly  soaked  and  then  boiled, 
or  if  it  has  been  dried. 

Secondly,  haemoglobinuria  may  be  developed  in  connection  with  infectious 
disea.ses.  In  this  case,  also,  it  may  be  referable  to  the  action  of  poisons  created 
within  the  system.  Thus  haemoglobinuria  has  been  observed  in  the  course  of  a 
severe  attack  of  scarlet  fever  or  typhoid  fever.  Possibly  malai-ial  poisoning  and 
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syphilis  may  give  rise  to  paroxysmal  haemoglobin uria.  This  question  will  be  dis- 
cussed later  on. 

There  is  a third  mode  of  origin  which  also  possesses  practical  importance.  If 
blood  from  one  animal  be  injected  into  another  of  a different  species,  haemoglo- 
binui'ia  is  almost  sure  to  result.  Not  only  do  the  injected  blood-corpuscles  undergo 
solution,  but  also  the  injected  serum  acts  as  a poison  upon  the  original  blood- 
corpuscles,  destroying  and  dissolving  them.  This  ti-ansfusion-haemoglobinuria 
has  been  described  by  Prevost,  Dumas,  Ponfick,  and  Landois.  It  can  be  pro- 
duced in  human  beings,  as  there  was  only  too  good  oppoi-tunity  to  observe  dur- 
ing the  brief  period  when  the  transfusion  of  lamb’s  blood  was  in  vogue.  The 
practical  deduction  is  evident,  that  we  should  not  use  for  injection  into  the  circu- 
latoiy  system  of  a i^atient  anything  but  an  unirritating  salt  solution,  or  human 
blood. 

A fourth  and  very  important  aetiological  factor  is  exposure  to  extremes  of 
temperature.  Haemoglobinuria  is  a veiy  frequent  result  of  severe  burns.  The 
blood-corpuscles  in  that  region  of  the  periphery  exposed  to  the  heat  are  destroyed. 
Cold  is  capable  of  producing  precisely  analogous  results.  This  is  particularly 
evident  in  the  cases  of  so-called  paroxysmal  hsemoglobinuria  described  by  Wick- 
ham Legg,  Lichtheim,  and  Kiissner.  [Raynaud’s  disease  (see  page  688)  and  haemo- 
globinuria are  associated  in  a sufficiently  large  proportion  of  cases  to  show  some 
relationship  between  the  two.] 

Pathology  and  Symptoms  of  Hsemoglobinsemia,  particularly  the  Paroxysmal 
Variety. — In  most  of  the  cases  above  enumerated,  haemoglobinuria  is  the  result  of 
an  obvious  or  easily  demonstrable  cause.  There  is,  however,  another  variety 
which  appears  paroxysmally  in  individuals  who  are  otherwise  perfectly  well.  Its 
symptoms  are  extremely  characteristic.  Although  not  a very  frequent  disease, 
there  has  been  abundant  opportunity  to  study  it. 

As  just  intimated,  the  disease  is  paroxysmal.  Very  often  an  attack  is  ushered 
in  by  frequent  and  persistent  yawning.  To  this  symptom  are  soon  added  pain  in 
the  limbs,  headache,  nausea,  vomiting,  and  coolness  of  the  periphery.  The  tem- 
perature speedily  rises  to  102°  (39°  C.)  or  more.  With  this  is  often  associated  a 
decided  chill.  Sometimes  there  is  a violent,  cramp-like  pain  in  the  hepatic  region. 
Then  the  temperature  falls  again,  perspiration  ai3pears,  and  the  patient,  although 
languid  and  depressed,  soon  recovers.  A slight  icteric  hue  can  almost  invariably 
be  detected  toward  the  end  of  the  attack,  the  ordinary  duration  of  which  is  from 
two  to  twelve  hours.  An  eruption  of  urticaria  is  noticeably  frequent  in  connec- 
tion with  the  attacks. 

The  most  interesting  phenomenon  of  all  remains  to  be  described.  We  refer  to 
the  condition  of  the  urine  during  and  directly  after  the  paroxysm.  This  secretion 
presents  a dark  brownish-red  color  resembling  blood;  it  may  even  appear  almost 
black.  Its  reaction  is  almost  invariably  acid;  its  specific  gravity  is  usually 
rather  low,  say  1008-1012.  On  boiling  the  urine,  the  hemoglobin  is  decomposed 
and  a brown  coagulum  of  albumen  formed.  If  the  excretion  be  examined 
through  a spectroscope,  we  find  the  stripes  characteristic  of  hemoglobin,  and 
sometimes  also  the  narrow  stripes  indicative  of  methemoglobin.  It  is  therefore 
impossible  to  doubt  the  existence  of  hemoglobin  in  the  urine;  and  yet,  upon 
microscopic  examination,  we  find  no  red  blood-corpuscles  in  the  urine,  or,  in 
other  words,  no  “hematuria.”  Frequently  there  are  great  numbers  of  opaque 
red  granules  in  the  urine,  the  shape  of  which  is  extremely  irregular.  These  are, 
doubtless,  granules  of  hemoglobin.  Some  of  them  are  free  in  the  urine  some 
are  attached  to  casts.  Of  the  latter,  we  find  hyaline  and  a few  epithelial  casts 
present.  Sometimes  masses  of  hemoglobin  assume  the  appearance  of  casts.  Ihe 
sediment  may  also  contain  a few  cells  of  renal  epithelium.  The  presence  o is 
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and  of  hyaline  casts  indicates  that  the  kidneys  have  been  slightly  irritated  by  the 
excretion  of  haemoglobin. 

If  now  we  examine  the  blood  during  a paroxysm,  we  shall  find  that  haemoglo- 
hinaemia  is  associated  with  haemoglobinuria  of  the  paroxysmal  type,  as  w'ell  as 
with  that  occasioned  by  the  action  of  various  poisons.  Kiissner  obtained  blood 
from  a patient  during  a paroxysm,  and  found  that  its  serum  had  a ruby-red  color, 
and  contained  haemoglobin  in  solution.  This  proves  that  the  destruction  of  blood- 
corpuscles  takes  place  within  the  circulatory  system.  Indubitable  tokens  of  this 
destructive  process  are  to  be  seen  upon  microscopic  examination  of  the  blood 
during  a paroxysm,  especially  when  the  paroxysm  has  been  produced  artificially 
in  the  manner  described  below.  The  red  blood-corpuscles  have  little  tendency  to 
form  rouleaux.  They  are  pale,  and  many  of  them  are  irregular  in  shape  (poikHo- 
cytes).  Irregularly  shaped  flakes  of  haemoglobin  are  also  present,  and  often  large 
nximbers  of  decolorized  red  blood-corpuscles  are  to  be  seen.  To  these  latter  Pon- 
fick  has  given  the  name  of  “ shadows.”  Haemoglobinaemia  is  also  of  the  greatest 
clinical  importance,  because  it  probably  must  lead  to  a ferment  intoxication  of  the 
body  {vide  supra,  p.  944),  to  which  a great  part  of  the  symptoms  of  the  haemo- 
globinuric  attack,  such  as  chill,  fever,  and  nervous  disturbances,  must  be  referred. 
The  origin  of  jaundice  will  be  considered  below. 

In  many  cases  the  exciting  cause  of  each  separate  paroxysm  is  perfectly  evi- 
dent. There  is  a cooling  off  of  peripheral  portions  of  the  body — that  is.  the  tem- 
perature of  the  blood  in  those  parts  is  lowered  (or  the  cold  acts  on  the  walls  of  the 
vessels  ?)  and  this  leads  to  a destruction  of  red  corpuscles.  Patients  are  free  from 
attacks  unless  they  have  been  out  in  cold  or  stormy  weather,  or  have  been  wet 
through  in  a cold  rain.  As  we  might  expect,  the  paroxysms  are  extremely  rare 
in  summer;  they  may,  however,  as  Eosenbach  showed  by  experiment,  be  artifi- 
cially produced  at  any  time,  by  exposing  the  surface  of  the  body  to  severe  cold, 
as  by  giving  the  patient  foot-baths  of  ice-cold  water.  Ehrlich  and  Boas  have  both 
performed  experiments  which  show  that  the  action  of  cold  is  a purely  local  one. 
They  have  separated  a finger  of  the  patient  from  the  general  circulation  by  means 
of  an  elastic  ligature,  and  then  immersed  it  for  a quarter  of  an  hour  in  iced 
water.  Blood  taken  from  this  finger  invariably  exhibited  the  above-mentioned 
changes,  while  the  condition  of  the  rest  of  the  blood  in  the  patient’s  body  remained 
almost  perfectly  normal. 

There  can,  therefore,  be  no  doubt  that  in  certain  cases  cold  affects  any  portion 
of  the  peripheral  circulation  exposed  to  it  in  such  a way  as  to  excite  a paroxysm 
of  haemoglobinuria.  The  paroxysms  cause  headache,  fever,  nausea,  and  other 
symptoms,  the  immediate  origin  of  which  is  not  perfectly  understood.  Several 
authorities  believe  that  these  phenomena  are  uraemic;  and  it  has  indeed  been 
proven,  both  from  the  post-mortem  appearances  in  such  patients  as  have  from 
some  coincidence  come  to  autopsy,  and  from  experiments  upon  animals,  that  the 
kidneys  may  be  plugged  up  with  granules  of  haemoglobin  in  sufficient  amount 
to  give  them  a dark-brown  hue.  The  granules  collect  chiefly  in  the  straight 
tubules,  and  also  in  the  convoluted  tubes  and  the  glomeruli.  Such  a condition 
may  present  a eon.siderable  obstacle  to  the  excretion  of  the  urine,  and  more  espe- 
cially to  the  elimination  of  its  solid  constituents.  In  point  of  fact,  the  urine  is 
usually  of  low  specific  gravity.  This  retention  of  urinaiy  constituents  in  the 
blood  certainly  might  produce  some  of  the  symptoms  observed ; but  it  is  not  cei*- 
tain  whether  we  must  not  con-sider  other  influences. 

No  explanation  has  yet  been  offered  for  the  liability  of  certain  unfortunate 
individuals  to  paroxysms  of  this  sort,  from  which  most  men  are  exempt.  It  may 
be  mentioned  ^at  most  patients  have  had  a syphilitic  history;  so  that  a connec- 
tion between  these  two  affections  is  in  many  cases  very  probable  (Murri).  Par- 
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oxysmal  liaemoglobinuria  has  also  been  observed  in  hereditary  syphilis.  It  is  doubt- 
ful whether  hsemoglobinuria  can  have,  as  is  claimed,  any  relation  to  malaria.  We 
must  note,  however,  that  the  individual  attacks  may  be  due  not  only  to  cold  but 
sometimes  to  other  influences,  especially  great  physical  exertion,  long  walks  etc. 
In  conclusion,  certain  pathological  facts  should  be  mentioned.  The  kidnevs  ai-e 
not  the  only  receptacles  of  the  d&)ris  resulting  from  the  destruction  and  solution 
of  the  blood-corpuscles.  Ponfick  has  been  led  by  the  result  of  certain  experi- 
ments to  believe  that  the  spleen  and  liver  are  also  affected.  The  spleen  appropri- 
ates the  undissolved  remnants  of  the  corpuscles,  and,  as  a consequence,  may 
undergo  considerable  enlargement.  The  liver  absorbs  a large  part  of  that  portion 
of  the  haemoglobin  which  has  undergone  solution,  and  converts  it  into  bile.  As 
a result  there  seems  to  be  an  increased  secretion  of  bile.  Jaundice  is  probably  due 
to  local  biliary  stasis  and  biliary  absorption  in  the  liver  itself  (“  haemo-hepatoge- 
nous  jaundice  ” of  Afanassiew).  It  is  not  yet  established  whether  a part  of  the 
haemoglobin  dissolved  in  the  blood  can  be  changed  into  bile  pigment  (true 
“ haematogenous  jaundice  ”)• 

Prognosis. — When  haemoglobinuria  is  merely  a symptom  of  other  abnormal 
processes  caused  by  poisoning  or  by  some  specific  infection,  the  future  of  the 
patient  depends  entirely  upon  the  severity  of  the  primary  disease.  An  attack  of 
paroxysmal  haemoglobinuria  would  not  seem  to  involve  any  direct  danger  to  life. 
Recurrence  of  the  paroxysms  is  always  to  be  feai’ed  if  the  patient  be  exposed  to 
those  influences  which  produce  it.  There  are  no  certain  means  of  decreasing  the 
patient’s  liability  to  attacks.  In  a few  cases,  however,  where  there  had  been 
syphilis,  the  paroxysms  are  said  to  have  been  permanently  banished  by  mercurial 
inunctions.  Likewise,  if  we  suspect  malarial  influences,  quinine  should  be  tried. 

No  special  treatment  is  required  during  the  paroxysm  itself.  The  patient 
must  escape  as  soon  as  possible  from  the  exciting  cause ; it  is  then  advisable  for 
him  to  lie  quietly  in  bed,  and  to  drink  a large  amomit  of  fluid,  so  as  to  wash  out 
the  masses  of  hEemoglobin  from  the  kidneys. 


CHAPTER  VI. 

SCURVY. 

{Scorbutus.) 

Prefatory  Remarks. — Scurvy  is  one  of  a group  of  diseases  which  may  be 
termed  “haemorrhagic.”  They  all  have  one  predominant  symptom,  namely,  a 
decided  haemorrhagic  diathesis,  respectively  associated  in  the  different  diseases 
with  various  other  more  or  less  pronounced  disturbances.  This,  tendency  to  spon- 
taneous haemorrhage  is  in  many  cases,  particularly  the  milder  ones,  more  or  less 
exclusively  confined  to  the  skin,  but  in  numerous  other  instances  haemorrhage 
also  takes  place  into  the  underlying  tissues,  such  as  the  muscles  or  joints,  as  well 
as  into  the  mucous  membranes. 

The  distinctions  between  these  various  diseases  are  founded  upon  the  manner 
in  which  the  haemorrhages  occur  and  the  symptoms  which  attend  them.  We 
may  mention  scorbutus,  purpura  simplex,  purpura  haemorrhagica,  and  peliosis. 
It  should,  however,  be  stated  that,  although  it  is  possible  to  distinguish  several 
varieties  of  disease,  each  one  of  which  presents  a tolerably  characteristic  pictui  e, 
there  are  innumerable  transitional  forms.  It  may,  indeed,  be  almost  a matter  of 
taste  in  any  particular  case  what  name  shall  be  applied  to  it.  The  existence  of  so 
many  intermediate  forms  renders  it  evident  that  the  various  membei-s  of  this 
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group  of  diseases  are  at  least  closely  related  if  not  actually  identical.  We  shall 
even  find,  upon  careful  consideration,  that  certain  other  diseases  not  usually 
regarded  as  hjemorrhagic  are  nearly  akin  to  the  group  now  under  consideration. 
■\\^  refer  to  certain  skin  diseases,  which  are  characterized  mainly  by  inflamma- 
tory and  exudative  lesions  of  the  skin.  Chief  among  these  should  be  mentioned 
ei>ythema  exsudativum  multiforme,  which  not  very  infrequently  exhibits  some 
tendency  to  hemorrhages,  and  thus  presents  external  appearances  closely  simu- 
lating the  forms  of  purpura. 

In  order  to  understand  the  underlying  connection  between  these  various  dis- 
orders, a precise  knowledge  of  their  etiology  is  requisite.  Already  considerable 
evidence  has  been  gathered  pointing  to  the  importance  of  infectious  influences  in 
their  production  {vide  but  no  absolute  proof  has  yet  been  obtained.  In 

the  meanwhile,  we  must  be  guided  mainly  by  the  purely  clinical  phenomena. 
These,  again,  indicate  that  sharp  distinctions  between  the  various  hmmorrhagic 
diseases  would  be  purely  artificial.  In  this  and  the  following  chapters  we  shall 
discuss  the  two  main  types  of  haemorrhagic  disease. 

.Etiology  of  Scurvy. — Scurvy  is  sometimes  sporadic,  and  sometimes  epidemic 
and  endemic  in  its  occurrence.  There  were  formerly  very  extensive  and  fatal 
epidemics  of  the  disease,  at  a time  when  the  laws  of  health  with  regard  to  large 
aggregations  of  human  beings  were  little  regarded.  The  disease  was  prone  to 
attack  armies,  or  the  inhabitants  of  besieged  cities,  or,  especially,  seamen.  It  was, 
and  to  a certain  extent  is  still,  one  of  the  diseases  most  dreaded  by  the  mariner. 
It  has  often  swept  away  an  entire  shii>’s  crew.  To-day  endemics  of  scurvy  are  by 
no  means  infrequent,  although  not  so  extensive  as  formerly.  They  are  most  apt 
to  occur  in  prisons  and  similar  institutions,  and  in  barracks. 

These  facts,  under  the  light  of  our  present  views  in  regard  to  such  matters, 
would  almost  force  us  to  seek  some  organic  infectious  poison  as  the  origin  of  the 
disease.  Formerly  men  were  inclined  to  direct  their  sole  attention  to  such  cir- 
cumstances as  the  character  of  the  food,  the  dwelling,  the  climate,  and  similar 
conditions;  nor  can  it  indeed  be  denied  that  these  hygienic  factors  do  exert  a 
decided  influence  upon  the  spread  of  the  disease.  It  is,  however,  evident  that  they 
can  not  be  its  proper  cause,  for,  beyond  a doubt,  scurvy  may  occur  independently 
of  any  of  the  factors  usually  regarded  as  essential  to  its  development.  These 
causes  must  therefore  be  regarded  as  simply  predisposing  influences. 

Great  aetiological  importance  has  long  been  ascribed  to  certain  eri’ors  in  diet. 
These  include  the  use  of  bad  or  insufficient  food,  the  undue  predominance  of 
certain  kinds  of  food,  and  in  particular  of  the  salt  meats  so  much  employed  on 
shipboard ; or,  again,  the  deficiency  of  certain  varieties  of  food,  in  particular  the 
lack  of  vegetable  food,  and  still  more  of  fresh  vegetables.  Much  industry  and 
acuteness  have  been  expended  in  defending  the  theory  that  the  lack  of  vegetable 
food  is  injurious  because  of  the  deficient  siqiply  of  potassium  salts  under  such 
circumstances  (Garrod).  Nevertheless,  this  view  does  not  reach  the  heart  of  the 
matter,  for  in  numerous  epidemics  of  scurvy  there  has  been  no  such  lack  of  vege- 
table nourishment ; and  in  some  instances  the  diet  employed  has  contained  an 
unusual  abundance  of  potassium  compounds. 

A like  predisposing  but  not  specific  influence  is  exerted  by  the  other  factors  to 
which  aetiological  importance  has  been  assigned.  They  are  indeed  often  present 
in  epidemic  as  well  as  in  sporadic  cases,  but,  as  previously  stated,  they  may  not 
exist  at  all.  To  this  class  belong  damp  and  unfavorable  quarters,  cold,  moistui'e, 
pei-sistent  heat,  and  exce.ssive  muscular  exertion. 

Age  and  sex  exert  no  gi’eat  influence  u])on  the  disease.  Weakly  persons  seem 
to  be  somewhat  more  liable  to  be  attacked  than  are  the  vigorous.  The  possibil- 
ity of  contagion  has  been  maintained  repeatedly,  but  contagion  has  not  been 
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proven  to  exist,  and  unpi'ejudiced  observation  would  incline  one  to  doubt  its  ex- 
istence. 

[It  seems  probable  that  the  dietetic  causes  of  scurvy  lie  rather  in  a want  of 
variety  in  the  food  than  in  the  absence  of  any  one  class  or  order  of  foods.  Wales 
says  (Pepper,  “System  of  Medicine”):  “No  single  natural  order  contains  plants 
that  supply  all  the  elements  essential  to  the  nutrition  of  the  body  and  the  right 
composition  of  the  blood.  The  graminaceous  and  leguminous  articles  of  food,  for 
instance,  are  numerous  but  not  various;  they  all  afford  the  same  or  analogous 
albuminous  elements,  wdiich  have  about  the  same  nutrient  value  as  the  corre- 
sponding substances  in  animal  food,  and  hence  health  and  vigor  can  not  be  sus- 
tained on  a diet  of  flesh  combined  with  wheat,  rice,  and  oatmeal,  or  with  beans 
and  peas,  or  with  all  of  them  together.  Outbreaks  of  sfcurvy  have  occurred  on 
shipboard  where  the  ration  is  made  up  principally  of  these  articles — as  in  Anson’s 
ship  when  supplied  with  an  abundance  of  fresh  animal,  farinaceous,  and  legumi- 
nous foods.  It  is  clear,  therefore,  that,  in  order  to  obtain  a variety  of  materials 
requil-ed  in  nutrition,  we  must  resort  to  several  of  the  natural  groups,  those  par- 
ticularly which  comprise  the  succulent  vegetables  and  fruits.” 

It  is  certain  that  scurvy  is  a disease  which  we  can  produce  artificially,  and  that 
it  is  preventable  in  the  vast  majority  of  cases.  It  is  now  as  rare  among  seamen  as 
it  was  forrneidy  common— a change  which  is  the  result  chiefly  of  care  to  vaiy  the 
diet,  especially  on  long  voyages.  The  United  States  law  requires  that  lime-  or 
lemon-juice,  sugar,  and  vinegar  shall  be  carried  by  all  sailing  vessels  bound  on 
ocean  voyages  or  engaged  in  the  fisheries,  specifies  the  cii'cumstances  and  mini- 
mum doses  under  \vhich  the  antiscorbutics  are  to  be  given,  and  provides  penalties 
for  violation  or  neglect.] 

Clinical  History. — The  disease  does  not  usually  begin  suddenly.  There  is  a 
gradual  onset,  marked  by  certain  constitutional  symptoms.  The  chief  of  these 
are  languor  and  debility,  a sense  of  thoracic  oppression,  palpitation,  and  usually 
a “ I’heumatic,  dragging  pain  ” in  the  loins  and  extremities,  especially  in  the  lower 
extremities.  The  patient  is  obliged  to  take  to  his  bed  if  the  case  be  at  all  severe; 
he  is  very  sensitive  to  cold,  and  often  is  drowsy  and  apathetic.  These  somewhat 
indefinite  premonitory  symptoms  last  for  a few  days  or  a week,  when  other  and 
more  characteristic  phenomena  appear. 

Among  tliese  new  appearances  are  spontaneous  liEcmorrhages,  occurring  chiefly 
in  the  lower  extremities.  There  are  cutaneous  haemorrhages,  producing  dark-red 
macules  of  varying  size,  most  of  them  with  a hair-follicle  in  their  center,  and 
there  are  almost  invariably  haemorrhages  into  the  deeper  tissues  also.  The  sub- 
cutaneous connective  tissue  and  muscles,  and  sometimes  the  periosteum,  are 
affected.  These  deeper  extravasations  are  a peculiarity  of  scurvy.  They  can 
sometimes  be  felt  as  hard,  painful  swellings  in  the  parts  affected,  and  are  some- 
times discernible  from  the  discoloration  of  the  slcin.  which  soon  results  from  the 
solution  and  diffusion  of  the  blood-pigment.  The  patches  present  a diffuse  bluish 
color,  merging  into  greenish  or  yellowish  at  the  periphery,  and  they  are  often 
quite  large.  They  have  a precisely  similar  appearance  to  “ black-and-blue  ” spots 
resulting  from  injury.  Of  course,  the  more  abundant  and  the  more  superficial 
the  extravasation,  the  more  extensive  and  darker  is  the  macule.  Similar  appear- 
ances may  sometimes  be  observed  in  the  upper  extremities  and  trunk,  mainly  in 
severe  cases.  The  face  and  scalp  rarely  present  ecchymoses. 

Sometimes  a haemorrhage  results  in  the  necrosis  and  sloughing  away  of  a por- 
tion of  the  skin.  The  necrosis  is  succeeded  by  ulceration  (“scorbutic  ulcers”). 
Under  unfavorable  hygienic  influences  this  process  may  assume  a grave  signifi- 
cance. It  should  also  be  stated  that  we  may  observe  other  cutaneous  disturbances, 
such  as  erythema,  wheals,  vesicles  (the  contents  of  which  may  be  tinged  with 
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blood— “ scorbutic  pemphigus”),  papules,  and  pustules.  These  eruptions  are  more 
frequent  in  some  epidemics  than  in  others;  they  may  either  be  associated  with  or 
replace  the  cutaneous  ecchymoses. 

In  the  ordinary  sporadic  cases  of  scurvy  which  occur  among  us,  haemon-hages 
into  the  mucous  membrane,  except  of  the  gums,  are  very  rarely  seen.  The  same 
is  true  of  haemorrhages  from  the  stomach  and  other  internal  organs.  In  severe 
cases,  during  epidemics  and  under  bad  hygienic  surroundings,  it  is  otherwise; 
hajmorrhage  may  take  place  from  the  nose,  stomach,  intestine.s,  bronchi,  and  kid 
neys,  and  blood  may  be  effused  into  the  serous  membranes. 

Next  in  importance  to  haemoiThage  is  another  peculiar  symptom,  presented  by 
the  mucous  membrane  of  the  mouth,  and  particularly  that  of  the  gums.  In  order 
to  establish  a diagnosis  of  scurvy  in  sporadic  cases,  we  must  demonstrate  the  exist- 
ence of  these  two  main  symptoms— namely,  the  haemorrhage  into  the  skin  or  mus- 
cles, and  the  changes  in  the  gums  now  to  be  described. 

The  scorbutic  changes  in  the  gums  usually  appear  quite  early  in  the  course  of 
the  disease,  being  in  many  cases  simultaneous  with  the  haemorrhages,  although 
they  may  either  precede  or  follow  the  latter.  The  gums  assume  a bluish  hue, 
become  swollen  and  spongy,  are  painful,  and  have  a tendency  to  bleed.  The 
changes  are  usually  most  pronoimced  in  the  salient  parts  of  the  gums  between 
the  teeth.  It  is  a remarkable  fact  that  they  are  hardly  visible  at  all  at  places 
where  there  are  no  teeth;  and  the  gums  of  very  young  children  and  of  aged 
patients  remain  almost  intact.  In  severe  cases  the  gums  are  not  only  swollen  but 
necrosed ; the  change  is  at  first  a superficial  one,  but  it  may  extend  inward  and 
produce  dirty-looking  ulcers.  Other  parts  of  the  mouth  are  liable  to  become 
involved  in  the  ulceration,  producing  a diffuse  ulcerative  stomatitis,  and  giving 
the  breath  a most  offensive  odor. 

Certain  other  local  and  constitutional  phenomena  are  not  infrequent,  though 
less  characteristic  than  the  haemorrhages  and  the  alterations  in  the  gums.  Chief 
among  the  general  disturbances  is  scorbutic  anaemia.  This  is  often  in  part  refera- 
ble to  the  unfavorable  hygienic  influences  suiTounding  the  patient,  but  the  disease 
seems  itself  to  impair  the  general  nutrition.  The  patient  looks  pale,  has  a dry  skin, 
and  loses  flesh  rapidly.  The  temperature  is  often  normal.  Sometimes  there  may 
be  an  occasional  rise  of  temperature,  either  in  the  beginning  or  in  the  further 
course  of  the  disease.  If  complications  occur,  they  are  not  infrequei^tly  accom- 
panied by  considerable  fever. 

Among  more  localized  symptoms  should  be  mentioned  the  premonitoiy  sore 
throat  which  sometimes  occurs.  It  is  usually  of  the  ordinary  catarrhal  variety, 
but  it  may  assume  a haemorrhagic  character.  Bronchitis  may  also  occur.  Lobular 
pneumonia  and  genuine  lobar  pneumonia  have  been  repeatedly  seen  in  severe 
cases.  Pleurisy,  pericarditis,  and  inflammations  of  other  serous  membranes  occa- 
sionally complicate  the  disease.  They  may  likewise  display  a haemorrhagic  tend- 
ency in  the  exudations  to  which  they  give  rise.  Disturbances  in  the  joints  ai*e 
sometimes  seen,  and  are  characterized  by  an  effusion  of  liquid  into  the  articular 
cavities,  which  effusion  may  be  either  serous  or  haemorrhagic.  This  is  a favora- 
ble opportunity  to  call  attention  to  a peculiarity  common  to  all  the  haemorrhagic 
diseases  and  allied  affections  {vide  supra) — they  are  apt  to  be  associated  with 
articular  swelling. 

The  pulse  may  be  .somewhat  accelerated,  or  may  be  slower  than  normal.  It  is 
usually  small  and  compressible.  Endocarditis  m.ay  occur,  but  it  is  very  exceptional. 
The  blood  does  not  present  any  constant  and  characteristic  alterations  in  scui'vy. 
The  spleen  may  be  decidedly  enlarged,  particularly  in  severe  cases.  Albuminuria 
has  been  repeatedly  observed,  but  it  is  almost  wholly  confined  to  severe  cases,  in 
which,  indeed,  a typical  acute  nephi’itis  may  be  developed. 
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Varieties  of  Scurvy.  Prognosis. — The  sporadic  cases  usually  met  with  in  this 
region  almost  invariably  pui’sue  a favorable  course.  The  symptoms  are  mainly 
confined  to  constitutional  disturbance,  ecchymoses  in  the  lower  extremities,  and 
the  affection  of  the  gums,  the  grave  complications  above  mentioned  being  i-ai'ely 
met  with.  The  average  duration  of  the  disease  is,  nevertheless,  some  weeks. 
Recovery  is  deferred  in  proportion  as  the  hygienic  surroundings  are  unfavorable, 
but  even  then  the  termination  is  almost  sure  to  be  favorable. 

The  prognosis  in  grave  cases,  occurring  under  unfavorable  hygienic  influences, 
and  aggravated  by  the  lack  of  proper  food  aud  attention,  is  far  otherwise.  Here 
death  is  not  infrequent,  sometimes  as  a result  of  progressive  cachexia,  some- 
times because  of  pneumonia,  pericarditis,  cerebral  hEemorrhage,  or  a similar 
intercurrent  disease. 

Anomalous  or  rudimentary  cases  of  scorbutus  may  occur.  They  are  most  apt 
to  be  seen  when  the  disease  is  epidemic  or  endemic.  As  a rule,  the  symptoms  are 
mild.  We  find,  for  example,  a scorbutic  gingivitis  and  stomatitis  without  brnmor- 
rhage,  or,  on  the  other  hand,  haemorrhage  into  the  skin  and  mucous  membranes 
unattended  by  alteration  in  the  gums.  Thei’e  have  even  been  cases  reported  of 
simple  scorbutic  anaemia  without  any  local  symptoms. 

[The  experience  of  army  surgeons  during  our  late  civil  war  deserves  mention 
in  this  connection.  Hammond,  Woodward,  and  others  state  that  many  cases 
classed  in  the  sick  reports  as  “ general  debility  ” were  cases  of  incipient  or  imper- 
fectly developed  scurvy,  hajmorrhage  from  mucous  membranes  or  into  the  skm 
being  absent.] 

Diagnosis. — The  diagnosis  of  scorbutus  is  almost  self-evident  when  the  two 
chief  symptoms  of  haemorrhage  and  alteration  in  the  gums  are  both  present.  If, 
however,  one  or  the  other  of  these  symptoms  is  suppressed  or  imperfectly  devel- 
oped, it  may  he  difficult  to  determine  what  disease  we  have  before  us,  or  to  exclude 
ordinary  stomatitis,  rheumatic  peliosis,  aud  similar  diseases.  If  we  remember  the 
statements  made  at  the  beginning  of  this  chapter,  and  bear  in  mind  that  these 
various  diseases  are  probably  setiologically  related  to  one  another,  we  shall  be 
less  disturbed  by  these  uncertainties.  It  may  be  mentioned,  in  conclusion,  that 
various  septic  disorders,  and  also  acute  ulcerative  endocarditis,  may  occasion  the 
appearance  of  numerous  haemorrhages,  and  thus  simulate  scurvy. 

Treatinent. — The  essential  requisites  in  the  treatment  of  scurvy  are  proper 
hygiene  and  diet.  Fresh  air,  suitable  nourishment,  and  good  nursing,  if  promptly 
supplied,  are  usually  of  themselves  sufficient  to  induce  recovery,  while  the  physi- 
cian possesses  no  remedies  which  compensate  for  their  absence. 

The  belief  that  a main  cause  of  scuiwy  lies  in  a deficiency  of  fresh  vegetables 
has  given  rise  to  a pi'actice,  still  in  vogue,  of  prescribing  a great  abundance  of 
fresh  vegetables,  such  as  lettuce,  spinach,  and  sorrel,  fruit,  lemonade,  and  other 
drinks  prepared  from  fruit  syrups.  There  is  no  reason  to  deviate  from  a course 
to  which  expei’ience  has  given  its  sanction,  although  we  have  repeatedly  had 
opportunity  to  see  that  the  administration  of  fresh  vegetables  is  by  no  means 
essential  to  rapid  recovery.  Patients  supplied  with  any  other  pi’oper  nourishment 
thrive  equally  well.  Certain  varieties  of  plants  have  attained  a special  reputa- 
tion as  “ antiscorbutics,”  such  as  the  spoonwort  {Cochlearia  officinalis),  so  fre- 
quently mentioned  in  accounts  of  early  polar  expeditions.  None  of  these  plants, 
however,  possess  the  specific  properties  assigned  to  them.  The  administration  of 
vegetable  acids  and  the  salts  of  potassium  (bitartrate  and  nitrate  of  iJotassium),  in 
a chemically  pure  fox’m,  has  also  been  repeatedly  tried,  but  it  has  not  gained  popu- 
larity. 

The  drugs  most  employed  are  the  bitters  and  tonics.  They  have  no  specific 
value,  but  are  perhaps  as  good  remedies  to  prescribe  as  any.  We  may  give  a 
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decoction  of  cinchona,  to  which  may  be  added  a small  amount  of  dilute  sulphuric 
acid  and  sirup,  or  some  preparation  of  gentian  or  a similar  bitter  it  was  once 
believed  that  the  internal  administration  of  the  mineral  acids  exerted  a specially 
favorable  inlluence  upon  the  haemorrhagic  diathesis;  but  this  is  ve^  doubtful. 

Certain  symptoms  may  demand  attention;  in  particular,  the  affection  ot  the 
mouth  and  gums.  It  is  of  great  importance  to  cleanse  the  mouth  frequent^  with 
disinfectants  and  mild  astringents,  such  as  chlorate  of  potassium  or  sage  tea.  It 
is  also  advisable  to  paint  the  inflamed  and  spongy  gums  at  short  intervals  with 
tincture  of  myrrh  or  tincture  of  rhatany.  The  absorption  of  the  ecchymoses  m 
the  lower  extremities  will  be  promoted  by  cautious  massage.  Inunctions  of  lini- 
mentum  chloroformi  and  the  like  give  great  relief  from  the  pain  caused  by  the 
extravasations  into  the  deeper  tissues.  In  severe  cases  stimulants  are  often  de- 
manded, such  as  camphor,  ether,  and  alcohol.  Such  complications  as  appear  may 

also  demand  special  treatment.  • x.  i i iv. 

Convalescence  is  promoted  by  continued  attention  to  diet,  bathing,  and  the 

administration  of  iron  and  quinine. 


CHAPTER  VII. 

PURPURA.  MORBUS  MACULOSUS  WERLHOFII.  PELIOSIS. 

As  already  stated  in  the  preceding  chapter,  the  various  “haemorrhagic  dis- 
eases ” are  so  intimately  related  to  one  another  that  it  is  quite  impossible  to  make 
a rigid  categorical  division  of  them.  The  numerous  names  which  have  been 
introduced  into  the  literature  of  this  subject  certainly  contribute  more  to  obscure 
than  to  elucidate  the  attendant  phenomena. 

Prom  a clinical  standpoint  this  fact  is  the  all-important  one — namely,  that 
there  are  cases  in  which  the  foremost  symptom  is  the  spontaneous  occurrence  of 
haamorrhage.  There  are  cutaneous  ecchymoses,  and  there  may  be  at  the  same  time 
haemorrhages  in  the  internal  organs  and  into  the  mucous  membranes.  In  the 
milder  cases  of  this  sort  these  haemorrhages  constitute  almost  the  only  symptom 
of  disease ; but  they  may  be  associated  with  considerable  general  disturbance,  indi- 
cated by  fever  and  weakness,  or  with  certain  local  complications.  The  true  cause 
of  these  diseases  has  not  yet  been  discovered.  There  is  seldom  any  evidence  of  an 
exciting  cause,  and  the  disorder  may  attack  either  the  well-nourished  or  the  poorly 
nourished,  the  old  or  the  young,  men  or  women.  There  is,  however,  an  indisput- 
able relationship  between  these  diseases  and  certain  others— namely,  scurvy,  ery- 
thema exsudativum,  and  perhaps  acute  rheumatism  and  endocarditis.  This  simi- 
larity indicates  that  the  process  is  of  an  infectious,  or  toxic,  character.  Such  an 
assumption  promotes  greatly  a proper  understanding  of  the  phenomena  under 
consideration.  It  Ls  also  said  that  subcutaneous  injections  of  blood  from  patients 
with  morbus  maculosus  may  cause  a like  affection  in  rabbits  (Petrone  and  others). 
In  some  few  cases  the  weight  of  evidence  would  seem,  however,  to  point  to  an 
antecedent  impairment  of  nutrition  in  the  walls  of  the  blood-vessels.  A good  ex- 
ample of  this  is  seen  where  cutaneous  ecchymoses  occur  in  old  and  marantic  indi- 
viduals (peliosis  senilis).  There  is  some  doubt  w’hethor  these  cxceptioiial  cases 
belong  with  the  others. 

The  mildest  forms  of  the  diseases  under  discussion  are  termed  purpura.  The 
haemorrhages  are  seen  mainly  in  the  skin  of  the  lower  extremities,  and  are  apt  to 
take  place  into  the  follicles.  There  may  also  be  ecchymoses  upon  the  trunk  and 
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upper  extremities,  but  the  mucoris  membi’anes  aud  tlie  deeper  tissues  remain  intact. 
A means  of  distinguishing  purpura  from  scorbutus  lies  in  the  fact  that  in  purpura 
there  are  no  htemorrhages  into  the  muscles  and  no  lesions  of  the  gums,  althougli  it 
should  be  confessed  that  transitional  forms  between  the  two  occur.  The  disorder 
is  caWeA  purpxira  sivijilex  if  the  cutaneous  ccchymoses  constitute  the  only  symp- 
tom, or,  at  any  rate,  the  only  important  one.  These  cases  almost  invariably  teis 
minate  in  recovery,  aud  are  over  at  the  end  of  ten  days  or  three  weeks.  Some- 
times elevations  of  the  sldn  are  formed  resembling  wheals,  and  hasmorrhages  take 
place  here  and  there  into  them.  This  subvariety  has  been  called  by  some  pztr- 
pura  urticans.  It  forms  a connecting  link  between  purpm’a  simplex  and  those 
cases  of  erythema  exsudativum  which  are  associated  with  haemorrhage.  Further 
particulars  may  be  found  in  special  Avorks  upon  dermatology. 

Quite  often  the  haemorrhages  are  attended  by  ‘‘dragging  I’heumatic  pains”; 
such  cases  are  termed  purpura  rheiunatica  or  rheumatic  peUosis  (Schonlein). 
There  may  also  be  constitutional  disturbance,  slight  fever,  anorexia,  and  indis- 
position to  either  bodily  or  mental  exertion.  There  may  sometimes  be  actual 
arthritis,  with  an  inflammatory  effusion  into  the  joints.  The  knee  and  other  joints 
of  the  lower  exti’emities  are  most  apt  to  suffer  in  this  way.  The  gums  are  usually 
normal;  nor  is  there,  as  a rule,  htemorrhage  into  the  mucous  membranes  or  the 
viscera.  These  cases  may  last  but  two  or  three  weeks.  Often,  however,  they  are 
more  tedious,  being  marked  by  the  recurrence  of  the  ecchymoses  and  articular 
pain.  Most  of  them  get  well  at  last. 

No  sharp  dividing  line  can  be  drawn  between  the  forms  of  purpura  thus  far 
described  and  certain  graver  cases.  These  latter  are  most  of  them  grouped  under 
the  name  of  purpura  hcemorrliagica,  or  its  pi-eferable  because  more  distinctive 
synonym — evei’y  purpura  being  hmmorj’hagic — morbus  maculosus  Werlhofii.  The 
cutaneous  ecchymoses  in  this  class  of  cases  are  usually  extensive;  and,  further- 
more, we  have  haemorrhages  into  the  mucous  membranes  of  the  nose,  mouth,  soft 
palate,  stomach,  and  intestinal  canal,  as  well  into  internal  organs  (the  bi'ain  and 
kidneys),  and  also  into  the  sei’ous  membranes.  .The  constitutional  disturbance  is 
apt  to  be  severe.  The  condition  may  be  distinctly  “typhoidal.”  Fever  maybe 
entirely  absent,  even  in  grave  cases,  although  sometimes  there  is  a considerable 
rise  in  temperature. 

There  are  usually  no  local  symptoms  beyond  those  already  mentioned.  In 
typical  cases  the  gums  remain  intact.  Swelling  of  one  or  more  joints  has  been 
repeatedly  observed,  as  have  also  endocarditis  and  acute  hmmorrhagic  nephritis. 
If  marked  cerebral  symptoms  are  developed,  suggesting  an  apoplectic  shock,  Ave 
may  suimiise  that  a cerebral  haemorrhage  has  taken  place.  It  should  also  be  stated 
that  marked  gastro-intestinal  disturbance  may  occur.  Cases  of  this  sort  have  been 
observed  by  Henoch  in  children.  They  may  also  occur  in  adults.  In  rare  in- 
stances there  may  be  intestinal  ulceration,  with  perforation  and  consequent  i^eri- 
tonitis.  The  spleen  may  undergo  acute  enlargement. 

The  prognosis  in  purpui’a  haemorrhagica  should  always  be  a guarded  one;  tbe 
patient  is  in  danger  both  from  the  general  depression  and  anaemia,  and  from 
certain  special  lesions.  Even  a severe  case  may,  hoAvever,  recover.  The  disease 
sometimes  proves  very  tedious ; it  may  occupy  several  mouths. 

Treatment. — The  general  regimen  to  be  prescribed  is  similar  to  that  directed  in 
scurvy.  The  physician  must  strive  to  support  his  patient’s  strength  by  means  of 
proper  nourishment.  A great  many  internal  remedies  have  been  recommended, 
most  of  them  on  purely  theoretic  grounds.  It  is  difficult  to  say  whether  thej' 
actually  exert  a favorable  mfluence  upon  the  course  of  the  disease.  The  folloAving 
drugs  are  chiefly  employed:  Ergotine,  perchloride  of  iron,  dilute  sulphuric  acid, 
and  cinchona.  If  there  be  swelling  of  the  joints  or  endocarditis,  Ave  should  ad- 
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vise  fi  trifil  of  salicylic  acid  or  antipyriue.  Sucli  special  syinptoiiis  as  demand 
attention  should  be  treated  according  to  general  principles. 


CHAPTER  VIII. 

HJEMOPHIIilA. 

Definition  and  Etiology. — Hjcmophilia  is  the  term  used  to  denote  a peculiar 
constitutional  anomaly,  exhibited  in  a remarkable  tendency  to  spontaneous  and 
traumatic  haemorrhage.  The  condition  is  probably  in  every  instance  congenital, 
and  is  usually  hereditary ; the  existence  of  families  of  “bleeders”  has  long  been 
known.  Generation  after  generation  displays  frequent  cases  of  haemophilia,  both 
among  the  direct  descendants  and  the  lateral  branches.  Bleeders  are  veiy  apt  to 
have  a numerous  progeny.  Not  all  of  the  children,  however,  fall  victims  to  the 
disease.  Grandidier  has  pointed  out  two  facts  which  are  of  interest  in  this  con- 
nection, as  they  might  aid  in  deciding  as  to  the  marriageability  of  certain  persons. 

If  a man  belonging  to  a family  of  bleeders  marries  a healthy  women,  neither  a 
bleeder  herself  nor  inheriting  a predisposition  to  hfemophilia,  his  children  are 
almost  certain  to  be  healthy,  even  though  the  father  himself  he  a bleeder.  On  the 
other  hand,  a woman  belonging  to  a family  of  bleeders,  even  though  she  herself 
be  healthy,  will  almost  always  have  some  children  who  are  subject  to  hmmophilia. 
In  other  words,  hereditary  predisposition  is  transmitted  much  oftener  through  the 
female  than  through  the  male  members  of  the  family.  Haemophilia  itself,  is,  on. 
the  contrary,  much  more  frequent  in  the  male  sex  than  in  the  female;  at  least 
this  is  true  of  the  i^ronounced  cases.  Hdssli,  who  has  lately  published  a very 
careful  family  tree  of  bleeders  of  Tenna  (Canton  Graubiinden),  comes  to  the  fol- 
lowing conclusions:  “The  inheritance  of  haemophilia  is  often  from  the  father', 
through  the  daughter,  to  the  grandson,  also  from  the  mother,  through  the  daughter, 
to  the  gr-andson,  and  most  rarely  directly  from  the  father  to  the  son.”  It  is  doubt- 
ful whether  race  and  place  of  residence  are  of  aetiological  importance.  So  far  as 
is  known,  haemophilia  appears  to  occur  in  all  countries,  although  it  is  fortunately 
rare  anywhere. 

[A  similar  transmission  tkrough  the  females,  who  themselves  usually  escape,  is 
seen  in  color-blindness  and  in  pseudo-hypertrophic  paralysis.] 

The  real  causes  of  haemophilia  are  entirely  unknown  to  us.  We  can  make  one 
or  two  steps  toward  finding  the  source  of  the  haemorrhage,  but  we  are  unable  to 
proceed  further.  It  would  seem  that  the  bleeding  must  depend,  in  the  first  place, 
upon  an  abnormal  delicacy  of  the  walls  of  the  vessels  predisposing  them  to  rupture, 
and,  secondly,  upon  deficient  coagulability  of  the  blood.  This  latter  abnormality 
is  evident  from  the  fact  that  in  haemophilia  it  is  difficult  to  check  even  the  most 
insignificant  haemorrhage.  Thus  far  all  attempts  to  discover  any  anatomical  or 
chemical  explanation  of  this  imperfect  coagulability  have  been  vain.  It  has  not 
been  possible  to  detect  any  variation  in  the  saline  constituents  of  the  blood,  or  in 
the  amount  of  albuminoids,  such  as  fibrinogen,  that  it  contains,  or  in  its  morpho- 
logical elements.  And  likewise  no  anatomical  change  in  the  vascular  walls  or  the 
heart  has  yet  been  reported  which  throws  light  upon  the  character  of  the  disease. 
Various  authorities  have  laid  stress  upon  the  small  diameter  of  the  arteries  and 
the  thinness  of  the  intima,  hut  thc.se  conditions  may  occur  independently  of  hamio- 
philia.  Fatty  degeneration  of  the  intima  is,  to  be  sure,  often  fouml  in  connec- 
tion with  this  disease,  but  it  is  doubtless  rather  a result  of  the  coincident  anmmia 
than  the  cause  of  the  haemophilia.  The  observations  with  regard  to  the  heart  are 
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very  contradictory;  sometimes  it  is  found  to  be  very  small,  sometimes  of  normal 
size,-  and  again  actually  hypertrophied. 

The  subjects  of  hasmophilia  do  not  present  any  distinctive  constitutional  pecul- 
iarities. It  has  been  stated  that  they  are  very  apt  to  be  blondes  with  a delicate 
white  skin,  and  superficial  and  abnormally  distended  cutaneous  veins;  but  the 
exceptions  to  this  rule  are  not  a few. 

Clinical  History.— Haemophilia  does  not  display  equal  malignity  in  all  cases. 
If  we  have  opportunity  to  obtain  thorough  information  with  regard  to  families  of 
bleeders,  we  shall  find  that  quite  often  rudimentary  varieties  occur  side  by  side 
with  typical  and  severe  cases.  There  is,  to  be  sure,  a striking  tendency  to  haemor- 
rhage even  in  them;  but  the  haemorrhage  never  assumes  threatening  proportions. 
By  perseverance  and  industry  it  is  possible  to  collect  an  alniost  unbroken  series 
of  cases,  varying  in  degree  from  extreme  mildness  to  extreme  severity.  The  fol- 
lowing sketch  applies  mainly  to  typical  and  severe  cases. 

That  haemophilia  is  a hereditary  constitutional  disease  is  shown  by  the  fact 
that  it  sometimes  appears  in  earliest  infancy.  Many  cases  of  umbilical  haemor- 
rhage in  the  newborn  are  referable  to  haemophilia.  Of  course  this  does  not 
apply  to  all  cases.  In  Jewish  children  the  disease  may  betray  itself  for  the  lu-st 
time  when  the  rite  of  circumcision  is  performed.  In  many  cases  the  disease  does 
not  betray  itself  at  so  early  a period ; but  this  is  no  proof  that  the  disease  is  not 
already  developed,  inasmuch  as  the  young  child  is  not  mucli  exposed  to  trauma- 
tism and  other  causes  which  natnrally  occasion  haemorrhage. 

The  most  striking  symptom  in  a fully  developed  case  of  hmmophUia  is  the 
occurrence  of  severe  haemorrhage  as  a result  of  the  most  insignificant  causes.  A 
slight  blow  produces  a “ black-and-blue  spot  ” such  as  is  ordinarily  seen  only  after  a 
very  violent  injury.  The  prick  of  a pin,  a slight  cut  on  the  finger,  or  the  extrac- 
tion of  a tooth,  may  give  rise  in  haemophilia  to  an  obstinate  and  alarming  haemor- 
rhage. Epistaxis  may  be  caused  by  blowing  the  nose,  and  haemorrhage  from  the 
gums  by  brushing  the  teeth,  and  so  on.  Whether  there  is  ever  a pei’fectly  spon- 
taneous haemoiThage  is  uncertain.  It  is  true  that  in  severe  cases  haemorrhages 
take  place  independently  of  any  visible  cause.  This  may  be  seen  in  the  skin  and 
mucous  membranes  (nose  and  gums) ; and  in  rare  instances  w’e  may  even  have 
free  haemori’hage  from  the  stomach,  intestines,  or  urinary  passages.  Yet  it  may 
be  doubted  whether  these  occiu’rences  are  not  the  result  of  comparatively  insig- 
nificant mechanical  injuries  which  escape  our  notice.  At  any  I’ate,  we  scarcely 
ever  find  hmmorrhage  taking  place  into  the  parenchyma  of  the  viscera,  in  places 
where  injury  from  external  sources  is  entirely  out  of  the  question.  This  fact  con- 
stitutes an  important  poiut  of  distinction  between  hasmophilia  and  the  acquired 
hsemoiThagic  diathesis. 

The  second  important  symptom  of  hmmopb ilia  has  been  already  referred  to: 
it  is  extremely  difficult,  and  may  even  be  impossible,  to  check  by  artificial  means 
any  free  hmmorrhage  which  may  occur.  It  is  this  which  makes  the  disease  so 
dangerous,  and  prevents  most  patients  from  reaching  old  age.  It  has  frequently 
happened  that  an  apparently  trifling  wound  of  the  slcin,  or  some  insignificant 
operation,  or  a leech-bite,  or  in  women  childbirth,  has  started  up  a hiemorrhage, 
which  eventually  became  fatal.  In  other  cases  the  haemorrhage  is  finally  checked, 
but  not  until  it  has  caused  profound  anaemia.  Bleeders  are  apt  to  recover  with 
remarkable  rapidity  from  the  effects  of  excessive  haemorrhage ; yet  continually 
repeated  haemorrhages  may  lead  to  a persistent  and  profound  anaemia,  attended  by 
all  the  symptoms  described  in  preceding  chapters. 

We  see,  therefore,  that  the  general  condition  in  haemophilia  varies  with  the 
severity  of  the  individual  case,  and  with  the  more  or  less  fortuitous  circumstances 
which  develop  its  dormant  characteristics.  If  no  special  accident  occurs,  the 
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patient  may  maintain  the  appearance  of  pei-fect  health  for  yeai’S.  In  the  worst 
cases,  however,  such  a state  is  very  temporary,  if  it  exists  at  all,  because  the  hem- 
orrhages can  he  so  easily  excited.  As  a consequence,  the  skin  almost  always  pre- 
sents a greater  or  less  number  of  ecchymoses,  while  hemorrhages  from  the  internal 
organs  contribute  from  time  to  time  to  the  general  debility  and  anemia.  Certain 
complications  may  occur  in  hemophilia,  but  they  are  little  characteristic.  There 
is  a noticeable  tendency  to  “ rheumatic  ” inflammation  of  the  muscles  and  swelling 
of  the  joints,  wherein  is  seen  a sti-iking  analogy  to  the  “hemorrhagic  diseases.” 
Often  there  is  an  actual  effusion  of  blood  into  the  joints.  This  may  cause  consid- 
erable functional  disturbance  of  the  joints,  and  eventuate  in  anchylosis.  Various 
writers  have  also  called  attention  to  the  comparative  frequency  of  neuralgia,  espe- 
cially in  the  trigeminus. 

Prognosis. — In  only  too  many  instances  the  victims  of  hajmophilia  die  in 
childhood ; in  other  cases  the  patient  attains  an  advanced  age.  A fact  of  great 
practical  importance  is  that  often,  although  not  invariably,  haemophilia  grows 
gradually  milder  with  advancing  years.  If,  therefore,  the  patient  have  survived 
the  period  of  adolescence,  we  may  believe  that  his  prospects  are  gradually  improv- 
ing. The  prognosis  of  haemophilia  is  obvious.  The  amount  of  danger  at  any 
given  time  depends  upon  the  severity  of  the  haemorrhage  and  the  consequent 
anaemia.  The  comparative  severity  of  the  case  must  be  judged  from  its  previous 
history;  as  has  just  been  said,  the  prognosis  grows  more  favoi-able  as  the  patient 
grows  older. 

Treatment.— -Prophylaxis  assumes  a very  imjjortant  place  in  the  treatment  of 
haemophilia.  First,  childi'en  who  inherit  a tendency  to  the  disease,  or  who  have 
given  evidence  of  its  existence,  should  be  treated  with  a view  to  improve  their 
general  constitutional  condition,  so  as  to  check  the  development  of  the  disease  as 
far  as  possible.  The  means  to  this  end  need  not  be  described  at  length.  They 
comprise  good  nourishment,  fresh  air,  cautious  endeavors  to  harden  the  system, 
baths,  and  tonics.  Secondly,  when  htemophilia  already  exists,  the  patient  should 
be  guarded  as  much  as  possible  from  any  mechanical  injury,  .such  as  might  excite 
haemorrhage.  Thus  caution  is  demanded  in  performing  vaccination  and  other 
apparently  trifling  oj>erations. 

As  regards  direct  ti’eatment  of  the  disease,  no  effectual  remedy  is  known.  The 
general  tonic  treatment  already  referred  to  should  not  be  neglected;  but  the 
administration  of  ergotine,  acetate  of  lead,  and  similar  drugs  is  indicated,  if  at  all, 
only  when  haemorrhage  is  actually  taking  place,  and  even  then  it  is  very  apt  to 
fail.  The  only  way  to  stop  the  haemorrhage  is  by  surgical  methods,  and  these 
need  not  be  described  here.  They  do  not  differ  essentially  from  those  employed 
when  haemorrhage  occurs  independently  of  haemophilia.  If  mechanical  efforts 
to  check  the  bleeding  fail,  we  can  expect  nothing  from  the  remedies  above  men- 
tioned, nor  from  sulphate  of  sodium  and  the  other  laxatives  which  have  been 
recommended.  For  the  symptomatic  treatment  of  the  anaemia  and  of  its  results, 
we  may  refer  to  the  first  chapter  of  this  section. 


CHAPTER  IX. 

DIABETES  MELLITUS. 

^ Definition  and  .Etiology. — Under  normal  circumstvancos  the  blood  always  con- 
tains a slight  amount  of  sugar ; but  this  ingi-edient  does  not  usually  i>ass  over  in 
appreciable  quantities  into  the  urinary  excretion.  If,  however,  the  amount  of 


9G6 


CONSTITUTIONAL  DISEASES. 


sugar  in  the  blood  exceeds  certain  limits— that  is,  if  there  exists  an  abnormal 
— then  sugar  is  excreted  in  the  urine,  and  we  have  glycosuria.  This 
is  seen  as  a more  or  less  temporary  phenomenon  under  the  most  varied  conditions. 
The  amount  of  sugar  in  the  urine  is  usually  comparatively  slight,  and  it  soon  dis- 
appears again.  Its  presence  does  not  imply  any  persistent  abnormal  condition. 
This  phenomenon  has  been  termed  glycosuria  or  melituria,  in  contrast  with  the 
l)eculiar  disease  which  has  for  its  chief  symptom  a persistence  of  sug-ar  in  the 
urine,  and  has  therefore  received  the  name  of  diabetes  mellitus. 

The  causes  of  glycosuria  need  not  be  discussed  here  at  any  length.  We  will 
briefly  state  that  sugar  may  appear  temporarily  in  the  urine  as  a result  of  poison- 
ing from  various  substances,  chief  among  which  are  carbonic-acid  gas,  morphine, 
hydrocj'anic  acid,  mercury,  niti'ite  of  amyl,  and  curare.  Von  Mehring  has  lately 
discovered  in  phloridziue,  a glucoside  m the  bark  of  the  roots  of  apple  and  cherry 
trees  a substance  which  causes  a very  large  amount  of  sugar  in  the  urine  if  given 
to  dogs,  rabbits,  etc.  A marked  glycosuria  may  also  be  produced  in  man  by  giving 
phloroglucine,  or  by  other  disturbances  of  the  general  condition.  Temporary 
glycosuria  has  also  been  seen  in  connection  with  the  acute  infectious  diseases — 
for  example,  malignant  pustule,  cholera,  typhus  or  typhoid  fever,  scarlet  fever, 
dii^htheria,  and  malarial  poisoning.  A far  more  frequent  cause  is  disturbance  of 
the  nei’vous  system.  Thus,  glycosuria  may  result  from  severe  concussion  of  the 
brain,  fracture  of  the  slcull,  cerebral  haemorrhage,  cerebro-sijiual  meningitis,  and 
after  epileptic  fits.  It  is  especially  apt  to  occur  when  there  is  disease  of  the 
medulla;  and  we  need  hardly  point  out  how  close  is  the  connection  between  this 
clinical  fact  and  the  fmnous  discoveiy  of  Claude  Bernard,  who  found  by  experi- 
ment that,  when  certain  injuries  are  inflicted  upon  the  floor  of  the  fourth  ventri- 
cle, glycosuria  inevitably  follows.  It  has  been  thought  that  diseases  of  the  stom- 
ach and  liver  may  occasion  glycosuria;  but  this  is  doubtful.  With  regard  to  the 
theory  of  diabetes  {vide  infra),  it  is  an  interesting  fact  that  extensive  disease  of  the 
liver — as  seen  in  phosphorus  poisoning  or  cirrhosis — occasions  no  glycosuria,  even 
when  the  patient’s  diet  contains  large  amounts  of  sugar  (Frerichs) ; hut  ati-oph}"- 
of  the  pancreas  seems  to  have  a definite  relation  to  diabetes  (vide  infra).  As 
Minkowski  and  Von  Mehring  have  found,  we  can  produce  a severe  diabetes  in 
dogs  by  extirpation  of  the  pancreas.  Ligature  of  the  duct  of  the  gland  does  not 
produce  this  condition.  There  must  therefore  be  some  special  function  of  the 
pancreas  not  yet  known,  and  after  this  function  ceases  to  he  performed  the  con- 
sumption of  sugar  in  the  animal  economy  ceases  to  be  complete. 

Diabetes  mellitus  is  a disease  in  which  a considerable  amount  of  sugar  is  con- 
stantly present  in  the  blood,  and  consequently  in  the  urine.  The  immediate  cause 
and  the  true  nature  of  this  sti-ange  disease  are  entirely  unknown.  It  is  therefore 
difflcult  to  determine  whether  all  cases  of  “diabetes  mellitus”  are  essentially 
identical.  In  most  of  the  tjqncal  cases  this  question  may,  indeed,  be  answei’ed 
affirmatively  with  little  hesitation;  but  other  cases,  particularly’  many  of  what 
are  called  the  “ milder  varieties  ” of  diabetes,  afford  more  room  for  doubt.  We 
must  not  forget  that  diabetes  mellitus  is  at  present  known  to  us  only  through  its 
symptoms,  and  that  the  individual  cases  do  not  exhibit  any  uniformity  either  as 
to  causation  or  as  to  anatomical  changes. 

As  has  been  said,  we  know  practically  nothing  of  the  true  causes  of  diabetes. 
All  that  the  physician  can  do  in  any  pai-ticular  case  is  to  search  for  certain  excit- 
ing or  predisposing  causes,  the  significance  of  which  has  been  learned  from  clinical 
experience.  It  must,  however,  he  borne  in  mind  that  in  many  cases  of  diabetes, 
and  some  of  them  most  severe,  no  cause  whatever  can  be  made  out;  the  disease 
seems  to  have  developed  of  itself  in  persons  who  wei“e  pi’eviously  perfectly  well. 
We  ap))cnd  a list  of  such  exciting  influences  as  seem  to  be  most  frequent  and 
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important.  Fii-st,  liercdity:  diabetes  has  been  repeatedly  observed  to  occur  in 
several  generations  of  the  same  family,  or  in  several  brothers  and  sistei-s.  It  is 
noteworthy  that  the  disease  may  also  occur  in  families  where  there  is  a heredi- 
tary predisposition  to  nervous  diseases.  Second,  improper  mode  of  life:  by  this 
is  meant  chiefly  unsuitable  diet,  especially  the  persistent  overindulgence  in  starchy 
foods  and  sugar;  sedentary  habits  are  also  considered  harmful,  especially  if  asso- 
ciated with  overeating.  This  is  said  to  be  the  reason  why  diabetes  is  more  fre- 
quent among  the  wealthy  classes,  and  why  it  is  quite  common  in  corpulent  pei-sons. 
Third,  taking  cold  and  getting  wet  seem,  in  occasional  rare  instances,  to  determine 
the  appearance  of  diabetes.  Fourth,  emotional  disturbances,  excessive  mental 
exertion,  anxiety,  and  passion,  are  sometimes  thought  to  occasion  the  disease. 
Fifth,  it  is  very  remarkable  that  sometimes  the  same  factors  which  we  have 
already  seen  to  be  possible  causes  of  temporary  melituria,  may  also  occasion  a 
chronic  diabetes  mellitus  ; thus,  cases  of  diabetes  have  been  known  to  follow 
injuries  to  the  head,  and  such  acute  infectious  diseases  as  typhus,  typhoid,  or 
scarlet  fever,  cholera,  and  malarial  poisoning.  Sixth,  certain  chronic  constitu- 
tional and  infectious  diseases,  particularly  gout  and  syphilis,  may  perhaps  promote 
the  development  of  diabetes.  The  disease  also  appears  in  connection  with  certain 
organic  diseases;  this  list  includes  cerebral  diseases,  such  as  haemorrhage,  tumor, 
or  sclerosis,  particularly  when  in  the  region  of  the  fourth  ventricle ; other  nervous 
disorders,  such  as  organic  disease  of  the  peripheral  nerves,  and  functional  dis- 
eases; and,  in  rare  instances,  disease  of  the  pancreas,  such  as  suppuration  and 
cancer.  It  is  obvious  that  such  cases  of  diabetes  should  be  regai’ded  as  “ acci- 
dental,” in  distinction  from  the  true  idiopathic  disease. 

Diabetes  occurs  everywhere,  but  certain  countries  and  districts  seem  to  be 
particularly  liable  to  it — for  example,  India,  Ceylon,  and  Italy.  In  Germany, 
Wiii’temberg  and  Thiiringen  are  said  to  present  the  largest  relative  number  of 
cases.  Jews  are  very  liable  to  the  disease.  Most  cases  occur  in  patients  between 
thnty-five  and  fifty  years  of  age.  Next  in  liability  to  the  disease  come  younger 
individuals,  under  thirty-five  and  over  twenty  years  old.  After  the  fiftieth  year 
diabetes  is  not  very  exceptional;  but,  in  the  other  direction,  children  under  ten 
are  very  seldom  attacked  by  it,  although  they  are  not  absolutely  exempt.  With 
regard  to  sex,  males  are  much  more  often  attacked  than  females. 

Clinical  History. — With  few  exceptions,  the  symptoms  of  diabetes  mellitus  come 
on  slowly  and  gradually.  Sometimes  the  symptoms  are  merely  general  and  indefi- 
nite, such  as  la7iguor,  emaciation,  weakness,  and  deficieiit  endurance.  Sometimes 
we  have  mild  nervous  distui-bances,  including  headache,  mental  depression,  wake- 
fulness, and  neuralgia,  and  in  still  other  cases  gastro-intestinal  symptoms,  includ- 
ing nausea,  eructations,  and  irregularity  of  the  bowels.  At  last  the  patient's 
attention  is  called  to  the  altered  character  of  the  urine,  and  particulai’ly  to  its 
increased  amount.  He  also  notices  that  he  is  very  thiinsty,  and  that,  in  si^ije  of 
his  enormous  appetite,  he  is  constantly  gi’owing  weaker.  Sometimes  quite  dif- 
erent  symptoms  fii’st  arouse  suspicion  of  the  existence  of  diabetes;  these  will  be 
mentioned  later.  In  order  to  make  a diagnosis  of  diabetes  mellitus,  a knowledge 
of  the  abnormal  character  of  the  urine  is  indispensable.  W^e  shall  therefore 
proceed  to  describe  the  changes  produced  in  the  urinary  excretion  as  a result  of 
diabetes  mellitus. 

1.  Character  op  the  Urine.  Demonstration  of  Sugar.— Usually  the  first 
point  that  attracts  attention  is  the  increased  amount  of  ui‘ine.  Tliere  are  often  a 
hundred  to  a hundred  and  fifty  ounces  (three  to  five  quarts,  :i,(K)0-.'5,000  c.  c.)  ex- 
creted in  twenty-four  hours,  and  sometimes  there  may  even  be  as  mucli  as  ten  or 
twelve  quarts  (8,000-12,000  c.  c.).  Under  suitable  treatment  and  with  proper  diet 
the  amount  may,  of  course,  be  much  smaller.  In  some  cases  the  polyuria  will 
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almost  cease  from  time  to  time  C diabetes  decipiens''').  Often  the  amount  of 
urine  undergoes  diminution,  when  some  intercurrent  disease  appears,  or  when 
death  is  imminent. 

In  color  the  urine  is  light  yellow,  corresponding  to  its  amount.  It  often  has 
something  of  a greenish  hue,  but  a small  quantity  of  it  may  seem  almost  as  color- 
less as  water.  Ordinarily  the  urine  is  clear  and  without  sediment;  but  after  it 
has  stood  for  some  time  it  may  become  cloudy,  usually  as  a result  of  the  abundant 
development  of  fermentation  spores. 

The  odor  may  be  somewhat  aromatic,  suggesting  acetone  (vide  infra).  Its 
taste,  as  determined  by  earlier  observers,  may  be  distinctly  sweetish.  The  reaction 
is  acid,  and  the  acidity  of  the  urine  may  increase  on  standing,  because  of  the 
alcoholic  and  lactic-acid  fermentation  processes  which  the  sugar  undergoes. 

The  specific  gravity  is  almost  invariably  greatly  incx’eased,  as  a result  of  the 
large  amount  of  sugar.  If  a pale  urine  is  found  to  have  a specific  gravit}’^  of  more 
than  1025,  we  may  feel  almost  certain  that  it  contains  sugar.  Specimens  often 
have  a specific  gi-avity  of  1030-1045,  and  even  higher.  In  exceptional  instances 
the  specific  gravity  may  fall  below  1020;  this  may  occur,  for  instance,  where  the 
patient  is  very  much  debilitated. 

The  diagnosis  requires  that  sugar  be  detected  in  the  xxrine.  The  sugar  found  in 
both  the  blood  and  the  urine  of  diabetic  patients  is  grape-sugar  (glucose,  dextrose). 
The  amount  of  sugar  secreted  in  twenty-four  hours  often  reaches  half  a pound  to 
a pound  (grm.  200-500).  Of  course  the  amount  varies  greatly  according  to  the 
diet,  mode  of  life,  and  treatment  of  the  patient.  The  greatest  amount  ever  known 
to  be  ixroduced  in  twenty-fom’  hours  was  more  than  two  and  one  fifth  pounds 
(grm.  1,000).  The  percentage  of  sugar  in  the  urine  varies  between  0’5-l  per  cent, 
at  the  lowest  extreme,  and  8-10  per  cent,  as  the  maximum;  usually  it  is  about  2-4 
per  cent.  It  is  noteworthy  that  in  the  last  weeks,  or  just  before  death,  the  sugar  in 
the  urine  may  become  greatly  diminished  in  amount,  or  may  absolutely  disappear. 

The  most  important  tests  for  sugar  in  the  urine  are,  first,  Trommer’s  test;  To 
urine  in  a test-tube  sufficient  potassic  or  sodic  hydrate  is  added  to  make  the  reac- 
tion strongly  alkaline;  then  a solution  of  sulphate  of  copper  (about  one  part  of 
the  salt  to  ten  of  water)  is  added,  drop  by  drop.  If  the  urine  contain  sugar,  the 
hydi’ated  cupric  oxide,  which  is  at  first  formed  in  lax’ge  amounts,  is  dissolved,  and 
usually  the  fluid  assumes  a beautiful  deep-blue  color.  We  ought,  properly,  to  go 
on  adding  the  sulphate  of  copper  until  the  hydrated  cupric  oxide  ceases  to  be  dis- 
solved. The  vu'ine  is  then  heated,  whereupon  the  cupric  oxide  is  reduced  and  a ■> 
yellow,  or  reddish-yellow,  precipitate  of  cuprous  oxide,  or  hydrated  cuprous  oxide, 
is  formed.  The  application  of  heat  should  not  be  continued  long  after  the  precipi- 
tation begins  to  take  ifiace,  lest  the  test  be  obscured ; the  i-eduction  will  go  on  even 
without  heat.  If  the  uriue  contains  more  than  O'5-l  per  cent.,  this  test  is  perfectly 
reliable.  If  the  reaction  be  a doubtful  one— that  is,  if  there  be  no  precipitate  of 
cuprous  oxide,  although  the  urine  becomes  yellow— we  should  be  cautious  in  mak- 
ing a diagnosis,  as  the  urine  may  contain  substances  other  than  sugar  capable  of 
reducing  the  copper,  such  as  uric  acid,  kreatiuine,  mucine,  etc.  Second,  the  bis- 
muth test  (Bdttger’s) ; Sodic  hydrate  or  sodic  carbonate  is  added  to  the  urine,  and 
then  a small  pinch  of  subnitrate  of  bismuth.  Upon  boiling,  the  m-ine,  if  it  con- 
tains sugar,  quickly  assumes  a perfectly  black  color,  the  oxide  being  reduced  to 
the  metallic  state.  Third,  the  potassium  test  (Moore’s) : Potassic  hydrate  is  added 
to  the  urine  in  the  test-tube  and  the  uppermost  layer  cautiously  heated;  if  it  con- 
tains sugar,  the  urine  quickly  assumes  a deep-brown  color,  as  a result  of  the  action 
of  the  potassium  on  the  sugar;  and  this  upper  dark-colored  layer  contrasts  strongly 
with  the  clear  urine  below. 

[Fehling’s  test  is  justly  a favorite  in  this  country,  and  has  the  advantage  of 
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being  applicable  to  the  quantitative  as  well  as  to  the  qualitative  analysis.  The  difli- 
culty  of  its  not  keeping  well  can  be  met  by  having  separate  bottles  for  the  copper 
and  tartrate  solutions,  and  making  the  mixtm’e  at  the  time  of  using  the  test.  The 
Fehling’s-test  pellets  put  up  by  chemists  are  convenient  for  the  qualitative 
analysis,  but,  on  the  whole,  they  are  inferior  to  the  solution.] 

If  the  above-described  tests  leave  us  stiU  in  doubt,  there  can  be  only  a small 
amount  of  sugar,  if  any,  present.  We  may,  however,  attain  certainty  by  employ- 
ing the  fermentation  test  (which  causes  a decomposition  of  the  sugar  into  alcohol 
and  carbonic  dioxide),  or  ch’cumpolarization  (deflection  of  the  plane  of  polarization 
to  the  right  by  the  grape-sugar).  Further  particulars  in  regard  to  these  and  other 
tests,  and  also  in  regard  to  the  quantitative  estimation  of  sugar,  may  be  found  in 
works  on  medical  chemistry. 

Diabetic  urine  sometimes  contains  other  varieties  of  sugar  in  small  amounts — 
namely,  levulose,  which  deflects  the  plane  of  polarization  toward  the  left,  and 
inosite ; these  are,  however,  of  no  practical  importance. 

The  amount  of  urea  is  usually  somewhat  increased  {vide  infra).  Uric  acid,  on 
the  contrary,  is  excreted  in  small  amounts.  The  amount  of  la’eatiue  is  normal  or 
even  increased  (Senator).  The  amount  of  phosphoric  acid  and  sulphuric  acid 
usually  corresponds  to  the  amount  of  urea,  or,  in  other  words,  to  the  decomposi- 
tion of  albuminoids.  Occasionally,  according  to  Teissier,  the  amount  of  phos- 
phates is  surprisingly  great,  and  may  either  correspond  with  the  amount  of  sugar 
simultaneously  excreted,  or  replace  the  sugar  in  the  urine.  This  subject  has  not 
yet  been  fully  investigated.  The  amount  of  sodic  chloride  excreted  depends,  as  in 
health,  merely  upon  the  amount  ingested. 

Hallervorden  has  discovered  an  important  fact  in  regard  to  the  excretion  of 
ammonia.  In  many  cases  of  diabetes,  although  not  in  all,  it  is  much  increased: 
forty-five  to  ninety  grains  (grm.  3-6),  or  even  more,  may  be  excreted  in  twenty- 
four  hours.  Despite  this,  diabetic  urine  has  an  acid  reaction ; and,  as  Stadelmann 
has  shown,  the  basic  elements  are  considerably  out  of  proportion  to  the  acids  known 
to  us.  It  is,  therefore,  evident  that  diabetic  urine,  since  it  contains  a large  amoiuit 
of  ammonium  and  yet  has  an  acid  reaction,  must  have  among  its  constituents  some 
unusual  acid.  Stadelmann  was  at  first  inclined  to  believe  that  this  was  crotonic 
acid.  Minkowsky  and  Kiilz  have,  however,  shown,  by  their  more  recent  investi- 
gations, that  the  acid  in  question  is  really  oxybutyric  acid,  or,  more  accurately, 
beta-oxybutyric  acid.  This  acid  is  x’eadily  decomposed  into  crotonic  acid,  which 
explains  Stadelmann’s  error.  Another  interesting  fact  is  that,  upon  oxidation 
oxybutyric  acid  changes  to  acet-acetic  acid,  a substance  easily  decomposed  into 
carbonic-dioxide  gas  and  acetone.  This  suggests  the  possibility  that  oxybutyric 
acid  may  give  rise  within  the  system  to  acetone,  a substance  which  has  occupied 
an  important  place  in  the  literature  of  diabetes. 

Acetone  was  first  discovered  by  Fetters  in  diabetic  urine.  This  was  regarded 
as  an  important  discovery,  because  it  was  believed  that  the  accumulation  of  this 
substance  in  the  blood  produced  those  grave  nervous  disturbances  {vide  infra,  dia- 
betic coma)  sometimes  observed  in  diabetes.  More  recent  developments  have  ren- 
dered this  view  extremely  improbable,  but  it  is  an  established  fact  that  acetone  is 
quite  often  present  in  the  urine  of  diabetic  patients.*  Whether  it  is  a primary  or 
secondary  product  remains  uncertain.  It  was  formerly  believed  that  acetone  was 
formed  from  ethyldiacetic  acid  (acet-acetic  ether),  but  of  late  the  tendency  is 
rather  to  regard  acet-acetic  acid  as  the  source  of  acetone  (Deichmiiller  and  Tol- 
lens,  Jaksch).  Acetone  is  probably  the  cause  of  the  reaction  to  which  Gerhardt 

* It  should  1)0  lidded  that  acetone  has  been  found  by  Kaulich  and  Jaksch  to  occur  frequently  in  the 
urine  during  many  other  discaaos,  both  febrile  and  nonfobrllo,  and  oven  in  normal  urine. 
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Lets  CtillGd  attGntioH  njiinGly,  tliG  dGVGlopniGGt  of  a.  BurguGdy-red  color  in  tlic 
urine  upon  the  addition  of  ferric  chloride.  This  is  quite  often  to  be  observed  in 
the  m-ine  of  diabetic  patients.  In  speaking  of  diabetic  coma  we  shall  have  occa- 
sion to  revert  to  this  ferric-chloride  reaction. 

Albumen  may  be  found  in  diabetic  urine,  as  will  be  seen  below  under  renal 
complications;  small  amounts,  to  he  detected  only  after  careful  examination,  are. 
common. 

2.  Tissue  Metajmorphosis  in  Diabetes.  Sources  of  the  Sugar  and  Vari- 
ations IN  ITS  Amount  occasioned  by  External  Influences.— Inasmuch  as  the 
jjresence  of  sugar  in  the  urine  is  the  most  promihent  symptom  in  diabetes,  the 
question  of  its  origin  is  all-important.  One  fact  is  indubitable — namely,  that  the 
secretion  of  sugar  depends  in  large  part  upon  the  amount  of  potential  sugar  in- 
gested— that  is,  upon  the  proiiortion  of  starches  in  the  food.  The  amount  of  sugar 
excreted  with  the  urine  increases  and  diminishes  with  the  amount  of  starchy  food 
eaten.  If  a diabetic  patient  abstains  totally  for  any  length  of  time  from  such  arti- 
cles of  food  as  contain  starch,  sugar  will,  in  many  instances,  entirely  disappear 
from  the  urine.  In  other  words,  the  system  of  a diabetic  patient  is  almost,  if  not 
quite,  incaiiable  of  oxidizing  sugar  into  carbonic- dioxide  gas  and  water.  Voit  and 
Pettenkofer  have  made  an  experiment  the  result  of  which  confii’ms  this  statement. 
By  means  of  the  great  Munich  respiration  appai’ntus,  they  have  demonstrated  that 
in  diabetes  the  amount  of  oxygen  absorbed  from  the  air,  and  of  carbonic-dioxide 
gas  and  water  given  off  from  the  body,  is  less  than  in  health,  the  diet  being  pre- 
cisely the  same  in  both  cases.  Previously  to  this  many  investigators  had  shown 
that  there  was  a diminution  in  the  amount  of  the  “insensible  excreta.” 

The  oxidation  of  sugar  is  not  absolutely  nil  in  diabetes.  Kiilz  has  iiroved  by 
numerous  experiments  that  not  all  the  starch  is  excreted  in  the  form  of  sugar,  and 
he  has  also  found  that  many  vai’ieties  of  sugar,  such  as  mannite,  fruit  sugai*,  and 
inosite,  are  decomposed  even  in  diabetes,  so  that  their  ingestion  does  not  lead  to 
an  increase  of  sugar  in  the  urine. 

The  disturbances  in  metamorphosis  affect  other  substances  than  the  carbohy- 
drates. While  they  escape  oxidation,  on  the  other  hand,  the  destruction  of  albu- 
minoids is  increased.  We  have  already  stated  that  diabetic  urine  contains  a large 
amount  of  urea.  Giithgens  and  others  have  shown,  by  means  of  cai’efully  conducted 
investigations,  that  this  increase  iu  the  amount  of  urea  is  not  merely  relative,  but 
absolute.  The  sj'stem  of  the  patient  destroys  a larger  amount  of  albumen  than 
does  the  system  of  a healthy  man,  the  ingesta  in  both  cases  being  alike.  Whether 
this  is  true  in  all  cases  of  diabetes  is  quite  doubtful,  but  the  fact  is  established  with 
regard  to  severe  cases.  It  is  also  certain  that  in  severe  cases  a part  of  the  albumen 
is  transformed  into  sugar,  escapes  oxidation,  and  is  excreted  in  the  uidne.  The 
proof  of  this  is  that  in  some  cases  of  diabetes  sugar  continues  to  be  present  in  the 
urine,  although  the  diet  is  exclusively  nitrogenous.  Seegen  accordingly  divides 
all  cases  of  diabetes  into  two  varieties : a milder  form,  where  sugar  ceases  to  be 
excreted  if  starchy  food  be  excluded  from  the  diet,  and  a severer  form,  where  sugar 
persists  upon  an  exclusively  meat  diet. 

Muscular  exertion  is  one  of  the  external  influences  which  modify  the  excretion 
of  sugar  in  diabetes.  According  to  our  present  views,  muscular  activity  wastes 
mainly  nou-nitrogenous  substances,  and,  accordingly,  we  find  iu  diabetes  that  an 
increase  of  muscular  exertion,  other  things  being’  equal,  diminishes  the  amount  of 
sugar  e.xcreted. 

Emotional  excitement  is  said  to  increase  the  amount  of  sugar  excreted. 

Intercurrent  acute  febrile  diseases  may  cause  a great  diminution  in  the  amount 
of  sugar,  but  sometimes  there  is  no  essential  change.  Probably  the  altered  diet 
of  the  patient  plays  an  important  part  in  this  connection,  although  doubtless  the 
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special  modifications  of  tissue-metamorphosis  occasioned  by  the  high  temperature 
or  by  the  disease  itself  also  exert  some  influence. 

3.  Constitutional  Syjiptoms  in  Diabetes  Mellitus.— In  many  of  the  milder 
cases  there  is  for  a long  time  little  apparent  disturbance  of  the  general  health. 
The  patient  is  well  nourished,  and  suffers  little  discomfort,  except  the  incon- 
venience occasioned  by  the  polyuria  and  the  polydipsia.  In  severer  cases  the  sys- 
tem is  deeply  affected  by  the  drain  upon  it.  The  patient  becomes  emaciated,  weak, 
and  easily  exhausted,  and  at  length  there  may  be  profound  marasmus.  Mentally, 
the  patient  is  apt  to  be  depressed  and  irritable.  The  intellectual  powers  are  not 
impah’ed,  but  there  is  indisposition  to  mental  effort.  The  temperatui’e  is  normal 
or  subnormal.  Fever  invariably  indicates  some  complication. 

4.  Symptoms  referable  to  the  Digestive  Organs.— We  have  already  men- 
tioned the  excessive  thirst  expei’ienced  in  diabetes.  This  may  be  a source  of  great 
discomfort,  obliging  the  patient  to  ch'ink  at  short  intervals,  even  through  the 
night.  The  interdependence  of  polyuria  and  polydipsia  is  not  yet  fully  under- 
stood. The  most  natural  view  seems  to  be  that  the  increased  excretion  of  water 
by  the  Iddneys  is  the  piimary  factor,  and  the  increased  thirst  secondary  thereto. 
One  cause  of  the  polyuria  is  the  excretion  of  sugar,  in  order  to  dissolve  which  a 
large  amount  of  water  is  necessary,  but  certain  nervous  factors  would  also  seem 
to  be  implicated.  That  they  exert  some  influence  is  rendered  probable  by  the  fact 
that  the  amount  of  urine  does  not  always  correspond  to  the  amount  of  sugar 
excreted.  A very  large  amount  of  urine  may  be  excreted  containing  little  or  no 
sugar;  and,  on  the  other  hand,  there  are  genuine  cases  of  diabetes  mellitus  where 
the  amount  of  urine  is  normal,  and  the  patient  feels  no  unusual  thirst  (diabetes 
decipiens).  It  has  also  been  suggested  that  the  sugar  may  irritate  the  nerves  of 
the  mouth  and  tlu-oat,  and  thus  cause  thirst.  According  to  iliis  idea,  the  polyuria 
would  be  merely  the  result  of  the  excessive  ingestion  of  liquids.  The  abnor- 
mally gi’eat  appetite  in  diabetes  seems  in  most  cases  to  be  due  to  defective  assimi- 
lation of  the  food.  Many  patients  are  never  able  to  eat  enough.  They  have  a 
longing,  in  many  cases,  for  carbohydrates.  Occasionally  the  hunger  becomes 
ravenous,  and  is  associated  mth  headache  and  a general  sense  of  weakness,  all 
these  symptoms  being  alleviated  when  food  is  taken.  This  rule  has  i-are  excep- 
tions in  which  the  appetite  is  not  unusually  great,  even  though  the  case  be  severe. 

The  tongue  is  frequently  dry;  it  is  broad  and  thick,  with  an  irregular  and  fis- 
sured surface,  sometimes  coated  and  sometimes  red.  The  gums  may  be  spong3’', 
and  may  e.xhibit  a tendency  to  bleed.  The  teeth  frequently  decay  rapidly.  The 
.saliva  is  invariably  found  to  give  an  acid  reaction.  This  is  true  of  the  isolated 
secretion  of  the  pai'otic  gland  also,  and  is  said  to  be  due  to  the  pi’esence  of  lactic 
acid.  It  is  only  in  exceptional  instances  that  sugar  can  be  demonstrated  in  the 
saliva.  Thrush  quite  often  appears  on  the  soft  palate. 

There  are  no  marked  gastric  symptoms.  There  is  usually  constipation,  but 
sometimes  there  is  a severe,  though  temporarj',  diarrhoea.  The  liver  and  spleen 
are  seldom  much  affected ; the  liver  rarely  is  somewhat  enlarged.  Jaundice  is 
frequently  observed,  but  it  is  always  referable  to  some  complication.  As  a rule, 
the  secretion  of  the  bile  goes  on  as  in  health. 

5.  Syjiptoms  referable  to  the  Respiratory  Organs. — In  many  cases  the 
organs  of  respiration  are  unimpaired  for  a long  while.  It  may  be  mentioned  that 
often  patients  have  a decidedly  fruity  odor  to  the  breath  (acetone  odor).  In  the 
later  stages  of  the  disease  pulmonary  complications  are  veiy  frequent.  Almost 
one  half  of  all  diabetic  patients  perish  from  secondary  disease  of  the  lungs.  Most 
frecpiently  there  is  pulmonary  tuherculo.sis;  its  course,  sym])toins,  the  pi-escnce  of 
tubercle  bacilli,  and  all  other  details  are  the  .same  as  in  ordinaiy  ca.ses  of  tuber- 
culosis. Next  in  point  of  frequency  is  pulmonary  gangrene.  Sometimes  there  is 
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a diffuse  gangrenous  process,  and  sometimes  there  are  isolated  foci  of  necrosis, 
which  become  liquid,  and  have  an  acid  reaction,  hut  they  often  have  compara- 
tively little  odor.  The  expectoration  in  these  cases  may  be  odorless.  Croupous 
IJneumonia  may  also  occur.  It  often  terminates  unfavorably,  and  may,  as  we 
have  ourselves  observed,  result  in  gangrene., 

6.  Symptoms  referable  to  the  Circulatory  System.— In  many  instances , 
the  circulatory  apparatus  pre.sents  no  special  lesions.  The  pulse  is  either  of  a nor- 
mal rate  or  a trifle  slow.  It  is  usually  soft,  although  exceptionally  it  may  exhibit 
increased  tension.  There  is  often  distinct  evidence  of  cardiac  wealeness  (Schmitz) ; 
the  pulse  is  small,  intermittent,  sometimes  very  slow  (50  or  even  40  beats  per  min- 
ute), and  sometimes  accelerated  (100  to  120  beats  per  minute).  There  are  shortness 
of  breath,  faintness,  nausea,  and  the  like.  Sometimes  sudden  and  profound  car- 
diac disturbance  occurs,  and  may  occasion  speedy  death  {vide  'infra,  coma).  Not 
very  rarely  diabetes  is  combined  with  general  arterio-sclerosis.  This  is  xiarticu- 
larly  apt  to  be  the  ease  in  patients  who  have  been  subject  to  gout. 

7.  GtBNITO-urinary  Symptoms. — Despite  the  great  demands  made  upon  them, 
the  kidneys  usually  maintain  a normal  condition.  As  we  shall  see  when  we  come 
to  the  pathological  anatomy  of  diabetes,  the  kidneys  are  often  very  large.  Some- 
times a chronic  nejihritis  is  developed  as  a complication,  usually  in  the  later  stages 
of  the  disease.  The  urine  contains  albumen,  and  there  are  oedema  and  other 
symptoms  of  renal  disorder.  It  was  formerly  a common  opinion  that  the  nephri- 
tis results  from  the  irritation  of  the  sugar  excreted  by  the  kidneys,  but  in  such 
cases  other  irritants  are  probably  to  be  considered,  especially  as  in  most  cases  of 
nephritis  complicating  diabetes  there  are  usually  present  at  the  same  time  other 
disorders  to  which  the  nephritis  may  be  referable,  such  as  pulmonary  consump- 
tion or  cardiac  disease.  We  have  seen  well-marked  suppm’ative  pyelo-nephritis 
as  a complication  of  diabetes.  If  the  amount  of  albumen  in  the  urine  becomes 
considerable,  the  excretion  of  sugar  usually  undergoes  marked  diminution.  Many 
physicians  therefore  consider  the  transition  of  diabetes  into  chronic  renal  disease 
(contracted  kidney)  as  a comparatively  favorable  symptom. 

Saccharine  urine  is  apt,  as  it  decomposes,  to  cause  irritation  of  the  skin.  This 
is  the  explanation  of  the  troublesome  pruritus  pudeudi,  which  is  especially  marked 
in  women.  It  may,  indeed,  be  this  symptom  which  first  directs  attention  to  the 
disease.  Sometimes  the  external  genitals  are  attacked  by  eczema  or  furunculosis. 
Men  often  suffer  from  balanitis,  with  inflammatory  phimosis,  or  paraphimosis.  A 
frequent  and  important  symptom  in  men  is  impotence.  This  sometimes  occurs 
veiy  early  in  the  disease,  but  it  may  afterward  undergo  improvement.  The  origin 
of  it  is  not  determined.  Some  authorities  state  that  diabetes  is  apt  to  occasion 
atrophy  of  the  testicles. 

8.  Disturbances  op  the  Organs  op  SPECiAi.  Sense. — An  important  and  not 
infrequent  result  of  diabetes  is  cataract.  This  may  occasion- almost  total  blind- 
ness. The  cause  of  cataract  in  diabetes  is  not  known.  It  was  formerly  supposed 
that  the  sugar  in  the  blood  absorbed  water  from  the  crystalline  lens,  and  thus 
occasioned  its  opacity ; but  this  has  not  been  confirmed.  Diabetic  patients  are  also 
subject  to  disturbances  of  accommodation.  Retinitis,  atrophy  of  the  optic  nerve, 
and  purulent  choroiditis  may  also  occur,  but  they  are  veiy  rare,  and  perhaps  are 
merely  chance  complications. 

None  of  the  other  special  senses  are  peculiarly  affected  in  diabetes. 

9.  Cutaneous  Affections. — In  most  cases  the  skin  is  remarkably  dry  and 
rough.  There  may,  however,  be  abundant  perspiration.  Several  authorities  claim 
to  have  found  sugar  in  the  perspiration,  but  this  statement  has  not  been  confirmed 
by  later  investigators.  Sometimes  there  is  a troublesome  prmdtus.  We  often  see 
a rapid  loss  of  hair  and  a shedding  of  the  nails.  In  many  cases  there  is  a great 
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teudency  to  furunculosis.  This  may  be  the  first  symptom  to  suggest  the  existence 
of  diabetes.  In  the  later  stages  there  are  sometimes  extensive  carbuncles,  and 
multiple  phlegmonous  abscesses  in  the  subcutaneous  cellular  tissue,  which  may 
prove  fatal.  Once  we  saw  an  eruption  resembling  pemphigus  appeal-  a .short  time 
previously  to  death.  Gangrenous  processes  have  been  repeatedly  observed,  and 
in  particular  necrosis  of  one  or  more  toes,  which  may  take  the  form  of  perforating 
ulcer  [rnal  perforant),  or  rarely  of  an  entire  extremity.  This  gangrene  often 
seems  to  he  due  to  arterial  sclerosis;  in  other  cases  its  cause  is  obscure. 

(Edema  of  the  subcutaneous  cellular  tissue  may  occur  independently  of  nephri- 
tis. It  is  then  probably  occasioned  by  the  cardiac  weakness. 

[Another  skin  affection  which  deserves  mention  is  eczema.  In  the  neighbor- 
hood of  the  genitals  it  is  more  common  in  women  than  in  men,  and  is  attributable 
to  the  irritating  properties  of  sugar  contained  in  the  urine  acting  on  a skin  the 
nutrition  of  which  is  impah-ed  owing  to  the  morbid  condition  of  the  blood.  Some- 
times the  eczema  involves  other  portions  of  the  integument,  is  generally  acute, 
and  has  an  angi-y  appearance.] 

10.  Symptoms  referable  to  the  Nervous  System.— It  has  ah-eady  been 
mentioned  that  there  is  frequently  in  diabetes  a moderate  disturbance  of  the 
whole  nervous  system,  as  indicated  by  headache,  physical  and  mental  hebetude, 
and  depression  of  spirits.  Still  more  characteristic  is  neuralgia.  This  is  most 
often  located  in  the  sciatic  nerve,  and  an  obstinate  bilateral  sciatica  may  be  one  of 
the  first  symptoms  of  diabetes.  Occipital  or  trigeminal  neuralgia  or  hemicrania, 
and,  on  the  other  hand,  anaesthesia,  have  also  been  repeatedly  observed.  We 
once  saw  peripheral  paralysis  of  the  peroneus  come  on  without  any  discoverable 
cause.  Bouchard  has  called  attention  to  the  frequent  absence  of  the  patellar  ten- 
don reflex  in  diabetes.  To  what  this  is  due,  or  what  relation  it  bears  to  the  pi-i- 
mary  disease,  is  not  known.  Possibly  it  is  caused  by  degeneration  of  the  periph- 
eral nerves  from  toxic  (?)  influences. 

f The  most  important  nervous  symptom  of  all  is  a peculiar  disturbance  which 
occurs  in  a considerable  proportion  of  all  cases  with  more  or  less  suddenness,  and 
usually  terminates  in  a surprisingly  speedy  death.  This  strange  phenomenon 
was  first  thoroughly  investigated  by  Kussmaul,  although  known  long  before.  It 
is  termed  diabetic  coma.  The  condition  sometimes  develops  without  any  evident 
cause.  In  other  instances  it  is  apparently  brought  on  by  violent  muscular  exer- 
tion, mental  excitement,  or  some  trifling  illness,  such  as  gastric  catarrh,  bron- 
chitis, or  sore  throat. 

Frequently  certain  mild  j)rodromata  herald  its  onset.  There  may  he  nausea, 
headache,  a sense  of  thoracic  oppression,  and  general  uneasiness.  Soon  the  con- 
dition becomes  aggi-avatcd.  The  patient  is  seized  with  a feeling  of  great  anxiety, 
and  becomes  delirious,  sometimes  jumping  out  of  bed  and  growing  uncontrol- 
lable. Gradually,  however,  the  excitement  gives  place  to  an  ever-increasing 
drowsiness,  usually  terminating  in  the  most  profound  coma.  One  of  the  most 
frequent  and  striking  symptoms  attending  this  condition  is  the  peculiar  alteration 
in  respiration.  The  breathing  becomes  remarkably  deep  and  noisy.  Its  rate  may 
remain  nearly  normal ; or  it  may  be  considerably  increased,  so  as  to  justify  the 
term  “ diabetic  dyspnoea.”  The  patient  is  sometimes  cyanotic.  The  pulse  is  usu- 
ally very  rapid  and  small.  Tlie  temperature  gradually  sinks,  and  has  in  repeated 
instances  fallen  to  86°  (.30°  C.),  or  even  lower.  In  most  instances,  also,  the  breath 
has  a very  noticeable  odor,  resembling  fruit  or  chloroform,  which  may  be  per- 
ceived on  entering  the  room.  Even  the  urine  may  have  this  same  odor;  and 
it  almost  invariably  becomes  dark  red  on  the  addition  of  ferric  chloride  (vide 
supra). 

Diabetic  coma  does  not  pursue  the  same  course  in  all  cases;  sometimes  the 
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patient  lingers  on  for  several  days  before  death,  while  in  other  instances  the 
change  is  extremely  rapid  and  death  speedy.  The  early  stage  of  excitement  may 
be  wanting.  The  patient  becomes  somnolent  and  then  comatose,  and  never 
regains  consciousness.  Temporai’y  improvement,  and  even  complete  cessation  of 
the  threatening  symptoms,  are  not  impossible,  but  they  are  very  exceptional. 

We  have  no  definite  information  as  to  the  cause  of  diabetic  coma.  Of  course  . 
the  cases  where  an  autopsy  discloses  some  marked  organic  lesion,  such  as  cerebral 
haemori-hage,  capable  of  p>roducing  the  nervous  symptoms,  are  not  true  diabetic 
coma.  Nor  do  the  cases  of  sudden  death  z’eported  by  Frerichs  deserve  to  be 
classed  as  diabetic  coma,  where  death  occurred  with  the  symptoms  of  acute  car- 
diac failure — namely,  collapse,  coolness  of  the  extremities,  small  and  rapid  pulse, 
and  unconsciousness.  Besides,  these  patients  never  have  the  acetone  odoi’,  the 
exaggerated  respiration,  nor  the  ferric-chloride  reaction,  and  usually  the  myocar- 
dium is  found  to  be  in  an  advanced  state  of  degeneration. 

In  genuine  diabetic  coma,  on  the  other  hand,  everything  seems  to  indicate 
that  the  system  has  been  poisoned  by  some  noxious  product  of  the  abnormal  pro- 
cesses of  metamorphosis.  Great  effort  has  been  made  to  discover  what  this  prod- 
uct is,  but  in  vain.  Kussmaul  regarded  acetone  as  the  injui-ious  substance,  and 
therefore  called  diabetic  coma  “acetonasmia.”  Other  investigators  believe  that 
acet-acetic  acid  (Jaksch)  is  the  cause  of  the  phenomenon  in  question,  or  at  least 
regard  the  coma  as  a result  of  poisoning  from  some  of  the  unusual  acids  present 
in  diabetes  (Stadelmann,  vide  supra).  No  one  view  has  obtained  general  accept- 
ance, nor  has  it  been  possible  to  produce  diabetic  coma  in  animals  by  tbe  employ- 
ment of  acetone,  acet-acetic  acid,  crotonic  acid,  or  similar  substances  (Brieger  and 
others).  It  is,  nevertheless,  extremely  probable  that  these  substances  do  have 
some  close  connection  with  “ diabetic  intoxication  ” (Frerichs). 

Pathological  Anatomy  and  Histochemistry  of  Diabetes  Mellitns.— The  mysteri- 
ous phenomena  of  diabetes  mellitus  present  a problem,  the  solution  of  which  has 
been  most  industriously  sought  post  mortem ; but  no  satisfactory  result  has  been^ 
reached,  even  in  this  way. 

If  we  exclude  the  organic  diseases,  such  as  pulmonary  tuberculosis  and  nephri- 
tis, which  are  merely  complications,  the  pathological  changes  in  diabetes  are 
trifling.  Bernard’s  discovery,  that  an  injury  inflicted  in  a certain  spot  on  the 
floor  of  the  fourtlz  vezitricle  produces  glycosuria  in  animals,  has  directed  the 
attention  of  investigatoi’s  to  the  condition  of  the  nervous  system  in  this  disease. 
In  some  instances,  tumors,  sclerosis,  or  similar  ti’oubles  have  been  found  in  tbe 
medulla  and  cerebellum;  but  in  these  cases  the  diabetes  was  evidently  not  idio- 
pathic {vide  supra).  In  idiopathic  cases  the  central  nervous  system  presents  no 
strikmg  macroscopic  changes.  By  means  of  the  mici’oscope,  Frerichs  has  found 
lesions  of  the  medizlla  oblongata  in  fx’equent  instances.  The  minute  blood-vessels 
are  widely  dilated;  there  are  small  capillary  hsemorrhages,  some  of  a more  recent 
and  others  of  a more  remote  date;  and  occasionally  there  are  microscopic  foci  of 
myelitis.  The  nervous  elements  proper,  the  nerve-fibers  and  ganglion-cells,  be- 
tray no  alteration.  The  significance  of  these  changes  must  be  determined  by 
further  investigation. 

The  stomach  and  intestines  pi’esent  no  constant  alterations  of  importance. 

The  liver  has  naturally  been  the  object  of  repeated  and  careful  examinations, 
because  of  its  well-known  part  in  the  manufacture  of  glycogen.  Yet  this  organ 
seldom  presents  any  special  abnormality.  It  is  usually  of  tbe  natural  size,  and 
may  contain  either  considerable  or  very  little  blood.  The  amount  of  glycogen  in 
the  hepatic  cells  can  be  demonstrated  with  iodine  by  a micro-chemical  reaction. 
It  appears  that,  other  things  being  equal,  there  is  less  glycogen  present  than 
normal.  It  is  usually  found  only  in  the  cells  situated  upon  the  periphery  of  the 
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lobules,  and  in  small  quantities.  In  an  extremely  advanced  case  of  diabetes 
Ehrlich  obtained,  by  means  of  a hollow  needle,  small  amounts  of  the  hepatic 
pai-enchyma  for  examination  during  life,  and  found  that  glycogen  was  almost 
completely  absent.  In  other  cases  the  liver  has  been  examined  as  early  as  possible 
after  death,  and  presented  no  trace  of  glycogen,  but  it  sometimes  has  been  found. 

The  spleen  is  usually  of  normal  size.  Occasionally  it  is  atrophied,  or,  on  the 
other  hand,  slightly  enlarged.  No  other  changes  in  it  have  been  observed. 

Many  cases  liave  presented  a striking  ati'ophy  of  the  panci’eas  (Bouchardat),  a 
fact  which  has  acqumed  great  significance  from  Minkowsky’s  discovery,  already 
mentioned,  that  glycosuria  may  come  on  after  extirpation  of  the  isancreas.  It  is 
uncertain  whether  the  ccehac  plexus  may  also  sometimes  take  part  in  the  atrophy 
of  the  pancreas.  We  must  also  state,  however,  that  atrophy  of  the  pancreas  is  not 
a constant  lesion  in  diabetes,  so  that  it  is  not  proper  to  regard  the  disease  of  the 
pancreas  as  the  special  cause  of  diabetes  in  all  cases. 

The  kidneys  are  often  enlarged,  from  functional  hypertrophy.  Ehrlich  dis- 
covered in  them  a glycogenic  degeneration  * of  the  loops  of  Henle.  This  change 
is  a constant  one.  The  epithelial  cells  in  the  loops  are  enlarged,  and  the  proto- 
plasm in  these  cells,  although  apparently  homogeneous,  is  found,  by  the  addition 
of  a solution  of  iodine  in  mucilage,  to  contain  glycogen,  in  flakes  and  clumps  of 
varying  size.  How  important  this  glycogenic  degeneration  of  the  kidneys  may 
he  has  not  yet  been  determined.  Perhaps  the  glycogen  represents  sugar  w'hich 
has  been  absorbed  by  the  cells.  That  chronic  nephritis  may  complicate  diabetes 
has  already  been  mentioned. 

No  thorough  investigation  of  the  chemical  composition  of  the  blood  in  diabetes 
has  yet  been  made.  One  important  and  constant  characteristic  is  the  gradually 
increased  propoi'tion  of  sugar  in  the  blood.  There  is  usually  somewhere  between 
0’2  and  0’45  per  cent,  of  sugar,  while  in  health  the  blood  rarely  contains  over  O'l 
per  cent.  The  lymph,  and  such  serous  effusions  as  are  found,  contain  sugar,  but 
the  saliva,  perspiration,  bile,  gastric  juice,  and  other  secretions  rarely  furnish  evi- 
dence of  its  existence. 

Varieties,  Course,  and  Prognosis  of  the  Disease. — The  study  of  a large  number 
of  cases  of  diabetes  will  show  great  variations  in  the  couree  and  duration  of  the 
disease.  As  already  stated,  we  may  in  practice  distinguish  between  mild  and 
severe  forms  of  diabetes.  In  the  mild  cases,  sugar  ceases  to  be  excreted  if  the 
patient  be  put  upon  a diet  contaiiiing  no  carbohydrates.  Sometimes  it  is  even 
possible  for  the  patient  to  eat  a small  amount  of  starchy  food  without  occasioning 
glycosuria,  particularly  if  he  take  enough  exercise  {vide  supra).  In  the  severe 
form,  sugar  persists  in  the  urine  even  upon  a purely  meat  diet;  and  upon  the 
ingestion  of  carbohydrates  there  w’ill  be,  at  the  end  of  half  an  hour  or  so,  a large 
increase  of  sugar.  Most  of  the  other  symptoms  are  alike  in  both  fomis  of  the  dis- 
ease. vai’ying  only  in  degi*ee.  The  moderate  form  may  finally  assume  a severe 
character;  and  sometimes,  although  the  secretion  of  sugar  remains  permanently 
.small,  fatal  complications,  such  as  tuberculosis  of  the  lungs,  finally  develop. 

The  general  course  of  diabetes  varies  in  different  cases,  exclusive  of  the  differ- 
ences already  referred  to.  In  a few  instances  the  disease  occujjies  only  a few 
weeks,  and  may  almost  be  termed  “acute  diabetes.”  Other  cases  last  one  or  two 
years,  and  still  others  ten  or  twenty  years.  The  patient’s  condition  may  vary 
from  time  to  time.  We  have  repeatedly  seen  the  sugar  disappear  temporarily 
from  the  uri  ne,  and  the  patient  aiqmrently  completely  recover ; but  sooner  or  later 
the  disease  breaks  out  again.  These  cases,  which  are  commoner  in  old  peo])le. 


* EbsUiin  and  Annanni  noticed  and  described  this  condition ; but  tliey  regarded  it  ns  a necrosis  of 
the  epithelium. 
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have  been  called  “ intermittent  diabetes.”  The  relapse  is  often  brought  about  by 
emotional  excitement  or  some  grave  error  in  diet.  Again,  the  disease  may  under- 
go apparent  arrest  and  the  patient  enjoy  comparative  comfort  for  years.  As  a 
general  rule,  it  may  be  said  that  older  patients  are  more  apt  to  have  the  mild  form 
of  diabetes,  wbile  in  young  adults  and  children  the  disease  is  wont  to  pursue  a 
more  rapid  and  unfavorable  course. 

Different  cases  also*  differ  in  the  relative  severity  of  particular  symptoms. 
Thus,  the  clinical  pictm-e  presented  by  diabetes  may  be  modified  by  the  general 
constitution  of  the  patient — for  uistauce,  his  corpulence  or  emaciation ; by  such 
complications  as  diseases  of  the  lungs,  kidneys,  or  brain,  or  syphilis  and  gout; 
and  by  many  other  conditions.  In  practice,  especially  in  practice  among  the 
better  classes,  it  is  very  important  to  have  a knowledge  of  the  milder  forms  of 
diabetes,  in  which  sugar  is  present  in  the  urine  only  at  times,  and  not  in  very 
large  amount.  The  more  we  are  accustomed  to  examine  every  urine  for  sugar 
the  oftener  we  find  such  cases,  as  to  the  pathological  significance  of  which  om’ 
knowledge  is  still  very  slight.  The  glycosur-ia  of  the  corpulent  (Seeger)  is  worthy 
of  special  consideration.  It  is  not  uncommon  in  patients  who  have  formerly 
suffered  from  true  gout.  The  tendency  to  the  formation  of  furuncles  and  cataract 
is  noteworthy.  We  must  also  mention  the  cases  of  diabetes  in  neurasthenics — 
that  is,  cases  where  there  is  sugar  in  the  urine,  and  where  the  chief  complaint  is 
of  general  nervous  symptoms,  pressure  in  the  head,  anxiety,  a dull  feeling,  inca- 
pacity for  mental  work,  nem*algic  pains,  etc.  In  all  such  cases  glycosuria  has  not 
the  serious  significance  that  it  has  in  genuine  and  severe  diabetes. 

We  would  agaui  call  attention  to  the  fact  that  diabetes  may  exist  without 
polyuria  or  abnormal  thirst,  and  so  be  overlooked.  It  is  a very  interesting  fact 
that  diabetes  mellitus  occasionally  undergoes  gradual  transformation  into  diabetes 
insipidus  (see  ChaiJter  X).  Frerichs  has  given  some  striking  examples  of  this. 

The  usual  termination  of  diabetes  is  death.  We  have  already  seen  h.ow  great 
a difference  there  may  be  in  the  length  of  time  preceding  the  fatal  termination, 
and  in  what  various  ways  it  may  be  brought  about.  The  most  frequent  immediate 
causes  of  death  are  marasmus,  diabetic  coma,  pulmonary  consumption,  neplu’itis, 
furunculosis,  or  the  development  of  carbuncles. 

There  is  no  doubt  that  complete  recovery  may  occur ; but  this  is  rare,  and  is 
possible  only  in  the  milder  cases.  It  should  also  be  borne  in  mind  that  apparent 
recovery  does  not  exclude  the  possibility  of  a fresh  outbreak  of  the  disease. 

[It  should  be  clearly  understood  that  the  presence  of  sugar  in  the  urine  does 
not  in  itself  indicate  diabetes ; and  that  diabetes  is  not  now  considered  nearly  as 
hopeless  a disease  as  it  was.  The  diagnosis  was  formerly  seldom  made  unless  one 
or  all  of  the  cardinal  symptoms — increased  tliirst  and  appetite,  with  progressive 
emaciation  and  polyuria — were  markedly  present,  a condition  of  things  which 
may  be  roughly  compared  to  phthisis  in  the  stage  of  cavity.  The  prognosis  is 
more  grave  in  the  young  than  in  those  past  middle  life,  in  thin  than  in  stout 
people,  and  in  those  from  whose  urine  the  sugar  does  not  disappear  under  dietetic 
treatment  alone.  If  the  bodily  weight  and  the  strength  be  well  maintained,  sugar 
may  be  excreted  for  long  periods  without  any  obvious  ill  effects.] 

Theoretical  Discussion  of  the  Nature  of  Diabetes.— We  have  endeavored  to 
give  an  approximately  complete  summary  of  the  facts  pertaining  to  diabetes.  W'e 
trust  we  shall  be  excused  from  detailing  all  the  theories  and  hypotheses  which 
have  been  devised  to  explain  the  peculiar  phenomena  of  the  disease,  particularly 
the  glycosuria.  It  is  a better  way  simply  to  confess  that  the  true  nature  of  dia- 
betes mellitus  as  yet  remains  very  obscure.  We  shall  confine  ourselves  to  a few 
remarks  upon  the  present  state  of  the  question. 

The  essential  fact  which  demands  explanation  is  the  excess  of  sugar  in  the 
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blood.  The  source  of  this  sugar  is  probably  the  same  as  of  the  sugar  normally 
coutaiued  in  the  blood.  The  largest  part  of  the  sugar  probably  comes  from  the 
carbohydrates  contained  in  the  food.  These  are,  for  the  most  part,  converted  into 
suo-ar  in  the  primm  vite,  which  sugar  thereupon  enters  the  portal  system.  It  may 
al”o  be  assumed  that  glycogen,  so  widely  diffused  throughout  the  system,  is  an- 
other source  of  sugar.  The  liver  is  the  main  seat  of  the  manufacture  of  glycogen ; 
but  it  is  produced  in  other  parts  as  well,  and  in  particular  in  the  muscles.  The 
question  next  arises.  From  what  is  the  glycogen  formed  ? A part  of  it  is  probably 
manufactured  from  the  carbohydrates  contained  in  the  food,  but  another  part  is 
certainly  due  to  the  ingested  albuminoids.  Accordingly,  Von  Mehring  found 
that  in  "fasting  animals,  who  have  no  more  glycogen  stored  up  in  the  body,  dia- 
betes may  be  produced  by  giving  phloridzine  {vide  supra).  The  sugar  excreted 
can  therefore  come  only  from  the  destruction  of  albumen  in  the  body.  Again,  the 
transformation  of  glycogen  into  sugar  is  not  confined  to  the  liver,  but  may  take 
place  wherever  glycogen  is  produced.  How  it  takes  place  is  unknown.  It  is 
usually  assumed  that  there  is  some  “saccharific  ferment.” 

It  would  seem,  therefore,  that  the  sources  of  sugar  are  the  same  in  diabetes  as 
in  health.  We  have  next  to  seek  for  the  reason  of  its  excessive  accumulation  in 
the  blood.  Under  normal  circumstances,  the  sugar  present  in  that  fluid  rapidly 
undergoes  decomposition  into  other  substances.  In  health  there  is  no  great 
excess  of  sugar  in  the  blood,  even  upon  a diet  exti’emely  rich  in  starch ; and  it  is 
possible  to  eat  large  amounts  of  sugar  without  any  glycosuria.  We  see,  there- 
fore, that  diabetes  can  not  be  explained  by  assuming  that  there  is  an  increased 
production  of  sugar  except  in  so  far  as  corresponds  to  the  increased  amount  of 
ingesta.  On  the  other  hand,  everything  points  toward  the  conclusion  that  in 
diabetes  the  ordinary  processes  effecting  the  decomposition  and  destruction  of 
sugar  are  suspended.  The  sugar  is  excreted  by  the  kidneys  unaltered,  for  the  rea- 
son that  it  is  not  destroyed.  It  is  diflQcult  to  conjecture  what  the  circumstances 
may  be  which  thus  interfere  with  the  decomposition  of  the  sugar.  Perhaps  it 
is  some  special  nervous  influence,  or  perhaps  some  ferment  may  be  wanting  in 
diabetes  which  in  health  promotes  the  metamorphosis  of  the  sugar  (compare  the 
experiments  of  Minkowsky,  above  mentioned,  in  producing  diabetes  by  extirpation 
of  the  pancreas).  Another  point  that  is  difficult  to  understand  is,  that  in  the 
milder  cases  of  diabetes  only  such  sugar  as  originates  from  the  starch  contained 
in  the  food  is  excreted,  while  the  sugar  manufactured  from  albumen  seems  to  be 
completely  decomposed.  The  caiise  of  the  excretion  of  sugar  can  not  lie  in  the 
disturbed  condition  of  the  kidney,  for  in  diabetes  insipidus,  as  Fi’erichs  shows,  no 
glycosuria  is  produced,  even  when  a very  large  amount  of  sugar-  is  ingested. 

Diagnosis. — For  the  diagnosis  of  diabetes  mellitus  it  is  indispensable  that 
sugar  should  be  demonstrated  in  the  urine.  We  have  also  to  decide  whether  the 
condition  be  a temporary  or  a permanent  one,  or,  in  other  words,  whether  we 
have  to  deal  with  mere  glycosuria  or  genuine  diabetes  mellitus.  This  point  is  to 
be  detei-mined  by  means  of  the  symptoms  and  general  course  of  the  disease. 

Diabetes  often  exists  for  some  time  unsuspected  even  by  the  physician.  It 
may  therefore  be  well  to  name  over  the  symptoms  which  may  be  the  first  to 
attract  the  patient’s  attention,  and  which  should  therefore  always  suggest  to  a 
physician  the  possibility  of  the  existence  of  diabetes.  They  are:  1,  languor  and 
debility;  2,  furunculosis;  3,  pruritus  pudendi  in  women,  balanitis  in  men;  4,  cata- 
ract; r>,  sciatica,  especially  if  bilateral ; 6,  impotence.  We  should  also  be  in  the 
habit  of  examining  the  urine  for  sugar  in  all  cases  whore  complaint  is  made  of 
indefinite  symptoms,  which  can  not  be  explained  without  further  evidence,  espe- 
cially in  cases  where  the  patient  is  fat  or  nervous. 

If  symptoms  similar  to  those  just  enumerated  lead  to  an  examination  of  the 
62 
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urine,  and  the  result  of  this  is  ambiguous,  it  is  advisable  to  have  the  patient  par- 
take of  a meal  rich  in  starchy  elements,  and  to  examine  the  urine  thereafter.  If 
even  then  no  sugar  is  found,  diabetes  does  not  exist. 

[The  urine  passed  three  or  four  hours  after  a full  meal  often  contains  sugar, 
when  that  passed  on  rising  is  quite  free  from  it.] 

Treatment.— Medical  science  does  not  possess  the  power  to  cure  the  disease, 
but  it  can  greatly  benefit  the  patient,  both  by  alleviating  his  symptoms  and  by 
shielding  him,  at  least  for  the  time,  from  many  of  the  secondary  effects. 

The  first  requisite  is  to  institute  a proper  regimen.  All  the  hygienic  circum- 
stances of  the  patient  should  be  regulated.  This  is  more  important  than  any  sort 
of  medicinal  treatment.  We  have  seen  that  a large  part  of  the  food  taken  by  a 
diabetic  patient  escapes  fi-om  the  body  unutilized,  and  that,  as  a result  of  this, 
certain  disturbances  are  produced  in  tbe  tissues;  thus  there  is  a tendency  to 
furunculosis  and  gangrene  and  cataract.  Furthermore,  the  sugar  contained  in 
the  urine  gives  rise  to  certain  secondary  symj)toms,  such  as  balanitis,  and  perhaps 
its  presence  in  other  secretions  has  analogous  bad  effects.  We  must  therefore 
endeavor,  first,  to  promote  the  conversion  of  the  non-nitrogen  ous  elements  of  the 
food;  and,  secondly,  to  furnish  the  system  with  a substitute  for  that  portion  of 
the  food  which  it  can  not  assimilate,  and  to  obviate  the  excessiv'e  ingestion  and 
production  of  sugar.  It  would  be  erroneous  to  conclude  that  this  last  point  is 
the  only  essential  one,  and  that  we  accomplish  our  whole  duty  by  reducing  the 
amount  of  sugar  contained  in  the  urine  to  a minimum.  The  general  condition 
of  the  patient  should  invariably  be  considered.  There  can  be  no  doubt  that  a 
diabetic  patient  whose  sti’ength  is  well  maintained  is  better  off  than  one  whose 
urine  contains  only  one  per  cent,  of  sugar  but  who  yet  is  daily  growing  weaker. 

Mental  excitement  has  been  suggested  as  a possible  cause  of  the  disease ; and 
there  can  be  still  less  doubt  that  it  usually  has  a bad  effect  upon  its  cour.se.  The 
physician  should  therefore  endeavor,  so  far  as  he  is  able,  to  guard  the  patient 
from  excitement,  whether  incidental  to  his  occupation  or  to  his  social  position. 

A proper  diet  is  of  the  greatest  importance.  It  has  already  been  stated  that  in 
many  instances  the  excretion  of  sugar  may  be  entirely  stopped  by  excluding 
starch  from  the  ingesta;  but  such  exclusion  does  not  always  result  in  permanent 
benefit  to  the  patient.  Cantani,  however,  believes  otherwise,  and  has  laid  down  a 
very  strict  dietetic  regimen.  He  states  that  in  not  a few  cases  an  almost  exclusive 
meat  diet  may  be  persisted  in  for  years,  and  the  patient  may  at  length  experience 
complete  recovery,  or  even  acquire  the  ability  to  partake  once  more  of  starchy  food 
with  impunity.  That  such  favorable  results  may  occur  we  have  no  doubt;  but 
we  must  call  attention  to  the  fact  that  it  is  frequently  impossible  to  enforce  the 
strict  regimen  of  Cantani,  and  that  many  patients,  while  following  it,  feel  worse 
than  when  they  indulge  in  a moderate  amount  of  carbohydrates.  The  “ cure  ” 
affords  them  no  relief,  but  merely  distress.  At  present,  authoi-ities  are  generally 
inclined  to  recommend  a diet  mainly  of  fiesh  or  albuminoids,  but  not  absolutely 
devoid  of  carbohydrates.  The  amount  of  starch  which  can  be  safely  ingested 
varies  with  the  individual.  Of  coui’se,  the  best  way  is  to  .iudge  of  the  system’s 
power  to  tolerate  starch  by  means  of  daily  quantitative  estimations  of  the  amount 
of  sugar  excreted.  We  repeat  that,  within  certain  limits,  the  percentage  of  sugar 
should  not  be  the  only  criterion  of  the  .suitability  of  the  diet,  but  that  the  general 
condition  should  also  be  taken  into  consideration. 

If  we  consider  the  most  common  articles  of  diet  with  regard  to  the  proportion 
of  carbohydrates  they  contain,  we  shall  find  that  they  may  be  classified  somewhat 
as  follows:  First,  these  articles  maybe  allowed  ad  libitum:  All  sorts  of  fresh 
meat,  ham,  smoked  meat,  tongue,  fish,  crabs,  eggs,  caviare,  sour  milk,  cheese, 
butter,  bacon  ; also  green  vegetables,  lettuce,  spinach,  and  cucumbers.  Secondly, 
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the  following  may  be  used  moderately:  Bread,  milk,  fruit,  rice,  turnips,  beets,  as- 
paragus, radishes,  cauliflower ; also  light  beer,  claret,  and  other  dry  wines.  Thirdly, 
if  possible,  the  following  should  be  entirely  abandoned:  Sweet  dishes,  cake,  honey, 
potatoes,  grits,  sago,  peas,  beans,  lentils,  sweet  fruit,  sweet  wine,  and  liqueurs. 

The  greatest  trial  for  most  patients  is  to  give  up  bread.  Every  physician  has 
had  experience  of  the  cunning  which  patients  exercise  in  order  to  satisfy  their 
invincible  craving  for  it.  Faults  of  this  kind  are  not  so  apt  to  be  committed  if 
the  patient  is  allowed  a limited  amount  of  bread,  say  two  or  three  ounces  a day  in 
divided  portions.  There  have  also  been  many  attempts  to  make  a bread  out  of 
such  carbohydrates  as  have  been  found  by  experience  not  to  increase  the  excretion 
of  sugar,  and  thus  to  furnish  a substitute  for  ordinary  bread ; but  these  succedanea 
have  not  become  popular,  mainly  because  of  their  bad  taste.  They  may,  however, 
be  tried.  We  have  not  space  to  describe  in  detail  the  various  kinds  of  “diabetic 
bread  ” which  have  been  recommended.  The  best  known  are  bread  made  from 
bran  flour  (Prout),  from  almonds  (Pavy),  from  inulin  and  lichenin  (Kulz).  Most 
of  these  substances  contain  a considerable  amount  of  starch. 

Since  we  can  not  supply  the  system  of  a diabetic  patient  with  carbohydrates  in 
sufficient  amount,  it  suggests  itself  that  we  should  endeavor  to  supi>ly  the  lack  by 
other  non-nitrogenqus  substances,  and  that  the  patient  should  be  allowed  a large 
proportion  of  fat  in  bis  diet.  With  regard  to  this,  experience  and  theory  coin- 
cide. Fatty  substances  are  well  borne  in  most  cases,  and  we  should  not  only 
allow,  but  urge  patients  who  are  at  all  emaciated  to  use  butter,  cream,  and  similar 
articles  of  diet.  Cod-liver  oil  is  also  frequently  employed,  and  is  even  regarded 
by  many  physicians  as  having  a specific  effect.  It  may  be  stated  in  this  connec- 
tion that  for  a time  it  was  believed  that  glycerine  might  serve  as  a substitute  for 
sugar  (Schultzen) ; two  to  three  ounces  may  be  given  in  a day ; but,  with  some 
apparent  exceptions,  its  administration  has  not  proved  especially  satisfactory. 

Diihring  claims  that  by  long-continued  boiling  the  carbohydj’ates  may  be  so 
modified  as  to  cease  to  aflfect  the  excretion  of  sugar  in  diabetes.  Diihring  gives 
his  patients  mainly  rice  and  fruit,  these  substances  having  previously  been  soaked 
in  water  and  boiled  for  sevei’al  hours.  His  method  also  includes  certain  other 
dietetic  and  hygienic  measures,  but  it  has  not  yet  been  satisfactorily  tested. 

To  quench  thiret,  we  may  allow  the  patient  simple  water  or  Seltzer  water,  and 
acidulated  drinks.  If  the  thirst  be  very  troublesome,  the  patient  may  let  little 
pieces  of  ice  melt  in  the  mouth.  Tea  and  coffee,  may  be  taken  with  cream,  but 
without  sugar.  In  place  of  sugar,  we  may  make  trial  of  glycei’ine  or  mannite. 
Milk  does  not  need  to  be  absolutely  banished,  but  few  patients  care  for  it.  Alco- 
holic beverages  may  be  allowed  in  moderation,  particularly  red  wine,  such  as 
Bordeaux,  and  light  beer.  Thirst  may  also  be  moderated  by  weak  brandy  and 
water. 

[The  dietetic  treatment  of  diabetes  is  so  important  that  it  is  desirable  to  go  moi’e 
into  detail. 

There  is  some  discrepancy  between  the  authorities  on  this  point,  a more  strict 
diet  being  laid  down  by  some  than  by  others.  Ralfe’s  list  is  as  rigid  as  any,  and 
is  as  follows : 

To  avoid  milk  (except  very  small  quantities  for  cooking  purposes).  The  liver 
of  all  animals  (as  the  liver  of  oysters  and  all  mollusca  is  large,  and  abounds  in 
glycogen,  these  animals  must  be  forbidden),  so  also  the  interior  of  crabs,  lobsters, 
etc.  Bread,  biscuits,  rusks,  toast,  farinaceous  vegetables,  such  as  potatoes,  Jeru- 
salem artichokes,  rice,  oatmeal,  corn-flour,  sago,  tapioca,  arrowroot,  etc.  Saccha- 
rine vegetables,  turnips,  carrots,  pai’snips,  green  peas,  French  beans,  beet-root, 
asparagus,  tomatoes.  Blanched  vegetables  of  every  sort,  as  celery,  sea-kale,  endive, 
radishes;  also  the  stalks  and  white  parts  of  such  vegetables  as  cabbage,  lettuce. 
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bioccoli,  etc.  Fvuits  of  all  kinds.  Jams,  sirujjs,  sugars.  Certain  condiments, 
sucli  as  chutnee  and  sweet  pickles,  cocoa,  chocolate,  liqueurs,  sweet  wines. 

May  take  meat,  fish,  poultry,  game,  bacon,  ham,  eggs.  Bread  and  biscuits  made 
with  prepared  gluten,  bran,  or  almond-flour.  Green  vegetables,  summer  cabbage, 
turnip-tops,  spinach,  broccoli-tops,  water-cresses,  mustard  and  cress,  laver,  sauer- 
kraut, the  green  parts  of  lettuce,  sorrel,  mushrooms.  Nuts  of  various  kinds  (except 
chestnuts).  Cheese. 

Flint’s  list  is  more  lenient,  allowing  oysters  and  a much  larger  choice  of  vege- 
tables, such  as  asparagus,  string  beans,  artichokes,  cauliflower,  tomatoes,  etc. 
(“Journal  of  the  American  Medical  Association,”  July  12,  1884;  also  “ Pepper’s 
System  of  Medicine,”  vol.  ii,  page  221). 

Donkin’s  treatment  by  skim  milk  exclusively  is  highly  approved  by  Tyson. 

Rhenish  and  similar  wines,  moderate  quantities  of  spirits,  or  a malt  liquor  in 
which  the  sugar  has  been  entirely  converted  into  carbonic  acid  and  alcohol  (Bass’s 
ale,  for  instance),  are  j>ermitted. 

In  the  opinion  of  the  writer,  it  is  always  w'ell  to  begin  treatment  with  a veiy 
stringent  dietary,  which  may  be  relaxed  gradually  as  circumstances  dictate.  The 
severity  of  the  case  is  to  be  regarded  rather  than  the  name  of  the  disease.  The 
gluten  and  other  diabetic  flours  are  unreliable;  and  I agree  with  Flint  that,  if 
bread  be  allow'ed,  it  is  better  to  give  the  crust  of  a French  roll  the  ingredients  of 
which  are  known.  Saccharine  may  be  used  to  sweeten  tea  and  coffee,  jellies,  ice 
cream,  and  the  like.] 

Certain  other  general  directions  are  important.  The  patient  should  take  suffi- 
cient exercise.  Kfllz  has  determined  by  means  of  accurate  experiments  that,  other 
things  being  equal,  the  assimilation  of  sugar  is  increased  upon  increase  of  muscu- 
lar activity,  with  a consequent  diminution  in  the  excretion  of  sugar.  Practical 
experience  also  shows  that  regular  exercise  is  extremely  beneficial.  A proper  dis- 
cretion should  be  employed,  however;  nothing  would  be  more  injudicious  than  to 
force  a feeble  patient  to  exhaustive  efforts.  But  if  the  patient  be  vigorous  and  well 
nourished,  he  should  be  strongly  urged  to  take  a walking-trip  in  the  mountains, 
or  to  try  horseback  riding  and  the  like.  Methodical  massage  of  the  muscles 
sometimes  has  a good  effect. 

Proper  care  of  the  skin  is  indispensable.  Baths,  cold  sppnging,  and  douching 
may  be  emi^loyed.  Strict  attention  should  also  be  given  to  the  teeth,  lest  they  be- 
come carious.  Thorough  ventilation  should  be  maintained,  both  day  and  night. 

Of  internal  remedies,  opium  should  be  named  fii’st.  One  good  effect  of  this  drug 
is  that  it  lessens  the  annoying  thirst.  It  sometimes  also  causes  decided  diminution 
in  the  amount  of  urine  and  sugar  excreted.  It  is  further  indicated  when  there  is 
general  restlessness  or  sleeplessness.  It  is  often  well  borne  by  diabetic  patients, 
even  in  large  doses.  A patient  sometimes  can  take  four  to  eight  grains  (grm. 
0'25-0’5),  or  even  more,  of  opium  in  twenty-four  hours  without  any  bad  effects. 
It  is  noteworthy  that  the  alkaloids  of  opium,  such  as  morphine  and  codeia,  possess 
much  less  value  than  opium  itself. 

[If  sugar  does  not  disappear  from  the  urine  under  diet  alone,  or  if  a strict  diet 
be  not  tolerated  for  any  reason,  opium  is  indicated.  The  drug  is  usually  well  tol- 
erated, and  can  he  given  in  divided  doses  or  in  one  dose  at  bedtime.  If  the  latter 
course  be  adopted,  one  grain  can  be  given  and  increased  mitil  the  sugar  either  dis- 
appears or  ceases  to  diminish  in  amount;  this  dose  varies  with  different  individ- 
uals, but  when  reached  it  can  be  maintained  without  increase  for  a long  time. 

The  inhalation  of  oxygen  is  worthy  of  mention  as  a remedial  measure. 

Purdy  seems  to  show  that  diabetes  attains  its  highest  mortality  in  those  States 
which  combine  relatively  high  altitude  with  low  temperature.  A residence  in  the 
Gulf  States  or  Southern  California  may  therefore  be  curative  or  prolong  life.] 
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Belladonna,  cannabis  indica,  chloral,  and  bromide  of  potassium  are  also  given, 
but  they  are  less  efficient  than  opium.  Bromide  of  potassium  would  probably  be 
the  best  of  these,  particularly  if  there  were  a condition  of  nervous  excitement. 

The  alkalies,  and  still  more  the  alkaline  mineral  waters,  enjoy  a reputation 
second  only  to  that  of  opium.  Hundi-eds  of  patients  visit  Carlsbad,  Neuenahr, 
and  Vichy  every  year  to  return  much  benefited.  Of  course  it  must  not  be  for- 
gotten that  it  is  not  merely  the  waters  which  produce  these  beneficial  changes. 
Other  factors  are  also  important,  in  particular  the  strict  diet,  fresh  air,  and  free- 
dom from  the  cares  of  the  household  and  business.  Why  the  alkalies  should  act 
favorably  we  do  not  know.  Griesinger,  and  later  Kiilz,  as  well  as  others,  have 
made  cai-eful  comparisons  of  the  amounts  of  sugar  excreted  under  like  circum- 
stances, with  and  without  the  ingestion  of  bicarbonate  of  soda  or  of  Carlsbad 
water  and  similar  substances,  and  for  the  most  part  have  not  been  able  to  per- 
ceive any  benefit  from  these  remedies.  Practical  experience,  however,  shows  the 
value  of  these  alkaline  springs;  and  their  use  is  to  be  recommended,  although  the 
expectations  of  the  patient  should  not  be  wrought  to  too  high  a pitch. 

From  a theoretical  point  of  view,  there  is  interest  in  the  fact  that  certain  reme- 
dies which  are  antagonistic  to  fermentation  have  been  shown  by  Ebstein  and 
Muller  to  diminish  the  excretion  of  sugar  in  many  cases  of  diabetes.  Chief  among 
these  are  carbolic  acid  and  salicylate  of  sodium.  The  carbolic  acid  is  given  in  the 
amount  of  ten  to  twenty  grains  (grm.  0'5-l'5)  per  diem.  The  amount  of  salicyl- 
ate of  sodium  is  one  to  two  and  a half  drachms  (grm.  5-10)  daily.  There  is  no 
doubt  that  these  drugs  possess  the  property  ascribed  to  them ; but  they  are  not 
advantageous  to  (he  patient,  inasmuch  as  the  genei’al  condition  is  seldom  improved 
by  their  use.  On  the  contrary,  very  unpleasant  effects  are  sometimes  observed. 

We  need  not  enumerate  all  the  remedies  which  have  been  recommended  in 
diabetes.  We  have  already  mentioned  those  that  possess  any  extended  reputation. 
We  may  therefore  merely  refer  to  certain  drugs  which  have  been  lately  introduced. 

Cautani  has  suggested  the  employment  of  lactic  acid  in  the  amount  of  one  to 
two  and  a half  drachms  (grm.  5-10)  per  diem,  dissolved  in  half  a pint  of  water. 
This  ch’ug  may  perhaps  serve  as  a physiological  substitute  for  sugar,  as  glycerine 
is  supposed  to  do  {vide  supra),  but  it  has  no  specific  virtues. 

Certain  salts  of  ammonia,  such  as  the  carbonate  and  acetate,  are  said  to  dimin- 
ish the  excretion  of  sugar,  and  have  therefore  long  been  employed  in  diabetes, 
but  without  special  benefit. 

Iodoform  has  been  recommended  by  Moleschott  to  the  amount  of  three  to  six 
grains  (grm.  0-2-0'4)  per  diem.  It  is  said  not  only  to  diminish  the  amount  of 
sugar  in  the  urine,  but  also  to  alleviate  other  symptoms.  Arsenic,  tincture  of 
iodine,  and  quinine  have  also  been  employed;  and  we  may  mention  that  even 
electricity  has  been  tried — we  need  hardly  say,  in  vain. 

It  is  evident,  in  brief,  that  the  best  mode  of  treating  diabetes,  at  least  according 
to  our  present  knowledge,  is  by  regulating  the  diet,  and  that  it  is  well,  in  addition, 
to  recommend  the  employment  fora  time  of  the  above-mentioned  mineral  waters, 
with  opium  and  other  internal  remedies  to  combat  special  symptoms.  The  treat- 
ment of  .such  complications  as  phthisis  or  cutaneous  eruptions  need  not  be 
described  here. 

In  diabetic  coma,  camphor  or  ether,  subcutaneously,  should  be  eni])loyed, 
together  with  lukewarm  baths  and  douching.  As  it  is  possible  that  the  coma 
may  be  due  to  poisoning  fi-om  the  acids  in  the  blood  {vide  supra),  wo  should  also 
try  bicarbonate  of  sodium  in  large  doses,  and  in  .some  ca.ses  use  intravenous  in- 
jections of  a three  to  five  per  cent  solution,  or  give  it  subcutaneously;  but  the  effi- 
ciency of  such  treatment  remains  to  be  decided.  Experience  thus  far  is  not  very 
encouraging  for  further  trials. 
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CHAPTER  X. 

DIABETES  INSIPIDUS. 

Definition  and  .sitiology. — In  the  preceding  chapter  a distinction  was  drawn 
between  diabetes  mellitus  and  the  symptomatic  condition  termed  glycosuria. 
There  is  a similar  distinction  to  he  made  between  diabetes  insipidus  and  polyuria. 
Polyuria  is  an  increase  in  the  volume  of  urine,  and  mainly  in  the  amoimt  of 
water  exci’eted  by  the  kidneys.  It  is  a symptom  which  may  be  produced  in  many 
different  ways.  In  the  fii-st  place,  it  is  a natural  consequence  of  the  ingestion  of 
large  amounts  of  water,  or  of  the  absorption  of  serous  effusions ; it  also  occurs  in 
certain  diseases  of  the  nervous  system,  especially  of  the  medulla  and  cerebellum ; 
it  is  also  occasionally  seen,  as  we  have  had  opportunity  to  observe,  in  chronic 
hydi’ocephalus,  and  is  a not  very  infrequent  phenomenon  in  hysteria.  Large 
amounts  of  urine  are  also  secreted  in  certain  renal  diseases  (intei’stitial  nephritis 
and  amyloid  degeneration),  and  often  during  convalescence  from  acute  diseases, 
such  as  typhoid  fever,  or  after  the  ingestion  of  certain  drugs,  called  diuretics. 

Diabetes  insipidus,  on  the  other  hand,  is  a disease  which  may  develop  idio- 
pathically  in  people  otherwise  perfectly  healthy.  Its  mtiology  is  unknown. 
It  occasionally  seems  to  be  excited  by  emotional  disturbance,  concussion  or  other 
injury  of  the  brain,  or  some  previous  acute  disease,  such  as  typhoid  or  typhus 
fever,  malarial  poisoning,  and  cerebro-spinal  meningitis.  The  disease  sometimes 
appears  in  the  syphilitic,  and  may,  therefore,  in  many  instances,  be  due  to  syphiliif. 
Patients  frequently  state  that  their  symptoms  began  immediately  after  drinking 
a very  lai’ge  amount  of  some  fluid,  as  on  a very  hot  day  or  after  a long  march. 
In  such  cases  the  assumption  is  a probable  one  that  the  primary  symptom  is  not 
polyuria,  but  an  abnormally  great  thu-st  (polydipsia),  the  increase  in  urinary 
secretion  being  a result  of  the  large  amount  of  water  ingested.  Finally,  the  dis- 
ease may  be  hereditary  {vide  infra).  The  true  nature  of  diabetes  insipidus  is 
entirely  unknown  to  us. 

The  view  which  seems  most  probable  of  any  is,  that  some  nervous  distiu-bance 
is  its  direct  cause.  In  support  of  this,  we  have  the  appeai’ance  of  a “ symptomatic 
diabetes  insipidus”  in  connection  with  organic'disease  of  the  brain  {vide  supra), 
and  the  fact  that  polyuria  may  be  artiflcially  excited  by  injury  to  a definite  spot 
in  the  floor  of  the  fourth  ventricle  or  by  section  of  the  vagus  nerve.  Diabetes 
insipidus  presents  a most  striking  analogy  with  diabetes  mellitus.  This  is  shown 
both  by  the  similarity  in  aetiology  and  symptomatology,  and  still  more  by  the  fact 
that  occasionally  one  disease  mei’ges  into  the  other. 

Diabetes  insipidus  is  a disease  of  very  infrequent  occurrence,  and,  at  least  in 
Germany,  is  decidedly  less  often  seen  than  diabetes  mellitus.  Most  patients  are  in 
young  adult  or  middle  life.  Males  are  somewhat  more  liable  to  the  disease  than 
females. 

Clinical  History. — Diabetes  insipidus  may  be  developed  gradually  or  vdth  con- 
siderable abruptness;  the  latter  case  is  especially  frequent  when  there  is  some  defi- 
nite cause,  such  as  the  ingestion  of  a large  amount  of  liquid,  or  traumatism. 

The  essential  and  characteristic  symptom  is  an  increase  in  the  volume  of  urine. 
This  is  usually  very  considerable.  Often  eight  or  ten  quarts  (8000  to  10,000  c.  c.) 
are  excreted  in  twenty-four  hours,  and  cases  have  even  been  reported  where  the 
amount  reached  the  almost  incredible  volume  of  thirty  to  forty  quarts  (litres).  If 
a healthy  person  and  a sufferer  from  diabetes  insipidus  are  each  given  the  same 
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amount  of  water  in  food  and  drink,  the  sick  man  mil  excrete  more  urine  than  the 
healthy.  In  color  the  urine  is  very  pale,  and  sometimes  almost  like  water.  iJie 
specific  gravity  is  very  low,  being  usually  1004  to  1002,  or  even  1001.  The  reaction 

is  slightly  acid,  sometimes  almost  neutral.  -a-  rpi 

The  percentage  of  solid  constituents  in  the  urine  is,  of  course,  trifling.  Ihe 
total  amount  of  soUds,  however,  corresponds  perfectly  with  the  ingesta,  or  indeed 
is  even  somewhat  above  normal.  The  amount  of  urea  in  particular  seems  to  be 
increased,  but  it  has  also  been  stated  that  other  constituents  of  the  urine  have  been 
excreted  in  abnormally  large  amounts— namely,  phosphoric  acid,  sulphuric  acid, 
lime,  and  kreatinine.  Inosite  has  been  found  in  the  urine  by  Strauss  and  other 
obsei-vers,  so  that  it  has  even  been  proposed  to  give  diabetes  insipidus  the  name  of 
“ diabetes  inositus,”  in  distinction  from  diabetes  mellitus.  Inosite  is  not  invariably 
present,  however,  in  the  urine  of  diabetes  insipidus.  In  cases  of  true  diabetes 
insipidus,  albuminuria  is  extremely  exceptional. 

Another  important  symptom  is  the  excessive  thirst.  To  make  up  for  the  great 
loss  of  water  by  way  of  the  Iddneys  the  patient  is  obliged  to  drink  great  quantities 
of  liquid,  and.  indeed,  it  is  always  found  that  the  amount  of  water  ingested,  in  the 
way  of  drink  and  solid  food,  somewhat  exceeds  the  total  volume  of  urine  excreted. 
Despite  this,  the  tongue  is  usually  dry,  as  is  also  the  skin,  the  insensible  perspira- 
tion being  considerably  below  the  normal  amount.  The  furunculosis  seen  in  dia- 
betes mellitus  is  exceptional  in  diabetes  insipidus.  The  same  is  true  of  pruritus  and 
balanitis.  Occasionally  profuse  salivation  has  been  associated  with  the  disease. 

Symptoms  referable  to  the  various  internal  organs  are  few.  Cataract  has  been 
occasionally  observed,  but  it  is  much  less  frequent  than  in  diabetes  mellitus.  The 
same  may  be  said  of  pulmonary  tuberculosis.  In  most  cases  the  appetite  is  not 
excessive.  The  bowels  are  regular  or  slightly  constipated.  There  is  seldom  much 
gastro-intestinal  disturbance,  unless  from  some  chance  complication.  The  sexual 


fuuctious  are  usually  unimpaired.  • 

The  general  health  is  considerably  affected  in  cases  of  any  severity.  The 
patient  becomes  emaciated,  languid,  and  feeble,  and  has  no  inclination  to  mental 
or  physical  exertion.  Sleep  is  often  chsturbed,  the  mind  depressed.  The  tempera- 
ture is  normal,  or  even  a trifle  below  normal,  probably  as  a re.sult  of  the  large 
amount  of  cold  water  drunk. 

Diabetes  insipidus  is  a very  chronic  disease.  If  there  is  no  serious  complication 
it  may  last  for  decades,  yet  there  are  cases  that  run  a more  rapid  and  unfavorable 
course.  Sometimes  there  are  considerable  vicissitudes  in  the  condition  of  the 
patient,  in  part  dependent  upon  external  circumstances  and  in  part  apparently 
spontaneous.  In  case  some  intercurrent  acute  disease  develops  thex’e  may  be, 
dui’ing  its  continuance,  a considerable  diminution  in  the  amount  of  urine  excreted. 

The  termination  is  usually  unfavorable.  Recovery  is  extremely  rare.  In  the 
more  fortunate  cases  the  condition  finally  becomes  stationary,  and  the  patient 
attains  to  advanced  years.  Sometimes,  however,  death  occurs  more  prematurely, 
being  usually  hastened  by  phthisis  or  some  similar  complication. 

Weil  has  lately  contributed  to  our  knowledge  of  this  disease  the  results  of  an 
accurate  study  of  its  hereditary  and  apparently  congenital  variety.  Weil  narrates 
the  history  of  a family  in  which  marked  polyuria  and  corresponding  polydipsia 
appeared  in  numerous  members  for  several  generations.  These  persons  all  enjoyed 
excellent  health,  with  this  exception;  and  most  of  them  attained  old  age.  We 


hardly  need  to  emphasize  the  fact  that  this  form  of  the  disease  is  radically  differ- 
ent from  the  ordinary  actiuired  variety.  Perhajxs  its  true  cause  is  an  abnormal 
congenihil  permeability  of  the  glomeruli,  but  we  have  no  certain  information  in 
regard  to  it. 


Post-mortem  Appearances. — Such  lesions  as  have  been  found  in  diabetes  insipi 
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clus  are  usxially  tlie  result  of  fortuitous  complications,  such  as  tuberculosis,  carci- 
noma, and  pneimaonia.  There  are  but  very  few  changes  referable  directly  to  the 
disease  itself : among  these  are  enlargement  of  the  Iddneys  and  cUlatation  of  the 
ureters.  In  rare  instances  a possible  cause  for  the  symptoms  has  been  found  in 
some  lesion  of  the  central  nervous  system,  but  these  were  properly  cases  of  symp- 
tomatic polyuria  and  not  of  genuine  diabetes  insipidus.  Instances  of  this  sort  are 
seen  in  connection  with  tumors  or  inflammatory  changes  in  the  medulla  or  cere- 
bellum, and  exostoses  at  the  base  of  the  skull. 

Diagnosis. — The  chai’acteristic  urinary  phenomena  usually  render  the  diagnosis 
of  diabetes  insipidus  an  easy  matter.  It  is  of  course  necessary  to  exclude  such  dis- 
eases as  might  occasion  symptomatic  polyuria  {vide  supra)  ; but  this  is  seldom 
difficult  if  we  make  a careful  physical  examination  and  carefully  consider  all  the 
attendant  symptoms.  The  differential  diagnosis  between  diabetes  insipidus  and 
diabetes  melhtus  can  almost  invariably  be  made  by  means  of  the  urinometer.  If 
the  specific  gravity  is  below  normal,  it  is  scarcely  necessary  to  test  for  sugar. 

Treatment. — No  special  injunctions  with  regard  to  diet  are  required.  It  would 
of  course  be  a mistake  to  forbid  the  patient  to  assuage  his  excessive  thirst ; but  w6 
may  possibly  lessen  the  amount  of  water  drunk  by  prescribing  bits  of  ice,  or 
lemonade  and  other  acid  chunks.  Opium  sometimes  lessens  both  the  thirst  and  the 
amoimt  of  urine  excreted.  It  is  also  important  that  the  skin  should  he  well  cared 
for  by  means  of  baths  and  friction,  and  every  effort  should  be  made  to  promote 
the  general  vigor  of  the  patent.  He  should  have  nourishing  food  and  good  ah. 

Numerous  internal  remedies  have  been  recommended  as  .specific,  but  few  of 
these  have  won  any  great  reputation.  Valerian  appears,  on  the  whole,  to  be  the 
most  efficient  drug,  and  may  he  given  in  powder  or  infusion  to  the  amount  of 
one  to  two  and  a half  drachms  (grm.  5-10)  per  chem.  Ergotine  may  also  be  tided. 
Carbolic  acid,  salicylate  of  sodium,  and  nitric  acid  have  been  said  to  prove  bepefi- 
cial.  It  is  also  said  that  galvanization  of  the  medulla  and  uiiper  part  of  the  spinal 
cord  sometimes  accomplishes  good  results. 

'Occasionally  we  may  find  an  apparent  cause  for  the  disease  and  endeavor  to 
remdve  it.  If  there  is  a suspicion  of  syphilis,  mercurial  inunctions  should  he 
tried.  Sometimes,  as  we  can  confirm  by  cur  own  experience,  they  have  an  ex- 
cellent effect.  Of  course,  where  there  is  symptomatic  polyuria,  the  primary  dis- 
ease, such  as  hysteria,  demands  treatment. 

[Da  Costa  and  others  report  very  good  results  as  following  the  administration 
of  ergot.] 


CHAPTER  XI. 

GOUT. 

{Podagra.) 

iEtiology. — Tliomas  Sydenham  "vvas  the  lii’st  to  write  a careful  clinical  descrip- 
tion of  gout.  He  himself  sufl'ered  from  the  disease  for  about  forty  yeai’s,  and  has 
given  a detailed  description  of  his  own  case  in  the  treatise  which  he  published  in 
1683,  under  the  title  ‘‘Tractatus  de  podagra  et  hydrope.”  It  was,  however,  Wol- 
laston who,  in  1797,  threw  the  first  light  upon  the  peculiar  anomaly  of  tissue-meta- 
morphosis which  exists  in  this  disease.  He  demonstrated  that  the  gouty  deposite 
found  in  the  joints  and  other  parts  of  the  body  are  mainly  uric  acid.  From  his 
tune  an  all-important  point  with  regard  to  the  nature  of  the  disease  has  been  the 
relation  between  the  symptoms  of  gout  and  disturbances  in  the  manufacture  and 
excretion  of  uric  acid.  In  1848  Garrod  showed  that  in  gout  the  blood  contains  an 
excess  of  uric  acid,  and  that  the  excretion  of  uric  acid  by  the  Iddneys  is  dimin- 


GOUT. 


985 


ished.  He  was  thus  in  a position  to  frame  a theory  consistent  with  all  the  clinical 
facts.  Numerous  investigations  have  been  undertaken  since  his  day ; but  we  still 
remain  with  regard  to  gout  in  a position  analogous  to  that  which  we  hold  toward 
diabetes.  We  are,  it  is  true,  in  the  possession  of  a considerable  number  of  well- 
established  facts  relating  to  it,  but  we  do  not  Icnow  why  the  normal  chemical  pro- 
cesses are  disturbed,  and  are  unable  to  explain  the  connection  between  the  various, 
phenomena  observed. 

Clinical  experience  has  taught  us  certain  remote  causes  of  gout,  first  of  which 
comes  heredity.  About  fifty  per  cent,  of  all  cases  occm.’  in  patients  whose  families 
have  already  suffered  from  the  disease,  and  it  is  sometimes  possible  to  trace  this 
transmitted  taint  through  many  generations.  It  is  decidedly  more  apt  to  pass 
down  through  the  male  membei's  of  the  family  than  through  the  female. 

Next  in  importance  to  hereditary  influences  is  the  mode  of  life.  From  time 
immemorial  this  has  been  regarded  as  an  exciting  cause  of  the  disease.  It  has 
been  a matter  of  universal  belief  that  over-feeding,  and  especially  the  iuge.stion  of 
too  large  a quantity  of  albuminoids,  is  strongly  provocative  of  the  disease.  The 
same  opinion  has  been  held  with  regard  to  persistent  over-indulgence  in  alco- 
holic beverages.  Seneca  relates  that  at  the  time  of  the  decay  of  the  Eoman 
Empii’e  women  practiced  such  excesses  that  they  were  as  subject  to  gout  as  the 
men,  and  an  old  verse  runs:  “Wine  is  the  father  of  gout,  feasting  is  its  mother, 
and  Venus  is  the  midwife.”  This  view  is,  however,  an  exaggerated  one.  It  can 
not  be  denied  that  there  is  some  truth  in  it,  but,  on  the  other  hand,  gout  is  not 
exclusively  an  “ arthritis  of  the  rich.”  It  occurs  also  among  the  poor,  who  have 
had  only  too  little  acquaintance  with  the  pleasures  of  the  table ; and  many  a bon 
vivant  has  reached  old  age  without  ever  experiencing  pain  in  his  gi’eat  toe. 

[Gout  is  a disease  so  much  more  common  in  England  than  in  Germany  or  this 
counti’y  that  English  opinions  in  regard  to  it  are  deserving  of  especial  weight. 
The  most  commonly  accepted,  though  by  no  means  the  only,  view  as  to  its  nature 
is  that  it  depends  on  defective  oxidation,  which  may  be  brought  about  in  two 
ways;  either  by  the  ingestion  of  more  food  than  can  be  properly  oxidized,  or  by 
the  presence  of  such  conditions  that  even  a moderate  supply  of  food  can  not  be 
worked  up  and  undergo  its  proper  transformations.  This  theory  will  account  for 
gout  in  the  poor  as  well  as  in  the  rich. 

There  can  be  no  question  that  the  use  of  malt  liquors,  especially  in  the  strong’er 
forms,  consumed  so  enormously  in  England,  is  much  more  favorable  to  the  devel- 
opment of  gout  than  is  the  use  of  distilled  spirits;  so  also  the  stronger  wines — 
such  as  ixjrt,  sherry,  Madeira,  and  the  heavy  Burgundies — are  more  dangerous 
than  are  the  lighter  and  more  acid  wines  of  France  and  Germany.  Iji  this 
country  gout  is  becoming  more  common,  a fact  which  may  be  fairly  explained  by 
the  accumulation  of  wealth  and  the  consequent  growth  of  luxui*y.] 

There  is  a noteworthy,  although  mysterious,  connection  between  gout  and 
chronic  lead-poisoning.  The  fact  is  well  established  that  persons  who  have  to  do 
with  lead,  such  as  type-setters  and  house-painters,  are  subject  to  genuine  gout 
with  deposits  of  uric  acid  in  the  joints. 

With  regard  to  still  other  alleged  setiological  factors,  confirmatory  evidence  is 
lacking.  Possibly,  however,  when  the  foundation  for  the  disease  is  already  laid, 
an  attack  may  be  excited  by  certain  determining  causes— namely,  trauma,  taking 
cold,  errors  m diet,  and  mental  emotion. 

The  geographical  distribution  of  gout  is  remarkably  unequal.  The  disease  is 
much  more  frequent  in  England  than  in  Germany,  although  in  the  latter  country 
certain  regions  appear  to  be  more  affected  by  it  than  othei-s.  In  Leipsic,  in 
Saxony  generally,  and  in  Bavaria,  gout  is  decidedly  rare. 

Gout  is  rarely  .seen  in  young  persons.  It  is  a disease  of  advanced  life,  rarely 
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appearing  previously  to  the  fortieth  year.  Men  are  much  more  often  attacked 
than  are  women. 

Clinical  History. — Gout  may  produce  symptoms  in  many  different  organs;  but 
its  effect  upon  the  joints  is  so  characteristic  that  the  arthritic  distui'bance  has  long 
been  termed  “ normal  or  regular  gout,”  in  contradistinction  from  “ atypical, 
internal  gout.”  This  distinction  is  of  course  an  artificial  one,  for  the  various  phe- 
nomena of  gout  present  the  most  manifold  gradations  and  transitions.  It  will, 
however*,  be  advantageous,  in  attempting  to  gain  a irractical  insight  into  the  v*ari- 
ous  symptoms  of  the  disease,  if  we  first  discuss  the  so-called  “ tj*pical  attack  of 
gout,”  subsequently  apirending  a description  of  the  other  manifestations  of  the  dis- 
ease. Furthermore,  the  regular  attack  of  gout  is,  in  at  least  a majority  of  cases 
{vide  infra),  the  fii’st  and  earliest  symptom  of  the  disease. 

1.  The  tj*pical  attack  of  gout  is  seldom  abrupt.  It  is  usually  preceded  for  a 
longer  or  shorter  period  by  certain  premonitory  symptoms,  the  meaning  of 
which,  though  not  evident  to  one  who  is  about  to  suffer  from  his  first  attack,  is 
sufficiently  clear  to  mor*e  experienced  patients,  particularly  as  each  individual 
case  is  ajjt  to  present  a marked  similarity  in  the  prodromata  of  the  separate 
paroxysms.  These  premonitory  symptoms  vary  in  different  individuals.  Some- 
times they  consist  in  dyspeptic  disturbances  ; sometimes  in  a feeling  of  languor 
and  mental  depression  ; very  often  in  dragging,  muscular  pains  or  cramps  in  the 
calves  of  the  legs ; or  again  in  slight  feverishness,  with  chilliness,  sense  of  heat; 
and  perspiration.  On  the  other  hand,  it  must  be  confessed  that  a patient  may 
feel  unusually  well  just  before  an  attack. 

The  attack  is  noticeably  apt  to  begin  in  the  night-time,  or  very  early  in  the 
moi’ning.  The  patient  is  awakened  by  a sudden  and  very  violent  pain  in  the 
metatarso-phalangeal  joint  of  one  of  the  great  toes  (“podagra”).  The  joint 
becomes  swollen,  the  skin  over  it  red,  hot,  and  tense,  the  veins  in  the  neighbor- 
hood distended.  At  the  same  time  there  is  chilliness  and  moderate  fever.  This 
condition  persists  till  morning.  Then  the  pain  is  almost  sure  to  abate,  the  feyer 
to  remit  at  the  same  time  that  sweating  begins,  and  the  patient  to  feel  tolerably 
well  during  the  day.  The  joint,  however,  remains  swollen,  with  inflammation 
and  oedema.  The  next  night  the  pain  begins  again,  and  there  is  a fresh  fever  ; 
and  these  alternations  are  repeated,  as  a rule,  for  three  to  ten  days.  Even  where 
the  attack  is  more  persistent  thaii  this,  the  pain  is  usually  much  less  severe  after 
the  first  two  or  thi*ee  nights.  After  that  time  it  gradually  abates  ; and  it  is  com- 
monly said  that  an  attack  is  brief  in  proportion  to  the  violence  of  its  fii’st  symp- 
toms. When  the  pain  ceases,  swelling  soon  disappears,  the  skin  undergoes  a 
slight  desquamation  and  resumes  its  normal  appearance,  the  general  health  of 
the  patient  rapidly  improves,  and  he  is  often  found  to  be  much  better  after  an 
attack  than  he  was  before. 

For  theoretical  purposes  (vide  infra)  it  would  be  very  advantageous  to  possess 
a more  accurate  knowledge  of  the  condition  of  the  urine,  and  in  particular  of  the 
excretion  of  uric  acid  during  the  attack.  As  yet,  however,  there  have  been  few  care- 
ful investigations  made.  Garrod  has  made  a very  important  observation,  which 
has  been  confirmed  by  Cantani:  it  is,  that  the  amount  of  m*ic  acid  excreted  dimin- 
ishes several  days  before  the  commencement  of  an  attack,  and  remains  diminished 
durmg  the  attack.  Subsequently  to  the  attack  the  excretion  of  uric  acid  is  said  to 
be  above  normal,  while  the  amount  of  uric  acid  in  the  blood  vai-ies  in  precisely 
the  opposite  way — that  is,  during  the  attack  it  is  increased,  and  after,  it  is  dimin- 
ished. It  has  not  yet  been  determined  how  far  this  variation  in  the  exci-etion  of 
uric  acid  may  be  referable  to  the  altered  diet  of  the  patient,  and  how  far  to  a 
diminished  formation  of  ui’ic  acid  or  a deposition  of  that  substance  in  the  diseased 
joints  {vide  infra). 
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If  there  has  been  one  attack  of  gout,  there  are  almost  sure  to  be  others.  They 
come  sooner  or  later,  at  regular  or  irregular  intervals,  and  separated  by  weeks, 
months,  or  even  yeai-s.  The  attacks  recur  at  long  inteiwals  in  mild  cas^,  more 
frequently  and  at  gradually  diminishing  intervals  in  the  severe.  Spring  and 
autumn  are  regarded  as  the  time  when  attacks  of  gout  are  most  apt  to  occur.  In 
these  subsequent  attacks  the  great  toe  still  remains  the  part  most  constantly  and 
severely  affected  ; but  other  joints  may  also  suffer-for  example,  the  wrist,  the 
knee,  or  the  shoulder.  Sometimes  traumatism  or  some  previous  affection  of  the 
joints— such  as  rheumatism — apparently  determines  the  localization  of  the  gouty 
disturbance.  In  each  attack,  the  trouble  is  usually  confined  to  a single  joint.  It 
is  only  in  exceptional  or  advanced  cases  that  several  joints  are  simultaneously 
invaded. 

The  longer  the  disease  has  lasted,  the  less  typical  are  the  separate  attacks. 
There  may  now  be  less  suffering  at  the  time  of  an  attack  5 but  the  articular 
changes  are  more  persistent.  There  are  symptoms  referable  to  other  parts  of  the 
body  ; and  the  gout  gi-adually  passes  into  its  second  chronic  or  “atonic”  stage. 
Occasionally  the  disease  is  irregular  and  atypical  from  its  incipiency  ; and  the 
lii-st  manifestations  may  not  be  arthritic,  hut  referable  to  the  kidneys  {vide  infra) 
or  other  organs. 

2.  Atypical  Gold.  Gouty  Disturbance  of  other  Parts  than  the  Joints.— Gant 
may  affect  the  mucous  membranes.  A gouty  dyspepsia  is  vei-y  frequent.  Its 
symptoms  are  more  or  less  severe.  The  gouty  are  also  subject  to  intestinal 
catarrh  of  varying  severity,  and  to  bronchitis  and  conjunctivitis,  as  well  as  to 
catanh  of  the  urinary  organs.  Ebstein  regards  “ gouty  gonorrhoea  ” as  essen- 
tially a catarrh  of  the  excretory  ducts  of  the  prostate  gland.  It  is  not  an  easy 
matter  to  explain  why  these  various  forms  of  catarrh  should  occur  in  gout.  They 
may  be,  some  of  them,  complications.  In  other  cases  they  are  doubtless  the 
result  of  passive  congestion,  due  to  cardiac  failure  {vide  infra)  ; but  in  still  other 
instances  it  must  be  confessed  that  they  ai-e  appai’ently  due  to  the  toxic  influence 
of  the  accumulated  uric  acid. 

[My  experience,  though  far  more  limited  than  that  of  Draper,  nevertheless 
leads  me  to  believe,  as  he  does,  that  the  irregular  forms  of  gout  are  by  no  means 
uncommon  in  Avomen  as  an  inheritance  from  a previous  generation.  The  mani- 
festations in  some  of  these  cases  are  so  ill-defined  that  a diagnosis  may  he  difficult 
without  a knowledge  of  the  family  history  ; in  other  cases,  more  or  less  deformity 
of  the  smaller  joints,  or  slight  recurrent  swellings  of  those  parts,  throw  much 
light  on  the  condition  underlying  the  symptoms.] 

Inflammation  of  serous  membranes — for  example,  of  the  plem’a — also  occurs  ; 
and  there  may  be  pneumonia.  The  skin  not  infrequently  suffers  from  acute  or 
chronic  eczema,  which  sometimes  appears  to  be  referable  directly  to  the  gout. 
Keratitis,  iritis,  and  other  inflammatory  distm'bances  of  the  eye  are  also  said  to  be 
caused  directly  by  gout.  Cirrhosis  of  the  liver  has  been  repeatedly  found,  and  is 
perhaps  referable  to  the  action  of  the  uric  acid  upon  the  hepatic  parenchyma. 
By  far  the  most  important  of  all  these  gouty  manifestations  are  referable  to 
the  kidneys  and  to  the  circulatory  system.  The  disorder  of  the  latter  is  some- 
times sym])tomatic  of  the  renal  trouble,  but  in  other  instances  it  occurs  inde- 
pendently of  it.  There  may  be  severe  gouty  arthritis  for  yeare  without  any  lesion 
of  the  kidiieys  ; but  this  is  exceptional.  In  severe  cases  of  gout  it  is  the  rule  that, 
sooner  or  later,  symptoms  of  renal  disorder  present  themselves.  Tlie  so-called 
“ gouty  kidney  ” is  a form  of  chronic  interetitial  nejdiritis.  However  imix>rtjint 
tliis  complication,  its  symptoms  do  not  need  to  bo  discussed  hero,  as  they  are  pre- 
cisely similar  to  those  seen  in  ordinary  cases  of  contracted  kidney  {vide  page  85(5, 
et  seq).  The  distinctive  symptom  of  this  distm-bauce  is  albuminuria  ; and  the 
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gradually  developing  secondary  hypertrophy  of  the  left  ventricle  is  the  pivot  on 
which  turns  the  whole  future  course  of  the  disease.  So  long  as  the  heart  remains 
capable  of  pei’forming  its  functions,  the  condition  of  the  iDatient  will  probably 
remain  endurable  if  not  actually  comfortable.  Finally,  however,  comiiensation 
is  sm’e  to  become  impaired  ; and  then  appear  oedema,  dyspnoea,  debility,  and 
emaciation — in  short,  all  the  familiar  symptoms  of  cardiac  failure.  A speedy 
end  may  be  brought  about  by  m-semia,  or  cerebral  embolism,  or  hemorrhage  ; 
but  in  other  cases  the  patient  suffers  for  years,  both  from  the  heart  disease  and 
from  fresh  arthritic  attacks. 

The  cardiac  hypertrophy  just  mentioned  is  the  result  of  the  contracted  kidney. 
Other  disturbances  of  the  circulatory  system  appear  to  be  referable  directly  to  the 
gout  itself.  Among  these  are  chronic  endocarditis  or  myocarditis,  and  ijerhaps 
certain  “ functional  ” symptoms,  such  as  palpitation  and  angina.  An  important 
symptom  is  chi’onic  endarteritis  or  arterio-sclerosis.  This  is  often  seen  in  gouty 
subjects,  and  in  many  instances  seems  to  be  immediately  connected  with  the  gout. 
Sometimes,  also,  there  are  gouty  lesions  of  the  veins,  such  as  varicosities  or  throm- 
bosis. Of  coui’se,  these  changes  in  the  blood-vessels  may,  in  their  turn,  give  rise 
to  various  disorders. 

In  a few  very  rare  instances  gout  seems  to  attack  the  brain  aiad  spinal  cord. 
Usually,  however,  tbe  nervous  disturbances  seen  in  gout  are,  as  already  stated, 
symptoms  of  uraemia,  or  of  circulatory  disturbance,  and  the  like.  The  patient 
may  also  have  certain  fimctional  nervous  troubles,  like  neuralgia  or  migraine. 
The  direct  cause  of  these  is  seldom  evident. 

The  joints,  despite  frequent  attacks,  may  yet  maintain  an  almost  normal  appear- 
ance, inasmuch  as  the  acute  inflammatory  changes  completely  vanish  after  each 
separate  attack.  They  may,  however,  undergo  permanent  enlargement  and  de- 
formity from  gouty  concretions  {tophi  arthritici).  In  many  instances  similar 
masses  can  be  felt  bere  and  there  in  the  muscles  and  tendons,  the  skin  (for 
instance,  of  the  eyelids),  and  quite  often  in  the  external  ear.  They  consist  essen- 
tially of  accumulations  of  urates  (pide  infra).  Occasionally  these  concretions 
break  externally,  discharging  a thick  pus  mingled  with  urates,  and  forming  indo- 
lent ulcers,  slow  to  heal.  Sometimes  atmosphex’ic  gei’ms  thus  find  ingress  into 
the  system,  and  give  rise  to  phlegmon. 

It  should  be  stated,  in  conclusion,  that  gout  may  be  complicated  with  other  dis- 
eases. Thus,  it  may  be  associated  witb  renal  calculi,  and  sometimes  with  diabetes 
mellitus  {vide  supra). 

Anatomical  and  Chemical  Changes  in  Gout.  Theory  of  its  Nature. — The  essen- 
tial anatomical  lesion  m gout  consists  of  an  abundant  deposit  of  crystalline  urates 
in  tbe  tissues.  This  is  most  evident  in  the  affected  joints,  the  cartilaginous  sur- 
faces of  which  are  often  completely  covered  with  white,  chalk-hke  material.  In 
severe  cases  the  same  appearance  may  also  be  presented  by  the  articular  hgaments, 
tendons,  and  bursm,.  while  thei'e  are  at  the  same  tune  numerous  concretions  of 
urates  hei*e  and  there  beneath  the  skin.  These  deposits  are  mainly  composed  of 
acid  sodic  ui’ate,  Avith  traces  of  calcic  ux’ate,  calcic  xxhosphate,  and  sodic  chloride. 
Ebstein  has  lately  explained  bow  these  collections  are  formed.  Ho  found  that  the 
deposition  of  uric  acid  is  inAmriably  preceded  by  a necrosis  of  the  tissues.  The 
uric  acid  while  still  in  solution  acts  as  a chemical  irritant  upon  the  cartilage  here 
and  there,  and  thus  produces  necrosis,  whereupon  the  urates  are  crystalhzed  out 
and  deposited.  Then  a secondary  inflammation  develops  around  these  foci  of 
necrosis.  By  ligaturing  the  m-eters  in  fowls,  Ebstehi  succeeded  in  artificially  pro- 
ducing similar  changes. 

The  nephritis  of  gout  corresponds  in  its  pathological  appearances  to  that  of  the 
time  contracted  kidney,  with  one  exception;  the  organs  usually  present  deposits  of 


GOUT. 


989 


uric  acid  or  urates,  in  stripes,  both  in  the  lumen  of  the  urinary  tubules  and  also 
in  the  epithelial  cells  and  the  intei-stitial  tissue.  In  the  connective  tissue  it  is 
probable  tliat  a necrosis  precedes  the  deposit. 

The  lesions  presented  by  the  heart,  blood-vessels,  and  remaining’  parts  of  the 
body  are  not  especially  characteristic  of  the  disease.  The  blood  of  gouty  subjects, 
as  Garrod  demonstrated,  contains  an  excess  of  uric  acid. 

There  are  many  theoretical  questions  which  remain  unanswered:  Whether  in 
this  disease  there  is  an  over-production,  or  merely  a defective  excretion  of  uric 
acid  ? What  the  true  cause  of  this  strange  anomaly  in  metamorphosis  may  be  ? 
What  conditions  are  essential  to  the  crystallizing  out  of  uric  acid  in  the  tissues  ? 
Why  certain  pai’ts,  particulaidy  the  joints,  and  still  more  particularly  the  first  joint 
of  the  great  toe,  are  especially  liable  to  suffer  ? And,  finally,  What  chcumstances 
decide  the  course  of  the  disease,  and  determine  its  separate  attacks  ? Not  one  of 
these  questions  has  been  satisfactorily  answered.  The  fact  that  gout  is  prone  to 
attack  individuals  who  have  led  a luxurious  life  has  led  to  the  belief  that  in  every 
case  of  gout  the  ingesta  are  not  completely  oxidized,  and  an  excess  of  uric  acid  is 
consequently  accumulated  in  the  system.  We  have  already  pointed  out  that  this 
assumption  is  too  sweeping.  And,  indeed,  our  present  knowledge  with  regard  to 
the  manufacture  of  m-ic  acid  out  of  the  albuminoids,  and  its  further  transfoi’ma- 
tions,  is  not  at  all  adequate  for  the  establishment  of  any  hypothesis  of  this  sort. 
We  must  simply  confess  that  the  true  cause  of  the  accumulation  of  uric  acid  in 
the  tissues  is  unknown.  It  may  be  conjectured,  however,  that  the  deposit  of  crys- 
tals of  uric  acid  is  either  occasioned  or  pi’omoted  by  an  excessively  acid  reaction 
of  the  blood  or  lymph  in  which  that  acid  is  dissolved.  It  is  not  known  what  acids 
give  rise  to  this  reaction,  nor  how  they  are  formed.  It  has  been  seen  that  the 
articular  cartilages  are  especially  apt  to  present  a gouty  deposit.  Perhaps  this  is 
occasioned  by  the  sluggishness  of  the  circulation  in  these  pax’ts.  It  is  doubtful 
whether  the  ixric  acid  is  produced  in  the  cartilage  itself.  Ebstein  believes  that  it 
originates  mainly  in  the  muscles  and  bone-marrow,  and  is  thence  conveyed  to  the 
cartilage.  Others,  and  among  them  Cantani,  believe  that  the  uric  acid  is  formed 
in  the  cartilage  and  the  connective  tissue. 

Diagnosis.— It  is  usually  easy  to  recognize  an  acute  attack  of  gout.  The  sudden 
onset  of  the  pain  at  night  and  its  localization  in  one  of  the  great  toes  are  very 
chai’acteiistic  symptoms,  and  render  it  easy  to  distinguish  between  it  and  other 
acute  affections  of  the  joints.  The  diagnosis  is  more  difficult  in  the  advanced 
stages,  where  symptoms  are  more  confused.  Here  the  history  of  the  case  will 
often  include  the  description  of  typical  attacks  and  also  aetiological  factors,  such 
as  heredity  and  mode  of  life,  which  may  assist  in  diagnosis.  It  must  be  said  that 
many  gouty  subjects  are  reticent  as  to  their  past  experiences,  and  sometimes  even 
deny  previous  attacks  of  gout.  If  there  is  a chronic  gouty  arthritis,  it  may  be 
necessary  to  make  a differential  diagnosis  between  it  and  arthritis  deformans. 
The  deformities  of  arthritis  deformans  are  usually  seen  first  of  all  in  the  hands 
and  fingers,  and  it  has  a x>Gmistent,  chronic  course.  Furthermore,  in  gout  we 
sometimes  can  feel  the  characteristic  deposits  in  the  tendons  or  skin  (for  instance, 
in  the  eyelids  or  external  ear). 

If  there  is  chronic  nephritis  of  gouty  origin,  its  source  can  be  recognized  only 
from  its  association  with  other  indubitable  symjxtoms  of  gout,  unless  possibly  the 
knowledge  of  certain  aetiological  factors,  such  as  a history  of  gout  in  the  family 
or  of  chronic  lead-poisoning,  should  put  us  upon  the  right  track.  Ebstein  has 
reported  cases  of  “priinary  renal  gout”  where  there  was  no  arthritis  during  the 
whole  course  of  the  disease.  Such  cases  can  seldom  be  correctly  diao-nosticated 
during  life.  ” 

Brief  mention  should  here  be  made  of  an  experiment  performed  by  Garrod, 


990 


CONSTITUTIONAL  DISEASES. 


whicli  may  bo  employed  to  demonstrate  the  existence  of  uric  acid  in  the  blood,  for 
diagnostic  purposes.  A di-achm  or  two  of  hlood-serum,  or  of  the  serum  obtained 
from  a fly-blister,  is  put  into  a shallow  watch-glass,  and  six  or  eight  drops  of  a 
thu'ty-per-cent.  solution  of  acetic  acid  ai-e  added  to  it.  A linen  thread  is  then  laid 
in  the  fluid,  and  the  whole  allowed  to  remain  at  a moderate  temperature  for  about 
a day.  If  the  proportion  of  uric  acid  in  the  fluid  is  sufficiently  large,  crystals  of 
that  acid  will  now  be  found  on  the  thread  and  may  be  recognized  by  their  shape 
and  chemical  reaction.  This  “ thread  test  ” of  Garrod’s  is  not  extensively  used, 
because  it  does  not  succeed  unless  there  is  a comparatively  large  amount  of  uric 
acid  in  the  hlood,  and,  furthermore,  uric  acid  may  exist  in  the  blood  in  health,  or 
in  other  diseases  than  gout. 

Prognosis. — However  favorable  the  prognosis  may  be  with  regard  to  the  single 
gouty  attack,  yet  a permanent  release  from  the  disease  is  rarely  to  be  hoped  for. 
Only  such  patients  as.  from  the  firet  appearance  of  gout,  pursue  most  carefully  all 
the  requisite  prophylactic  and  dietetic  measures,  can  expect  that  future  attacks  will 
be  rare  and  comparatively  mild,  and  that  severe  lesions  of  the  internal  organs  will 
not  occur.  So  long  as  the  kidneys  and  other  viscera  are  intact,  there  is  no  imme- 
diate danger  to  life,  and  the  patient  may  attain  advanced  years  despite  his  gout. 
The  gi’adual  and  chronic  alterations  in  the  joints  may,  however,  impede  locomo- 
tion as  well  as  all  other  movements  of  the  body.  Except  for  this,  the  general  con- 
dition of  the  patient  in  the  intervals  between  the  attacks  is  often  one  of  tolerable 
comfort.  Indeed,  it  is  frequently  the  case  that  the  patient  will  feel  his  very  best 
dii'ectly  after  a severe  paroxysm,  while  rudimentary  or  atypical  attacks  are  often 
regarded  as  of  ill  omen.  Really,  however,  there  is  no  serious  danger  until  a 
chronic  nephritis  is  developed.  The  prognosis  then  becomes  as  unfavorable  as  in 
the  other  forms  of  contracted  kidney  (g.  v.),  and  involves  the  same  possibilities. 

Treatment. — All  authorities  agree  that  the  first  essential  in  treating  gout  is  a 
proper  regimen.  Unless  the  patient  has  energj''  enough  to  yield  the  most  implicit 
obedience  to  the  injunctions  regarding  diet  and  mode  of  life  in  general,  from  the 
first  appearance  of  his  disease,  no  great  benefit  can  be  obtained  from  treatment. 

Various  authorities  have,  of  late,  prescribed  special  diets  for  the  gouty.  These 
differ  considerably  from  one  another,  but  the  discrepancies  are  not  actually  so 
great  as  they  seem  to  be  at  first  glance ; and,  after  aU,  more  importance  attaches  to 
the  quantity  of  the  ingesta  than  to  their  quality.  As  most  gouty  patients  are  cor- 
pulent, the  diet  to  be  prescribed  for  them  is  mainly  that  uidicated  by  their  corpu- 
lence. The  first  pomt  is  to  limit  the  total  amount  of  ingesta.  No  more  should  be 
eaten  than  is  absolutely  requii-ed  to  satisfy  hunger.  The  diet  may  be  a mixed 
one — that  is,  may  contain  albuminoids,  carbohydrates,  and  fats ; but  the  quantities 
of  each  of  these  uigredients  should  be  small  (vide  following  chapter).  The  albu- 
minoids should  not  be  too  abundant,  in  order  that  the  formation  of  uric  acid  may 
be  limited ; the  fats  and  carbohydrates  should  be  cut  down,  in  order  that  the  albu- 
minoids may  be  thoroughly  oxidized  and  thus  any  further  deposit  of  adipose 
tissue  avoided.  Acid  ai’ticles  of  diet  should  be  forbidden,  lest  they  promote  the 
deposit  of  m-ic  acid  in  the  tissues.  The  experience  of  certain  physicians  tends  to 
show  that  a diet  mainly  vegetable  is  better  borne  by  gouty  patients  than  animal 
food.  In  this  case  also,  however,  it  will  be  seen  that  the  essential  point  is  the 
quantity.  With  a vegetable  diet,  the  amount  of  ingested  food,  and  still  more  the 
amount  of  nourishment  absorbed  from  the  prima3  vias,  is  almost  sure  to  be  less 
tlian  upon  an  exclusive  meat  diet.  The  patient  should,  therefore,  be  told  that  his 
diet  should  consist  mainly  of  lean  meat,  fish,  broth,  green  vegetables,  small 
amounts  of  milk,  eggs,  and  bread.  Sweet  puddings,  fat  meat,  potatoes,^  or  sour 
and  acid  food  of  any  kind  should  he  avoided.  Fruit  may  be  allowed  in  small 
quantities.  Water  is  the  best  beverage;  but  it  is  not  advisable,  and  may  even  be 
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Dreiudicial,  to  drink  too  large  an  amount  of  any  fluid  {vide  infra).  T-arge  quan- 
Eof  alcohol  are  sure  to  injure  the  patient.  If  they  can  not  be  absolutely  pro- 
scribed yet  at  least  their  amount  should  be  reduced  to  a minimum. 

TMany  gouty  persons,  especially  those  .suffering  from  the  irregular  form  of  the 
disease  and  acid  dyspepsia,  are  more  comfortable  and  seem  to  do  better  on  a e 
which  is  laro-ely  nitrogenous,  the  stai’ches  and  sugars  being  greatly  limited  in 
amount  The  diet  in  fact,  should  be  similar  to  that  laid  down  for  diabetes  melli- 
tus  though  not  so  strictly  carried  out.  In  chronic  and  irregular  cases  it  is  often 
desirable  to  prescribe  a stimulant,  for  a time  at  least;  brandy,  whisky,  or  gin,  weU 

diluted  with  Avater,  is  perhaps  the  best  form.]  _ 

By  thus  limiting  the  amount  of  food  taken,  we  shall  promote  metamorphosis 
and  ayoid  any  excessiye  formation  of  uric  acid.  A more  direct  means  of  hasten- 
ino-  the  conyersion  of  the  albuminoids  is  muscular  exercise.  If  a corpulent 
patient  is  still  vigorous  and  is  not  threatened  by  any  serious  internal  disease,  he 
should  be  urged  to  take  a large  amoimt  of  exercise  in  moimtain-climbing,  gym- 
nastics, gardening,  or  similar  pursuits.  The  motto  of  such  a patient  should  be 
“little  sleep  and  great  activity.”  This  same  indication  of  accelerating  tissue-meta- 
morphosis is  fulfilled  also  by  bathing.  In  early  stages  cool  baths  and  sponging 
are  useful,  as  are  also  baths  containing  common  salt,  or  perhaps  even  sea-bathing 
cautiously  employed.  In  more  advanced  cases,  particularly  if  the  joints  present 
permanent  lesions,  the  warmer  baths  are  more  desirable,  such  as  are  found  in 
Teplitz,  Wildbad,  Wiesbaden,  Baden-Baden,  Carlsbad,  Ems,  and  Aix. 

The  internal  administration  of  alkalies  is  an  efficient  adjuvant  to  the  dietetic 
and  hygienic  prescrqitions  above  enumerated.  For  a long  period  the  use  of  alka- 
line mineral-waters  has  been  found  to  be  most  beneficial.  Experience  confirms 
the  confidence  which  theoretical  considerations  would  lead  us  to  have  in  their 
value  in  checking  the  deposit  of  uric  acid,  so  far  as  it  is  occasioned  by  excessive 
acidity  of  the  circulatory  fluids  {vide  supra).  The  sodic  chloride  contained  in 
these  waters  stimulates  the  conversion  of  the  albuminoids.  The  watei-s  also  in- 
crease the  activity  of  the  kidneys,  benefit  gastric  catarrh,  and  overcome  constipa- 
tion, and  in  all  these  ways  combine  to  produce  a favorable  effect  upon  the  patient’s 
health.  Still  another  factor  is  the  judicious  diet  and  mode  of  life  at  such  health 
resorts.  The  waters  of  Carlsbad  and  Vichy  have  gained  the  greatest  repute  in 
gout,  although  the  Avaters  of  Ems  and  Neuenahr  have  an  analogous  composition^ 
and  doubtless  would  produce  similar  effects.  Of  the  waters  which  contain  sodic 
chloride,  the  most  adAusable  are  Wiesbaden,  Baden-Baden,  Kissingen,  and  Hom- 
burg.  The  salts  of  lithium  especially  promote  the  solution  of  uric  acid,  and  of 
late  the  Avaters  Avhich  contain  lithium  have  been  strongly  recommended.  The 
natural  springs  of  this  sort,  such  as  the  Crown  Spring  in  Obersalzbrunn,  and  those 
of  Assmannshausen  and  Salzschlirf,  contain  comparatively  insignificant  amounts 
of  lithium ; and  it  might  be  a better  way  to  use  the  artificial  lithium  waters,  such 
as  are  made  by  Struve  or  EAvich.  Another  way  is  to  prescribe  carbonate  of  lith- 
ium, in  powders  containing  two  or  three  grains  each  (grm.  0'10-0‘20),  one  powder 
two  or  three  times  a day,  in  a glass  of  Seltzer  or  Biliner  water. 

Other  remedies  formerly  in  vogue  were  said  to  correct  the  “ goiity  diathesis,” 
but  their  efficacy  is  extremely  dubious,  and  they  need  not  be  especially  mentioned. 

As  to  the  treatment  of  the  acute  attack,  it  has  ceased  to  be  customary  to  employ 
any  potent  remedies.  The  patient  must,  of  course,  keep  his  bed.  The  affected 
joint  should  be  wrapped  up  in  cotton  wool,  the  whole  leg  elevated,  and  a proper 
diet  strictly  enjoined.  Free  movement  of  the  bowels  should  be  maintained  by 
means  of  an  enema.  If  there  is  considerable  gastric  disturbance,  bicarbonate  of 
sodium,  magnesia,  or  some  bitter  may  be  prescribed.  The  most  certain  remedy 
for  severe  pain  is  a subcutaneous  injection  of  morphine.  Less  efficient  are  nai'- 
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codes  locally  applied,  and  warm  compresses.  Wliether  any  internal  remedies  are 
calculated  to  abbreviate  the  attack  is  doubtful.  Formerly  colchicum  (twenty  or 
thirty  drops  of  vinum  colchici  seminis  three  or  four  times  a day)  was  the  favorite 
medicine,  but  it  seems  to  he  going  out  of  use.  Salicylic  acid  and  salicylate  of 
sodium  may  be  administered  in  the  same  way  as  in  acute  articular  I’heumatism, 
and  sometimes,  although  not  always,  they  are  followed  hy  improvement.  Anti- 
Ijyrine,  and  perhaps  antifebriue,  sometimes  succeed  in  allaying  the  pain  in  the 
affection  of  the  joints.  Some  physicians  recommend  subcutaneous  injections  of 
antipyrine  in  the  neighborhood  of  the  joint,  hut  we  have  no  i>ersonal  experience 
on  this  point. 

[One  reason  why  colchicum  has  fallen  into  relative  disuse  is  that  the  relief 
obtained  from  it  is  often  so  prompt  and  complete  that  patients  are  tempted  into 
continued  indulgence  in  a faulty  manner  of  life.  It  is  also  supposed  by  some 
that  the  drug  interferes  with  the  effort  of  nature  to  elimhiate  the  poison,  which 
becomes  generally  diffused,  and  sets  up  changes  in  the  vessels  and  internal 
organs. 

Precisely  how  colchicum  acts  we  do  not  Icnow,  but  that  it  does  act,  and  some- 
times with  marvelous  success,  there  can  be  no  question.] 

The  chronic  affections  of  the  joints  in  gout  are  treated  as  are  other  varieties 
of  chronic  arthritis  {vide  page  915).  The  most  efficient  remedies  are  cautious  mas- 
sage and  baths,  including  hot  sulphur  baths  and  mud-and-sulphur  baths.  The 
internal  administration  of  the  alkalies,  lithium,  and  similar  di’ugs,  to  combat  the 
general  gouty  diathesis,  should  be  associated  with  these  external  remedies.  Some 
physicians  report  that  iodide  of  potassium  favors  the  absorption  of  the  gouty 
deposits. 

The  treatment  of  the  nephritis  and  other  complications  need  not  be  discussed 
at  length.  The  gout  itself  should  always  be  the  main  object  of  our  therapeutic 
efforts,  and  beyond  this  we  may  be  guided  by  general  principles. 


CHAPTER  XII. 

OBESITY. 

{Corpulence.  Pohjsarcia  adiposa.) 

Definition  and  ^Etiology. — The  amount  of  adipose  tissue  in  the  body  is  subject 
to  considerable  variation,  and  it  is  not  possible  to  state  absolutely  what  should  be 
considered  as  noi’mal  and  what  as  abnormal.  For  practical  purposes  we  may 
draw  the  line  where  the  increased  size  gi’ows  burdensome  to  the  individual.  After 
a certain  point,  any  further  addition  to  the  amount  of  fatty  tissue  is  almost  sure 
to  work  serious  injury,  and  is  therefore  to  be  regai’ded  as  an  actual  disease,  and 
not  merely  an  inconvenience.  It  should  be  said,  however,  that  in  such  cases  the 
symptoms  of  obesity  are  very  frequently  confounded  with  those  springing  from 
other  disorders — these  latter  possessing,  indeed,  the  same  aetiology  as  obesity,  but 
distinct  from  it. 

The  most  frequent  and  important  cause  of  obesity  is  the  habitual  ingestion  of 
too  lai’ge  an  amount  of  food.  By  “ too  large  ” is  meant  an  amount  sufficient  to 
occasion  a continual  increase  of  the  adipose  tissue  of  the  body,  when  this  is  already 
fairly  well  developed.  It  is  a matter  of  indifference  whether  the  excess  is  com- 
posed mainly  of  albuminoids,  or  carbohydrates,  or  fats;  for  in  either  case,  if  the 
quantity  be  sufficient,  an  increase  of  adipose  tissue  may  take  place.  We  shall 
-soon  see,  however,  that  the  excess  is  usually  iu  fat  and  carbohydrates.  Inasmuch 


OBESITY. 


993 


as  this  overfeeding  is  almost  certain  to  be  habitual,  the  excess  at  any  one  time 
need  not  be  at  all  large.  We  often  hear  a corpulent  person  express  his  surprise 
that  he  grows  heavier  every  day,  although  he  “ does  not  eat  any  more  than  others 
who  are  lean."  The  explanation  is  easy  if  we  consider  that  a daily  increase  of 
five  grammes  of  fat  (one  and  one  fourth  drachms)  suffices  to  increase  the  weight 
in  ten  years,  or,  say  between  the  thirty-fifth  and  forty-fifth  years,  forty  pounds 
avoirdupois.  In  reality  the  daily  increase  is  sometimes  greater  than  this. 

The  basis  for  a detailed  consideration  of  the  causes  which  lead  to  the  deposit  of 
fat  will  he  gained  by  a consideration  of  the  physiological  laws  relating  to  nutrition 
discovered  bj”-  Voit,  Pettenkofer,  and  their  pupils.  It  has  been  shown  that  both 
the  albuminoids  and  the  carbohydrates  of  the  food  may  he  a source  of  fat,  formed 
within  the  economy,  and  also  that  the  fat  contained  in  the  food  may  be  to  a large 
extent  directly  deposited  in  the  fat-cells  of  the  body.  One  product  of  the  decom- 
position of  albuminoid  substances  is  invariably  fat.  This  usually  undergoes  fur- 
ther oxidation,  but  it  is  sometimes  retained  unaltered  in  the  .system.  It  would 
even  seem  that  the  albuminoids  give  rise  to  much  more  of  the  fatty  tissues  of  the 
body  than  are  produced  from  the  carbohydrates  ingested,  although  there  is  no 
doubt  that  these  latter  also  yield  fat.  Carbohydrates  do  promote  obesity,  but  less 
because  they  are  a direct  source  of  fat  than  because  they  are  easily  decomposed, 
and  so  shield  both  the  ingested  fat  and  that  which  is  formed  out  of  the  albu- 
minoids from  oxidation.  In  this  indmect  way  they  do  greatly  favor  a tendency  to 
corpulence. 

We  thus  perceive  that  various  diets  may,  each  one  of  them,  permit  of  an 
increase  of  adipose  tissue.  In  actual  life,  of  course,  the  most  frequent  conditions 
are  such  as  result  from  the  customs  and  habits  of  the  population  in  general.  The 
diet  is  almost  invariably  a “ mixed  ” one — that  is,  it  contains  albumen  and  fat  and 
carbohydrates — and  in  most  instances  the  obesity  is  due  to  an  excessive  amount  of 
all  three  elements,  or  at  least  of  the  fat  and  carbohydrates.  A person  may,  how- 
ever, become  coi’pulent  who  eats  very  little  fat,  provided  he  consumes  a large 
quantity  of  albuminoids  and  carbohydrates ; or  if  he  eats  very  little  starchy  food, 
provided  he  consumes  a large  amount  of  meat  and  fat.  Perhaps  these  facts  may 
be  made  clearer  by  giving  a concrete  example.  Voit  tells  us  that  a vigorous  man 
who  requires  daily  118  grm.  of  albumen  and  259  grm.  of  fat  to  maintain  a physio- 
logical equilibrium  as  regards  fat  and  albumen  will,  other  things  being  equal, 
begin  to  store  up  fat  if  there  is  any  further  increase  in  the  amount  of  fat  in  his 
diet.  The  same  result  will  also  take  place  if,  instead  of  the  rations  previously 
stated,  he  ingests  more  thaii  118  grm.  of  albumen  and  600  grm.  of  starch,  or  more 
than  664  gnn.  of  albumen  alone,  or,  finally,  more  than  118  grm.  of  albumen,  100 
grm.  of  fat,  and  368  grm.  of  starch.*  It  is  obvious  that  this  last  diet,  which 
closely  resembles  the  average  diet  of  an  adult  t in  good  cu’cumstances,  whose 
weight  is  neither  increasing  nor  diminishing,  is  the  one  most  likely  to  be  ex- 
ceeded ; whereupon  there  must  take  place  a deposition  within  the  system  of  the  * 
superfiuous  fat. 

Among  the  various  kinds  of  food  is  one  group  which  deserves  mention,  as 
being  an  important  factor  in  many  cases  of  obesity;  w'e  refer  to  alcoholic  bever- 


* This  statement  is  founded  upon  an  important  discovery  of  llubner,  tliat,  lus  far  a.s  the  storing  up 
of  fat  is  concerned,  the  mea.surc  of  value  for  different  foods  is  the  amount  of  heat  given  off  by  them 
when  they  undergo  o.xidation  into  carbonic-dio.xide  gas  and  water.  Meiusurcd  in  tliis  way,  100  grm. 
fat  = 211  gnn.  albumen  = 2.32  grm.  stareli  = 231  grm.  cane  sugar  = 2.5G  grm.  grape  sugar. 

t Probably  the  amount  of  fat  contained  in  the  food  is  often  less  than  the  above,  and  the  amounts 
of  albumen  and  starch  somewhat  larger.  Voit  estiitiates  the  diet  of  a well-to-do  person  at  127  grm. 
albumen,  89  gnn.  fat,  and  802  grm.  starch  ; and  that  for  a vigorous  laborer  at  118  grm.  albumen,  60 
grm.  fat,  and  600  gnn.  starch.  Of  course,  these  tigures  are  merely  approximate. 
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ages.  There  can  be  no  doubt  that  intemperance  in  this  regard  plays  a prominent 
part  in  many  instances.  Sufficient  illustration  is  furnished  by  brewers,  hotel, 
keepers,  and  the  inhabitants  of  countries  like  Bavaria,  where  beer  drinking  is 
prevalent.  In  this  particular  it  is  evident  that  beer  works  more  harm  than  does 
wine  or  strong  liquor;  for  beer  contains,  in  addition  to  the  alcohol, an  appreciable 
aihount  of  starchy  material,  making  the  sum  total  from  the  beer  drunk  during 
tire  entire  day  a considerable  one.  Many  persons  who  would  be  extremely  indig- 
nant if  called  “ tipplers,”  habitually  take  five  or  six  glasses  of  beer  a day,  equiva- 
lent to  150  grm.  of  starch,  or,  in  other  words,  one  half  the  total  amount  of  starch 
required  by  the  system.  Even  this  quantity  is  frequently  exceeded.  Of  course, 
the  three  or  four  per  cent,  of  alcohol  which  the  beer  contains  also  promotes  the 
deposition  of  fat.  Alcohol  is  readily  oxidizable,  and  it  thus  shields  to  a consid- 
erable extent  the  fat  already  present  in  the  body;  and  it  also,  in  all  probability, 
works  such  an  injury  to  the  tissues  as  to  diminish  then’  power  of  effecting  decom- 
position. We  must  also  remember  that  most  beer  drinkers  take  little  exercise. 
The  long  sitting  at  the  beer  table,  and  the  mental  and  physical  sluggishness 
which  immoderate  indulgence  in  beer  always  causes,  and  finally  the  increasing 
corpulence  itself,  make  it  clear  why  most  beer  drinkers  dislike  protracted  exercise. 

We  have  thus  seen  that  in  by  far  the  larger  number  of  cases  obesity  is  mainly 
due  to  the  ingestion  of  too  much  food.  No  weight  need  be  attached  to  the  usual 
statement  of  corpulent  persons,  that  they  eat  no  more  than  others.  Few  of  them 
have  any  idea  how  much  noui’ishment  they  do  consume.  Others,  ha^nng  already 
become  corpulent,  eat  less,  to  be  sure,  thao  they  used  to,  but  nevertheless  an 
amount  sufficient  to  maintain  the  acquired  weight. 

Other  factors  may  no  doubt  exert  an  influence  upon  the  increase  of  adipose 
tissue  by  diminishing  the  consumption  of  fat  in  the  system.  The  most  important 
factor  of  this  class  is  physical  inactivity.  Muscular  contractions  lead  to  the  decom- 
position of  a large  amount  of  fat.  This  explains  why  people  of  sedentary  habits, 
and  those  who  sleep  long  and  exercise  little,  are  more  apt  to  become  corpulent  than 
are  manual  laborers.  Again,  there  are  certain  diseases  which  seem  to  promote 
corpulence.  In  anaemia  there  is  sometimes  a strilring  tendency  to  obesity,  in  part 
due  to  the  diminished  supply  of  oxygen  and  in  part  to  diminished  muscular 
activity.  This  same  inactivity  is  probably  the  main  cause  of  corpulence  in  paraly- 
sis (hemiplegia).  It  may  be,  however,  that  disturbances  of  the  nervous  system 
may  directly  affect  metamorphosis.  Thus,  idiots  and  other  subjects  of  congenital 
defects  of  the  brain  ai’e  liable  to  obesity.  Distui’bances  of  the  circulatoiy  system 
seem  to  favor  the  production  of  corpulence  by  impaij’ing  oxidation.  Tliis  is  seen 
in  many  young  persons  with  cardiac  disease,  although  it  is  not  easy  to  exclude  in 
this  case  the  influence  of  still  other  factors,  such  as  a sedentary  life. 

Finally,  some  cases  of  obesity  seem  to  result  from  a constitutional  and  inborn 
predisposition.  Young  children  sometimes  suffer  from  obesity;  and  the  condi- 
tion seems  in  many  cases  to  be  hei’editary.  Many  races  and  nations  exhibit  an 
especial  tendency  to  corpulence — for  example,  the  Jews.  Age  and  sex  have  some 
importance  in  this  regard : extreme  obesity  is  seldom  seen  previously  to  the  thir- 
tieth year;  and  women  appear  to  be  somewhat  more  subject  to  the  disease  than 
men.  The  importance  of  a “ tendency  ” to  obesity  should  not  be  overrated.  Upon 
careful  investigation,  we  shall  almost  invariably  find  in  the  habits  of  the  indi- 
vidual, as  regards  food  and  exercise,  a satisfactory  explanation  of  his  obesity. 
Strictly  speaking,  the  condition  can  not  be  regarded  as  a disease  unless  the  habits 
as  to  diet  and  exercise  fail  to  account  for  it. 

Pathology. — After  corpulence  has  passed  a certain  point  the  condition  is  evi- 
dent at  the  first  glance.  The  subcutaneous  cellular  tissue  is  one  of  the  chief  places 
in  which  the  fat  is  deposited.  Consequently,  the  panniculus  adiposus  soon  attains 
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considerable  thickness.  The  countenance  grows  more  round  and  plump ; beneath  ’ 
the  chin  is  formed  a second  prominence  known  as  the  “ double  chin  ” ; the  chest 
appears  broadened;  the  waist  enlarges;  and,  particularly  in  women,  the  breasts 
are  changed  to  great  shapeless  masses,  over  which  the  skin  is  so  tightly  stretched 
as  to  present  linem  albicantes.  The  abdominal  walls  are  greatly  altered.  The 
belly  projects  more  and  more  until  it  becomes  actually  pendulous,  and  its  lower 
surface  touches  the  interior  surface  of  the  thighs.  Intertrigo  is  apt  to  occur  in 
the  groins,  below  the  breasts,  and  between  the  buttocks.  The  skin  everywhere 
has  a fatty  feel,  due  to  the  increased  secretion  of  the  sebaceous  glands.  This 
hyperplasia  of  the  fatty  tissue  in  the  panniculus  adiposus  is  associated  with  a 
deposit  of  fat  in  many  parts  of  the  inteiaor  of  the  body,  including  the  mesentery, 
mediastinum,  pericardium,  and  the  capsules  of  the  kidneys.  Some  of  these  will 
be  mentioned  again  further  on. 

Of  course,  the  circumference  and  weight  of  the  body  become  greatly  increased. 
As  an  approximate  measure,  it  may  be  stated  that  for  men  of  middle  height  a 
weight  exceeding  90  kilo.  (200  pounds),  and  for  women  75  kilo.  (165  pounds),  may 
be  regarded  as  abnormal.*  This  increase  in  bulk  is  the  first  cause  of  subjective 
symi)toms.  An  obese  person  has  to  exert  a greater  effort  in  making  any  motion 
than  do  other  people,  and  as  a necessary  consequence  he  gets  easily  tired,  and 
seeks  as  far  as  possible  to  avoid  exertion.  The  increased  demand  upon  the  muscles 
explains  the  familiar  fact  that  corpulent  persons  perspire  so  readily. 

The  graver  symptoms  of  obesity,  and  properly  the  first  pathological  phe- 
nomena of  the  condition,  relate  to  the  respiration  and  the  circulation.  The  patient 
begins  to  complain  of  shortness  of  hreath,  and  is  subject  to  mai’ked  dyspnoea  upon 
running  or  climbing  stairs.  There  may  be,  at  the  same  time,  cardiac  disturbance, 
indicated  by  a rapid  pulse,  palpitation,  intermission  of  the  pulse,  or  other  slight 
irregularities  in  cardiac  action.  All  these  symptoms  grow  gradually  worse;  and 
to  them  are  added  symptoms  of  cardiac  failui-e  and  consequent  passive  congestion. 
There  is  a tendency  to  bi'onchitis  and  other  catarrhal  troubles.  The  appetite  and 
digestion  are  affected,  and  oedema  appears. 

A careful  analysis  of  all  these  symptoms  shows  that  many  causes  combine  to 
produce  them,  all  having  a common  tendency  to  impede  respiration,  and,  still 
more,  circulation.  One  source  of  disturbance  is  the  increased  deposit  of  fat  upon 
the  framework  of  the  body.  It  is  probable  that  the  excess  of  adipose  tissue  cover- 
ing the  thorax  exerts  a direct  infiuence  in  obstructing  the  respiratory  motion  of 
the  thoracic  walls,  and  renders  the  respiration  more  superficial.  In  this  way  the 
return  of  venous  blood  to  the  heart  and  the  pulmonary  circulation  are  both 
impeded,  because  the  negative  pressure  in  the  chest  is  less  than  normal.  Likewise 
the  diminished  amount  of  bodily  exercise  affects  the  cii’culation  unfavorably. 
Brauner  has  shown  how  numerous  are  the  arrangements  connected  with  the 
fa.sciae  for  promoting  the  venous  currents,  by  means  of  the  negative  pressure 
resulting  from  the  movements  of  the  hody.  Whether  the  fat  deposited  around 
the  heart  directly  obstructs  the  cardiac  movements  is  somewhat  doubtful,  though 
this  view  is  held  by  many.  The  fatty  infiltration  of  the  myocardium  is  of  moi’e 
importance:  the  fat  is  deposited  in  the  intermuscular  connective  tissue.  This 
lesion,  however,  is  not  of  very  frequent  occurrence,  nor  does  it  produce  so  grave 
results  as  do  certain  other  cardiac  changes,  which  are  either  secondary  to  the 
obesity  or  complications  of  it. 

There  is  no  doubt  that,  in  almost  all  cases  where  the  corpulence  actually 
induces  grave  disturbance,  the  cardiac  symptoms  are  of  prime  importance.  These 
are  due,  as  has  just  been  indicated,  in  part  to  the  increased  amount  of  adipose 
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tissue,  and  in  still  greater  part  to  complications,  most  of  whicli  are  excited  by  the 
same  causes  as  is  tbe  obesity  itself.  The  abundant  adipose  tissue  may  obstruct 
the  circulation  in  the  smaller  blood-vessels  and  capillaries  inclosed  within  it. 
And,  furthermore,  the  excessive  development  of  fatty  tissue  probably  leads  to  the 
growth  of  new  blood-vessels,  and,  as  a consequence,  to  an  increase  in  the  total  vol- 
ume of  the  blood.  This  is  one  way  in  which  the  demands  made  upon  the  heart 
are  rendered  greater  than  normal,  and  explains  why  the  corpulent  frequently 
exhibit  cardiac  hypertrophy.  Other  influences  are  also  at  work  to  produce  this 
same  result:  they  are,  in  the  first  place,  the  same  factor  which  occasions  the 
obesity  itself,  namely,  the  ingestion  of  increased  amounts  of  food  and  di-ink  (see 
the  chapter  on  cardiac  hypertrophy),  and,  secondly,  certain  other  lesions  which  are 
frequently  associated  with  obesity  and  are  referable  to  the  same  causes  as  it  is. 
Chief  among  this  latter  class  is  general  arterio-sclerosis.  If  this  involve  the  coro- 
nary arteries,  it  may  in  turn  occasion  still  further  damage — for  example,  degenera- 
tive myocarditis  (compare  page  309.)  Chronic  interstitial  nephritis  is  another  not 
infrequent  complication.  This  is  in  part  I’eferahle  to  the  same  causes  as  is  the  obe- 
sity. Gout  and  diabetes  are  less  frequent. 

We  thus  see  that  obesity  is  often  merely  one  of  many  injurious  results  occa- 
sioned by  an  improper  mode  of  life.  It  is,  in  a certain  sense,  the  first  danger- 
signal,  warning  the  patient  and  his  physician  to  avoid  the  graver  disturbances 
which  threaten.  This  is  a point  of  great  practical  importance;  for,  when  once 
we  have  a comhination  of  obesity  with  cardiac  hypex'trophy,  fatty  infiltration  of 
the  heart,  arterio-sclerosis,  or  interstitial  nephritis,  the  various  causes  and  effects 
act  and  react  upon  one  another  in  a way  most  perilous  to  health,  and  even  to  life. 
There  is  no  need  of  desci’ibing  the  grave  disturbances  which  invai’iably  develop 
at  the  close  of  the  scene.  They  are  the  result  of  chronic  cardiac  insufficiency,  and 
have  been  fully  described  under  cardiac  disease. 

In  every  case  of  obesity  the  physician  should  examine  the  heart,  lungs,  vascur 
lar  system,  and  kidneys,  particularly  if  there  be  already  subjective  disturbance. 
The  examination  of  the  heart  may  present  considerable  diffichlties,  because  the 
results  of  palpation  and  ixercussion  are  so  obscured  by  the  thick  cushion  of  fat 
which  covers  the  thorax.  We  can,  however,  have  recourse  to  auscultation,  and 
can  feel  the  pulse.  The  pulse  may  be  either  rapid,  or  slow,  or  irregular.  We 
need  not  mention  any  minute  particulars  as  to  the  examination.  It  may  be  stated, 
however,  that  a hejxatic  enlargement  is  often  found,  but  it  is  much  less  often  the 
result  of  fatty  infiltration  than  of  simple  hypertrophy  or  passive  congestion. 

We  have  thus  seen  that  corpulence  may  sometimes  be  associated  with  grave 
and  dangerous  lesions ; but,  on  the  other  hand,  it  should  be  stated  that  this  unfor- 
tunate condition  hy  no  means  invariably  exists.  Not  infrequently  the  corpulence 
remains  moderate,  in  which  case  it  is  not  really  dangerous,  however  incon- 
venient. This  is  true  of  a proportion  of  those  cases  which  are  due  to  the  in- 
gestion of  a large  amount  of  nourishment,  associated  with  defective  oxidation, 
and  where  there  ai-e  no  other  unfavorable  influences  at  work.  The  obesity  of 
hard  drinkers  is  almost  always  a more  or  less  dangei-ous  condition,  while  that 
seen  in  many  eldeidy  persons  and  in  women  is  often  comparatively  free  from 
peril.  These  latter  individuals  are,  to  be  sure,  discommoded  by  their  great  weight, 
can  accomplish  less  than  they  used  to,  are  easily  put  out  of  breath,  and  have  a 
certain  tendency  to  catarrhal  inflammations  and  rheumatic  difficulties;  but  they 
escape  the  severer  lesions  above  enumerated.  Even  these  apparently  harmless 
conditions  should  not  be  disregarded  by  the  physician,  as  he  can  never  be  abso- 
lutely certain  that  grave  complications  may  not  be  developed  eventually. 

Treatment  of  Obesity. — To  cause  the  disappearance  of  the  accumulated  fat,  it  is 
necessary  to  promote  its  oxidation  in  the  system  and  to  prevent  the  ingestion  of 
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new  supplies  of  fat.  To  accomplish  this  purpose  we  possess  only  two  means— first, 
a limitation  of  the  ingestion  of  such  kinds  of  food  as  may  lead  to  the  formation  of 
fat  in  the  system,  and,  secondly,  stimulation  of  those  factors  which  occasion  the 
destruction  of  the  fat  already  present.  All  the  various  methods  of  treating 
obesity,  without  exception,  aim  either  to  diminish  the  supply  or  to  increase  the 
destruction  of  fat. 

The  methods  vary  greatly.  It  must  be  borne  in  mind  that  the  diminution  of 
the  adipose  tissue  must  not  involve  injury  to  the  body  itself.  The  treatment 
should  not  weaken  the  constitution,  but  should  invigorate  the  patient,  or  at  least 
be  innocuous. 

It  is  of  prime  importance,  in  every  method  of  treatment,  that  the  total  quantity 
of  ingested  food  should  be  diminished.  It  is  a mistake  to  forbid  the  patient  some 
particular  kind  of  food — for  instance,  the  cai’bohydrates  or  the  fats — with  the  idea 
that  they  alone  do  harm,  or  to  allow  him  unlimited  quantities  of  other  kinds  of 
food,  in  the  belief  that  they  are  harmless.  Any  person  can  eat  albuminoids,  fat 
and  starch  at  every  meal,  and  yet  not  grow  fat;  while,  on  the  other  hand,  too 
much  of  any  one  of  these  may  lead  to  an  increase  of  adipose  tissue.  The  amount 
of  food  which  a person  can  take  without  increasing  the  amount  of  adipose  tissue 
varies  with  the  individual.  It  depends  upon  the  amount  of  material  already 
present  in  the  body,  and  upon  the  various  demands  made  upon  the  system,  as 
well  as  other  factors.  This  renders  it  difBcult  to  draw  up  a universal  dietary  for 
the  obese.  We  can  best  judge  of  the  value  of  any  course  of  treatment  by  its 
results,  and  these  are  best  measured  by  the  weight  and  the  subjective  condition  of 
the  patient. 

Of  the  various  elements  of  food,  the  albuminoids  should  be  diminished  least  of 
any,  because  it  would  be  sure  to  work  injury  to  the  system  if  they  were  supplied 
in  too  femall  an  amount.  Of  course,  the  albuminoids  must  not  be  eaten  to  such 
an  extent  that  the  fat  into  which  they  decompose  remains  intact  in  the  body.  An 
increase  in  the  amount  of  nitrogenous  tissue  is,  however,  desirable,  because  this 
promotes  the  vigor  of  the  muscles  and  the  heart,  and  so  leads  to  the  oxidation  of 
larger  quantities  of  the  non-nitrogenous  tissues. 

The  amount  of  fat  and  starch  must  be  much  more  limited.  The  fats  and 
starches  are  more  potent  in  increasing  adipose  tissue  and  in  shielding  from  oxida- 
tion the  fat  already  stored  up  in  the  body  than  is  nitrogenous  food.  It  would 
not  be  at  all  advisable  to  forbid  the  use  of  either  one  of  these  two  constituents  of  a 
mixed  diet,  allowing  the  other  alone  to  be  eaten.  A varied  diet  is  extremely  desir- 
able, even  for  one  who  is  corpulent;  and  we  should  exclude  neither  fat  nor  starch 
wholly  from  the  dietary,  but  we  should  merely  limit  the  amounts  to  be  taken.  As 
already  indicated,  the  amount  of  albuminoid  food  remaining  unchanged,  a person 
can  eat  double  the  quantity  of  starchy  food  that  he  can  of  fat,  without  incx*ea.sing 
his  adipose  tissue.  It  is  therefore  irrational  to  allow  the  corpulent  fat  in  larger 
proportions  than  starchy  foods.  The  diet  which  Ebstein  has  recently  proposed 
for  the  treatment  of  obesity  does  prove  successful,  but  the  explanation  of  its  suc- 
cess lies  in  the  comparatively  small  amounts  of  meat  and  fat  ingested.  Precisely 
the  .same  results  would  be  attained  if  a corresponding  amount  of  starch  were  sub- 
stituted for  all  or  a portion  of  the  fat;  and  in  practice  it  is  desirable,  at  least  in 
most  cases,  to  allow  the  patient  both  starches  and  fats.  Of  course,  the  likings  and 
experience  of  the  individual  should  be  considered  in  each  separate  case.  Tlie 
Banting  treatment,  introduced  in  18(i4,  enjoyed  for  a time  a great  rejnitation.  Its 
inventor  applied  it  first  of  all  to  his  own  case,  and  with  success.  It  rests  upon  a 
rational  basis,  inasmuch  as  the  albuminoids  are  allowed  in  abimdance,  and  the 
ingestion  of  fat  and  starch  is  limited.  It  lays  too  much  stress,  however,  upon  the 
exclusion  of  fat  as  compared  with  starch. 
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The  principles  here  expounded  are  direct  corollaries  to  the  laws  which  Voit 
has  taught  us  in  regard  to  the  different  kinds  of  food.  The  physician  who  hears 
them  in  mind  can  lay  down  his  own  rules  for  the  diet  of  his  patient.  As  already 
stated,  it  is  impossible  to  give  figures  which  will  apply  to  every  case.  If  we  take 
as  a basis  the  average  diet  for  an  adult — that  is,  about  125  gnn.  albumen,  80  grm. 
fat,  and  350  grm.  starch— we  might  say  that  most  cases  of  obesity  would  be  sure 
to  undergo  improvement  upon  a diet  containing  125  gi*m.  albumen  (or  possibly 
even  more  than  this),  40  grm.  fat,  and  150  grm.  starch.  The  amounts  of  fat  and 
starch  could  be  even  more  diminished,  but  it  is  usually  best  not  to  be  too  precipi- 
tate. A gradual  diminution  of,  say,  two  or  three  pounds  a week,  extending  over 
a long  period  without  interruption,  is  to  be  preferred  to  the  rapid  treatment  com- 
mon at  many  health  resorts.  Of  course,  the  loss  of  fat  is  greater  at  the  commence- 
ment of  treatment  than  later  on,  when  the  amount  of  adipose  tissue  has  already 
approached  more  nearly  to  normal,  and  the  diet  must  undergo  a gradual  and  cor- 
responding change.  It  is  of  particular  importance  to  increase  the  amount  of  non- 
nitrogenous  foods  in  the  later  stages  of  treatment,  lest  the  albuminoid  tissues  of 
the  body  become  wasted. 

The  following  dietary  may  be  taken  as  an  illustration  of  what  would  be  suit- 
able for  a patient  in  the  beginning  of  treatment : For  breakfast,  a cup  of  coffee 
with  milk,  and  about  75  grm.  of  bread.  At  noon,  a plate  of  soup,  150  to  175  gi-m. 
lean  meat  or  fish,  lettuce,  green  vegetables,  and  about  25  grm.  bread.  For  dessert, 
about  75  grm.  boiled  rice,  or  some  simple  pudding,  or  100  grm.  fruit.  To  quench 
the  thirst,  water,  or  half  a pint  of  light  wine.  In  the  afternoon,  a cup  of  coffee, 
and  with  it  not  more  than  20  to  30  grm.  bread.  For  supper,  two  eggs,  or  100  to 
120  grm.  meat,  with  30  grm.  bi’ead,  a little  fruit,  lettuce,  half  a pint  of  wine,  or 
one  or  two  cups  of  tea,  not  much  sweetened.  Butter  should  be  entirely  iDroscribed 
at  first;  later  on  it  may  be  used  ha  small  amoimts. 

Some  approach  to  this  bill  of  fare  maist  be  eufoi’ced  not  merely  for  a few  weeks, 
but  for  months.  It  is  absolutely  necessaa-y  that  the  patient  should  be  weighed 
every  two  or  three  weeks.  If  the  weight  diminishes  slowly  and  gi’adually,  with- 
out any  subjective  disturbance,  we  have  the  best  proof  that  the  diet  is  a suitable 
one.  If  the  weight  does  not  diminish,  then  the  amount  of  ingesta  must  undei’go 
fm’ther  reduction.  If  moi’e  food  can  be  taken  without  the  weight  inci’easing 
again,  a lai’ger  amount  may  be  unhesitatingly  pei’mitted,  and  indeed  may  even 
be  advisable  if  the  patient  be  languid.  The  increase  should  at  first,  however,  be 
mainly  in  the  amount  of  albuminous  food,  the  amount  of  stai’ches  and  fats  not 
being  much  increased.  The  “cui’e”  can  not  be  regai’ded  as  complete  until  the 
weight  has  been  brought  down  to  that  of  the  average  individual  of  the  given  age 
and  sex.  This  goal  having  been  reached,  greater  freedom  in  diet  is  permissible. 

The  object  of  the  ti’eatment  just  suggested  is  exclusively  the  limitation  of  the 
production  of  fat.  We  may  also  promote  the  destruction  of  the  fat  already  stored 
up  in  the  system.  A chief  means  to  this  end  is  muscular  exei’cise,  wliich  undoubt- 
edly increases  the  oxidation  of  the  adipose  tissues.  Canned  out  in  a pi-oper  man- 
ner, it  is  therefore  a most  valuable  adjuvant  in  ti’eatment.  Oertel  has  recently 
pointed  out  that  muscular  exertion  does  good  in  still  another  way — namely,  by 
promoting  cai’diac  activity  and  inducing  deep  respii’atoi’y  efforts.  Thus  the  heart 
is  strengthened  and  circulation  promoted.  Mountain-climbing  is  one  of  the  best 
modes  in  which  to  take  the  desired  exercise.  We  need  hardly  say  that  the 
inci’eased  muscular  activity  makes  it  possible  for  the  patient  to  take  an  increased 
amount  of  food  without  injury. 

Baths  also  pi-omote  oxidation,  but  they  ai-e  far  less  potent  than  is  muscular 
exercise.  Cold  baths,  brine  baths,  or  baths  containing  carbonic-acid  gas,  may  be 
employed.  One  way  in  which  they  do  good  is  by  stimulating  the  nervous  system. 
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Oertel  regards  it  of  great  importance  to  diminish  the  amount  of  water  in  the  sys- 
tem, a point  which  has  until  very  lately  received  little  attention.  The  diminution 
m the  amount  of  fluids  may  ameliorate  any  circulatory  disturbance  (vide  supra) 
and  relieve  venous  congestion,  and  it  undoubtedly  has  some  value  in  the  treat- 
ment of  obesity.  Oertel  has  shown  that  a simple  diminution  in  the  amount  of 
fluids  ingested,  when  there  is  no  other  change  in  the  diet  or  mode  of  life,  will 
effect  a diminution  of  the  adipose  tissues.  This  result  is  probably  due  mainly  to 
the  diminished  strain  upon  the  heart  and  the  consequent  increase  of  oxidation ; 
but  the  chief  cause  of  the  rapid  loss  of  weight,  which  we  actually  see  in  the  cor- 
pulent as  a result  of  the  deprivation  of  fluid,  is  to  be  found  not  in  the  loss  of  fat, 
but  in  the  marked  loss  of  water  contained  in  the  body.  “ Desiccation  ” may  further 
be  promoted  by  stimulating  the  perspiration  by  bodily  exercise  or  by  steam  baths. 
This  withdrawal  of  liquid  from  the  system,  however,  is  advisable  only  in  cases 
where  there  is  already  incipient  cardiac  failure. 

It  is  evident  that  numerous  excellent  methods  are  at  our  disposal  for  the  treat- 
ment of  obesity ; but  their  application  to  any  particular  case  should  be  the  result 
of  a careful  consideration  of  the  special  circumstances  presented.  A very  essen- 
tial point  is  that  the  injunctions  of  the  physician  should  not  merely  be  made,  but 
be  carried  out ; and  it  is  precisely  here  that  the  treatment  of  many  cases  suffers 
shipwreck.  We  may  be  baffled  by  the  patient’s  lack  of  energy  and  persistency, 
or  by  the  importunate  demands  which  his  profession  or  social  position  make  upon 
him.  Indeed,  it  is  sometimes  absolutely  impossible  to  prosecute  the  treatment  at 
home,  in  which  case  bathing  and  health  resorts  are  to  be  urgently  recommended. 
There  alone  can  the  patient  muster  up  the  resolution  necessary  for  carrying  out 
the  desired  changes  in  his  mode  of  life.  The  incontestable  success  of  treatment  at 
Carlsbad,  Marienbad,  Kissingen,  Tarasp,  and  similai’  resorts  is  doubtless  only  to  a 
very  small  extent  the  result  of  their  specific  medicinal  influence,  but  it  is  mainly 
due  to  a strict  observance  of  the  above-described  diet  and  regimen.  The  internal 
use  of  mineral  waters  is  not  entirely  without  a beneficial  effect.  Their  laxative 
qualities  diminish  the  absorption  of  food  from  the  intestinal  canal.  It  should  be 
said,  however,  that  the  patient  is  at  the  same  time  exposed  to  the  danger  of  a waste 
of  his  nitrogenous  tissues.  This  is  why  patients  frequently  complain  of  the  debili- 
tating effect  of  these  mineral  springs ; to  avoid  which,  it  would  be  well  to  increase 
the  amount  of  albuminoids  in  the  diet.  We  must  also  consider  the  need  of  guard- 
ing against  too  great  a supply  of  fluid,  with  regard  to  what  was  said  above  as  to 
the  occasional  service  of  “ desiccation  ” of  the  body. 


CHAPTER  XIII. 

SCROFULA. 

Definition  and  Symptoms  of  what  is  called  Scrofula. — We  desire  to  pi’esent,  at 
the  close  of  this  section,  a brief  description  of  scrofula,  but  merely  from  a practical 
standpoint.  From  a scientific  point  of  view  scrofula  is  not  to  be  regarded  as  any 
special  variety  of  disease.  The  term  is  applied  to  a group  of  symptoms  seen  most 
frequently  in  childhood,  the  essential  features  of  which  consist  in  the  appearance 
of  chronic  enlargements  of  the  lymph-glands,  and  in  certain  diseases  of  the  skin 
and  mucous  membranes.  The  simultaneous  appearance  of  these  various  jiheiiom- 
ena  does  really  produce  a somewhat  characteristic  picture,  which  can  frequently 
be  recognized  at  the  first  glance. 

Most  scrofulous  children  api)ear  pale,  with  a flabby  .skin  and  soft  muscles. 
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The  pauuiculus  acliijosus  may  nevertheless  be  tolerably  well  developed.  Not 
infrequently  the  face  is  puffy,  with  prominent  lips.  This  is  called  the  “ torpid 
habitus.”  In  other  cases  the  child  has  small  features  and  a remarkably  delicate 
white  skin,  which  but  partly  conceals  the  superficial  veins,  and  is  readily  suf- 
fused with,  blushes.  To  these  the  name  “ erethitic  habitus  ” is  applied.  Enlarged 
lymj)h-glands  are  to  be  felt  in  the  throat,  at  the  angles  of  the  lower  jaw,  and  in 
the  back  of  the  neck,  and  occasionally  in  other  pai’ts  of  the  body.  These  glands 
may  remain  indolent  for  a long  while,  or  they  may  suppurate  and  break  exter- 
nally. Chronic  cutaneous  eruptions  are  often  seen  in  various  places.  The  most 
common  of  these  is  a scaly  or  impetiginous  eczema,  affecting  the  face,  scalp,  or 
extremities.  More  severe  affections  are  lupus  (“  lupus  scrophulosorum  ”j,  prurigo, 
and  lichen  scrophulosorum. 

Of  the  mucous  membranes,  the  conjunctiva  and  the  lining  membrane  of  the 
nostrils  are  most  frequently  affected.  Conjunctivitis  in  various  forms'  is  a char- 
acteristic symptom  of  scrofula;  as  are  also  bleijhai’itis  ciharis,  keratitis,  and  chronic 
rhinitis,  which  last  often  terminates  in  a pronounced  ozsena  {q.  v.).  Chronic 
diseases  of  the  ear  are  also  frequent,  such  as  otitis  media,  with  perforation  of 
the  tympanum,  and  occasionally  caries  of  the  mastoid  cells  and  its  unfortunate 
results. 

Of  the  deeper  lying  tissues,  mainly  the  bones  and  joints  suffer.  The  affections 
located  here  are  almost  exclusively  “ fungous  ” — namely,  fungous  ostitis  and  peri- 
ostitis, white  swelling,  and  caries.  Formerly  there  was  frequent  use  of  such  terms 
as  “scrofulous  inflammation  of  the  knee-joint,”  or  “scrofulous  caries  of  the  ribs.” 

If  we  inquire  into  the  nature  of  this  strange  group  of  symptoms  thus  briefly 
enumerated,  we  shall  find  that  by  far  the  greater  number  of  cases  of  well-marked 
scrofula  are  examples  of  tuberculosis.  Tubercular  bacilli  have  been  demonstrated 
in  connection  with  most  of  the  fungous  or  “ scx’ofulous  ” diseases  of  the  bones  and 
joints.  Ozsena  is  often  a tubercular  disease  of  the  nose,  lupus  is  a tuberculosis  of 
the  skin,  and  many  forms  of  otorrhcea  are  really  tuberculosis  of  the  ear.  The 
aetiology  of  “scrofula”  is  therefore  in  main  part  identical  with  that  of  tuber- 
culosis {q.  V.),  and  this  explains  why  the  old  physicians  habitually  insisted  upon 
the  intimate  relationship  between  the  two  diseases.  It  was  formerly  thought 
that  scrofula  often  terminated  in  tuberculosis — that  is,  a scrofulous  child  is  apt  to 
suffer  eventually  from  tuberculosis  of  the  lungs,  intestine,  or  brain.  To-day  we 
know  that  most  scrofulous  children  do  not  become,  but  that  they  are  already, 
tuberculous. 

It  must,  however,  be  borne  in  mind  that  in  practice  many  diseases  are  termed 
scrofulous  which  have  nothing  to  do  with  tuberculosis.  Many  cases  of  perfectly 
innocent  eczema  of  the  face  and  scalp  lead  to  swelling  of  the  glands  in  the  throat, 
and  are  therefore  termed  scrofulous  eczema.  These  cases  are  probably  most  of 
them  secondary,  and  the  result  of  external  irritation  and  the  like.  Again,  many 
enlarged  glands  in  the  neck  are  the  result  of  pharyngeal  trouble,  as  after  scarlet 
fever,  and  are  equally  devoid  of  a tubercular  taint.  Pseudo-leukaemic  lymphomata 
may  also  occur  in  children ; and  it  should  be  borne  in  mind  that  hereditaiy  or 
acquired  syphilis  may  produce  in  chilchen  lesions  closely  resembling  those  of 
scrofula. 

It  is  therefore  the  duty  of  the  physician  in  every  case  of  “.scrofula”  to  analyze 
the  mtiology  and  symptoms  carefully,  in  order  to  determine  wdth  what  he  has  to 
deal.  “ Scrofula  ” should  be  regarded  merely  as  a short  way  of  naming  a certain 
group  of  symptoms.  It  is  convenient  to  retain  the  term  as  being  less  likely  to 
startle  the  friends  of  the  child  than  would  the  true  name  of  the  disease. 

Treatment. — In  the  treatment  of  scrofula  we  have  first  to  attack  the  various 
local  diseases,  and,  second,  to  invigoi’ate  the  general  health.  We  can  not  here 
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enter  into  all  the  details  of  local  treatment,  but  we  must  refer  the  reader  to  the 
special  descriptions  already  given  of  the  various  local  affections.  We  may,  how- 
ever, briefly  mention  a few  facts  with  regard  to  the  treatment  of  scrofulous  swell- 
ing of  the  lymph-glands.  Painting  the  overlying  skin  with  tincture  of  iodine  is 
a very  common  practice,  but  it  seldom  does  much  good.  We  have  obtained  more 
satisfactory  results  from  iodoform  collodium,  or  iodoform  salve,  or  from  the 
repeated  inunction  of  sapo  viridis.  For  particulars  as  to  the  opening  of  abscesses, 
or  the  extirpation  of  glands,  we  must  refer  to  works  on  surgery. 

Second,  in  the  general  treatment  of  scrofula  every  possible  means  is  to  be 
employed  to  invigorate  the  system.  Abundant  nourishment  and  fresh  air  are 
essential.  The  child  may  be  taken  either  to  the  country,  or  the  mountains,  or  the 
seashore.  Cod-liver  oil  is  regarded  by  some  as  a specific  in  scrofula;  but  its 
undoubted  value  really  lies  in  the  fact  that  it  is  an  easily  digested  fat.  Some  chil- 
dren can  take  a considerably  larger  dose  than  others  without  its  disturbing  the 
stomach.  Usually  we  prescribe  two  or  three  tablespoonfuls  per  diem.  Salt  baths 
enjoy  a great  reputation  as  a remedy  in  scrofula.  If  circumstances  jpermit,  the 
best  way  is  to  visit  some  place  where  there  are  brine  baths,  such  as  Kdsen,  Suiza, 
Salzungen,  Arnstadt,  Kreuznach,  Munster  am  Stein,  Eehme,  Reichenhall,  Ischl, 
and  Colberg. 

Treatment  at  these  resorts  is  preferable  to  artificial  baths  at  home,  because  it  is 
under  more  favorable  hygienic  surroundings. 

The  chief  internal  remedies  are  iron,  iodine,  and  arsenic.  A favorite  prescrip- 
tion is  syrup  of  the  iodide  of  iron.  Arsenic  promotes  nutrition,  ahd  perhaps 
exerts  some  specific  influence  upon  certain  scrofulous  (tubercular)  local  diseases, 
pai'ticularly  the  “ fungous  ” affections  and  lupus. 
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SUMMARY  OF  THE  SYMPTOMS  AND  TREATMENT  IN  OASES  OF 

POISONING. 

1.  Sulphuric  Acid. — Mucous  membrane  of  mouth,  throat,  oesophagus,  and 
stomach  deeply  corroded.  In  the  worst  cases  rapid  death  ushered  in  by  convul- 
sions and  asphyxia,  or  more  rarely  consequent  upon  perforation  of  the  stomach. 
Usually  the  case  is  more  protracted.  The  mouth  and  throat  are  whitened,  or  in 
severe  cases  hlackened.  They  are  soon  attacked  hy  an  intense  ulcerative  inflam- 
mation. Deglutition  is  extremely  painful,  and  there  are  most  distressing  chok- 
ing and  retching.  The  vomitus  contains  black  lumps.  Profuse  salivation.  Pain 
along  the  cesophagus.  Abdomen  usually  distended  and  very  tender  on  pressure. 
There  may  be  intestinal  discharges  of  a hloody  character,  resembling  dysentery. 
Urine  is  generally  scanty,  and  often  contains  albumen  and  blood.  Collapse. 
Small  and  rapid  pulse. 

In  mild  cases,  slow  recovery,  the  necrosed  tissues  gradually  sloughing  off. 
Cicah'icial  sti’icture  of  the  oesophagus  fj-equently  ensues  and  may  jii'ove  fatal. 
Neuralgia,  hypersesthesia,  and  various  other  nervous  disturbances  may  also  occur 
as  sequelae. 

In  fatal  cases,  the  autopsy  discloses  necrosis,  ulceration,  and  inflammation  in 
the  upper  portion  of  the  digestive  tract.  The  lining  of  the  stomach  is  iisually 
coal-black.  Well-marked  parenchymatous  degener-ation  of  the  liver  and  kidneys. 
Perhaps  nephritis.  In  later  stages,  extensive  cicatrices. 

Treatment:  If  used  at  all,  the  stomach-pump  must  be  introduced  very  cau- 
tiously, for  fear  of  causing  perforation.  The  best  remedy  to  give  at  once  is  several 
teaspoon fuls  of  magnesia  in  water,  or  a few  drops  of  liquor  sodm  in  mucilage. 
Later,  the  symptoms  are  to  he  combated  with  bits  of  ice,  disinfecting  mouth-washes 
and  gargles,  tonics,  and  cautious  feeding  with  milk,  eggs,  etc.  If  stricture  of  the 
cesophagus  develops  afterward,  an  endeavor  should  be  made  to  dilate  it  with 
bougies. 

2.  Hydrochloric  and  Nitric  Acids. — Symptoms  similar  to  those  of  sulphuric 
acid.  The  most  prominent  symptoms  are  the  local  ones,  intense  stomatitis,  phar- 
yngitis, etc.  There  is  usually  albuminuria,  with  casts  and  blood  in  the  urine. 
Nitric  acid  sometimes  stains  the  corroded  spots,  especially  the  angles  of  the  mouth, 
yellowish;  and  the  vomitus  may  have  the  same  tinge  (xanthoproteic  acid).  In 
poisoning  from  fuming  nitric  acid  the  inhaled  vapors  cause  pulmonary  symptoms. 
Prognosis  and  treatment  as  in  case  of  sulphuric  acid. 

3.  Nitrous  and  Sulphurous  Acid  Fumes. — Intense  local  inflammation  of  the  air- 
passages.  Violent  dyspnoea,  cough,  abundant  bloody  or  yellowish  expectoration. 
There  may  also  be  grave  nervous  disturbance  and  collaxjse.  Treatment : Symp- 
tomatic: sinapisms,  narcotics,  expectorants,  and  inhalations. 

4.  Oxalic  Acid. — Local  corrosive  action  similar  to  that  of  the  other  acids,  only 
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less  severe.  In  severe  cases  collapse  from  cardiac  paralysis.  Aj)t  to  occasion  cer- 
tain nervous  symptoms— formication,  anmstbesia  of  the  finger-tips,  tonic  and 
clonic  convulsions,  trismus,  and  tetanus;  later  paresis.  There  is  sometimes 
sugar  in  the  urine,  and  nephritis  may  develop.  Anuria  is  frequent,  and  is  due  to 
plugging  of  the  tuhules  hy  calcic  oxalate  crystals.  The  treatment  should  be 
symptomatic,  and  should  also  include  the  administration  of  preparations  of  calcium 
—liquor  calcis,  calcii  carbonas,  or  even  egg-shells— to  form  insoluble  calcic  oxalate.  ' 
Magnesia  is  also  useful. 

5.  Ammonia. — The  fumes  affect  the  air-passages  chiefly ; the  solution,  the  upper 
part  of  the  digestive  tract.  The  specific  local  effect  is  the  production  of  an  intense 
croupous  inflammation  of  the  mucous  membrane.  Accordingly,  the  symptoms 
are  salivation,  dysphagia,  vomiting  of  strongly  alkaline  matter,  and  diarrhoea,  or 
cough,  dyspnoea,  etc.  In  severe  cases  there  is  collapse,  with  rapid  pulse,  and  such 
nervous  symptoms  as  pain,  parmsthesia,  vertigo,  convulsions,  etc.  Treatment : 
In  fresh  cases  the  stomach-pump.  The  cautious  use  of  acids— for  instance,  acetic 
or  citric.  Also,  symptomatically,  emulsions  of  oil,  bits  of  ice,  and  narcotics. 

6.  Caustic  Potash  or  Soda. — Symptoms  and  treatment  as  in  case  of  ammonia. 
In  contrast  to  acid  poisoning,  it  is  to  be  noted  that  alkalies  do  not  withdraw  water 
and  precipitate  albumen,  but  dissolve  it.  The  corroded  spots  are  therefore  not 
dry  and  brittle,  but  softened  (“  colliquation  ”). 

7.  Potassic  Nitrate. — Vomiting  and  diarrhoea.  Severe  abdominal  jmin.  Col- 
lapse, with  cold  skin  and  rapid,  thready  pulse.  Occasionally  the  pulse  is  slow. 
Nervous  disturbances,  such  as  j>ainful  muscular  contractions,  and,  in  severe  cases, 
convulsions  and  coma.  Treatment : Symptomatic ; opium  and  other  narcotics, 
stimulants  (camphor,  ether),  and  bits  of  ice. 

8.  Chlorine  Gas. — Violent  convulsive  cough.  Bloody  expectoration.  Spasm  of 
the  glottis.  Dyspuma.  Darting  pains  through  the  chest.  Sneezing  and  profuse 
flow  of  tears.  In  severe  cases  pneumonia.  Treatment:  Fresh  air.  Inhalation 
of  warm  aqueous  vapor,  or  of  ammonia  to  form  ammonic  chloride.  Chloroform 
may  also  be  tried,  and  narcotics. 

9.  Iodine.— 1.  Acute  iodism,  as  seen,  for  instance,  after  tbe  injection  of  large 
amounts  of  tincture  of  iodine  into  ovaiaan  cysts:  collapse,  with  pallor  and  cya- 
nosis, and  small  and  very  rapid  pulse.  Vomiting.  Often  marked  dyspnoea. 
Suppression  of  urine.  Sometimes  hmmoglobinuria.  Later,  the  skin  becomes  very 
red.  There  is  albuminuria;  also  sore  throat,  corj'za,  conjunctivitis,  severe  frontal 
headache,  and  cutaneous  eruptions.  2.  Chronic  iodism,  caused,  for  example,  by 
long-continued  internal  administration  of  potassic  iodide : coryza,  conjunctivitis, 
sore  throat.  Gastric  sjnnptoms.  Vertigo,  headache,  and  similar  nervous  phe- 
nomena of  a mild  character.  Acne  or  erythema,  sometimes  in  the  form  of  ery- 
thema nodosum.  Treatment : In  acute  cases,  white  of  egg  and  stimulants. 
Other  than  this,  treatment  must  be  symptomatic.  Prophylaxis  demands  caution 
in  the  inteimal  administration  of  iodine  or  its  compounds.  According  to  Ehrlich, 
tlie  symptoms  of  iodism  often  disaj)pear  rapidly  after  the  exhibition  of  about  a 
drachm  and  a lialf  (grm.  G)  of  snljiho-nitro-salicylic  acid  (sulphanilic  acid). 

10.  Bromine. — l.  Acute  poisoning  from  the  fumes  of  bromine  excites  the  same 
symptoms  as  does  chlorine  gas.  2.  Bromism,  resulting  from  the  long-continued 
use  of  potassic  bromide,  causes  languor,  debility,  mental  apathy,  and  impaired 
intellectual  vigor.  Tho  reflexes  are  diminished,  particularly  the  reflex  irritability 
of  tlie  soft  palate  and  pharynx.  Anorexia.  Diai’rhma.  Impotence.  Almost 
invariably  a characteristic  acne,  the  onset  of  which  may  be  delayed  hy  giving 
arsenic  at  the  same  time. 

11.  Lead.— (a)  Acute  lead  poisoning  produces  severe  gastro-enteritis.  Tlie 
best  antidote  is  sulphate  of  sodium  or  magnesium ; or  phosphates,  white  of  egg, 
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and  milk.  In  fresh  cases  the  stomach-pump,  or  emetics  and  purgatives.  Other 

than  this  symptomatic  treatment.  , , . , * 

(b)  Chronic  lead  poisoning : Seen  in  type-setters,  type-founders,  painters  pot- 
ters and  others.  General  symptoms : Lead  line  on  the  gums,  lead  anmmia  and  lead 
caclUxia.  Important  gi-oups  of  symptoms  are:  1.  Lead  colic:  Violent  colicky 
nains  radiatiim  from  the  umbilicus.  Usually  constipation,  exception^ly  diar- 
Ilioea!  Abdomen  concave  and  hard.  Vomiting.  Hard,  slow  pulse.  Tempera- 
ture usually  normal.  Urine  sometimes  contains  a ti’ace  of  albumen.  Duration, 
one  or  two  weeks.  Treatment:  If  severe  pain,  opium  and  hot  comprepes. 
Atropine  may  also  be  tried.  For  constipation,  enemata  and  gentle  laxatives 
Warm  baths.  2.  Lead  paralysis  {vide  page  569).  Paralysis  of  the  laryngeal 
muscles  due  to  lead  poisoning  has  been  reported.  3.  Saturnine  encephalopathy : 
Sudden  development  of  grave  cerebral  symptoms;  convulsions,  coma,  delirium, 
great  mental  uneasiness,  and  excruciating  headache.  Saturnine  araaurosi^  in 
severe  cases,  death.  Cerebral  lesions  are  very  rarely  found  post  mortem.  Treat- 
ment is  symptomatic.  Lukewarm  baths,  with  douching,  narcotics,  and  stimu- 
lants. Later,  pqtassic  iodide.  4.  Lead  arthralgia : Most  frequently  attacks  the 
knee.  Also  seen  in  the  joints  of  the  upper  extremities.  Sometimes  associated 
with  painful  muscular  contractions.  Objective  lesions  are  rarely  seen.  The 
treatment  consists  in  warm  baths  and  the  administration  of  potassic  iodide.  It 
should  he  remembered  that  chronic  lead  poisoning  may  occasion  gout  and  chronic 
interstitial  nephritis.  The  reader  is  referred  to  the  chapters  describing  these 
diS03.SGS. 

13.  Copper  {BlueVitriol,Verdigris).— {a)  Acute  copper pioisoning : Coppertaste. 
Vomiting  of  greenish  matter,  colic,  tenesmus,  and  bloody  stools.  Also  nervous 
symptoms,  headache,  vertigo,  anaesthesia,  paralysis,  delhimn.  Collapse.  Dysp- 
noea. Treatment : White  of  egg,  milk,  wood  charcoal.  Magnesia  is  also  valu- 
able. Yellow  potassic  ferrocyanide,  milk  sugar.  (6)  Chronic  copper  poisoning  is 
rare.  It  occasions  gastro-intestinal  disturbance,  colic,  and  a reddish  or  greenish 
discoloration  of  the  hair. 

13.  Zinc  {Zinc  Sulphate  and  Chloride).— In  acute  poisoning,  symptoms  of 
severe  gastro-enteritis,  especially  vomiting.  Also  albuminuria.  Treatment : 
Albumen,  tanniu,  and  alkaline  carbonates.  Chronic  poisoning  (zinc  fumes!)  : 
Fever,  distress,  vertigo,  vomiting,  metallic  taste.  General  anaemia  and  emaci- 


ation. 

14,  Mercury. — (a)  Acute  poisoning  from  corrosive  sublimate : The  mucous 
membrane  of  the  mouth,  throat,  oesophagus,  stomach,  and  intestines  is  deeply 
corroded.  Metallic  taste.  Vomiting.  Diarrhoea  with  painful  tenesmus.  Ischu- 
ria or  complete  anuria.  Collapse.  Generally  quickly  fatal.  Treatment : Milk, 
white  of  egg,  reduced  iron,  narcotics.  (5)  Chronic  mercurial  poisoning  : Seen  in 
the  makers  of  thermometers,  scientific  instruments,  and  mirrors.  Rarely  occa- 
sioned by  the  prolonged  use  of  aiitisyphilitic  remedies.  The  symptoms  are 
anaemia,  emaciation,  with  great  muscular  weakness,  and  gastro-intestinal  disturb- 
ance. In  the  therapeutic  use  of  mercury,  besides  the  rarer  mercurial  enteritis, 
mercurial  stomatitis  is  the  most  important  toxic  symptom ; onset  of  foul-smelling 
necrosis  of  mucous  membrane,  with  ulceration  of  mucous  membrane  of  cheeks, 
jaws,  gums,  etc.  Treatment : Immediate  discontinuance  of  medication ; potassic 
chlorate  as  mouth-wash  and  gargle. 

Mercurial  Tremor. — Tremor  is  common  in  chronic  mercurial  poisoning  and  is 
of  special  intere.st.  It  is  usually  preceded  by  a stage  of  pronounced  mental  irri- 
tability (“mercurial  erethism”),  and  often  some  mental  excitement,  fright,  etc.,  is 
the  exciting  cause  of  the  tremor.  The  tremor  itself  is  a pronounced  intention 
tremor— that  is,  it  is  usually  not  present  when  the  body  is  kept  quiet,  but  it  comes 
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ou  with  all  movements,  like  the  tremor  in  multiple  sclerosis.  The  finer  the 
movements  the  patient  tries  to  make  the  more  marked  is  the  tremor.  Mental 
excitement  usually  increases  the  tremor  considerably.  In  severe  cases  the  ti’emor 
is  so  great  that  the  patients  can  not  leave  their  beds.  In  rare  cases  there  is  also 
paralysis. 

Treatment : Dietetic  and  hygienic.  Iodide  of  potassium,  hyoscine,  and  some- 
times galvanism,  are  also  useful. 

15.  Phosphorus.— (1)  Acute  jphosphorus  poisoning,  as  from  matches:  Violent 
epigastric  pain,  vomiting — the  vomitus  smells  of  phosphorus,  and  it  may  he  phos- 
phorescent. After  these  initial  symptoms  usually  comes  a period  of  comparative 
comfort,  lasting  two  or  three  days.  Then  appear  grave  symptoms:  jaundice, 
severe  pain  in  the  hepatic  region  and  whole  abdomen,  hepatic  enlargement,  fevej', 
feeble  and  i-apid  pulse,  sometimes  gastric  or  intestinal  haemorrhage,  cutaneous 
ecchymoses,  hsematuria,  epistaxis,  or  metrorrhagia.  The  intellect  usually  remains 
clear,  except  that  just  before  death  there  may  be  drowsiness  or  convulsions.  The 
urine  contains  albumen,  blood,  casts,  bile-pigment,  and  sometimes  leucine  and  tyro- 
sine. No  urea  is  excreted.  Death  occurs  usually  at  the  end  of  one  or  two  weeks, 
but  it  may  be  more  speedy.  In  mild  cases  the  above  symifioms  are  not  strongly 
marked,  and  recovery  may  ensue.  A very  grave  prognosis  shoiild  be  made  in 
every  case  -at  the  start.  Post-mortem  appearances  in  acute  x>hospliorus  poison- 
ing : Jaundice.  Dark  blood.  Numerous  internal  ecchymoses— for  example,  in  the 
serous  and  mucous  membranes  and  kidneys.  Fatty  degeneration  of  most  of  the 
internal  organs,  including  the  liver,  heart,  muscles,  and  kidneys.  Treatment : In 
fresh  cases,  washing  out  of  the  stomach.  Laxatives.  As  an  emetic,  sulphate  of 
copper.  The  best  antidote  is  old  oil  of  turpentine  (30-40  drops  in  mucilage).  Oily 
substances  .should  be  avoided,  as  phosphoms  is  soluble  in  oil.  Narcotics  and 
other  symptomatic  remedies  may  also  be  indicated.  (2)  Chronic  phosphoms 
poisoning : Necrosis  of  the  lower  jaw,  less  often  of  the  upper  jaw,  extending 
from  caries  of  the  teeth.  Necrosis  of  the  bone,  with  exuberant  growth  of  osteo- 
lihytes.  ■ 

16.  Arsenic  (Arsenious  Acid,  Schweinfurth  Green,  Scheele’s  Green,  Arsenical 
Wall-paper). — (1)  Acute  arsenic  poisoning : Symptoms  of  intense  gastro-enteritis, 
suggesting  cholera.  Violent  vomiting.  Rice-water  stools.  Severe  abdominal 
pain.  Nervous  symptoms:  Vertigo,  headache,  faintness,  twitchings.  Cardiac 
weakness.  Cyanosis.  Collapse.  Not  infrequently  a cutaneous  eruption  resem- 
bling urticaria  or  eczema.  Sometimes  albumen  and  blood  are  present  in  the 
urine.  Severe  cases  are  fatal  in  one  or  two  days.  With  regard  to  arsenical 
paralysis,  vide  page  571.  Treatment : At  firet  the  stomach-pump  oJ*emetics  for 
example,  sulphate  of  zinc.  The  best  antidotes  are  freshly  prepared  ferric  hydrate 
in  water,  two  to  four  tablespoonfuls  every  fifteen  to  thirty  minutes;  ferrum  oxy- 
datum  saccharatum  solubile  (P.  G.),  in  teaspoonful  doses;  magnesia;  and,  best  of 
all,  the  compound  of  magnesia  and  ferric  hydrate  known  as  “ antidotum  arsenici 
(P.  G.),  of  which  a tablespoonful  may  be  given  every  fifteen  to  thirty  minutes. 
(2)  Chronic  arsenic  poisoning : Acquired  iu  arsenic  works  and  glass  factories,  or 
from  arsenical  fabrics,  papers,  and  flowers.  Conjunctivitis,  chronic  gastro-intesti- 
nal  catarrh,  eczema,  and  cutaneous  ulcerations.  Anaemia  and  cachexia,  falling 
out  of  the  hair,  loss  of  sleep.  Treatment  is  purely  symptomatic,  except  as  regards 
prophylaxis.  In  poisoning  with  arseniuretted  hydrogen,  haemoglobinuria  and 
jaundice  occur,  with  severe  nervous  symj)toms. 

17.  Alcohol. — (1.)  Acute  alcoholic  poisoning : Unconsciousness;  anaesthesia; 
pupils  either  dilated  or  contracted,  usually  not  reacting  to  light;  pulse  small, 
sometimes  slow ; skin  cold  and  clammy ; vomiting;  stertorous  respiration.  There 
may  be  delirium  and  clonic  convulsions  instead  of  coma.  Such  cases  last  three  or 
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four  clays.  Death  has  been  repeatedly  observed.  Treatment:  Bathing  and 

{a)  Physical  and  mental  debility : Chronic  catarrh 
of  the  throat  larynx,  stomach,  and  intestines.  Alcoholic  tremor.  Numerous 
organic  diseases,  including  cirrhosis  of  the  liver,  contracted  kidney,  cerebral  dis- 

(6)  Delirium  tremens : Usually  a sudden  onset,  as  in  connection  with  some 
acute  disease  or  after  a surgical  injury.  Disordered  intellect.  Great  restlessness, 
hallucinations  (vermin,  etc.),  excitement,  and  loss  of  sleep.  Treatment . Bathing 
and  douchino-.  Injections  of  strychnine.  The  use  of  chloral  and  oth^  nai  cotics 
should  he  cautious.  Physical  restraint  should  be  avoided  if  possible.  The  patient 
may  often  be  allowed  to  go  about  the  room  as  he  likes,  if  only  he  be  watched. 

Alcohol  should  be  given  if  collapse  be  threatened. 

18  Chloroform.-Unconsciousness.  Loss  of  sensibility  and  reflexes,  blow 

nulse!  Pupils  dilated.  Failure  of  respiration,  and  finally  of  the  heart.  Danger  of 

heart  failure,  especially  in  persons  with  weak  hearts.  Treatment : Artificial  respi- 
ration. Injections  of  strychnine.  Stimulants.  Counterirritation. 

19.  Iodoform.— (Repeatedly  seen  from  the  use  of  iodoform  on  wounds),  hnst 
of  all  nervous  symptoms:  headache,  vertigo,  sleeplessness.  Peculiar  psychoses, 
maniacal  attacks,  delusions  of  pereecution,  refusal  of  food.  In  severe  cases  con- 
vulsions, deep  coma.  Very  small,  rapid  pulse.  Treatment:  symptomatic  by 
stimulants,  baths,  etc.  Alkalies  and  atropine  are  recommended,  but  their  action 


is  doubtful.  1 1. 

20.  Carbonic-oxide  Gas  (Illuminating  Gas).— At  first,  vertigo,  headache,  throb- 
bing in  the  temples,  ringing  in  the  ears,  and  spots  before  the  eyes.  The  patient 
gradually  becomes  unconscious.  Skin  pale  and  cyanotic.  Respiration  intermit- 
tent. Subnormal  temperature.  The  urine  may  contain  albumen  and  sugar.  The 
carbonic  oxide  may  be  demonstrated  in  the  blood  by  means  of  the  specti-oscope. 
Its  color  is  clear  cherry-red  (CO-hsemoglobine).  Subsequently  pai'alysis,  disturb- 
ances of  sensation  and  of  speech.  Treatment : Fresh  air,  artificial  respiration, 
stimulants,  transfusion. 

21.  Sulphuretted  Hydrogen. — Headache,  vomiting,  diarrhoea.  In  severe  cases, 
unconsciousness,  dyspnoea,  cyanosis,  convulsions,  and  death.  The  blood  is  thin, 
fluid,  and  black  (sulph-haemoglobine).  Treatment : Artificial  respiration,  fresh 
air,  and  the  cautious  inhalation  of  chlorine  gas. 

22.  Bisulphide  of  Carbon. — (Workers  in  rubber  factories).  Vomiting.  Severe 
nervous  symptoms.  Incontinence  of  urine,  atrophic  paralyses,  anaesthesia,  men- 
tal distm'bances,  especially  loss  of  memory,  spasmodic  conditions,  etc.  The  red 
blood-corpuscles  are  destroyed ; the  black  blood  contains  many  flakes  of  pigment. 
Treatment:  symptomatic. 

2.3.  Hydrocyanic  Acid  (Potassic  Cyanide;  Bitter  Almonds). — Characteristic 
odor  of  bitter  almonds.  In  severe  cases  death  may  occur  in  a few  minutes.  If 
the  course  be  more  protracted,  convulsive  and  extremely  slow  respiration,  the 
expiratory  act  being  much  prolonged;  the  eyeballs  proti’ude,  and  the  pupils  are 
somewhat  enlarged  and  do  not  react  to  light.  Cardiac  weakness,  cyanosis,  uncon- 
sciousness. Twitching  of  the  muscles.  Trismus.  Treatment : Merely  symptom- 
atic. Emetics,  artificial  respiration,  cool  douches,  stimulants.  Atropine  may  be 
tried;  also,  hydrated  ferric  oxide  and  chlorine  water. 

24.  Nitrohenzine  (Nitrobenzole,  Oil  of  Mirbane). — Strong  odor  of  bitter  alm- 
onds. At  first,  dizziness.  Tlie  skin  soon  assumes  a bluish  hue,  rapidly  increas- 
ing to  the  deepest  cyanosis.  Increasing  anxiety,  sense  of  suffocation,  and  gradual 
loss  of  consciousness.  In  severe  cases,  death,  ushei’ed  in  by  convulsions.  In 
milder  cases,  gradual  recovery.  Treatment : Stomach-pump.  Artificial  respira- 
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tion.  Stimulants.  In  the  Leipsic  chnique,  transfusion  has  worked  admirably  in 
two  cases.  The  symptoms  caused  by  aniline  and  the  aniline  dyes  closely  resemble 
poisoning  from  nitrobenzole. 

25.  Carbolic  Acid.  Corrosion  of  mouth,  throat,  and  stomach.  In  mild  cases, 
vertigo  and  headache;  in  severe  cases,  coma,  preceded  in  rare  instances  by  symp- 
toms of  cerebral  irritation.  Contracted  pupils.  Vomiting.  Pulse  slow  at  first 
then  rapid.  The  urine  has  a dark,  olive-green  color.  Sometimes  hajmoglobinuria 
and  nephritis.  Treatment:  Stomach-pump.  Slaked  lime  and  water.  Large 
doses  of  sulphate  of  sodium  are  especially  to  be  recommended. 

26.  Atropine  {Belladonna).— T)rjyiQss,  of  the  mouth  and  Ihioat.  Excessive 
thirst.  Dizziness  and  headache.  Peculiar  mental  disturbances:  hallucinations 
are  particularly  frequent.  Pupils  very  widely  dilated.  Cutaneous  erythema 
resembling  that  of  scarlet  fever.  In  severe  cases,  pulse  enormously  accelerated, 
with  violent  pulsation  in  the  arteries.  Convulsions  may  occur.  Nervous  symp- 
toms pereist  for  some  time.  Treatment : The  following  physiological  antidotes 
should  be  tried:  physostigmine  (esei’ine),  pilocarpine,  and  morphine. 

27.  Digitalis.  Vomiting.  Diarrhoea.  Pulse  very  slow  (forty  beats  per  minute, 
or  less).  Dyspnoea.  Symptoms  of  collapse.  Cold  extremities,  muscular  tremor. 
Somnolence.  In  the  worst  cases,  sopor  and  death.  Even  the  milder  cases  are 
protracted.  Ireatment : Emetics,  stomach-pump.  Tannin.  Camphor,  strong 
cafe  noir,  ether,  ammonia.  Counter-irritation. 

28.  Nicotine  (Smoking;  Tobacco  Juice;  Tobacco  Euemata).— 1.  Acute:  Pulse 
small  and  slow,  syncope,  sense  of  oppression,  salivation,  vomiting.  In  severe 
cases,  loss  of  consciousness,  tetanic  spasms,  both  pulse  and  respiration  intermittent. 
2.  Chronic  (from  excessive  use  of  tobacco) : Palpitation,  irregular  action  of  the 
heart,  paroxysms  of  asthma  and  angina  pectoris.  Tremor,  muscular  wealeness.  Loss 
of  sleep.  Sometimes  there  are  symptoms  of  ataxia  (“  nicotine  tabes  ” seen  hi  cigar 
makers).  Amblyopia,  scintillating  scotoma.  Gastric  disturbance,  chronic  catarrh 
of  the  pharynx  and  larynx.  Treatment : In  acute  cases,  stimulants.  Chronic 
poisoning  necessitates  the  giving  uj)  of  tobacco.  Further  treatment  is  symptomatic. 

29.  Strychnine. — Violent  tetanic  reflex  convulsions.  Exaggeration  of  the  cuta- 
neous and  tendon  reflexes.  Trismus.  Opisthotonos.  Pulse  small  and  very  rapid. 
The  convulsions  come  in  paroxysms,  with  intervals  between  them.  The  intellect 
is  usually  perfectly  clear.  Eecovery  occurs  only  in  mild  cases.  Treatment: 
Emetics,  stomach-pump.  Tannin.  Tincture  of  iodine.  Castor-oil.  The  convul- 
sions are  to  be  combated  by  morphme,  chloroform,  chloral,  or  potassic  bromide. 
Curare  has  also  been  tried. 

.30.  Coniine  (Hemlock). — In  severe  cases  convulsions,  then  general  paralysis, 
especially  of  the  I’espiratory  muscles,  loss  of  consciousness,  and  death.  Pupils 
dilated.  In  milder  cases  confusion,  muscular  weakness,  vomitiug,  and  diarrhoea. 
Treatment : Emetics,  tannin,  stimulants. 

31.  Morphine  (Opium).— 1.  Acute:  Begins  with  fatigue,  headache,  darkening 
of  the  visual  field,  nausea,  vomiting.  Then  coma  comes  on  with  slow,  stertorous, 
sometimes  irregular  respiration.  Muscles  completely  lax.  Pupils  usually  very 
small.  Pulse  often  slow,  but  in  other  cases  rapid  and  small.  Toward  the  end  of 
life  Cheyne-Stokes’s  respiration.  In  milder  cases  only  vomiting,  stupor,  lieadache, 
etc.  I'reatment : Sulphate  of  zinc,  or  some  other  emetic ; stomach-pump.  Tan- 
nin. Cafe  noir.  Atropine  may  be  tried  as  a physiological  antidote.  Stimulants 
(camphor,  ether)  are  best,  also  cold  baths  with  shower-baths ; artificial  respiration. 
2.  Chronic  (morphine  habit) : Emaciation,  anaemia,  headache,  vertigo,  wakeful- 
ness. Tremor.  Mental  disturbance.  Unconquerable  longing  for  morijhine;  and, 
if  this  be  denied,  the  appearance  of  grave  symptoms.  To  break  up  the  morphine 
habit  is  almost  impossible  except  in  hospitals  and  special  asylums.  The  with- 
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of  the  drug  is  abrupt  according  to  the  practice  of  some,  and  gradual 
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that  the  minute  blood-vessels  become  spasmodically  contracted  and  thrombi  form 
under  the  influence  of  the  poison.  The  different  symptoms  are  due  m part  to  the 
different  constituents  of  tbe  ergot.  The  best  known  are  sphacelinic  acid,  which  is 
probably  the  cause  of  gangrenous  ergotism  and  ergotine  tabes;  corn utme,  which 
causes  severe  convulsive  symptoms  (convulsive  ergotism)  and  uterine  contrac- 
tions; and  finally  ergotiiiic  acid.  The  treatment  of  chronic  ergotism  is  purely 


symptomatic. 

33.  Poisonous  Mushrooms. — 1.  Poisoning  from  morels : Fresh  morels  ( mor- 
cheln”  or  “ lorcheln  ”)  contain  a poison  which  is  readily  soluble  in  hot  water,  and 
which  evaporates  completely  if  the  morels  be  dried.  Morels  that  have  been  dried 
or  parboiled  are  therefore  perfectly  harmless,  but  the  fresh  ones  are  poisonous. 
The  symptoms  are  nausea,  vomiting,  diarrhoea,  headache,  coma,  and,  above 
all,  hmmoglobinsemia  and  haemoglobinuria  {q.  n.),  associated  with  which  is  a 
hcematogenous  icterus.  In  severe  cases  death  occurs,  ushered  in  by  convulsions. 
Treatment  is  symptomatic,  and  includes  the  administration  of  emetics,  purgatives, 
and  stimulants.  2.  Poisoning  from  the  red  agaric  {amanita  muscaria);  This 
contains  the  poisonous  alkaloid  muscarine.  Gastric  symptoms  and  diarrhoea. 
Mental  excitement,  delirium,  tetanic  and  epileptiform  convulsions.  A rapid  pulse, 
small  pupils,  disturbed  vision  from  spasm  of  accommodation,  sweating,  salivation, 
and  inmost  of  the  severe  cases  sopor  and  death.  Treatment-.  Emetics,  etc.  Atro- 
pine, which  acts  as  a physiological  antidote  to  muscarine.  Also  tannine,  and 
stimulants.  3.  Poisoning  from  tubercular  mushrooms  (amanita  phalloicles),  con- 
fused with  young  button  mushrooms  (champignons).  Digestive  disturbances,  later 
jaundice,  somnolence,  coma.  The  autopsy  shows  fatty  degeneration  of  the  liver, 
kidneys,  and  stomach,  as  in  phosphorus  poisoning. 

34.  Poisoning  from  Sausages  (Botulismus). — This  sometimes  occurs  as  the  result 
of  eating  partially  decayed  sausages.  The  symptoms  are  pain  in  the  stomach, 
nausea,  vomiting,  colic,  and  diarrhoea.  There  are  also  marked  feebleness,  prae- 
cordial  anxiety,  and  dyspnoea;  vertigo,  headache,  somnolence;  and  very  often 
disturbance  of  vision  (amblyopia,  spots  before  the  eyes),  and,  what  is  surprising, 
ptosis.  In  severe  cases,  dysphagia,  as  a result  of  more  or  less  com)jlete  paralysis  of 
the  tongue  and  the  constrictors  of  the  pharynx.  The  mouth  is  dry.  The  heai-t 
is  feeble;  this  and  the  general  prostration  and  malnutrition  may  prove  fatal.  The 
cases  are  usually  protracted,  rarely  being  very  acute.  The  active  principles  tal- 
kaloids  of  putrefaction)  have  lately  become  known  in  part.  In  sausage  and  also 
in  meat  poisoning  tbe  most  important  substance  is  jjtomato-atropine,  a substance 
which  acts  almost  exactly  like  atropine.  Treatment:  Emetics,  purgatives  (cal- 
omel). stimulants,  and.  if  indicated,  artificial  feeding. 
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35.  Poisonings  from  Meo.t. — In  repeated  instances  severe  symptoms  have  been 
occasioned  by  eating  tainted  meat,  or  possibly  that  obtained  from  animals  which 
had  been  diseased.  These  symptoms  are  certainly  due  to  the  products  of  putre- 
faction, substances  which  act  partly  like  muscarine,  partly  like  atropine,  neurine, 
methylguanidiue,  etc.  The  special  poison  is  not  yet  fully  known.  Probably  there 
are  several  poisons,  either  chemical  or  organic  and  infectious.  The  usual  symp- 
toms are  vomiting  and  diarrhoea.  The  case  may  closely  simulate  cholera.  In 
most  instances  certain  nervous  phenomena  are  also  observed— wakefulness  deliri- 
um, headache,  and  changes  in  the  pupils.  There  may  be  roseola  or  wheals  or 
erythema.  Frequently  there,  is  a high  fever,  but  sometimes  the  temperature  is 
subnormal.  The  pulse  is  small  and  slightly  accelerated,  although  it  may  occa- 
sionally be  slower  than  normal.  There  is  a sense  of  thoracic  oppression.  The 
cases  are  often  protracted.  Tendency  to  relapses.  Death  may  occur.  Postmortem, 
tnere  is  usually  found  an  intense  and  often  haemorrhagic  enteritis  with  secondary 
changes  in  the  spleen,  kidneys,  lungs,  and  other  organs.  Treatment:  Symptom- 
atic; calomel,  emulsions,  stimulants,  and  baths.  Pood  should  be  given  cau- 
tiously. 

36.  Poisoning  from  Pish. — The  eating  of  tainted  fish  has  likewise  caused  gi’ave 
distmbance.  The  symptoms  vary.  Usually  there  are  pain  in  the  stomach,  prse- 
cordial  anxietjq  vertigo,  dryness  of  the  throat,  aphonia,  and  labored  resphation. 
There  may  also  be  disturbance  of  vision,  amblyopia,  and  colored  vision,  or  paraly- 
sis of  the  motores  oculi  and  of  accommodation.  In  severe  cases  there  may  be 
dysphagia  and  general  paresis.  Sometimes  dyspnoea  and  cardiac  weakness  are 
observed.  The  cases  are  frequently  very  tedious.  Here,  too,  there  are  many  active 
poisonous  products  of  putrefaction,  among  them  one  which  acts  like  muscarine. 
Treatment  similar  to  that  recommended  in  the  two  preceding  paragi’aphs. 

37.  Poisoning  from  Mussels  (Mytilus  Edulis).  This  is  also  common.  A draw- 
ing feeling  in  the  neck,  a blunt  feeling  in  the  teeth,  crawling  and  burning  in  the 
arms  and  legs,  dullness  in  the  head,  mental  excitability,  feeling  as  if  everything 
were  light,  as  if  the  patient  must  fiy ; in  the  later  stages  dilated,  immobile  pupils, 
difficult  speech,  paresis  and  ataxia  of  the  muscles;  also  nausea,  skin  eruptions 
(urticaria),  fall  of  temperature.  In  severe  cases  death  may  ensue  in  a few  hours. 
At  the  autopsy  we  find  severe  enteritis,  enlargement  of  the  spleen,  and  often  a 
peculiar  speckling  of  the  liver.  The  poison  of  mussels  that  is  known  has  been 
called  mytilotoxine. 

38.  Poisoning  from  Cheese. — Vomiting,  colicky  pains,  diarrhoea,  vertigo,  sense 
of  thoracic  oppression,  headache,  languor,  and  disturbance  of  vision.  Treatment 
as  in  pai’agraphs  35  and  36. 
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TABLE  05*  WEIGHTS  AND  MEASURES. 


Table  of  Relation  of  U.  S.  Fluid  to  Metric  Measure. 


Cubic 

Cubic 

Fluid 

Cubic 

Fluid 

Cubic 

Minims 

Centimetres. 

Minims. 

Centimetres. 

Drachms.  Centimetres. 

Ounces. 

Centimetres. 

1 

•06 

30 

= 

1-85 

4 = 

14-79 

4 

~ 

118-24 

2 

= 

•12 

40 

= 

2-46 

6 = 

22-18 

6 

=Z 

177-39 

5 

10 

= 

•31 

•62 

Fluid 

Cubic 

Fluid 

Cubic 

8 

12 

= 

236-53 

Drachms. 

Centimetres. 

Ounces.  Centimetres. 

rz 

354-82 

15 

— 

•92 

1 

- 

3-70 

1 = 

29-57 

16 

= 

473-11 

16i 

— 

1-00 

2 

7-39 

2 = 

59-10 

20 

1-23 

3 

= 

11-09 

3 = 

88-67 

Table  of  Relation  of  Troy  Weight 

TO  Grammes. 

Grains. 

Grammes. 

Grains. 

Grammes. 

Drachms. 

Grammes. 

Ounces. 

Grammes. 

i 

= 

•008 

8 

= 

•52. 

1 = 

3-89 

1 

— 

31-1 

i 

= 

•on 

10 

- 

•65 

H 

5-83 

li 

40-6 

i 

= 

•010 

15 

— 

•97 

2 = 

7-77 

2 

62-2 

h 

= 

•032 

15-43 

1-00 

3 = 

11-66 

3 

— 

93-3 

1 

= 

•005 

20 

1-29 

4 = 

15-55 

4 

124-4 

2 

~ 

•13 

30 

1-94 

6 = 

23-3 

6 

186-6 

4 

= 

•26 

40 

= 

2-59 

8 

— 

248-8 

5 

= 

•32 

61-73 

= 

4-00 

6 

= 

•39 

The  Metric  System  in  Medicine. 

Old  Style. 

Metric. 

m J or 

gr-  i 

00  grm. 

f3j  or 

3j 

= 4 

(( 

flj  or 

= 32 

it 

The  decimal  line,  instead  of  points,  makes  errors  impossible.  As  ‘06  (drug)  is 
l^s  than  a grain,  while  4‘  and  32'  (vehicle)  are  more  than  the  drachm  and  ounce, 
there  is  no  danger  of  giving  too  large  doses  of  strong  drags.  ' 

C.c.  (cubic  centimetres),  used  for  grms.  (grammes),  causes  an  error  of  five  per 
cent  (excess). 

A teaspoonful  is  usually  5 grms. ; a tahlespoonful,  20  grms. 
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Abasia,  803  (foot-note). 

Abdomen  in  typhoid  fever,  10. 

Abdominal  typhus,  1. 

Abducens  nerve,  paralysis  of,  .556. 

Abortion  in  acute  yellow  atrophy  of  the  liver,  488 ; 
in  chorea,  784  ; in  pernicious  anaemia,  944  ; in  ty- 
phoid fever,  18. 

Abscesses,  embolic,  in  lungs,  247 ; in  appendicitis, 
420 ; in  glanders,  116 ; in  parotitis,  349 ; in  peri- 
nephritis, 868  ; in  perityphlitis,  420  ; in  smallpox, 
56  : in  septico-pyaemia,  110 ; in  typhoid  fever,  17  ; 
of  brain,  741 ; of  liver,  476  ; of  mediastinum,  273  ; of 
tonsils,  .353  ; retropharyngeal.  360 ; sub-diaphrag- 
matic, in  peritonitis,  466. 

Absorption,  impaired,  in  chronic  gastric  catarrh,  375. 

Accentuation  of  the  aortic  second  sound  in  chronic 
nephritis,  859  ; in  arterio-sclerosis,  333  ; of  the  pul- 
monic second  sound  in  emphysema,  178  ; in  mitral 
regurgitation,  285  ; in  mitral  stenosis,  287. 

Accessorius  nerve,  spasm  of,  574  ; position  of  head  in 
spasm  of,  674  ; paralysis  of,  562. 

Acetonaemia  in  diabetes,  969. 

Acetone,  odor  of,  in  diabetes,  971  ; reaction,  969. 

Achilles’  tendon  reflex,  545. 

Acholia,  489. 

Achromatopsia  in  hysteria,  801. 

Acid  dyspepsia,  382. 

Acid,  free,  in  gastric  juice,  tests  for,  378. 

Aconitine  in  neuralgia,  520  ; in  trigeminal  neuralgia, 
523. 

Acoustic  nerve,  atrophy  of,  in  locomotor  ataxia,  643. 

Acromegaly,  589. 

Actinomycosis,  274.  > 

Acupuncture  in  aneurism,  338  ; in  cardiac  dropsy,  308. 

Acute  bulbar  paralysis,  691. 

Acute  tuberculosis,  236. 

Acute  yellow  atrophy  of  the  liver,  485. 

Addison’s  disease,  878. 

Adenia,  951. 

Adeno-careinoma,  428. 

Adenoid  growths  in  pharynx,  .358. 

Adherent  pericardium,  326. 

Adrenals  in  Addison’s  disease,  879. 

vEgophony,  260. 

After-sensations.  609  ; in  locomotor  ataxia,  040. 

Agaricinc  in  pulmonary  tuberculosis,  236. 

Ageusia,  .538. 

Agraphia,  720. 

Ague,  90. 

Air,  inspired,  as  carrier  of  infection,  209. 

Alalia,  685. 

Albumen  in  urine,  tests  for,  828. 


Albuminous  expectoration  in  pleurisy,  266. 

Albuminuria,  accidental,  824  ; in  acute  ascending 
spinal  paralysis,  675  ; in  acute  Bright’s  disease, 
841  ; in  aummia,  934,  942  ; in  bulbar  apoplexy,  692  ; 
in  chronic  Bright’s  disease,  862,  859  ; in  diabetes, 
970  ; in  diphtheria,  70  ; in  epilepsy,  773;  in  erysipe- 
las, 64  ; in  fevers,  837  ; in  gout,  987  ; neurotic,  825  ; in 
osteomalacia,  927  ; physiological,  823  ; in  pneumo- 
nia, 197 ; renal,  genuine,  824  ; in  scarlet  fever,  41  ; 
in  scurvy,  9.59  ; in  smallpox,  66  ; spurious,  824  ; 
transitory,  825  ; in  typhoid  fever,  17  ; in  yellow 
fever,  102. 

Albuminuric  retinitis,  854,  861. 

Alcohol,  effects  of,  on  the  digestive  system,  .372,  -374  ; 
on  the  kidneys,  856  ; on  the  nervous  system,  684  ; 
poisonous  effects  of,  1006. 

Alcoholic  beverages  in  anaemia,  936  ; in  diabetes,  979  ; 
in  gout,  991  ; in  neurasthenia,  818  ; in  obesity,  993  ; 
in  pneumonia,  206  ; in  tuberculosis,  232. 

Alcoholic  neuritis,  584. 

Alcoholic  poisoning,  acute.  1006. 

Alcoholism,  1006  ; acute,  1006  ; chronic,  1007  ; treat- 
ment of,  1006. 

Alexia,  720. 

Alimentary  canal,  tuberculosis  of,  215,  423. 

Alkalies  in  diabetes,  981;  in  gout,  991. 

Allantiasis  (botulismus),  1009. 

Alopecia,  589. 

Altitude  in  tuberculosis,  2.33. 

Alum  in  intestinal  catarrh  of  children,  417. 

Amaurosis,  anaemic,  932  ; in  gastric  ulcer,  387 ; hys- 
terical, 802 ; uraemic,  832. 

Amblyopia,  751 ; in  hysteria,  802. 

Ambuiatory  typhoid  fever,  18. 

Amimia,  720. 

Ammoniaemia,  883,  890,  895. 

Ammonia  in  asthma,  172  ; in  diabetes,  981 ; poisoning 
from,  1004. 

Amnesia,  717. 

Amceba  coli  (amoeba  dysenteriae),  81  ; in  liver  ab- 
scess, 81  ; in  lungs,  81. 

Amoebic  dysentery,  81 . 

Amphoric  breathing,  222,  260. 

Amyl  nitrite  in  asthma,  172 ; in  epilepsy,  778 ; in 
hemicrania,  693  ; in  trigeminal  neuralgia,  623  ; in 
valvular  disease,  307. 

Amyloid  disea.se,  chronic  nephritis  combined  with, 
865  ; of  kidney,  864  ; of  iiver,  498  ; in  phthisis.  228  ; 
in  syphilis,  865. 

Amyotrophic  lateral  sclerosis,  660. 

Auinmia  in  Addison’s  disease,  880;  in  anchylostomia- 
sls,  -418  ; in  articular  rheumatism,  906  ; fever  in, 
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934  ; from  gastric  atrophy,  939  ; in  gastric  cancer, 
391  ; in  gastric  ulcer,  38~  ; idiopathic,  928  ; tubercu- 
losis as  a complication  of,  226,  424  ; progressive 
pernicious,  938  ; primary  or  essential,  928  ; second- 
ary, 929  ; toxic,  931. 

Anaimia,  pernicious,  938  ; associated  with  atrophy  of 
gastro-intestinal  walls,  939  ; chemical  examination 
of  blood  in,  943  ; diagnosis,  944  ; post-mortem  le- 
sions in,  940  ; symptoms  of,  941  ; treatment  of, 
944. 

Aneemia,  simple  constitutional,  928 ; diagnosis  of, 
936  ; symptoms  of,  931  ; treatment  of,  936. 

Aneemia,  spastic,  511  ; splenic,  944. 

Anoemic  murmurs,  933. 

Anaesthesia,  510  ; dolorosa,  512  ; in  hemiplegia,  733  ; 
in  hysteria,  800  ; in  locomotor  ataxia,  636  ; in  Mor- 
van’s  disease,  679  ; in  myelitis,  619  ; in  neuralgia, 
517  ; in  neuromata,  586  ; in  railway  spine,  820  ; in 
imilateral  lesions  of  the  spinal  cord,  683  ; of  the 
skin,  510  ; of  the  trigeminus,  513. 

Analgesia,  508  ; in  hysteria,  800  ; in  locomotor  ataxia, 
686,  640  ; in  Morvan’s  disease,  079  ; in  syriugo-mye- 
lia,  078. 

Anarthria,  685  ; in  bulbar  apoplexy,  692. 

Anchylostomum  duodenale,  448. 

Aneurism,  334  ; cylindrical,  334;  dissecting,  340  ; fusi- 
form, 334  ; sacciform,  334  ; of  the  abdominal  aorta, 
339  ; of  carotid  artery,  339  ; of  the  cerebral  arteries, 
725  ; of  the  heart,  308,  330  ; of  subclavian  artery, 
339  ; of  pulmonary  artery,  218,  339. 

Aneurism  of  thoracic  aorta,  334  ; diagnosis  of,  337  ; 
dyspnoea  in,  336  ; hcemorrhage  in,  3.37  ; pain  in, 
337  ; physical  signs  of,  335  ; symptoms  of,  335  ; 
treatment  of,  338  ; Tufnell's  treatment  of,  338. 

Angina  pectoris,  397,  309,  310,  318  ; pseudo  or  hyster- 
ical, 318. 

Angina  (see  Sore  Throat). 

Angio-neurotic  oedema,  588. 

Animal  lymph,  59. 

Animals,  lower,  diphtheria  in,  67. 

Ankle  clonus,  545  ; in  cerebral  haimorrhage,  732  ; in 
hysterical  paraplegia,  803 ; in  myelitis,  620  ; in 
spastic  paraplegia,  664  ; in  tetanus,  792. 

Anosmia,  532. 

Anterior  crural  nerve,  paralysis  of,  568. 

Anthracosis  of  lungs,  245. 

Anthrax,  117  ; bacillus,  117  ; in  animals,  118. 

Antidotes  in  poisoning  from  atropine,  1008  ; lead, 
1004  ; mushrooms,  1009  ; phosphorus,  1006. 

Antidotum  arsenici,  1006. 

Antimony,  arsenite  of,  in  cardiac  valvular  disease, 
303. 

Antipyrine  in  typhoid  fever,  24. 

Antiseptic  medication  in  typhoid  fever,  20. 

Antiseptics  in  pyelitis,  884. 

Anuria  in  hydronephrosis,  892;  in  nephritis,  841. 

Aorta,  aneurism  of,  834  ; hypoplasia  of,  in  chlorosis, 
929  ; rupture  of,  3.39. 

Aortic  incompetency,  287  ; sudden  death  in,  290  ; 
symptoms  of,  287. 

Aortic  orifice,  congenital  lesions  of,  294. 

Aortic  stenosis,  290. 

Apex  of  lungs,  catarrh  affecting,  222. 

Apex  pneumonia,  195.  202. 

Aphasia,  716  ; amnesic,  717  ; anatomical  localization 
of.  716  ; ataxic,  717  ; diagnosis  of,  719  ; hemiplegia 
with,  736  ; in  tj’phoid  fever,  16. 

Aphemia  (see  Aphasia),  716. 


Aphonia,  hysterical,  803  ; in  acute  laryngitis,  130  ; in 
adductor  paralysis,  140  ; iu  pericardial  effusion, 
325. 

AphthiE,  343. 

Aplasia  of  the  lungs,  181. 

Apoplectic  cyst,  727  ; habit,  726  ; scar,  727. 

Apoplexy , 728  ; delayed,  728  ; from  cerebral  syphilis, 
758  ; from  hoematoma  of  the  dura  mater,  697  ; from 
heemorrhage  into  medulla  and  pons,  691  ; from 
tumors  of  the  brain,  750 ; ingravescent,  728 ; in 
multiple  sclerosis,  630  ; premonitory  symptoms  of, 
728  ; pulmonary,  247  ; spinal,  604. 

Appendicitis,  420. 

Appendix  vermiformis,  perforation  of,  in  typhoid 
fever,  11  ; situation  of,  420. 

Apraxia,  720. 

Apyrexia  in  relapsing  fever,  32. 

Arachnitis  (see  Meningitis). 

Aran-Duchenne  type  of  muscular  atrophy,  653. 

Arbutiue  in  cystitis,  896. 

Arch  of  aorta,  aneurism  of,  334. 

Argyll-Robertson  pupil,  642 ; in  ataxia,  042  ; in  pro- 
gressive general  paralysis,  763. 

Arm,  peripheral  paralysis  of,  584. 

Arhythmia,  297. 

Areenical  neuritis,  571. 

Ai’senical  poisoning,  931,  1006  ; paralysis  in,  571. 

Arsenic  in  anaemia  and  chlorosis,  938 ; in  asthma, 
172 ; in  cerebral  tumor,  750  : in  chorea,  783  ; in 
diabetes,  981  ; in  exophthalmic  goitre,  598  ; in 
habitual  headache,  531  ; in  hysteria,  813  ; in  leu- 
kffimia,  950  ; in  locomotor  ataxia,  648  ; in  malaria, 
97  ; in  neuralgia,  519  ; in  paralysis  agitans,  787  ; in 
pernicious  anaemia,  945  ; in  pseudo-leukajmia,  953  ; 
in  scrofula,  1001  ; in  spasm  of  the  muscles  of  the 
neck,  575  ; paralysis  from,  571  ; poisoning  from, 
931,  1006. 

Arteries,  diseases  of,  331  ; calcification  of,  331. 

Arterio-sclerosis,  331  ; in  diabetes,  972 ; in  obesity, 
996  ; symptoms  of,  332  ; treatment  of,  334. 

Arteritis,  syphilitic,  757. 

Arthralgia  from  lead,  1005. 

Arthritis,  acute  rheumatic,  900  ; gonorrhoeal,  901  ; in 
cerebro-spinal  meningitis,  100  ; in  dengue,  99  ; in 
diphtheria,  70  ; in  dysentery,  79  ; in  haemophilia, 
962 ; in  purpura,  965  ; in  scarlet  fever,  43,  901  ; in 
tabes  dorsalis,  644  ; multiple  secondary,  901,  907  ; 
rheumatefld,  911  ; septic.  111,  907. 

Arthritis  deformans,  911  ; monarticular  form  of,  914  ; 
of  the  poor,  912 ; of  the  rich,  985 ; polyarticular 
form  of,  914  ; sicca,  913. 

Arthrogryposis,  576. 

Arthropathies  in  tabes,  614. 

Arthrospores,  82. 

Asafoetida  in  hysteria,  813. 

Ascaris  lumbricoides,  445. 

Ascites,  400  ; from  cancerous  peritonitis,  463  ; in, can- 
cer of  the  liver,  493  ; in  cancer  of  the  pancreas, 
504  ; in  children,  459  ; in  chronic  endocarditis,  299  ; 
in  cirrhosis  of  the  liver,  480  ; in  scarlet  fever,  42  , 
in  suppurative  hepatitis.  477  ; in  sj'philis  of  the 
liver,  491  ; in  thrombosis  of  the  portal  vein.  502  ; in 
tuberculous  peritonitis,  459  ; physical  signs  of,  401  ; 
treatment  of,  402. 

Ascitic  fluid,  401  ; hiemorrhagic,  461. 

Aspect,  facial,  in  paralysis  agitans,  785. 

Asphyxia,  local,  588 ; death  by,  in  phthisis,  217 ; in 
diphtheria,  68. 
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Aspiration  in  empyema,  264  : in  pericardial  effusion, 
328  ; in  pleuritic  effusion,  261. 

Aspiration  pneumonia,  186. 

Associated  movements,  541  ; in  cerebral  htemor- 
rhage,  73.6  ; in  facial  paralysis,  561  ; in  infantile 
cerebral  paralysis,  745  ; of  the  facial  muscles  in 
progressive  paralysis,  762. 

Astasia-abasia,  803. 

Asthenopia,  neurasthenic,  816. 

Asthma,  bronchial,  108  ; cardiac,  206  ; crystals,  160  ; 
aetiology  of,  170 ; hay,  124  ; humid,  162 ; Millar's, 
142;  nasal  affections  in,  171  ; nervous,  168  ; origin 
of,  170  ; renal,  860  ; sputum  in,  860  ; symptoms  of, 
168  ; symptomatic,  170  ; thymic,  142  ; treatment  of, 
172 ; urajmic.  860. 

Atavism,  in  haemophilia,  063  ; in  gout,  08.6,  087. 

Ataxia,  542  ; after  smallpox,  60  ; cerebellar,  723  ; 
drunkard’s.  584  ; hereditary,  648  ; in  diphtheria,  70  ; 
in  locomotor  ataxia,  630  ; in  myelitis,  010  ; in  pe- 
ripheral neuritis,  683  ; in  progressive  paralysis,  764  ; 
in  typhoid  fever,  16  ; locomotor,  6.32. 

Ataxic  gait,  637. 

Ataxic  paraplegia,  640. 

Atelectasis,  pulmonary,  181. 

■Atheroma  of  the  arteries,  331. 

Athetosis,  541,  787  ; congenital,  788  ; idiopathic,  788  ; 
in  cerebral  paralysis  of  children,  74.6,  788  ; move- 
ments of,  541  ; nature  of,  780  ; symptomatic.  788. 

Athrepsia,  414. 

Atresia  ani,  432. 

Atrophy,  414 ; Idiopathic  muscular,  6.68  ; juvenile 
muscular,  6.68  ; of  brain,  diffuse,  in  general  paresis, 
765 ; of  cardiac  muscle  in  pericarditis,  323 ; of 
muscles,  various  forms  of,  658 ; progressive  muscu- 
lar, of  spinal  origin.  653  ; unilateral,  of  face,  594. 

Atropine  in  asthma,  172  ; in  epilepsy,  778  ; in  exoph- 
thalmic goitre,  598  ; in  neuralgia,  520  ; in  progre.s- 
sive  bulbar  paralysis,  690  ; in  pulmonary  tuber- 
culosis, 235  ; poisoning  from,  1008. 

Attitnde  in  paralysis  agitans,  785  ; in  pseudo-hyper- 
trophic muscular  paralysis.  660. 

Auditory  center,  affections  of,  721  ; nerve  in  facial 
palsy,  559  ; vertigo,  769. 

Aura,  forms  of,  in  epilepsy,  771. 

Automatism  in  petit  mal,  773. 

Bacilli  of  anthrax,  117  ; Asiatic  cholera,  82  ; cerebro- 
spinal meningitis,  103  ; diphtheria,  66  ; glanders, 
116 ; laryngeal  tuberculosis,  136  ; pneumonia,  189  ; 
pulmonary  tuberculosis.  208  ; tetanus.  791  ; typhoid 
fever,  1. 

Bacteria  in  hepatitis  suppurativa,  476 : gangrene  of 
lungs,  211  ; pleurisy,  253,  25 1,  263  ; septico-pyrnmia, 
109. 

Balanitis  in  diabetes.  972. 

Balsams  in  chronic  bronchitis,  154  ; in  pulmonary’ 
emphysema,  180. 

Bandage  for  compression  in  chronic  hydrocephalus, 
769  ; for  extension  in  pressure  paralysis  of  the 
spinal  cord.  614  ; for  the  legs  In  locomotor  ataxia, 
648 : in  anaesthesia  of  the  trigeminus,  51.6  ; in  neu- 
ralgia of  the  joints.  .629. 

Banting’s  treatment  of  obesity,  997. 

Baraesthesiometer.  507. 

Barrel-shaptsl  chest  in  emphysema,  177. 

Basedow’s  dist-ose  (see  Exophtiiai.mio  GoitokI,  695. 

Basilar  artery,  embolism  and  tlirombosis  of,  093. 

Basilar  meningitis,  702. 


Baths  in  acute  ascending  spinal  paralysis,  676 ; in 
acute  poliomyelitis,  671  ; in  anoestliesia  of  the  tri- 
geminus, 615  : in  bronchitis,  150.  155 ; in  cerebral 
hnamorrhage,  737  ; in  cerebral  hy’percemia,  710  ; in 
cholera  morbus,  413  ; in  chorea,  783  ; in  chronic 
spinal  leptomeningitis,  601  : in  cutaneous  anes- 
thesia, 515  ; in  cystitis,  896  ; in  diabetes,  980 ; in 
diphtheria,  73 ; in  erysipelas,  64  ; in  gout,  992  ; in 
habitual  headache,  531  ; in  hyperpyrexia  of  rheu- 
matism, 911  : in  hysteria,  812  ; in  multiple  sclerosis, 
631  : in  myelitis,  627  ; in  nephritis,  847,  864 ; in 
nephrolithiasis,  888  : in  neuralgia,  521  ; in  neuras- 
thenia, 818  ; in  neuritis,  584,  585  ; in  obesity,  998  ; in 
osteomalacia,  927  ; in  pachymeningitis  cervicalis 
hypertrophica,  603  ; in  paralysis  agitans,  787 ; in 
paralysis  of  the  upper  limbs,  568  ; in  pneumonia, 
205  : in  progressive  bulbar  paralysis.  690 ; in  pro- 
gressive paralysis  of  the  insane,  767  ; in  purulent 
meningitis,  701  ; in  pyelitis,  884  ; in  rachitis,  924 ; 
in  railway  spine,  827  ; in  rheumatism  (acute  artic- 
ular), 910,  911  ; in  rheumatism  (muscular),  919  ; in 
scarlet  fever,  45  ; in  smallpox,  60  ; in  spasms  of 
the  respiratory  muscles,  577  ; in  tetanus,  794  ; in 
tetany,  791  ; in  typhoid  fever,  ’23. 

Baths,  electric,  in  neurasthenia,  818. 

Beaded  ribs  in  rickets,  923. 

Bedsores  in  myelitis,  022. 

Beer-drinkers,  heart  disease  in,  313. 

Belladonna  in  asthma,  172  ; in  diabetes,  981  ; in  epi- 
lepsy, 778  ; in  whooping-cough,  163  ; poisoning 
from,  1008. 

Bell’s  palsy,  558. 

Benzine  in  trichinosis.  124  ; in  whooping-cough,  163. 

Beri-beri,  582  ; in  Japan,  582  ; in  United  States,  682. 

Biermer’s  change  of  note  in  pneumothorax,  269. 

“ Big-jaw’  ” in  cattle,  274. 

Bile  coloring  matter,  tests  for,  467. 

Bile-ducts,  ascarides  in,  445  ; cancer  of,  492. 

Bile  in  intestinal  catarrh,  464  ; in  typhoid  fever,  11. 

Biliary  abscess.  474,  476  ; acids  in  the  blood,  460  ; 
acids  in  the  urine,  467. 

Biliary  colic,  470. 

Biliary  fistula?,  473. 

Bilious  remittent  fever,  95. 

Birth  palsies,  567. 

Bismuth,  subnitrate  of,  in  gastric  catarrh,  382  ; in  in- 
testinal catarrh  of  children,  417.  418. 

Bitters  in  gastric  catarrh.  381  ; in  scurvy,  960  ; in  val- 
vular cardiac  disease,  307. 

Black  expectoration,  245. 

Black  vomit,  102. 

Bladder,  cancer  of,  897  ; care  of.  in  myelitis,  027  ; ca- 
tarrh of,  893  ; diphtheria  of,  894;  “ hremorrhoids  ” 
of.  429  ; paralysis  of,  in  injuries  to  spinal  cord,  607  ; 
paralysis  of,  in  locomotor  ataxia,  643  ; paralysis  of, 
in  myelitis,  621  ; paralysis  of,  in  pressure-paralysis 
of  the  spinal  cord.  013  ; paralysis  of.  in  progressive 
paralysis,  704  ; paralysis  of,  in  spinal  apoplexy,  005. 

“ Bleeders,”  il08. 

Bleeding.  See  H/'emorrhaoe. 

Bleeding  in  cerebral  lupmorrhage,  730  ; in  heart  dis- 
ease, .300  ; in  pneumonia.  20.6  ; in  sunstroke,  748. 

Bleeding  (local)  for  cerebral  abscess,  713  : for  cere- 
bral hoomorrhage,  730 ; for  cerebral  hypernmiia, 
710;  for  cystitis,  896  ; for  hipmatoma  of  the  dura 
mater,  098  ; for  hmmorrliage  into  the  spinal  me- 
ninges, 603  ; for  infantile  spinal  paralysis,  070  ; for 
meningitis,  108,  701  ; for  pericarditis,  .’128  ; foi’  peri- 
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tonitis,  456  ; for  pneumonia,  205  ; for  sciatica,  527  ; 
for  typhlitis,  421. 

Biepharitis  ciliaris,  1000. 

Blepharospasm,  572. 

Biinclness  from  anaemia  (amaurosis,  anaemic),  932  ; 
from  tumors  of  the  brain,  751. 

Blisters  for  neuralgia,  619  ; for  sciatica,  527. 

Blood-casts,  826,  827. 

Blood,  changes  in  the,  924. 

Blood,  character  of,  in  anaemia,  935  ; in  cancer  of  the 
stomach,  393  ; in  chlorosis,  935  ; in  cholera,  87  ; in 
diabetes,  965,  975  ; in  gout,  984  ; in  haemoglobinuria, 
953,  9.55  ; in  haemophilia,  963  ; in  leukaemia,  947  ; in 
pernicious  anaemia,  943  ; in  pseudo-leukaemia,  952. 

Blood,  poverty  of  the,  928. 

Blood-test,  Heller’s,  828. 

Blood,  transfusion  of,  in  leukaemia,  951  ; in  pernicious 
anaemia,  945  ; in  poisoning  fi'om  carbonic  oxide 
gas,  1007  ; in  poisoning  from  nitrobenzine,  1008. 

Blood-vessels,  affections  of,  331. 

Blue  line  on  gums  in  lead  poisoning,  1005. 

Boils  after  small-pox,  56  ; in  diabetes,  973,  976. 

Bones,  growth  of,  in  infantile  spinal  paralysis,  669  ; 
in  rachitis,  921. 

Bones,  lesions  of,  in  leukaemia,  946,  948  ; in  rickets, 
921;  in  scrofula.  1000  ; in  typhoid  fever,  17  ; mar- 
row of,  in  leukaemia,  946  ; in  osteomalacia,  926  ; in 
pernicious  anaemia,  940,  941  ; in  pseudo-leukaemia, 
952;  pain  in,  in  leukajmia,  948  ; in  pernicious  anae- 
mia, 942  ; softening  of,  in  osteomalacia,  926 ; in 
rachitis,  921. 

Borborygmi  in  intestinal  catarrh,  405. 

Bothriocephalus  latus,  440,  442. 

Botulismus,  1009. 

Bovine  tuberculosis.  208. 

Brachial  paralysis,  564  ; combined,  567  ; in  acute  as- 
cending spinal  paralysis,  675;  peripheral,  prognosis 
and  treatment  of,  507. 

Brachial  spasm,  675. 

Brain,  abscess  of,  741  ; diagnosis,  743  ; distinguished 
from  tumor  of,  encapsulated,  743  ; focal  si’mptoms, 
742  ; idiopathic,  741  ; metastatic,  741  ; traumatic, 
741  ; treatment  of,  743. 

Brain,  anaemia  of,  708  : mtiology  of,  709  ; symptoms 
of,  709  ; treatment  of,  709. 

Brain  and  cord,  multiple  sclerosis  of,  627,  744.  See 
also  Multiple  Sclerosis. 

Brain,  atrophy  of,  in  progressive  general  paralysis, 
765. 

Brain,  cancer  of,  749 ; congestion  of,  709;  cortical 
centers  of,  711  ; cysts  in,  441,  7.56. 

Brain,  diseases  of,  remarks  in  regard  to  topical  diag- 
nosis of,  710. 

Brain,  echinococcus  of,  756;  foci  of  sclerosis  in  syph- 
ilis, 757. 

Brain,  glioma  of,  hmmorrhages  into,  749  ; situation 
of,  749. 

Brain,  hyperaemia  of,  708  ; symptoms  of,  710  ; treat- 
ment of,  710. 

Br.ain  in  cerebro-spinal  meningitis,  104 ; inflamma- 
tion of,  741. 

Brain,  cedema  of,  in  uraemia,  831. 

Brain,  porencephahis  of.  745. 

Brain,  psammoma  of,  749*^sarcoma  of,  749. 

Brain,  sclerosis  of.  627, 744  ; diffuse,  744;  insular,  627. 

Brain,  softening  of,  red,  yellow,  and  white,  737,  739  ; 
aetiology  of,  737  ; diagnosis  of,  740  ; idiopathic, 
744  ; in  tumor  of,  752. 


Brain,  syphilis  of,  757  ; apoplectic  symptoms  in,  758  ; 
diagnosis  of,  759  ; disease  of  arteries  in,  757 ; he- 
reditary, 757  ; new  growths  in,  758  ; symptoms  of, 
768. 

Brain,  syphiloma  of,  749  ; situation  of.  757,  758. 

Brain,  tubercle  of,  749. 

Brain,  tumors  of,  748  ; at  base,  752  ; cerebral  com- 
pression caused  by,  749  ; diagnosis  of,  764  ; in  the 
cerebellum,  753  ; in  the  cerebral  hemispheres,  752  ; 
in  tile  cortex,  752,  754  ; involving  neiwes  at  base, 
762  ; medical  treatment  of,  755  ; originating  in  the 
meninges,  749,  754 ; surgical  treatment  of,  756  ; 
symptoms,  general,  749 ; symptoms,  localizing, 
751  ; varieties,  748. 

Brand’s  method  in  typhoid  fever,  22. 

Breakbone  fever,  99. 

Breathing  (see  Respiration)  ; mouth,  356. 

Breath,  odor  of,  in  diabetic  coma,  973. 

Brickmaker’s  anajmia,  448. 

Bright’s  disease,  822  ; acute.  836  ; diagnosis  of,  615  ; 
aetiology  of,  836  ; parenchymatous  form  of,  839  ; 
prognosis  in,  845  ; symptoms  of,  841  ; treatment  of, 
846. 

Bright’s  disease,  chronic,  849,  856  ; cardio-vascular 
changes  in,  853, 859  ; causes  of,  819,  856  ; interstitial 
form  of,  856 ; parenchymatous  form  of,  849 ; 
symptoms  of,  852,  858  ; treatment  of,  855, 863. 

Bromide  of  ammonium  in  epilepsy,  778. 

Bromide  of  potash  in  abscess  of  the  brain,  746  ; in 
athetosis,  789  ; in  bronchial  asthma,  172  ; in  chorea, 
783  ; in  diabetes,  981  ; in  epilepsy,  777  ; in  epilepti- 
form attacks  following  cerebral  paralysis  of  chil- 
dren, 746  ; in  habitual  headache,  632  ; in  hysteria, 
813  ; in  infantile  convulsions,780  ; in  neuralgia,  520  : 
in  neurasthenia,  818  ; in  paralysis  agitans,  787  ; in 
spasm  of  the  face,  573  ; in  spasm  of  the  glottis,  143  ; 
in  spasm  of  the  muscles  of  mastication,  672 ; in 
spasm  of  the  muscles  of  the  neck,  .575  ; in  tetanus, 
794  ; in  tetany,  791  ; in  whooping-cough,  163. 

Bromide  of  sodium  in  epilepsy,  778. 

Bromine,  poisoning  from,  1004. 

Bromism,  1004. 

Bronchi,  casts  of  the,  168  ; dilatation  of,  164  ; steno- 
sis of,  167. 

Bronchial  blennorrhoea,  152. 

Bronchial  catarrh  (see  Bronchitis),  146,  151. 

Bronchiectasis,  164  ; cylindrical,  164  ; saccular,  164  ; 
sputum  in,  165. 

Bronchiolitis,  148;  exudative,  171. 

Bronchitis,  acute,  146  ; tetiology  of,  146  ; symptoms 
of,  147  ; treatment  of,  150  ; capillary,  148  ; after 
whooping-cough,  101  ; asthmatic,  171. 

Bronchitis,  chronic,  151  ; setiology  of,  151  ; symptoms 
of,  151  ; treatment  of,  153. 

Bronchitis,  croupous,  1.58  ; fibrinous,  158  ; foetid,  155  ; 
hmmorrliagic,  147  ; in  children,  149  ; in  erysipelas, 
64  ; in  gout,  987  ; in  malaria,  94 ; in  measles,  47, 
49  ; in  rachitis,  923,  924  ; in  small-pox,  66  ; in  ty- 
phoid fever,  12  ; in  valvular  cardiac  disease.  296  ; 
pseudo-membranous,  158 ; putrid,  165  ; second- 
ary, 146  ; symptomatic  croupous,  158  ; tubercular, 
213.. 

Bronchophony  in  pneumonia,  195. 

Broncho-pneumonia,  184. 

Broncliorrhoea,  serous,  152. 

Bronzed  skin,  878. 

Brown  induration  of  lung,  249. 

Brown-S5quard’s  paralysis.  632. 
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Bruit.  See  Murmur. 

Bruit,  d’airain,  2U9  ; de  cuir  neuf,  in  pericarditis. 
258  : dediabie  in  aufemia,  933  ; in  chlorosis,  933  ; in 
pernicious  ana^inia,  949  ; de  pot  feifi,  322. 

Bulbar.  See  also  Medull.a. 

Bulbar  myelitis,  acute,  094. 

Bulbar  paralysis,  acute,  094  ; chronic,  085,  090 ; in- 
flammatory, 094  ; in  progressive  muscular  atrophy, 
052 ; progressive,  085 ; progressive,  oetiology  of, 
685  ; progressive,  complications  of,  057,  089  ; pro- 
gressive, extension  of,  to  the  nerves,  090  ; progres- 
sive, treatment  of,  089. 

Bulbar  symptoms  in  acute  ascending  spinal  paraly- 
sis, 675  ; in  amyotrophic  lateral  sclerosis,  652  : in 
compression  of  the  medulla,  605  ; in  embolism  and 
thrombosis  of  the  basilar  artery,  694  ; in  progres- 
sive generai  paralysis,  764  ; in  tubercular  menin- 
gitis, 704. 

“ Bulbar  pidse,”  292. 

Butyl  chloral  in  neuralgia  of  the  trigeminus,  52-3. 

Butyric  acid  in  gastric  juice,  379. 

Cachexia  in  cancer  of  the  stomach,  393  ; malarial, 
95  ; saturnine,  1005. 

Cachexie  pachydermique,  589. 

Cfficitis,  stercoral,  418. 

Coecum,  cancer  of,  426  ; inflammation  of,  418. 

Caffeine  in  hemicrania,  593. 

Caisson  disease,  608. 

Calabar-bean  in  tetanus,  794. 

Calcaneus  in  paralysis  of  the  tibiai  nerve,  569. 

Caieuli,  biliary,  470  ; pancreatic,  504  ; renal,  884  ; ton- 
sillar, 353  ; urinary,  forms  of,  885. 

Calculous  pyelitis,  882. 

Calm  stage  in  yellow  fever,  101. 

Calomel  in  cholera  morbus,  413 ; in  intestinal  catarrh 
of  children,  416  ; in  purulent  meningitis.  702 ; in 
relapsing  fever,  36  ; in  tubercular  meningitis,  706  ; 
in  typhoid  fever,  21. 

Camphor  in  articular  rheumatism,  911  ; in  erysipe- 
las, 65  ; in  scarlet  fever,  45  ; in  typhoid  fever,  26. 

Cancer,  coiioid,  391  ; fibroid,  391  ; medullary,  391. 

Cancer,  metastatic,  in  cancer  of  the  oesophagus,  370; 
in  the  bones,  393  ; in  the  pleura,  272. 

Cancer  of  the  bile-ducts,  492  ; bowel,  426  ; brain,  749  ; 
intestines,  420  ; kidney,  872 ; larynx,  145  ; liver, 
492  ; lungs,  250  ; oesophagus,  369  ; pancreas,  504  ; 
peritoneum,  403  ; pleura,  272  ; stomach,  391. 

Cancrum  oris,  347. 

Cannabinum  tannicum  in  neurasthenia,  819. 

Cannabis  indica  in  diabetes,  911  ; in  hemicrania,  593  ; 
in  neurasthenia,  819. 

Cantani’s  dietary  for  diabetes,  978. 

Cantharides  os  a cause  of  cystitis,  893. 

Capillary  pulse  in  aortic  insufficiency,  289. 

Capsule,  internal,  lesions  of,  721  ; as  a cause  of  cere- 
bral hemiancesthesia,  721,  725  ; as  a cause  of  hemi- 
plegia, 721,  724  ; as  a cause  of  post-hemiplegic 
chorea,  721,  72.5  ; involving  facial  nerve,  721. 

Caput  Medusm,  481. 

Caput  obstipurn,  674. 

Caput  quadratum  in  rickets,  923. 

Carbolic  acid  in  articular  rheumatism,  910  ; in  dia- 
betes, 981  ; In  erysipelas,  65  ; in  scarlet  fever,  44, 
45  ; in  whooping-cough,  103  ; poisoning  from,  1008. 

“ Carbolic  mask,”  157. 

Carbolurla,  1008. 

Carbuncle  in  diabetes,  973. 


Cnrbunculus  contagiosus,  117. 

Carcinoma.  See  Cancer. 

Carcinosis,  miliai-y,  of  the  lungs,  250 ; of  the  peri- 
toneum, 463. 

Cardiac.  See  also  Heart. 

Cardiac  compensation,  rupture  of,  283. 

Cardiac  failure,  283. 

Cardiac  murmurs,  ansemic,  933  ; in  chlorosis,  935  ; in 
chorea,  782 ; in  idiopathic  anaemia,  942 ; in  leu- 
kaemia, 949. 

Cardiac  murmurs,  organic,  in  aortic  insufficiency, 
287,  288 ; in  aortic  stenosis,  290 ; in  congenital 
heart  affections,  293,  294  ; in  mitral  incompetency, 
283  ; in  mitral  stenosis,  285  ; in  tricuspid  valve  dis- 
ease, 292. 

Cardiac  muscle,  atrophy  of,  from  pericarditis,  326, 
327 ; cloudy  swelling  of,  16,  298  ; fatty  degenera- 
tion of,  315  ; lesions  of,  298. 

Cardiac  neuroses,  318  ; overstrain,  312. 

Cardiac  septa,  anomalies  of,  394. 

Cardialgia  in  gastric  ulcer,  385  ; in  malaria,  95. 

Cardio  sclerosis,  307. 

Cardio-vascular  changes  in  renal  disease,  834,  858. 

Carotids,  aneurism  of,  339  ; compression  of,  in  epilep- 
tic paroxysms,  778  ; ligature  and  compression  of, 
in  cerebral  htemorrhage,  736. 

Caseation,  213. 

Castoreum  in  hysteria.  813. 

Castration  for  hysteria,  813. 

Casts  of  bronchial  tubes  in  fibrinous  bronchitis,  158. 

Casts  of  urinary  tubules,  826  ; epithelial,  827  ; fatty, 
827  ; granular,  827  ; hyaline,  826  ; waxy,  827. 

Casts,  tube,  in  acute  Bright’s  disease,  842  ; in  chronic 
Bright’s  disease,  852,  859. 

Catalepsy,  796  ; hypnotic,  796  ; hysterical,  796  ; in 
cerebral  disease,  797  ; in  connection  with  psychoses, 
797. 

Cataract  in  diabetes,  972. 

Catarrh,  acute  gastric,  372  ; bronchial,  146  : chronic 
bronchial,  151  ; chronic  gastric,  374  ; chronic  laryn- 
geal, 132  ; dry  bronchial.  152  : gastro  duodenal, 
464;  nasal,  125;  of  the  bladder,  893  ; simple  chronic 
(nasal),  126. 

Catarrhal  inflammation,  Influence  in  tuberculosis, 
210. 

Catarrhe  pituiteux,  1.52  ; sec,  152. 

Catarrhus  Kstivus,  125. 

Cathartics  in  anaemia  and  chlorosis,  938  ; in  cerebral 
hiemorrhage.  736  ; in  cerebral  hyperaemia,  710  ; in 
cirrhosis  of  the  liver,  483  ; in  dysentery,  80 ; in 
haematoma  of  the  dura  mater,  698  ; in  haemophilia, 
965 ; m infantile  convulsions,  779  ; in  intestinal 
catarrh,  409 ; in  locomotor  ataxia,  648  ; in  trichi- 
nosis, 123. 

Catheterization  in  myelitis,  627. 

Cat’s  purr,  284,  286. 

Caustic  potash,  poisoning  from,  1004  ; soda,  poisoning 
from,  1004. 

Cautery,  actual,  in  acute  ascending  spinal  paralysis, 
076  ; in  neuralgia,  519  ; in  pachymeningitis  cervi- 
cnlis  hypevtrophica,  003  ; in  pressure  paralysis  of 
the  sjiinal  cord,  614  ; in  spasm  of  the  muscles  of 
the  face,  573  ; in  spasm  of  the  muscles  of  the  neck, 
675. 

Cavities  and  Assures  in  the  spinal  cord,  077. 

Cavities,  pulmonary,  physical  signs  of.  222. 

Centrum  ovale,  lesions  of.  as  n cause  of  ataxic  apha- 
sia, 721  ; as  a cause  of  hemlopia,  721  ; os  a cause  of 
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hemiplegia,  721  ; as  a cause  of  monoplegia,  721  ; as 
a cause  of  word  deafness,  721. 

Ceplialiea  (see  Headache,  Habitual),  530. 

Cephalalgia  (see  Headache,  Habitual),  630. 

Cerebellar,  ataxia,  723  ; vertigo,  723,  724. 

Cerebellum,  tumors  of,  753. 

Cerebral  arteries,  aneurism  of,  725 ; arterio-sclerosis 
of,  725  ; endarteritis  of,  725  ; sj'philitic  endarteritis 
of,  757  ; syphilis  of,  757  ; syphilis  of,  as  a cause  of 
apoplectiform  attacks,  758  ; .syphilis  of,  as  a cause 
of  cerebral  softening,  738,757  ; syphilis  of,  histology 
of,  757. 

Cerebral  embolism,  737  ; in  gout,  988 ; repeated  at- 
tacks caused  by,  740. 

Cerebral  hasmorrhage,  725  ; aetiology  of,  725  ; aneu- 
risms, miliary,  in,  725  ; as  a cause  of  cerebral  hemi- 
plegia, 731 ; convulsions  in,  720  ; diagnosis  of,  730  ; 
focal  symptoms  of,  731  ; hereditary  tendency  to, 
726 ; in  arterio-sclerosis,  725 ; in  gout,  726 ; in 
tumors  of  the  brain,  750  ; in  valvular  cardiac  dis- 
ease, .301  ; morbid  anatomy  of,  720  ; prognosis  in, 
736  ; symptoms  of,  727  ; treatment  of,  736  ; usual 
situation  of,  720. 

Cerebral  localization,  710. 

Cerebral  meninges,  diseases  of,  690. 

“ Cerebral  rheumatism,”  905. 

Cerebral  sinuses,  thrombosis  of,  707. 

Cerebral  symptoms  in  contracted  kidney,  861,  862  ; in 
gout,  988  ; in  nephritis,  831,  832 ; in  pneumonia, 
198  ; in  iiseudo-leukaemia  lymplmtica,  952  : in  pur- 
pura hmmoiThagica,  902  ; in  relapsing  fever,  32  ; 
in  scarlet  fever,  37  ; in  septico-pyiemia.  111. 

Cerebral  tuberculosis,  749,  755  ; symptoms  of,  749. 

Cerebro-siiinal  meningitis,  epidemic  (see  also  Menin- 
gitis), 103  ; anomalous  forms  of,  107  ; complications 
of,  106  ; distinguished  from  tubercular  meningitis, 
107  ; encephalitic  foci  In,  104  ; malignant  form,  104  ; 
sequel®  of,  107  ; treatment  of,  108  ; varieties  of,  105, 
107. 

Cervical  muscles,  paralysis  of,  562  ; in  acute  ascend- 
ing spinal  paralysis,  675  ; resulting  from  stasis, 
677. 

Cervical  muscles,  spasm  of,  574,  575 ; in  hysteria, 
804  ; prognosis  of,  574  ; treatment  of,  574. 

Cervical  pachymeningitis,  602. 

Cervico-brachial  neuralgia,  524. 

Cervico-occipital  neuralgia,  523. 

Cestodes,  440. 

Chalicosis  pulmonum,  245. 

Champagne  in  yellow  fever,  103. 

Cliarbon,  117. 

Charcot's  crystals,  169  ; joints,  644. 

Cheek,  gangrene  of,  3-17. 

Cheese,  poisoning  from,  1010. 

Cheyne-Stokes  breathing  in  tuberculous  meningitis, 
704. 

Chicken  breast,  923. 

Chicken-pox,  60. 

Children,  diabetes  in,  907  : pneumonia  in,  200  ; rheu- 
matism in,  900  : broncho-pneumonia  in,  185  ; tuber- 
culosis of  mesenteric  glands  in,  424  ; typhoid 
fever  in,  4. 

Chloral  in  chorea,  783;  in  diabetes,  981 ; in  eclampsia, 
780  ; in  neuralgia,  520  ; in  tetanus,  794  ; in  trigemi- 
nal neuralgia,  .523. 

Chlorine  gas,  poisoning  from,  1004. 

Chloro-anmmia  in  phthisis,  936. 

Chloroform  in  epilepsy,  778  ; in  hepatic  colic,  475  ; in 


hysteria,  804 ; in  infantile  convulsions,  779 ; in 
renal  colic,  888  ; in  spasms  of  the  diaphragm,  677. 

Chloroform,  poisoning  from,  1007. 

Chloroform  test  for  bile,  467. 

Chlorosis,  928,  934  ; diagnosis  of,  936  ; distinguished 
from  gastric  diseases,  930;  distinguished  from 
renal  diseases,  931  ; distingui.shed  from  syphilis, 
931  ; distinguished  from  tubercidosis,  941,  936  : 
Egyptian,  448 ; chlorosis,  mtiology  of,  928,  929 ; 
fever  in,  934  ; heart  symptoms  in.  933  ; menstrual 
disturbance  in,  935  ; morbid  anatomy  of,  933,  935  ; 
relapses  of,  936  ; symptoms  of,  934  ; treatment  of, 
936  ; with  regard  to  sexual  disturbances,  929,  935. 

Choked  disk.  See  Neuritis,  Optic. 

Cholmmia,  468,  489. 

Cholelithiasis,  470. 

Cholera  (Asiatic),  81  ; asphyxia  in,  84  ; bacillus  of,  82 ; 
complications  of,  86  ; contagiousness  of,  82  ; dejec- 
tions in,  84  ; diagnosis  of,  84  ; distinguished  from 
acute  arsenical  poisoning,  87  ; eruption  in,  86  ; ex- 
citing causes  of,  83  ; period  of  incubation  in,  84  ; 
post-mortem  appearances  in,  86  ; predisposition  to, 
83  ; prognosis  of,  88  ; specific  poison  of,  82  ; treat- 
ment of,  88. 

Choleraic  diarrhoea,  simple,  81  ; premonitory,  84. 

Choleraic  nephritis,  86. 

Choleraic  tj’phoid,  86  ; urmmic,  86. 

Cholera  morbus,  410  ; diagnosis  of,  412  ; mortality  in, 
412 ; treatment  of.  412  ; cholera  nostras,  410  ; 
cholera  sicca,  85  ; cholera  typhoid,  86. 

Cholerine,  84. 

Cholesterine,  calculi  formed  of,  471. 

Cholesterine  and  pigment,  calculi  formed  of,  471. 

Chorditis  tuberosa,  133. 

Chorditis  vocalis  inferior  hypertrophica,  133. 

Chorea,  780  ; mtiology  of,  780  ; as  related  to  chorea 
major,  780  ; as  related  to  embolic  processes,  783  ; 
complications  of,  780,  782  ; diagnosis  of.  783  ; gravi- 
darum, 781  ; in  articular  rheumatism,  780  ; nature 
and  situation  of  the  disease,  782  ; predisposition  to, 
780  ; premonitory  symptoms  of,  781  ; prognosis  of, 
and  treatment,  783 ; relapses  in,  782  ; unilateral, 
781. 

Chorea,  endemic,  780 ; major,  780 ; rhythmic  or 
hysterical,  810  ; Sydenham's,  780. 

Chorea,  heart  symptoms  of,  782  ; infectious  origin  of, 
780  ; seasonal  relations  of,  780. 

Chorea,  Huhtington’s  or  hereditar3’,  780. 

Chorea,  spasm,  673,  570,  810. 

Choroid,  tubercles  in,  240. 

Choroid,  tuberculosis  of  the,  in  meningitis,  704. 

Chyluria,  parasitic,  875. 

Cicatrices  of  the  oesophagus,  306  ; of  the  oesophagus 
from  sulphuric  acid,  1003. 

Cicatricial  induration  caused  by  syphilis  of  the  brain, 
757. 

Cinchona,  in  purpura  hmmorrhagica,  962  ; in  scurvy, 
961. 

Circulatorj-  system,  diseases  of,  276. 

Circumcision,  dangerous  in  hmmophilia,  964. 

Circumflex  nerve,  afTections  of,  564.  674. 

Cirrhosis,  hypertrophic,  of  the  liver,  483. 

Cirrhosis  of  kidney,  8,56  ; of  liver,  478  ; of  lung,  223  ; 
of  pancreas.  504. 

“Clap-threads”  in  cj'stitis,  895. 

Clavicles,  deformed,  in  rachitis,  923. 

Ciaw-shaped  hand,  566. 

Climate,  change  of,  in  asthma,  172 ; in  chronic 
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Bright's  disease,  855  ; in  pulmonarj’  tuberculosis, 
233,  233. 

Clitoris,  cauterization  of,  in  hysteria,  813. 

Clonus,  545. 

Clownisiuus  in  hysteria,  808. 

Club-foot  resulting  from  infantile  spinal  paralysis, 
060. 

Coagulation  necrosis,  213. 

Coccyodynia,  528  ; in  locomotor  ataxia,  528, 643  ; oper- 
ative removal  of  coccyx  for,  528. 

Cod-liver  oil  in  diabetes,  079  ; in  osteomalacia,  927  ; in 
pulmonary  tuberculosis,  232  ; in  rachitis,  925  ; in 
scrofula,  1001. 

Coffee-ground  vomit,  392. 

Coin  sound,  209. 

Colchioum  in  articular  rheumatism,  910  ; in  gout,  992. 

Cold  pack,  method  of  giving,  188. 

Colic,  biliary,  470 ; hepatic,  470 ; in  angip-neurotic 
oedema,  688  ; lead,  1005  ; renal,  884. 

Collapse  stage,  in  cholera,  85  ; in  cholera  morbus,  411  ; 
in  he])atic  colic,  472  ; in  peritonitis,  454  ; in  pneu- 
monia, 196  ; in  pneumothorax,  268  ; in  typhoid  fever, 
8,26. 

Colloid  cancer  of  peritoneum,  463  ; of  stomach,  391. 

Colon,  cancer  of,  426. 

Colo-typhoid,  9. 

Columns,  posterior,  gray  degeneration  of,  6.32. 

Coma,  diabetic,  973  ; causes  of,  974  ; treatment  of,  981. 

Coma,  epileptic, 773  ; from  heat  stroke,  747  ; in  abscess 
of  the  brain,  742  ; in  acute  yellow  atrophy,  487  ; in 
alcoholic  poisoning,  1006  ; in  apoplexy,  729  ; in  cere- 
bral hsemorrhage,  729  ; in  cerebral  syphilis,  758  ; in 
multiple  sclerosis,  630  ; in  pernicious  malaria,  94  ; in 
thrombosis  of  the  cerebral  sinuses,  707  ; in  typhus 
fever,  30  ; in  urtemin,  832,  834. 

Coma,  post-epileptic,  773. 

Coma-vigil,  In  typhoid  fever,  14. 

Comma  bacillus,  82. 

Commotio  spinalis,  819. 

Compensation  in  valve  lesions,  282. 

Complexion  in  anmmia,  931,  934,  941  ; in  diabetic 
coma,  973  ; in  leukeemia,  949  ; in  pseudo-leukeemia, 
952. 

Compression  as  a cause  of  thrombosis,  602. 

Compression  of  the  medulla  oblongata,095  ; diagnosis 
and  prognosis  of,  695. 

Compression  of  the  oesophagus,  366. 

Conchinine  in  malaria,  97. 

Concretio  pericardii,  320. 

Concussion  of  spinal  cord,  819. 

Congenital  heart  affections,  293. 

Congo-red  test  for  free  acid,  .378. 

Conjugate  deviation  in  hemiplegia,  729. 

Conjunctivitis  in  difficult  dentition,  351  ; in  diphtheria, 
69  ; i n gout,  987 ; in  measles,  48  ; in  scarlet  fever,  41 ; 
in  scrofula,  1000  ; in  whooping-cough,  100. 

Conscience  musculaire,  509,  802. 

Constipation,  habitual,  4.30  ; in  diseases  of  the  nervous 
system,  430  ; treatment  of,  4.31. 

Constipation  in  amnmia  and  chlorosis,  9.32  ; in  cases 
of  cerebral  tumor,  751  ; in  cirrhosis  of  the  liver,  480  ; 
in  gastric  catarrh,  379  ; in  intestinal  stenosis,  435  ; 
in  jaundice,  400  ; in  locomotor  ataxia,  048  ; in  mye- 
litis, 021  ; in  typhlitis,  419  ; in  typhoid  fever,  9. 

Constitutional  di.s<-nses,  928. 

Consumption.  See  TtmEHcuixjsis. 

Consumption,  galloping,  217. 

Contracted  kidney,  aoo  ; embolic,  872  ; gemdne,  860  ; 


in  arterio-sclerosis,  857  ; in  gout,  850, 987  ; in  obesity, 
990  ; secondary,  849,  850. 

Contractions,  rhythmical,  540. 

Contracture  des  nourrices,  789 ; hysterical,  803 ; in 
hemiplegia,  734. 

Convulsions,  cataleptic,  641  ; epileptiform,  640,  704, 
770,  773. 

Convulsions,  epileptic,  771  ; hysterical,  800  ; in  acute 
yellow  atrophy,  487 ; in  alcoholism,  1006  ; in  cere- 
bral embolism,  739  ; in  cerebral  hsemorrhage,  729  ; 
in  cerebral  hydatids,  750  ; in  cerebral  syphilis,  758  ; 
in  cerebral  tumors,  760  ; in  chronic  Bright’s  disease, 
831  ; in  compression  of  the  medulla,  095  ; in  diffuse 
sclerosis  of  the  brain,  744. 

Convulsions,  infantile,  779  ; diagnosis  of,  779  ; cetiology 
of,  779  ; relation  to  rickets.  779  ; symptoms  of,  779  ; 
treatment  of,  779. 

Convulsions  in  focal  lesions  of  the  cortex,  714,  724  ; in 
general  paralysis,  764  ; in  heematoma  of  the  dura 
mater,  697  ; in  hepatic  colic,  472 ; in  hydrophobia, 
114  ; in  hysteria,  806  ; in  infantile  cerebral  paralysis, 
744  ; in  infantile  spinal  paralysis,  668  ; in  meningitis, 
700,  704  ; in  multiple  sclerosis,  630  ; in  sunstroke, 
747  ; in  thermic  fever,  747  ; in  m-eemia,  831  ; Jack- 
sonian, 714. 

Convulsive  tic,  573. 

Co-ordination,  disturbance  of,  in  tabes,  639. 

Copaiba,  balsam  of,  in  cirrhosis  of  the  liver,  483  ; in 
cystitis,  896. 

Copaiba,  resin  of,  in  cirrhosis  of  the  liver,  483. 

Copper,  paralysis  due  to,  571  ; poisoning  from,  1005  ; 
sulphate  of,  in  chorea,  783  ; test  for  sugar,  968. 

Coprolalia,  573. 

Coprostasis,  432. 

Cor  adiposum,  315. 

Cor  villosum,  322. 

Coronary  arteries,  in  angina  pectoris,  308,  318  ; oblit- 
eration, 308. 

Corpora  quadrigemlna,  lesions  of,  722  ; as  a cause  of 
ocular  disturbances,  722,  725  ; tumors  in,  763. 

Corpulence,  992. 

Corrigan’s  pulse,  289. 

Corset-liver,  499. 

Coryza,  125  ; fever  caused  by,  126  ; foetida,  127  ; from 
the  iodides,  125. 

Cortical  epilepsy,  714. 

Costiveness,  430. 

Cough,  during  aspiration  of  pleural  effusion,  266  ; 
hysterical,  577  ; in  pertussis,  160  ; paroxysmal,  in 
bronchiectasis,  164  ; spasmodic,  677. 

Cow's  milk  as  food  for  infants,  411. 

Cow-pox,  58. 

Cracked-pot  sound,  222. 

Cramps  in  cholera,  85. 

Cramps  in  the  legs,  575  ; after  severe  physical  exer- 
cise, 575  ; in  hysteria,  676  ; liability  to,  575. 

Craniometric  anomalies  in  the  epileptic,  776  ; in  the 
rachitic,  92.3. 

Craniotabes,  in  rachitis,  923  ; relation  (alleged)  to 
congenital  syphilis,  921. 

Cranium,  in  osteomalacia,  927  ; in  rachitis,  928. 

Creasote  in  gastric  catarrh,  .381  ; in  intestinal  catarrh 
of  children,  117  ; in  tuberculosis  of  the  lungs.  231. 

Cremaster  reflex,  543  ; in  cerebral  haunorrhage,  732. 

Crepitant  rfiles  in  croupous  pneumonia,  196. 

Crepitalio  redu.x,  195. 

Crescents  in  blood  In  malaria,  92. 

Crises,  gastro  intestinal,  613;  in  locomotor  ataxia,  643. 
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Crisis,  in  pneumonia,  199  ; in  typhus  fever,  29. 

Croup,  05  ; ascending,  08  ; relation  to  diphtheria,  08. 

Croup,  false,  131. 

Croupous  pneumonia,  189. 

Crura  cerebri,  lesions  of,  723. 

Crural,  anterior,  paralysis  of,  508. 

Cry,  cephalic,  705. 

Crystals,  Leyden's,  109. 

Cundurango  bark  in  cancer  of  the  stomach,  395. 

Cups,  dry,  in  acute  ascending  spinal  paralysis,  070  ; 
in  pi’essure  paralj’sis  of  the  spinal  cord,  014. 

Curare  in  paralysis  agitans,  787  ; in  spasms  of  the 
facial  muscles,  573  ; in  tetanus,  794  ; in  tetany',  791. 

Curschmaun's  spirals,  109. 

Cutaneous.  See  also  Skin. 

Cutaneous  abscesses  in  erysipelas,  04. 

Cutaneous  anaesthesia,  510  ; bilateral,  511 ; cerebral, 
510,  512 ; in  diseases  of  the  internal  capsule,  721, 
725 ; in  hy'Steria,  612,  800  ; in  laundresses,  511  ; in 
locomotor  ataxia,  511 ; painful,  512  ; peripheral, 
510,  511  ; spinal,  510,  511  ; symptoms  of,  512  ; treat- 
ment of,  514. 

Cutaneous  ecchymoses  in  articular  rheumatism,  904  ; 
in  typhoid  fever,  17. 

Cutaneous  rellexes,  543  ; diminution  or  absence  of, 
544  ; exaggeration  of,  544 ; in  cerebral  haemor- 
rhage, 732  ; in  epilepsy,  773  ; in  infantile  spinal 
paralysis,  009  ; in  locomotor  ataxia,  641  ; in  mye- 
litis, 620;  in  poliomyelitis  of  adults,  672  : in  pressure 
paralysis  of  the  spinal  cord,  612  ; in  tetanus,  792 ; 
in  the  extremities,  543  ; sluggishness  of,  543. 

Cutaneous  sensibility,  electro-,  608. 

Cutaneous  sensibility,  in  locomotor  ataxia,  639 ; in 
tubercular  meningitis,  704 ; varieties,  and  modes 
of  testing.  505. 

Cyanosis,  in  acute  tuberculosis,  237  ; in  congenital 
heart  disease,  293,  294  ; in  emphysema,  176,  177 ; 
in  epileptic  paroxysms,  772  ; in  stenosis  of  the 
pulmonary  orifice,  293. 

Cynanche  contagiosa,  63  ; gangramosa.  349. 

Cystic  disease,  of  kidney,  874  ; of  liver,  494. 

Cystic  duct,  obstruction  of,  473. 

Cysticercus  cellulos®,  441  ; in  the  brain,  756. 

Cysticercus  racemosus,  441. 

Cystine,  calculi  composed  of,  885. 

Cystitis,  893  ; mtiology  of,  893  ; chronic,  895  ; compli- 
cations of,  896 ; in  locomotor  ataxia,  643  ; in  mye- 
litis, 621  ; in  pressure  paraly'sis  of  the  spinal  cord, 
613 ; in  spinal  apople.xy',  605 ; symptoms,  894  ; 
treatment  of,  896  ; tuberculous,  888  ; varieties,  894. 

Cysts,  in  kidneys,  874  ; of  brain,  apoplectic,  727 ; of 
brain,  thrombotic,  739  ; of  larynx,  144  ; pancreatic, 
604  ; porencephalic,  745. 

Dancing  mania,  780. 

Dandy  fever  (dengue),  99. 

Deaf-mutism  after  cerebro-spinal  fever,  107. 

Deafness,  in  cerebral  tumor,  753,  754  ; embolism  and 
thrombosis  of  the  basilar  artery,  694  ; in  epidemic 
cerebro-spinal  meningitis,  107  ; in  epilepsy,  772  ; in 
hysteria,  801  ; in  lesions  of  the  centrum  ovale,  721  ; 
in  locomotor  ataxia,  (i43  ; in  M6ni5re’s  disease,  769; 
in  scarlet  fever,  40  ; in  uroemia,  832. 

Debility,  nervous,  815. 

Decubitus,  acute  malignant,  in  hemiplegia,  735  ; (bed- 
sores) in  transverse  myelitis,  022  (treatment)  627. 

Decubitus  laryngis  in  typhoid,  13. 

Degeneration,  fatty,  in  acute  phosphorus  poisoning. 


1000  ; in  acute  yeUow  atrophy,  480  ; in  anaemia,  933, 
940  ; in  typhoid  fever,  10  ; of  the  heart,  315  ; of  the 
liver,  480,  498. 

Degeneration,  parenchymatous,  in  typhoid  fever,  11, 
16  ; of  the  kidney,  839. 

Degeneration,  physical  signs  of,  in  epileptics,  775. 

Degeneration,  reaction  of,  551  ; anatomical  changes 
in  nerves  and  muscles  in,  553  ; complete,  552 ; in 
amyotrophic  lateral  sclerosis,  652  ; in  infantile  spi-  ■ 
nal  paralysis,  609  ; in  lead  paralysis,  570  ; in  myeli- 
tis, 022  ; in  paralysis  of  the  deltoid,  564  ; in  paral- 
ysis of  the  facial,  500 ; in  poliomyelitis  of  adults, 
672  ; in  progressive  bulbar  paralysis,  687  ; in  pro- 
gressive muscular  atrophy,  656  ; in  secondary  neu- 
ritis, 582 ; partial,  551. 

Degeneration,  sclerotic,  of  the  heart,  307. 

Deglutition,  impairment  of,  in  acute  bulbar  myelitis, 
094  ; in  acute  bulbar  paralysis,  092  ; in  amyotrophic 
lateral  sclerosis,  052  ; in  chronic  poliomyelitis,  073  ; 
in  compression  of  the  medulla,  695  ; in  dilatation  of 
the  oesophagus,  363 ; in  diphtheria,  70  ; in  laryn- 
geal catarrh,  131  ; in  pericarditis,  325  ; in  progres- 
sive bulbar  jiaralysis,  686  ; in  progressive  muscular 
atrophy,  657  ; in  pseudo-leukcemia  lymphatica,  952  ; 
in  thoracic  aneurism,  337  ; in  tonsillitis,  352 ; in 
trichinosis,  122. 

Deglutition,  paralysis  of,  in  bulbar  hsemorrhage,  692 ; 
in  embolism  and  thrombosis  of  the  basilar  artery, 
694  ; in  hysteria,  803  ; in  progressive  general  paral- 
ysis, 704. 

Deglutition  pneumonia,  185. 

Delayed  resolution  in  pneumonia,  202. 

Delayed  sensation  in  tabes,  640. 

Delirium,  acute,  in  lead  poisoning,  1005  ; expansive, 
703  ; in  acute  rheumatism,  905 ; in  acute  yellow 
atrophy,  487  ; in  cerebral  hteinorrhage,  728 ; in 
dengue,  100  ; in  diabetes,  973  ; in  hysteria,  807,  808  ; 
in  meningitis,  105,  700,  705  ; in  pneumonia,  198  ; in 
pylephlebitis  suppurativa,  501  ; in  typhoid  fever, 
14  ; in  typhus  fever,  30. 

Delirium  tremens,  1007  ; in  croupous  pneumonia,  198. 

Delivery  paralysis,  567. 

Deltoid  paralysis,  564. 

Delusions  of  grandeur,  703. 

Dementia  from  epilepsy,  775. 

Dementia  paralytica,  700. 

Dengue,  99. 

Dentitio  difflcilis,  350. 

“ Desiccation  ” in  small-pox,  64  ; in  the  treatment  of 
obesity,  999. 

Desquamation,  in  measles.  47  ; in  scarlet  fever,  41  ; 
in  small-pox,  54  ; in  typhoid  fever,  17. 

Diabetes  inositus,  983. 

Diabetes  insipidus,  982  ; heredity  in,  982,  983  ; related 
to  diabetes  mellitus,  970,  982  ; related  to  polyuria, 
982 

Diabetes  mellitus,  905  ; “ accidental,”  967  ; coma  in, 
973  ; complications  of,  907,  971,  972 ; decipiens,  908  ; 
diagnosis  of,  977  ; gangrene  in,  973  ; hereditary  in- 
fluences in,  907  ; intermittent,  976  ; in  children,  907  ; 
in  obesity,  970  ; pancreas  in,  966,  907  ; related  to 
glycosuria,  976  ; theories  of,  970  ; treatment  of, 
978  ; urine  in.  967. 

Diagnosis,  topical,  in  brain  diseases,  710. 

Diaphoresis  for  bronchitis,  150  ; for  nephritis,  84i. 

Diaphragm,  paral3'sis  of  the,  608 ; in  acute  inflam- 
matory bulbar  paralj'sis,  094  ; modifying  the  move- 
ments of  respiration,  508  ; treatment  of  568. 


INDEX. 


1021 


Diaphragm,  spasm  of,  clonic,  577  ; in  hysteria,  810  ; 
tonic,  576. 

Diarrhoea,  in  cholera  Asiatica,  84 ; in  cholera  mor. 
bus,  411  ; in  cirrhosis  of  the  liver,  480 ; in  dysen- 
tery, 78 ; in  exophthalmic  goitre,  597 ; in  gastric 
catarrh,  879  ; in  hysteria,  805  ; in  intestinal  catarrh, 
404  ; in  locomotor  ataxia,  643  ; in  noma,  347  ; in 
pneumonia,  197  ; in  pulmonary  gangrene,  243  ; in 
pulmonary  tuberculosis,  227  ; in  pylephlebitis,  501  ; 
in  rachitis,  924  ; in  septico-pyeeraia,  112  ; in  typhoid 
fever,  9 ; in  urtemia,  832  ; in  whooping-cough,  162. 

Diathesis,  gouty,  991. 

Diathesis,  hmmorrhagic,  in  acnte  articular  rheuma- 
tism, 904  : in  anajmia,  934  ; in  jaundice,  466  ; in 
scurvy,  958. 

Diazo-reaction  in  typhoid  fever,  18. 

Dicrotism  of  the  pulse  in  typhoid  fever,  16. 

Diet,  in  chronic  gastric  catarrh,  380 ; in  constipa- 
tion, 431  ; in  diabetes,  978  ; in  gout,  990  ; in  infan- 
tile diarrhoea,  415  ; in  obesity,  997  ; in  scurvy,  960  ; 
in  tuberculosis,  232  ; in  typhoid  fever,  22. 

Digestive  system,  diseases  of,  341. 

“ Digitalis  eaters,"  305. 

Digitalis  in  nephritis,  848 ; in  pericarditis,  328 ; in 
pleurisy,  264  ; in  pulmonary  emphysema,  180 ; in 
typhoid  fever,  26  ; in  valvular  cardiac  disease,  304  ; 
poisoning  from,  1008. 

Dilatation,  bronchial,  104  ; stomachic,  396. 

Diphtheria.  65  ; and  croup,  65,  68  ; bacillus  of,  66 ; 
contagiousness  of,  67 ; diagnosis  of,  70 ; gangre- 
nous, 69 ; in  animals,  67 ; in  measles,  49 ; laryngeal, 
68  ; nephritis  in,  70  ; neuritis  in,  70  ; of  nares,  68  ; 
prognosis  of,  71  ; septic,  66  ; symptoms  of,  67  ; 
systemic  infection,  69  ; treatment  of,  71. 

Diphtheritic  colitis,  77,  78. 

Diplegia,  facial,  690. 

Diplococcus  pneumonioe,  189. 

Diplopia,  555  ; in  multiple  sclerosis,  630. 

Disease,  trichinatous,  121. 

Disinfection  in  infectious  diseases,  26  ; in  typhoid  fe- 
ver, 26. 

Dislocation,  paralysis  of  the  upper  arm  following, 
564. 

Displacement,  symptoms  resulting  from,  of  other 
organs,  in  pleurisy,  260  ; in  pneumonia  complicated 
by  pleurisy,  196  ; in  pneumothorax,  269. 

Dissecting  aneurism,  340. 

Distoma  hmmatobium,  874. 

Disuse,  atrophy  from,  022. 

Dittrich’s  plugs,  156. 

Diuretics  in  cirrhosis  of  the  liver,  483  ; in  nephritis, 
848 ; in  pleurisy,  264  ; in  pulmonary  emphysema, 
180  : in  valvular  cardiac  disease.  .306. 

Diverticula  of  the  cesophagus,  363. 

Dochmius  duodenalis,  448. 

Dorso-lntercostal  neuralgia,  524. 

Double  vision,  555. 

Douche,  cold,  in  cutaneous  anoesthesia,  515  ; in  dia- 
betes, 980 ; in  hysteria,  812 ; in  neuralgia  of  the 
joints,  629  ; in  neurasthenia,  818 ; in  scarlet  fever, 
45  : in  spasm  of  the  diaphragm,  577. 

Drainage  and  diphtheria,  07  ; and  tonsillitis,  851  ; and 
typhoid  fever,  3. 

Drinker’s,  gin,  liver,  478. 

Drinking  water  ns  a cause  of  cholera,  83  ; of  typhoid 
fever,  3. 

Dropsy.  .See  also  CEdema. 

Dropsy,  cardiac,  treatment  of,  800  ; in  amyloid  dis- 


ease of  the  kidney,  807  ; in  aortic  insufficiency,  290; 
in  cancer  of  stomach,  39.3  ; in  mitral  insufficiency, 
284  : in  mitral  stenosis,  287  ; in  phthisis,  229  ; in  re- 
nal diseases,  828,  843,  863,  860  ; in  scarlet  fever,  41, 
42 ; in  typhoid  fever,  16  ; in  valvular  cardiac  dis- 
ease, 299. 

Dropsy,  intermittent,  of  the  joints,  690. 

Dropsy  of  the  gall-bladder,  473. 

Duchenne’s  paralysis,  085. 

Dullness,  movable,  in  pleural  effusion,  260  ; in  pneu- 
mothorax, 269. 

Dumb  ague,  94,  95. 

Duodenal  ulcer,  diagnosis  of,  from  gastric,  423. 

Duodenum,  cancer  of  the,  420 ; catarrh  of  the,  406. 
464  ; fistula  of  the,  473,  474  ; ulcer,  perforating,  of 
the,  423. 

Dura  mater,  diseases  of,  690  ; hsematoma  of,  696. 

Durande’s  remedy  for  biliary  calculi,  475. 

Duroziez’s  double  murmur,  290. 

Dust,  diseases  due  to  the  inhalation  of,  245  ; prophy- 
laxis of,  246  ; tubercle  bacilli  in,  246. 

Dysarthria,  685,  716. 

Dysentery,  77 ; abscess  of  liver  in,  79  ; acute,  78 ; 
amoeba  coli  in,  81  ; catarrhal,  78 : chronic,  79  ; di- 
agnosis of,  79  ; diphtheritic,  78  ; gangrenous,  78  ; 
prognosis  of,  79  ; secondary,  78  ; treatment  of,  80  ; 
tropical  or  amcsbic,  81. 

Dyspepsia,  acute,  372  ; chronic,  374  ; nervous,  400  ; of 
children,  413. 

Dysphagia,  convulsive,  in  tetanus,  792 ; hysterical, 
810  ; in  cancer  of  the  oesophagus,  368,  369  ; in  hy- 
drophobia, 114  ; in  oesophagismus,  371  ; in  oesopha- 
gitis. 362  ; in  pericardial  effusion,  .325  ; in  thoracic 
aneurism,  337  ; in  tuberculous  laryngitis,  137  ; luso- 
ria,  366. 

Dyspnoea,  cardiac,  treatment  of,  306 ; from  aneu- 
rism, 336  ; hysterical,  807  ; in  acute  miliary  tuber- 
culosis, 237  ; in  ansemia,  932,  942  ; in  anthrax,  120  ; 
in  bilateral  paralysis  of  abductors,  140  ; in  bronchi- 
tis, 147,  152 ; in  contracted  kidney,  860  ; in  croup, 
68 ; in  diabetic  coma,  973  ; in  new  growths  of  the 
lungs,  251  ; in  new  growths  of  the  mediastinum, 
273 ; in  oedema  of  the  glottis,  136 ; in  paralysis  of 
the  muscles  of  the  larynx,  140  ; in  pleurisy,  257  ; in 
pneumonia,  186,  193  ; in  pneumothorax,  268 ; in 
pulmonary  emphysema,  176  ; in  pulmonary  tuber- 
culosis, 221  ; in  septico-pysemin,  112  ; in  spasmodic 
laryngitis,  131  ; in  stenosis  o£  the  bronchi,  167 ; in 
stenosis  of  the  trachea,  160  ; in  trichinosis,  122 ; in 
valvular  cardiac  disease,  290. 

Dyspnoea,  urcemic  (uraemic  asthma),  833. 

Dystrophy,  primary  muscular,  658. 

Ear,  care  of,  in  scarlet  fever,  45 ; complications  of, 
in  scarlet  fever,  40. 

Ear,  symptoms  in  the,  in  anaemia,  9.32, 942  ; in  caisson 
disease,  608  ; in  cerebral  anromia.  709  ; in  compres- 
sion of  the  medulla  oblongata,  095  ; in  facial  pa- 
ralysis, 5.59,  500  ; in  haemorrhage  into  the  medulla 
oblongata,  091  ; In  hysteria,  801  ; in  leukaemia,  949 ; 
in  M5ni£'re’s  disease,  709  ; in  meningitis,  cerebro- 
spinal, 105  ; in  scarlet  fever,  40  ; in  scrofula,  1000. 

Ebstein’s  method  in  obesity,  997. 

Eburnation  of  cartilages,  91.3. 

Echinococcus,  494  ; diagnosis,  495  ; endogenous,  494, 
495  ; exogenous,  495  ; Iluid,  496  ; granulosns,  495  ; 
hydalldosus,  495  ; multilocularls,  495  ; of  the  kid- 
ney, 874. 


1022 


INDEX. 


Echolalia,  573. 

Eclampsia.  See  also  Convulsions. 

Eclampsia  gravidarum  iu  acute  nephritis,  345. 

Eclampsia  infantum,  779  ; ajtiology  of,  779 ; associ- 
ated with  spasms  of  the  glottis,  143  ; liability  of 
rachitic  children  to,  779. 

Eclampsia,  urtemic,  831,  844. 

Ectasis,  alveolar,  173. 

Ehrlich’s  reaction  in  typhoid  fever,  18. 

Elastic  tissue  iu  sputum,  319. 

Electrical  reactions  iu  facial  palsy,  5G0,  601 ; in  idio- 
pathic muscular  atrophy,  000,  003  ; in  Landrj-’s  pa- 
ralysis, 074  ; in  multiple  neuritis,  583  ; iu  polionlye- 
litis  anterior,  009  ; in  Thomsen’s  disease,  795. 

Electricity  in  acute  ascending  spinal  paralysis,  070  ; 
in  acute  bulbar  paralysis,  095  ; in  amyotrophic  lat- 
eral sclerosis,  053  ; in  anmsthesia  of  the  trigeminus, 
515  ; iu  anomalies  of  the  sense  of  smell,  533 ; in 
anomalies  of  the  sense  of  taste,  534 ; in  articular 
neuroses,  539  ; in  articular  rheumatism,  911;  in 
asthma,  173  ; in  athetosis,  789  ; iu  cerebral  abscess, 
743 ; in  cerebral  bseraorrhage,  737 ; in  cerebral 
syphilis,  700  ; in  cervico-brachial  neuralgia,  534  ; in 
chorea,  783  ; in  chronic  poliomyelitis,  074  ; in  cuta- 
neous auffisthesia,  515  ; in  diabetes,  981  ; in  dilata- 
tion of  the  stomach,  400  ; in  epilepsy,  778  ; in  ex- 
ophthalmic goitre,  598  ; in  facial  paralysis,  503  ; in 
facial  spasm,  673 ; in  habitual  constipation,  431  ; 
in  habitual  headache,  533 ; in  hemicrania,  593 ; in 
hysteria,  813  ; in  incontinence  of  urine,  898  ; in  in- 
fantile cerebral  paralysis,  745  ; in  intercostal  neu- 
ralgia, 535  ; in  lead  paralysis,  570 ; in  locomotor 
ataxia,  047  ; in  mastodynia,  5’35  ; in  multiple  sclero- 
sis, 031  : in  muscular  rheumatism,  919  ; iu  myelitis, 
030  ; in  nervous  dyspepsia,  403  : in  neuralgia,  619  ; 
in  neurasthenia,  818 ; in  neuritis,  584  ; in  occipital 
neuralgia,  533  ; in  pachymeningitis  cervicalis  by. 
pertrophica,  003 ; in  paralysis  of  the  diaphragm, 
508  ; in  paralysis  of  the  motor  branch  of  the  trigem- 
inus, 558  ; in  paralysis  of  the  ocular  muscles,  557 ; 
in  peripheral  paralysis  of  the  arm,  507  ; in  pressure 
paralysis  of  the  spinal  cord,  014  ; in  progressive 
muscular  atrophy,  0.58  ; in  progressive  bulbar  pa- 
ralysis, 089  ; in  progressive  general  paralysis,  707  ; 
in  pseudo-muscular  hypertrophy,  003 ; in  railway 
spine,  831  ; in  sciatica,  537  ; in  spasm  of  the  dia- 
phragm, 577  ; in  spasm  of  the  muscles  of  the  neck, 
674  ; in  spasm  of  the  muscles  of  the  shoulder,  575 ; 
in  spasm  of  the  trigeminus,  571  ; in  spastic  spinal 
paralysis,  000  ; in  splenic  leukaemia,  951  ; in  tetany. 
791  ; in  unilateral  progressive  facial  atrophy,  594  ; 
in  writer’s  cramp,  679. 

Electricity  used  to  test  sensibility,  608. 

Electro-cutaneous  sensibility,  508. 

Electrolysis  in  aneurism,  338. 

Embolic  processes  in  the  lungs,  347. 

Embolism  and  thrombosis  of  the  basilar  artery,  093  ; 
a cause  of  softening  of  the  medulla  and  pons,  093  : 
aetiology  of,  093  ; symptoms  of,  093  ; treatment  of, 
094. 

Embolism  in  chorea,  783 ; in  typhoid  fever,  10 ; of 
cerebral  arteries,  737  ; of  cerebral  arteries,  diagno- 
sis of,  740. 

Emetics  in  bronchitis.  151  ; in  dysentery,  80 ; in  in- 
fantile convulsions,  779  ; in  pulmonary  oedema,  184. 

Emotion,  convulsive  expressions  of,  in  hysteria,  807. 

Emphysema,  173  ; acute,  103  ; atropiiic,  173  ; com- 
pensatory, 176  ; complementary,  175  ; connected 


with  whooping-cough,  103,  175  ; diagnosis  of,  179  ; 
essential,  173  ; followed  by  ]julmonary  tuberculo- 
sis, 1j9;  h3’pertrophic,  hereditary  character  of, 
174  ; interlobular,  175  ; interstitial,  175  ; prognosis 
of,  179  ; treatment  of,  180  ; vesicular,  175  ; vicarious, 
175. 

Empyema,  303  ; necessitatis,  350 ; perforation  of 
lung  in,  303  ; terminations  of,  303  ; treatment  of, 
304. 

Encephalitis,  curable  form  of.  744  ; in  children,  744  ; 
non-purulent,  743  ; purulent,  741. 

Eucephalonmlacia,  737. 

Encephalopathy,  lead,  or  satm-nine,  1005  ; syphilitic, 
758. 

Enchondroma  of  the  lungs,  350. 

Endarteritis  chronica  deformans,  331. 

Endocarditis,  acute,  370  ; acute  recurrent,  379  ; 
chronic,  380  ; diagnosis  of,  379  ; diphtheritic,  377  ; 
Etiology  of,  370  ; foetal,  377  ; in  articular  rheuma- 
tism, 370,  903  ; in  chorea,  783  ; infectious,  370  ; in 
gonorrhoea,  370  ; in  pneumonia,  197  ; in  septioE- 
mia.  111,  370  ; in  tuberculosis,  338  ; malignant,  378  ; 
prognosis  of,  380  ; recurring,  377,  379  ; rheumatoid, 
278  ; ulcerative,  277  ; verrucosa,  277. 

Endothelial  .carcinoma  of  the  pleura,  272. 

Enemata  of  cold  water  in  jaundice,  409. 

“ English  disease,”  920. 

Engouement,  190. 

Enteric  fever  (see  Typhoid  Fever),  1. 

Enteritis  catarrhalis,  403  ; in  children,  413  ; mem- 
branous or  tubular,  408, 

Enteroliths  as  a cause  of  appendicitis,  418,  419. 

Enuresis  nocturna,  898. 

Eosinophilous  blood-globules,  948. 

Epidemic  of  typhoid  fever  in  Plymouth,  Pa.,  4. 

Epidermis,  desquamation  of,  iu  scarlet  fever,  41  ; in 
measles,  47  ; in  smallpox,  54  ; in  typhoid  fever,  17. 

Epilepsy,  770  ; Etiology  of,  770  ; cortical,  714  ; diag- 
nosis of,  770  : diurnal,  774  ; heredity  in,  770 ; in 
general  paresis,  704  ; in  lead  poisoning,  1005  ; in 
regard  to  cerebral  anEmia,  770 ; in  regard  to 
sudden  somnolence,  773  ; in  regard  to  teething 
convulsions,  774  ; Jacksonian,  714  ; masked,  773  ; 
nocturnal,  774  ; occurrence  of  various  forms  of, 
771  ; procursive,  773,  774  ; reflex,  771  ; seat  of  the 
disease,  775  ; surgical  treatment  of,  777  ; traumatic, 
771  ; treatment,  777. 

Epileptic  paroxysm,  771  ; aura  preceding  the,  771  ; 
convulsive  stage  of,  772 ; frequency  of,  774  ; in 
progressive  general  paralysis,  704  ; rudimentary 
forms  of,  773. 

Epileptoid  confusion  of  intellect,  773  ; sweating,  774. 

Epistaxis,  129 ; in  liEmophilia,  904  ; in  scurvy,  129  ; 
in  typhoid  fever,  129  ; “renal,”  802  ; vicarious,  139. 

Erethitic  habitus,  1000. 

Ergot  (ergotine)  in  acute  ascending  spinal  paralysis, 
070  ; in  aneurism  of  the  thoracic  aorta,  338 ; in 
diabetes  insipidus,  984  ; in  exophtlialmic  goitre, 
698  ; in  habitual  headache,  532  ; in  liEmophilia, 
905  ; in  hemicrania,  693  ; iu  locomotor  ataxia,  048  ; 
in  myelitis,  027 ; in  neuralgia,  620 ; in  paralysis 
agitans,  787  ; in  poliomyelitis  of  adults,  072 ; in 
progressive  general  paral5'sis,  707 ; in  pulmonary 
tuberculosis,  2,35  ; in  purpura  liEmorrhagica,  902  ; 
in  spastic  spinal  paral.ysis,  007  ; in  spinal  apoplexy , 
005  ; poisoning  fi'om,  1009  ; psychoses  due  to,  1009. 

Ergotism,  1009  ; convulsive,  1009  ; gangrenous,  1009. 

Erosion,  ulcers  due  to,  in  laryngeal  catarrh,  130,  133. 
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Eructations  in  nnromia,  932,  942  ; in  diabetes,  907  ; in 
intestinal  obstruction,  435  ; in  peritonitis,  454. 
Eruption,  acute,  in  scarlet  fever,  37 ; bBemorrhagic, 

in  small-pox,  67.  . -n 

Erysipelas,  61  ; abscess  in,  64  ; after  vaccination,  o9  ; 
bullous,  63  ; complications  of,  64  ; contagiousness  of, 
02 : diagnosis  of,  (M  ; facial,  01  ; Fehleisen's  strep- 
tococcus of,  02 ; gangrenous,  03  ; idiopathic,  61  ; 
inoculation  of,  62  ; in  small-pox,  50  ; migratory,  63  ; 
of  the  new-born,  01  ; prognosis  of,  64 ; puerperal, 

61  ; pustulous,  63  ; traumatic,  61 ; treatment  of,  04  ; 
vesicular,  63. 

Erythema  exsudativum,  962. 

Erythroinelalgia,  588. 
fitat  de  mal,  774. 

Eucalyptus,  oil  of,  in  splenic  leukaemia,  950. 
Eustrongylus  gigas,  875. 

Exaltation  of  ideas  in  general  paresis,  763. 
Exophthalmic  goitre,  595 ; acute  form,  597  ; aetiology 
of,  .595  ; diagnosis  of,  597  ; diminution  of  electrical 
resistance  in,  597  ; examination  of  heart  in,  595  ; 

“ Graefe  symptom  ” in,  590  ; nervous  symptoms  in, 
596,  597  ; pigmentation  in,  597  ; treatment  of,  598  ; 
tremor  in.  596  ; urticaria  in,  597. 

Exophthalmus  in  exophthalmic  goitre,  596  ; in  paral- 
ysis of  the  motores  oculi,  656. 

Expectorants  in  bronchitis,  151,  154 ; in  pneumonia, 
188,  206 ; in  pulmonary  emphysema,  180  ; in  pul- 
monary tuberculosis,  234. 

“Expectoration  albumineuse  ” in  pleurisy,  266. 
Expectoration  in  asthma,  168, 169  ; in  bronchiectasis, 
165;  in  bronchitis,  147,  151,  1.56;  in  laryngeal 
catarrh,  131,  133  ; in  pleurisy,  257  ; in  pneumonia, 
186,  193  ; in  pulmonary  cancer,  251  ; in  pulmonary 
emphysema,  176  ; in  pulmonary  gangrene,  242  ; in 
pulmonar}'  tuberculosis,  218. 

Eye,  motor  nerves  of,  paralysis  of,  555. 

Eye-strain  in  migraine,  591. 

Eyes.  See  also  Ocular  and  Ophthalmia. 

Eyes,  conjugate  deviation  of,  in  cerebral  hiemor- 
rhage,  729. 

Eyes,  disorders  of,  in  acute  bulbar  paralysis,  694  ; in 
acute  hydrocephalus.  703  ; in  anaemia,  932,  942  ; in 
cerebral  heemorrhage,  729  ; In  cerebral  tumors,  751  ; 
in  chorea,  781  ; in  chronic  hydrocephalus,  768  ; in 
diabetes.  972 ; in  brnmatoma  of  the  dura  mater, 
697  ; in  hemicrania,  592 ; in  hysteria,  801  ; in  lesions 
of  the  central  ganglia,  722  ; in  lesions  of  the  corpora 
quadrigemina  and  crura  cerebri,  722  ; in  lesions  of 
the  occipital  cortex,  715  ; in  leukaemia,  949  ; in 
locomotor  ataxia,  635,  642  ; in  measles,  48 ; in 
meningitis,  105,  700,  704  ; in  miliary  tuberculosis, 
239 ; in  multiple  sclerosis,  630 ; in  progressive 
bulbar  paralysis,  687  ; in  relapsing  fever,  35  • in 
septicopywmia.  111  ; in  thrombosis  of  the  cerebral 
sinuses,  707  ; in  trichinosis,  122. 

Face-ache,  Fothergill’s,  521. 

Facial  atrophy,  unilateral  progressive,  ,594  ; paralysis, 
.5.58  ; (Etiology  of,  ,5.58  ; diagnosis  of,  561  ; in  acute 
bulbar  paralysis,  694  ; in  cerebral  hmmorrhage, 
731  ; in  cerebral  tumor,  752  ; in  compression  of  the 
medulla  oblongata,  695  ; In  hmmorrhage  into  the 
medulla  oblongata,  692  ; in  progressive  bulbar 
paralysis,  680  ; mimetic,  568  ; symptoms  of,  6.58  ; 
through  cold,  5.58 ; treatment  of,  561  ; varieties, 
5.59. 

Facial  spasm,  clonic,  572  ; in  epilepsy,  772  ; In  menin- 


gitis, 105  ; treatment  of,  573  ; spasm,  mimetic,  572 ; 
spasm,  tonic,  in  tetanus,  792. 

Fffical,  concretions,  418,  419  ; vomiting,  435. 

Feeces,  in  disease  of  pancreas,  504  ; in  jaundice, 
466. 

Fainting,  709  ; (Etiology  of,  709  ; in  nnsemia,  931  ; in 
cerebral  heemorrhage,  728  ; in  cerebral  tumor,  750 ; 
in  epilepsy,  773  ; in  Insolation,  746  ; in  leuk(Emia, 
949  ; in  pernicious  anoemia,  941  ; liability  to,  709  ; 
symptoms  of,  709  ; treatment  of,  709. 

Falling  sickness,  770. 

Famine  fever,  29. 

Farcy,  116  ; acute,  116  ; chronic,  117. 

Farcy-buds,  116. 

Fascia  reflex,  545  ; in  cerebral  hiEmorrhage,  732. 

Fat,  ingestion  of,  in  diabetes,  979. 

Fat-drops  in  urinary  casts,  827. 

Fatty  acids,  crystals  of,  in  the  sputum  of  foetid 
bronchitis,  156. 

Fatty  degeneration,  in  anaemia,  933  ; of  heart,  315  ; 
of  kidneys,  aS9,  851  ; of  liver,  485. 

Fatty  granular  globules  in  urinary  casts,  827  ; heart, 
315  ; kidney,  839,  851  ; inflammatory,  839,  851  ; 
liver,  485,  489 ; liver  in  pulmonary  tuberculosis, 
228  ; liver  in  trichinosis,  123. 

Fatty  stools,  504. 

Febricula,  31. 

Febris  continua,  7 ; erratica,  94  ; gastrica,  18  ; inter- 
mittens, 90,  92 ; nervosa  stupida,  14 ; nervosa 
versatilis,  14  ; quotidiana,  93  ; recurrens,  31. 

Feeding,  artificial,  in  progressive  bulbar  paralysis, 
690  ; in  stenosis  of  the  oesophagus,  368  ; in  trismus, 
572. 

Fehling’s  test  for  sugar,  968. 

Fermentation  test  for  sugar,  969. 

Fever,  aniEmic,  387,  9.34  ; cerebro-spinal,  103  ; “ cold.” 
85  ; enteric,  1 ; gastric,  18  ; hectic,  225  ; hysterical, 
804  ; in  acute  ascending  spinal  paralysis,  675  ; in 
acute  miliary  tuberculosis,  238  ; in  angina,  351  ; in 
appendicitis,  420  ; in  arthrogryposis,  576  ; in  articu- 
lar rheumatism,  901  ; in  bronchitis,  148  ; in  cardiac 
valvular  disease,  301  ; in  cerebral  abscess,  742 ; in 
cholera,  85 ; in  cirrhosis  of  the  liver,  481  ; in 
cystitis,  895  ; in  dengue,  99  ; in  diabetes,  971  ; in 
diphtheria,  68 ; in  dysentery,  79  ; in  endocarditis, 
278  ; in  erysipelas,  63  ; in  gastric  catarrh,  373  ; in 
glanders,  117  ; in  gout,  986  ; in  h8emoglobin(Emia, 
954 ; in  hepatitis,  suppurative,  477  ; in  infantile 
cerebral  paralysis,  744  ; in  infantile  spinal  paral- 
ysis, 668  ; in  influenza,  76  ; in  Intermittent  fever, 
93 ; in  intestinal  catarrh,  406  ; in  measles,  48  ; in 
meningitis,  103,  700,  704  ; in  noma,  347  ; in  osteo- 
malacia, 927  ; in  parotitis,  348  ; in  pericarditis,  323  ; 
in  perinephritis,  870  ; in  pleurisy,  257  ; in  pneu- 
monia, 186,  192  ; in  poliomyelitis  of  adults,  671  ; in 
primary  multiple  neuritis,  682  ; in  pulmonary  em- 
physema, 179  ; in  pulmonary  gangrene,  243  ; in 
pulmonarj’  tuberculosis,  225  ; in  purpura  luEinor- 
rhagiea,  962 ; in  purpura  rheumatica,  962 ; in 
pyelitis,  883  ; in  pylephlebitis,  suppurative,  .501  ; in 
rachitis,  922 ; in  relapsing  fever,  3.3  ; in  remittent 
fever,  33  ; in  scarlet  fever,  37  ; in  septlco-p.vmmia, 
111  ; in  small-pox,  55  ; in  sunstroke,  747  ; in  thermic 
fever,  747  ; in  trichinosis,  123  : in  tuberculosis  of 
the  genito-uriuary  organs,  889  ; in  typhlitis,  419, 
420  ; in  typhoid  fever,  0 ; in  typhus  fever,  30  ; 
in  yellow  fever,  101. 

Fever,  intermittent,  90  ; lung,  189  ; ship,  28  ; splenic. 
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nr ; spotted,  28 : swamp,  90  ; typhoid,  1 ; typho- 
malarial,  98  ; yellow,  100. 

Fibrinous,  bronchitis,  158  ; pneumonia,  189. 

Fibroid  disease  of  heart,  307. 

Fibroma  of  the  larynx,  144. 

Fifth  nerve,  paralysis  of,  557. 

Filaria  Bancroft!,  875  ; sanguinis,  875. 

Fish,  poisoning  from  the  ingestion  of,  1010. 

Flapping  joints  in  infantile  spinal  paralysis,  669. 

Flatulence  in  hysteria,  805  ; in  jaundice,  466. 

Flexibility,  waxy,  796. 

Floating  kidney,  876. 

Foetus,  endocarditis  in,  293. 

Follicular  catarrh  of  the  intestines,  404. 

Foot-baths  in  asthma,  172, 

Forced  attitudes,  541. 

Forced  movements,  541  ; in  disease  of  the  crura  cere- 
belli  ad  pontem,  725  ; in  paralysis  agitans,  785. 

Forearm,  paralysis  of,  564 ; paralysis  of,  in  amyo- 
trophic lateral  selerosis,  651. 

Foreign  bodies  in  the  intestinal  canal,  432. 

Fothergill’s  face-ache,  521. 

Fourth  nerve,  paralysis  of,  556. 

Fowler’s  solution.  See  Arsexic. 

Fowler’s  solution  in  chorea,  783 ; in  endocarditis,  280 ; 
in  valvular  cardiac  disease,  303. 

Fractures  in  rachitis,  923  ; in  osteomalacia,  927. 

Fremitus,  hydatid,  495. 

Fresh-air  treatment  in  tuberculosis,  233. 

Friction  in  pericai-ditis,  324  ; in  peritonitis,  453  ; in 
pleurisy,  258. 

Friedi-eich’s  ataxia,  648. 

Friedreich’s  sign  in  adherent  pericardium,  326. 

Frontal  convolutions,  lesions  of  the,  715  ; connected 
with  the  centers  of  speech,  715, 719  ; connected  with 
the  cortical  motor  centers,  715. 

Frontal  sinuses,  catarrh  of  the,  126. 

Puchsine  in  nephritis,  846. 

Furunculosis  in  diabetes,  972,  973,  977 ; in  scarlet  fever, 
41  ; in  typhoid  fever,  17  ; in  typhus  fever,  30. 

Gait  in  amyotrophic  lateral  sclerosis,  651  ; in  loco- 
motor ataxia,  637  ; in  multiple  sclerosis,  629,  630  ; 
in  osteomalacia,  927  ; in  pseudo-hypertrophic  mus- 
cular paralysis,  6.59  ; in  rachitis,  923  ; in  spastic 
spinal  paralysis,  665  ; pseudo-tabetic,  585. 

Gall-bladder,  dilatation  of,  473  ; forming  abdominal 
tumor,  473. 

Gall-stones,  470  ; diagnosis  of,  474  ; prognosis  of,  474  ; 
treatment  of,  474. 

Galloping  consumption,  217. 

Galvano-cautery  in  hypertrophic  pharyngitis,  360. 

Galvano  - puncture  in  aneurism  of  thoracic  aorta, 
338. 

Ganglia,  basal,  tumors  of,  7.52. 

Ganglia,  central,  of  the  brain,  lesions  of,  721  : lesions 
of,  causing  hemiplegia,  721, 722  ; lesions  of,  causing 
hemiopia,  722  ; lesions  of,  causing  post-hemiplegic 
chorea,  722. 

Gangrene,  embolic,  242,  248.  300. 

Gangrene  in  diabetes,  971,  973  ; in  ergotism,  1009  ; in 
exophthalmic  goitre.  597  ; in  pneumonia,  203  ; in 
small-pox,  56  ; in  typhoid  fever.  17  ; in  typhus  fever, 
30 ; local  or  symmetrical,  588  ; of  the  lungs,  241  ; 
of  the  mouth,  347  ; senile,  333. 

Garrod’s  thread-test  for  uric  acid,  990. 

Gastrectasis,  396. 

Gastric.  See  also  Stomach. 


Gastric  abscess,  383  ; cancer,  391. 

Gastric  catarrh,  acute,  372  ; absorption  impeded  by, 
875  ; chronic,  375  ; diagnosis  of,  379  ; exciting  causes 
of,  372,  374  ; gastric  juice  in,  374  ; liability  to,  374  ; 
mucus  secreted  in,  375  ; peristalsis  in,  375  ; treat- 
ment of.  373,  380. 

Gastric  crises  in  locomotor  ataxia,  643  ; fever,  373  ; 

_ haemorrhage,  388 ; haemorrhage  in  cancer,  392 ; 
hmmorrhage  in  ulcer,  385,  386,  388. 

Gastric  juice,  chemical  examination  of,  377  ; hyper- 
acidity of,  382  ; subacidity  of,  378. 

Gastric  pain  in  case  of  ulcer,  385  ; ulcer,  384  ; ulcer, 
clinical  forms  of,  385  ; ulcer,  peptic,  384 ; ulcer, 
round,  384  ; vertigo,  401. 

Gastritis,  acute,  372  ; acute  suppurative,  383  ; chronic, 
375 ; phlegmonous,  383. 

Gastro  intestinal  symptoms  in  emphysema,  179. 

Gastromalacia,  384  (foot-note). 

Gastrorrhagia,  386,  388. 

Gastrotomy,  395. 

Gastroxynsis,  nervous,  401. 

Gelsemium,  tincture  of,  in  neuralgia,  520 ; in  tri- 
geminal neuralgia,  523. 

General  paralysis,  progressive,  760  ; mtiology  of,  761  ; 
depressive  form,  764  ; development  of,  762  ; diag- 
nosis of,  766  ; hereditary  predisposition  to,  761  ; 
influence  of  syphilis  in,  761  ; maniacal  exaltation 
in,  763  ; symptoms  of,  761  ; treatment  of,  766. 

Genito-urinary  organs,  tuberculosis  of,  888  ; diagnosis 
of,  890  ; treatment  of,  890. 

German  measles,  51. 

Giant  cells,  212. 

Gin-drinker’s  liver,  478. 

Girdle-sensation  in  locomotor  ataxia,  640. 

Glanders,  116 ; acute,  116  ; chronic,  117  ; diagnosis 
of,  117  ; diagnosis  from  small-pox,  117  ; period  of 
incubation  in,  116  i treatment  of,  117. 

Glioma  of  brain,  748,  755. 

Globus  hystericus,  810. 

Glomerulo-nephritis,  841  ; in  scarlet  fever,  43. 

Glossitis,  acute  parenchymatous,  345  ; treatment  of, 
346. 

Glosso-lahio-laryngeal  paralysis,  685. 

Glossy  fingers  in  cervico-brachial  neuralgia,  524  ; in 
trophie  disorders  of  the  nerves,  589. 

Glottis,  oedema  of,  135  ; in  Bright’s  disease,  136  ; in 
nephritis,  854  ; in  small-pox,  56  ; in  scarlet  fever, 
40  ; in  typhoid  fever,  14. 

Glottis,  openers  of,  paralysis  of,  140. 

Glottis,  spasm  of,  142  ; in  hysteria,  810  ; in  rachitis, 
142,  924  ; in  tetanus,  793  ; treatment  of,  794. 

Glotzaugenkrankheit,  595. 

Gluteal  paralysis,  569  ; reflex,  543. 

Glycerine  in  diabetes,  979  ; in  trichinosis,  123. 

Glycogenic  function  of  liver,  974. 

Glycosuria,  966  ; rotiology  of,  966  ; gouty,  988  ; in 
bulbar  hoemorrhage,  692  ; in  cerebral  hromorrhage ; 
729  ; in  tetanus,  793. 

Gmelin’s  test,  467. 

Goitre,  exophthalmic,  595  ; symptoms  of,  595. 

Goll,  columns  of,  510. 

Gonorrhoeal  rheumatism,  endocarditis  in,  276. 

Gout,  984  ; acute,  989  ; atypical,  987  ; chronic,  987  ; 
complications  of,  988  ; diagnosis  of,  989  ; tetiology 
of,  984  ; Ebstein’s  theory  of,  989  ; geographical  dis- 
tribution, 985  ; hereditary  influence  in,  985  ; influ- 
ence of  alcohol  in,  985 ; influence  of  food  in,  985  ; 
influence  of  lend  in,  985 ; irregular,  987  ; morbid 
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anatomy  of,  988  ; nature  of,  932  ; symptoms  of,  980  ; 
treatment  of,  990. 

Graefe's  sign,  590. 

Oraiule  liystOrie,  808 ; contortions  in,  808 ; epilepti- 
form paroxysms  in,  808 ; statuesque  postures  and 
“ attitudes  of  passion  ’’  in,  808. 

Grandeur,  delusions  of,  in  progressive  general  paral- 
ysis, 763. 

Grand  mal,  771. 

Granular  kidney,  856. 

Graphospasm,  577. 

Gravei,  renal,  884. 

Graves’s  disease,  595. 

Green-sickness,  934.  See  also  Chlorosis. 

Green-stick  fracture  in  rickets,  923. 

Grinder’s  rot  (pneuinonoconiosis),  245. 

Grippe,  la,  74. 

Guaraua  in  habitual  headache,  533  ; in  hemicrnnia, 
593  ; in  intestinal  catari'h  of  children,  417. 

Gummata  In  cerebral  syphilis,  749,  757  ; in  hepatic 
syphilis,  490  ; of  spinal  cord,  609  ; of  liver,  490  ; of 
lungs,  252. 

Gums,  affections  of,  in  diabetes,  971  ; (blue  line  on),  in 
lead  poisoning,  1005  ; in  scurvy,  960  ; in  stomatitis, 
341 ; in  typhoid  fever,  12. 

Gustatory  paralysis,  533. 

Gymnastics  in  articular  rheumatism  (chronic),  916  ; 
in  diabetes,  980  ; in  gout,  990  ; in  infantile  spinal 
paralysis,  671  ; in  neurasthenia,  817  ; in  progressive 
muscular  atrophy,  058  ; in  writer’s  cramp,  579. 

Habitus, apoplectic,  720;  emphysematous,  177  ; erethi- 
tic,  1000  : phthisical,  221. 

Hieraatemesis,  diagnosis  from  hsemoptysis,  .388. 

Hmmateraesis,  hysterical,  804  ; iu  acute  yellow  atro- 
pliy.  487  ; in  gastric  ulcer,  380. 

Hiematemesis  in  leukaemia,  949  ; in  scurvy,  959. 

Haematidrosis,  590. 

Haemato-chyluria,  parasitic,  875. 

Hmmatogenous  jaundice,  490,  956. 

Hmmatoidine,  granules  of,  in  urinary  casts,  827. 

Hajmatoma  of  the  dura  mater,  096  ; apoplectic  symp- 
toms in,  697  : diagnosis  of,  098  ; in  chronic  alcohol- 
ism, 697  ; in  connection  with  the  haemorrhagic  di- 
athesis, 697 ; in  progressive  general  paralysis,  697  ; 
origin  of,  096  ; seat  of,  090  ; treatment  of,  698. 

Hffimatomyelia,  004. 

Haomatorrhachis,  603. 

Haematothorax,  271. 

Hffiinatozoa  of  malaria,  91. 

Iliomaturia,  838 ; as  a sign  of  scurvy,  9.59  ; endemic, 
of  Egypt,  874,  875  ; in  acute  nephritis,  842  ; in  chy- 
luria,  875  ; in  renal  calculus,  880 ; in  renal  cancer, 
873  ; m tuberculosis  of  kidney,  889  ; in  tumor  of  the 
kidney,  873  ; tropical,  875. 

Hminine  test,  .392. 

Haemoglobin,  diminution  of.  in  chlorosis,  9.35 

Hmmoglobinromia,  953;  aetiology  of,  9.53;  in'connec- 
tion  with  malaria,  9.)3  ; in  connection  with  Hyphilis 
9.50  ; in  poi.soning  from  mushrooms,  953  ; pnroxys’ 
mal,  951,  955  ; symptoms  of,  954. 

Hiemoglohln,  granules  of,  in  the  urine.  954. 

Hmmogloblimria,  9.5:1;  in  poisoning  from  mush- 
rooms, ir, 3 ; in  Raynaud’s  disease,  9.54  ; paroxysmal 
9.51 ; toxic,  953. 

Hn-molysis,  in  pernicious  aiUDinia.  9tl  ; In  toxic 
hfpmoglobinurla,  9.51. 

Hiemopericardlum,  330. 
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Hffimophilia,  903  ; mtiology  of,  903  ; complications 
of,  965  ; connected  with  anaemia,  905  ; prognosis 
of,  965  ; rudimentary  forms  of,  964  ; treatment  of, 
(ft)  prophylactic,  965  ; (6)  surgical,  905. 

Haemoptysis,  at  onset  of  phthisis,  210 ; causes  of, 
218  ; hysterical,  804  ; in  aneurism,  .337  ; in  bron- 
chial catarrh,  1-17,  152  ; in  pneumonia,  193  ; iu  pul- 
monary gangrene,  243  ; in  pulmonaiy  tuberculo- 
sis, 218  ; in  scurvy,  959  ; periodic,  96  ; treatment 
of,  235. 

Haemorrhage,  cerebral,  725 ; in  acute  yellow  atro- 
phy, 487  ; in  anaemia,  934,  939,  942  ; in  cirrhosis  of 
the  liver,  480  ; iu  contracted  kidney,  861  ; in  endo- 
carditis, 279 ; in  epileptic  paroxysms,  773 ; in 
haemophilia,  903  ; in  lysterio,  804  ; in  leukaemia, 
950  ; in  malaria,  90  ; in  maUgnant  pustule,  119  ; in 
meningitis,  epidemic  cerebro-spinal,  104  ; in  nephro- 
lithiasis, 888  ; in  pseudo-leukaemia,  952  ; in  pyelitis, 
833 ; in  purpura  luemorrhagica,  963 ; in  scarlet 
fever,  41  ; in  scurvy,  958  ; in  small-pox,  57 ; into 
spinal  cord,  004  ; into  the  spinal  meninges,  603  ; in 
syphilis  of  the  rectum,  425 ; into  ventricles  of 
brain,  727 ; in  typhoid  fever,  10  ; in  yellow  fever, 
102 ; pulmonary,  235. 

Haemorrhagic  diathesis,  903. 

Haemorrhoids,  428 ; “ attacks  of,”  428  ; bleeding 
from,  428  ; treatment  of,  429. 

Hair,  loss  of,  in  typhoid  fever,  17  ; in  unilateral  facial 
atrophy,  594. 

Hallucinations  in  hysteria,  807. 

Halo  surrounding  the  pocks  of  smadl-pox,  53. 
Handwriting  in  general  paresis,  763. 

Hay  fever,  125. 

Headache,  habitual,  530  ; in  acute  ascending  spinal 
paralysis,  074  ; in  anaemia,  932  ; iu  bronchitis,  148  ; 
in  bulbar  paralysis,  acute,  694  ; in  cerebral  abscess, 
742  ; in  cerebral  aneemia,  7'(59  ; iu  cerebral  haemor- 
rhage, 728  ; in  cerebrai  syphilis,  759  ; in  cerebral 
tumors,  f50  ; in  chlorosis,  935  ; in  compression  of 
the  medulla  oblongata,  695  ; in  diabetes,  967,  97.3  ; in 
diseases  of  the  cerebelium,  724  ; in  epilepsy,  773 ; 
in  exophthalmic  goitre,  596  ; in  heematoma  of  the 
dura  mater,  697  ; in  infantile  spinal  paralysis,  668  ; 
in  leukemia,  949  ; in  meningitis,  epidemic,  104  ; in 
meningitis,  pundent,  700  ; in  meningitis,  tubercular, 
703,  705  ; in  nervous  dyspepsia,  401  ; in  neurasthe- 
nia, 815 ; in  paroxysmal  hemoglobinuria,  954  ; in 
pernicious  anemia.  941  ; in  pleurisy,  257  ; in  pneu- 
monia, 192  : in  poliomyelitis  of  adults,  671  ; in  pri- 
mary multiple  neuritis,  .533  : in  railway  spine,  8*20  ; 
in  small-po.x,  53  : in  tetanus,  792  ; in  thrombosis  of 
the  cerebral  sinuses,  707 ; in  typhoid  fever,  5 ; in 
uremia,  831  ; in  writer’s  cramp,  578. 

Headache,  nervous,  ,530  ; sick,  .591. 

Head,  deviation  of.  in  cerebral  hemorrhage,  729  ; in 
progressive  general  paralysis,  761  ; rheumatism  in, 
918  ; sense  of  pressure  in,  in  neurasthenia,  815. 

Head,  tetanus  of  the,  792. 

Heart,  aneurism  of,  308  ; arrh.ythmia  of,  in  valvular 
disease,  297  ; congenital  affections  of,  293. 

Heart,  dilatation  of,  .312  ; in  chlorous,  935  ; in  ma- 
laria, 94.  <1 

Heart,  disorders  of.  in  diabet('s,  9?2  obesity,  995  ; 

in  pneumonia,  197  ; in  scurvy,  9.59. 

Heart,  displacement  in  pleuritic  effusion,  259  ; dis 
placement  iq  imemnothornx,  269  ; fatty  degenera- 
tion of.  .315. 

Heart,  hypertrophy  of,  312 ; diagnosis  of,  814  ; idio- 
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pathic,  3J2  ; in  arterio  sclerosis,  332  ; in  obesity, 
996  ; in  renal  disease,  834,  843,  853,  859  ; in  scarlet 
fever,  43  ; treatment  of,  310. 

Heart,  indurated  degeneration  of,  308  ; in  exophthal- 
mic goitre,  595  ; infarctions  in,  308. 

Heart,  lesions  of,  compensated,  282  ; congenital,  293  ; 
lungs  altered  by  disease  of,  249. 

Heart,  overexertion  of,  312. 

Heart,  palpitation  of,  diagnosis  of  the  nervous  form 
of,  319  : in  cardiac  valvular  disease,  290  ; in  case 
of  tapeworm,  443  ; in  hysteria,  810  ; in  neurasthe- 
nia, 810 ; in  obesity,  995  ; in  pernicious  aneemia, 
941  ; in  scurvj’,  958  ; nervous,  319  ; treatment  of 
the  nervous  form  of,  320. 

Heart,  parenchymatous  degeneration  of.  307,  315  ; 
rupture  of.  in  cardiac  aneurism,  303  ; sclerosis  of, 
307. 

Heart,  valvular  disease  of,  281  ; complications  of, 
295  : multiple,  294  ; prognosis  of,  301  ; treatment 
of,  .303. 

Heart,  weakened,  312. 

Heartburn  in  chronic  gastric  catarrh,  370. 

Heart  failure,  in  diphtheria,  09  ; treatment  of,  in 
typhoid  fever,  20. 

Heat,  e.xhaustion,  740  ; stroke,  740. 

Hebrews,  prevalence  of  diabetes  among,  907. 

Hectic  fever,  225. 

Hegar’s  tunnel  for  rectal  irrigation,  410. 

Heller's  test  for  blood  in  the  urine,  828. 

Helminthiasis,  440. 

Hemianffisthesia,  in  cerebral  haemorrhage,  773  ; in 
hysteria,  8J1,  813;  in  lesions  of  the  internal  cap- 
sule, 722,  725  ; in  tumors  of  the  cerebral  hemi- 
spheres, 752  ; in  unilateral  cord  lesions,  083. 

Hemianopia,  in  cerebral  hiemorrhage,  733  : in  hemi- 
crania,  592  ; in  lesions  of  the  central  ganglia,  722, 
725  ; in  lesions  of  thS  corpora  quadrigemina,  722, 
725  ; in  lesions  of  the  occipito-cortical  region,  710, 
725  ; in  migraine,  592  ; in  tumors  of  the  base  of  the 
brain,  752  ; in  tumoi-s  of  the  cerebral  hemispheres, 
762. 

Heraiathetosis,  post-hemiplegic,  788. 

Hemiatrophj’,  progressive  facial,  594  ; lo.ss  of  hair 
in,  594  ; seat  of,  .594  ; treatment,  594. 

Hemichorea,  post-hemiplegic,  734  ; in  infantile  cere- 
bral paralysis,  745;  in  lesions  of  the  internal  capsule, 
721,  725  ; in  le.sions  of  the  optic  thalamus,  722,  725. 

Hemicrania,  591  (see  also  Migiuvine)  ; course  of,  592  ; 
in  diabetes,  973  ; ophthalmic,  592  ; paralytic,  592  ; 
spastic,  592  ; symptoms  of,  592  ; treatment  of,  593. 

Hemiplegia,  530. 

Hemiplegia,  crossed,  092  ; in  cerebral  htemorrhage, 
731,  732,  735  ; in  cerebral  syphilis,  758  ; in  diffuse 
cerebral  sclerosis,  744  ; in  htematoma  of  the  dura 
mater,  097  ; in  hysteria,  803  ; in  infantile  cerebral 
paralysis,  744  ; in  lesions  of  the  central  ganglia, 
721  ; in  lesions  of  the  crura  cerebri,  723,  725  ; in  le- 
sions of  the  internal  capsule  and  centrum  ovale, 
721  ; in  lesions  of  the  motor  cortical  region,  712  ; in 
locomotor  ataxia,  045  ; in  multiple  sclerosis,  631 ; 
in  progressiv'e  general  paralysis,  704  ; in  purulent 
meningitis,  700 ; in  tumors  of  the  cerebral  hemi- 
spheres, 7.52  ; mental  defects  in,  735. 

Hepatic.  See  also  Liver. 

Hepatic  abscess,  476  ; in  dysentery,  79  ; in  pylephle- 
bitis, suppurative,  501. 

Hepatic  colic,  470 ; pulse,  289  ; vein,  affections  of, 
500,  502. 


Hepatitis,  chronic  diffuse  interstitial,  478 ; diffuse 
syphilitic.  491  ; suppurative,  470. 

Hepatization  of  the  lungs,  190. 

Hepatogenous  jaundice,  404. 

Heredity  in  diabetes  insipidus,  982,  983 ; in  ha..mo- 
philia,  903 ; in  idiopathic  muscular  atrophy,  659, 
601  ; ill  tuberculosis,  210. 

Heriies  in  acute  gastric  catarrh,  373 ; in  cerebro- 
spinal meningitis,  100  ; in  facial  paralysis,  500  ; in 
intercostal  neuralgia,  525 ; in  locomotor  ataxia, 
644  ; in  malaria,  94  ; in  neuralgia,  517  ; in  neu- 
ritis, 582  ; in  pressure  jiaralysis  of  the  spinal  cord, 
612 ; in  sciatica,  520  ; in  trigeminal  neuralgia, 
522. 

Herpes  labialis  in  angina,  352  : in  intestinal  catarrh, 
400  ; in  malaria,  94  ; in  meningitis,  epidemic  e'ere- 
bro  spinal,  106  ; in  pneumonia,  192  ; in  relapsing 
fever,  32 ; in  scarlet  fever,  41  ; in  typhoid  fever, 
17  ; in  typhus  fever,  30. 

Herpes  zoster,  525. 

Hiccough,  577  ; hysterical,  577  ; in  nnmmia,  932  ; in 
cholera,  85  ; in  dysentery,  79  ; in  hepatitis,  suppu- 
rative, 477  ; in  uraemia,  832  ; reflex,  577  ; treatment 
of,  577. 

Hoarseness  in  diphtheria,  08  ; i.n  laiyngeal  catarrh, 
132  ; in  trichinosis,  122. 

Hodgkin’s  disease,  951  ; morbid  anatomy  of,  952  ; 
sj-mptoms  of,  952. 

Hot  Springs  of  Arkansas,  916. 

H3'aline  casts  in  urine,  826. 

Hydatid  disease,  494. 

Hydatid  thrill,  495. 

H5-drsemia,  825. 

H3'drocephaloid  symptoms,  411. 

H3'drocephalus,  acute,  702,  703  ; setiology  of,  702  ; 
chronic,  767  ; chronic,  after  cerebro-spiual  menin- 
gitis, 107 ; congenital,  707 ; congenital,  diagnosis 
of,  768  ; course  of,  767  ; effect  of,  upon  shape  of 
brain,  707  ; enlargement  of  head  caused  by,  708  ; 
following  epidemic  cerebro-spiual  meningitis,  107  ; 
of  adults,  708  ; skull  in,  different  from  the  rachitic, 
709;  spurious,  411  ; S3'mptoms  of,  707,  768;  the 
fluid  of,  707  ; treatment,  709. 

H3'drochloric  acid  in  anmmia  and  chlorosis,  938  ; in 
gastric  catarrh,  373,  381  ; poisoning  from,  1003  ; 
tests  for,  in  gastric  juice,  378. 

Hydroc3’anic  acid,  poisoning  from,  1007. 

Hydrom3'eUis,  077,  078. 

Hydronephrosis,  890  ; congenital,  891  ; intermittent, 
891. 

Hydropericardinm,  329. 

Hydroperitoneum.  400. 

Hydrophobia,  113  ; diagnosis  of,  114  ; hydrophobic 
stage,  114  ; maniacal  stage  of,  113  ; paralytic  stage 
of,  113,  114;  period  of  incubation  in,  114;  quiet 
form  of,  113  ; raving  form  of,  113  ; treatment  of, 
114,  116. 

Hydrops  vesicte  felleee,  473. 

H3'drorrhachis,  079. 

Hydrothorax.  271  ; in  scarlet  fever,  42  ; in  valvular 
cardiac  disease,  299  ; treatment  of,  271. 

Hyoscyamine  in  paralysis  agitans.  787. 

Hyperacusis  in  facial  paral3'sis,  659. 

Hyperremia,  708. 

Hypersesthesia.  505  ; in  ataxia,  C-IO  ; in  hysteria,  802  ; 
in  myelitis,  019  ; in  neuralgia,  517  ; in  neurasthenia, 
815  ; in  pulmonary  tuberculosis,  220  ; in  relapsing 
fever,  32  ; in  spinal  meningitis,  000 ; in  t3-phoid 
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fover,  16  ; in  iinilnternl  lesions  of  the  spinal  cord, 
C83  ; of  smell,  632  ; of  taste,  533. 

Hyperidrosis,  nnilaterul,  590. 

Ilyperosniin.  532. 

Ilyperpyre.xia,  hysterical,  804,  805 ; in  rheumatic 
fever,  905  ; in  scarlet  fever,  38  ; in  sunstroke,  747  ; 
in  tetanus,  793. 

Hypnotism  in  hysteria,  809. 

Hypochondriasis  and  neurasthenia.  815  ; in  gastric 
catarrh,  379  ; in  habitual  constipation,  430;  in  nerv- 
ous dyspepsia,  401. 

Hypodermic  sj'ringe  in  diagnosis  of  pleural  effusion, 
263,  265. 

Hypoglossai  nerve,  paralysis  of,  762  spasm  of,  673. 

Hypoglossus.  paralysis  of,  in  cerebral  tumor,  752. 

H3'pophysis,  tumor  of,  752,  754. 

Hypoplasia  of  aorta,  929. 

Hypostatic  congestion  in  typhoid  fever,  12. 

Hysteria,  7.55  ; eetiology  of,  755  ; artificial  production 
of  spasms  in,  802,  810  ; contractures  and  spasms  in, 

803  ; convulsive  forms  of,  806  ; course  of,  810  ; diag- 
nosis of,  811  ; disorders  of  sensation  in,  800  ; fever 
in,  804  ; grand  paroxysms  of,  808  ; haemoptysis  in, 

804  ; in  connection  with  floating  kidney,  877  ; joint 
affections  in,  529,  804  ; liability  to,  799  ; mental 
symptoms  of,  805 ; metallotherapeutics  in,  813  ; 
paralysis  in,  803  ; produced  by  sexual  influences, 
800 ; special  senses  in,  800 ; stigmata  in,  800 ; 
symptoms  of,  800  ; traumatic,  798  ; treatment  of, 
811  ; visceral  manifestations  of,  805  ; with  regard 
to  exophthalmic  goitre,  696. 

Hj'sterical  insanity  in  typhoid  fever,  15. 

Hystero-epiiepsy,  106,  107. 

Hysterogenic  points,  802,  810. 

Ice  in  cerebral  haemorrhage,  730  ; in  infantile  spinal 
paralysis,  670  ; in  injuries  of  the  spinal  cord,  607  ; 
in  meningitis,  97,  701,  706  ; in  spinal  apoplexj-,  005  ; 
in  spinal  meningeal  haemorrhage,  003. 

Ichthyosis  linguae  et  oris,  346. 

Icteric  casts  in  the  urine,  467. 

Icterus,  acute  febrile,  409  ; catarrhal,  404  ; gravis, 
489 ; neonatorum,  490. 

Idiocy  in  infantile  hemiplegia,  745. 

Idiopathic  anaemia  of  Addison,  878. 

Ileo-cBBcal  region,  gurgling  in,  in  typhoid  fever,  10. 

Ileo-ctecal  tumor,  419. 

Ileotyphus,  1. 

Ileus  from  intestinal  obstruction,  435  ; in  typhoid 
fever.  11  ; paralytic,  432. 

Illuminating  gas,  poisoning  from,  1007. 

Imbecility  in  infantile  hemiplegia,  745  ; in  multiple 
sclerosis,  630. 

Imitation  in  chorea,  780.  , 

Impotence  in  diabetes.  972  ; in  locomotor  ataxia,  643. 

Inanition  in  nervous  dyspepsia,  401,  402. 

Incarceration,  internal,  of  the  intestines,  433  ; symp- 
toms of,  in  case  of  floating  kidney,  877. 

Incontinence,  nocturnal,  of  urine,  898. 

Incoiirdination  of  arms,  542  ; of  legs,  .542. 

Indican,  test  for,  436. 

Induction  of  premature  delivery.  In  chorea  gravi- 
darum, 781. 

Induration,  brown,  of  the  lungs,  249  ; rheumatic,  of 
the  muscles,  917. 

Infantile  convulsions,  779.  « 

Infantile  paralysis,  cerebral,  741  ; acute,  744  : course 
of,  745  ; pathology  of,  7-15  ; treatment  of,  745. 


Infantile  paralysis,  spinal,  607.  See  Spinal  Paralysis 
OP  Children. 

Infarction,  embolic,  of  the  kidneys,  871  ; hmmor- 
rhagic,  of  the  lungs,  247. 

Influenza,  74  ; diagnosis  of,  77  : mtiology  of,  74  ; symp- 
toms of,  75  ; treatment  of,  77. 

Inhalation-pneumonia,  185,  434. 

Inhalations  in  bronchitis,  154  ; in  diphtheria,  71  ; in 
laryngitis,  132  ; in  pharyngitis,  359  ; in  pulmonary 
gangrene,  244  ; in  pulmonary  tuberculosis,  231  ; in 
whooping-cough,  163. 

Injection,  intravenous,  of  salines  in  diabetes,  981  ; 
subcutaneous,  of  salines  in  cholera,  89. 

Injury,  mechanical,  due  to  chorea,  783  ; due  to  epi- 
lepsy, 773. 

Inoculation,  against  small-pox,  52,  58  ; protective,  in 
hydrophobia,  115. 

Insanity,  post-febrile,  15  ; relation  of  heart  disease  to, 
301. 

Insects,  the  sting  of,  a cause  of  malignant  pustule, 
119. 

Insolation,  746. 

Inspection  of  meat,  governmental,  to  prevent  trichi- 
nosis, 123. 

Insufficiency,  valvular,  281. 

Insuffiation  of  powders  in  chronic  pharyngitis,  359. 

Insular  sclerosis,  627. 

Intention  tremor  jn  multiple  sclerosis,  C29  ; in  myeli- 
tis, 619. 

Intercostal  neuralgia,  524. 

Intermeningeal  apoplexy,  696. 

Intermittent  fever,  92  ; hepatic,  94  ; ma.sked,  95  ; per- 
nicious, 94  ; tertian,  93. 

Internal  capsule,  lesions  of,  721. 

Intestinal  calculi,  432  ; casts,  408. 

Intestinal  catarrh,  403  ; acute,  408  ; chronic,  408  ; fol- 
licular, 404  ; from  the  ingestion  of  poisons,  403  ; in 
rachitis,  924  ; of  children,  413  ; treatment  of,  409, 
415. 

Intestinal  glands  enlarged  in  leukeemia,  948 ; in 
pseudo-leukoemia,  952. 

Intestinal  haemorrhage  in  dysentery,  79  ; in  intussus- 
ception, 437  ; in  pylethrombosis,  602  ; in  t3Tphoid 
fever,  10  ; in  ulcer  of  duodenum,  423  ; in  ulcer  of 
the  stomach,  386. 

Intestinal  parasites,  440  ; polypi,  434. 

Intestinal  symptoms  in  cholera,  84  ; in  dysentery, 
78  ; in  erysipelas,  03,  64  ; in  gastric  catarrh,  373, 
379  ; in  glanders,  116  ; in  malignant  pustule,  119  ; 
in  measles,  49  ; in  pulmonary  gangrene,  243  ; in 
pulmonary  tuberculosis,  227  ; in  purpura  hmmor- 
rhagica,  962  ; in  typhoid  fever,  9,  10. 

Intestine,  cancer  of,  420  ; diagnosis  of,  420  ; treat- 
ment of,  427. 

Intestine,  compression  of,  from  without,  434  : con- 
striction of,  433  : dilatation  of,  435  ; incarceration 
of,  433  ; intussusception  of.  4.33  ; invagination  of, 
4.33  : new  growths  in,  .126,  4.32. 

Intestine,  obstruction  of,  437  ; by  enteroliths,  4.32  ; by 
foreign  bodies,  433  ; by  t>all-stones,  432. 

Intestine,  perfoi-ation  of.  in  typhoid  fever,  11  : stmii- 
guiation  of,  4.33 ; strictures  and  tumors  of,  432 ; 
twists  and  knots  of,  433  ; ulcers  of,  432. 

Intestine,  large,  catarrh  of,  407  ; desquamative,  408. 

Intussusception,  431. 

Inunction,  mercurial,  in  acute  ascending  spinal  pa- 
ralysis, 676  ; in  acute  l)ulbar  paralysis,  095  ; in  cere- 
bral syphilis,  750  ; in  hmmoglobiuuria,  950  ; in  loco- 
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motor  ataxia,  647  ; in  myelitis,  626  ; in  progressive 
general  paralysis,  767  ; in  spastic  spinal  paralysis, 
667  ; in  tumors  of  the  brain,  775  ; in  tumors  of  the 
spinal  cord,  677. 

Invagination,  4.34. 

Iodide  of  iron  in  peritonitis,  chronic,  460  ; in  pres.sure 
paralysis  of  the  spinal  cord,  614  ; in  scrofula, 
1001. 

Iodide  of  potassium  in  acute  ascending  spinal  paraly- 
sis, 676  ; in  aneurism  of  the  thoracic  aorta,  338  ; in 
asthma,  172  ; in  bronchitis,  155,  159  ; in  cerebral 
syphilis,  759  ; in  cerebral  tumors,  755, 750  ; in  chronic 
hydrocephalus,  769  ; in  gout,  992  ; in  habitual  head- 
ache, 531  ; in  lead  paralysis,  670  ; in  leptomenin- 
gitis, spinal,  601  ; in  locomotor  ataxia,  647,  648  ; in 
meningitis,  cerebro-spinal,  108  ; in  multiple  sclero- 
sis, 631  ; in  myelitis,  626,  027  ; in  neuralgia,  520  ; in 
pachymeningitis  cervicalis  hypertrophica,  003  ; in 
peritonitis,  chronic,  460  ; in  sciatica,  527  ; in  spasm 
of  the  trigeminus,  572  ; in  spastic  spinal  paralysis, 
667  ; in  syphilitic  paralysis  of  the  motores  oculi, 
557  ; in  tumor  of  the  spinal  cord,  677. 

Iodine  coryza,  125. 

Iodine,  poisoning  from,  1004. 

Iodine,  tincture  of,  externally,  in  articular  rheuma- 
tism, chronic,  915  ; in  chronic  nasal  catarrh,  128  ; 
in  pharyngitis,  chronic,  359  ; in  pleurisy,  204  ; in 
pressure  paralysis  of  the  spinal  cord,  014  ; in  spinal 
leptomeningitis,  601. 

Iodine,  tincture  of,  internail}',  in  diabetes,  981  ; in 
scrofula,  1001. 

Iodoform  in  diabetes,  9S1  ; in  pleurisy,  204  ; in  pseudo- 
leulvEemia  lymphatica,  953. 

Ipecacuanha  in  dysentery,  80. 

Iritis  in  gout,  987. 

Iron  baths  in  anoemia  and  chlorosis,  938  ; in  infantile 
spinal  paralysis,  671  ; in  locomotor  ataxia,  647  ; in 
railway  spine,  821. 

Iron,  chloride  of,  in  purpura  hojmorrhngica,  902  ; re- 
action caused  by,  in  diabetic  urine.  970. 

Iron  in  anromia  and  chlorosis,  9-37  ; in  cardiac  valvu- 
lar disease,  303  ; in  exophthalmic  goitre,  598  ; in 
habitual  headache,  531  ; in  hemicrania,  593  ; in 
nephritis,  855 ; in  neurasthenia,  818 ; in  osteo- 
malacia, 927  ; in  paralysis  of  the  muscles  of  the 
larynx,  143  ; in  pernicious  aneemia,  9.50  ; in  pulmo- 
nary tuberculosis,  235  ; in  rachitis,  924  ; in  scurvy, 
901  ; in  scrofula,  1001. 

Irradiation,  517. 

Irrigatiop  in  inte.stinal  catarrh,  410  ; in  the  intestinal 
catarrh  of  children,  417. 

Ischuria  in  hysteria,  805. 

Itching  in  jaundice,  465  ; in  uraemia,  833. 

.Tacksonian  epilepsy,  714. 

Japan,  beri-beri  in,  582. 

Jaundice,  catarrhal,  404  ; choluria  in,  407  ; diagnosis 
of.  468  ; epidemic  form  of,  404  ; febrile,  409  ; from 
gall-stones,  472  ; haematogenous,  490  ; hepatoge- 
nous, 464  ; in  acute  phosphorus  poisoning,  1006  ; in 
acute  yellow  atrophy,  480,  487  ; in  cancer  of  the 
liver.  493  ; in  cancer  of  the  pancreas,  504  ; in  cir- 
rhosis of  the  liver,  480,  484  ; in  diabetes,  971  ; in  gas- 
tric catarrh,  373  ; in  gastro-duodenitis,  404  ; in 
hromoglobinuria,  954  ; in  hepatic  colic,  472 ; in 
hepatitis,  suppurative,  477  ; in  pneumonia.  202  ; in 
pylephlebitis,  suppurative,  501  ; in  sypliilis  of  the 
liver,  491  ; in  'VVeil’s  disease,  469  ; in  yellow  fever. 


101  ; malignant.  489  ; of  the  new-born,  490  ; perni- 
cious, 489  ; treatment  of,  408  ; xanthelasma  in, 
405. 

Jaw.  See  Maxilla. 

Joints,  disorders  of,  in  acute  neuritis,  683  ; in  cerebral 
haemorrhage,  735  ; in  dengue,  99  ; in  endocarditis, 
279  ; in  erysipelas,  04  ; in  gout,  980,  992  ; in  hmmo- 
philia,  905  ; in  locomotor  ataxia,  644  ; in  meningitis, 
cerebro-spinal.  100  ; in  pernicious  anaemia,  943  ; in 
purpura  hEemorrhagica,  902  ; in  scrofula,  1000  ; in 
scurvy,  959  ; in  septico-pyeemia.  111  : in  small-pox, 
50  ; in  typhoid  fever,  17  ; in  valvular  cardiac  dis- 
ease, 301. 

Joints,  neuroses  of,  528. 

Joints,  sensibility  of,  509. 

Jumpers,  576. 

“June  cold,”  125  (foot-note). 

Keratitis,  in  small-pox,  56. 

Kidney,  abscess  of,  868  ; amyloid  or  lardaeeous  dis- 
ease of,  864  ; anomalies  in  position  of,  876  ; calculus 
of,  884  ; cancer  of,  872  ; circulatory  disturbances  in, 
871  ; cirrhosis  of,  856  ; congestion  of,  871  ; cystic 
disease  of,  874,  890  ; echinococcus  of,  874  ; genuine 
contracted,  856  ; gouty,  857,  987 : granular,  856  ; 
hydatids  of,  874  ; in  diabetes,  972  ; in  diphtheria,  70  ; 
in  hffiinoglobinuria,  955  ; in  leuksemia,  947  ; in  obe- 
sity, 996 ; in  pneumonia,  197  ; in  pseudo-leukaunia, 
952  ; in  pulmonary  emphysema,  179  ; in  pulmonary 
tuberculosis,  228  ; in  scarlet  fever,  41  ; in  septico- 
pyasmia,  112  ; large  red,  850  ; large  white,  851  ; 
movable,  876  ; new  growths  of,  872  ; parasites  of, 
874  ; pelvis  of,  dilatation  of.  890  ; pelvis  of,  inflam- 
mation of,  881  ; sclerosis  of,  856  ; secondary  con- 
tracted, 849. 

Kidney,  removal  of,  for  cancer,  873- 

Kidney,  rhabdo-myoma  of,  872  ; sarcoma  of,  872  ; 
surgical  kidney,  868  ; tuberculosis  of,  888  ; tumors 
of,  872. 

Knee-jerk,  loss  of,  in  ataxia,  641  ; in  diphtheria,  70. 

Knee  phenomenon,  544.  See  also  Patellar  Ke- 
flex. 

Koumyss  as  a food  in  pulmonary  tuberculosis,  232. 

Kousso  for  tape-worm,  444. 

Kyphosis  in  osteomalacia,  926  ; in  rachitis,  923. 

Lactic  acid  in  diabetes,  981  ; in  nephrolithiasis,  888 ; 
in  the  bones  in  osteomalacia,  926  ; in  the  urine  in 
osteomalacia,  927. 

Laennec’s  cirrhosis,  478. 

Lagophthalmus  in  facial  paralysis.  559. 

Lancinating  pains  in  locomotor  ataxia,  640. 

Landry’s  paralysis,  674. 

Lardaeeous  liver,  498  ; in  pulmonary  tuberculosis, 
228. 

Lard,  inunction  of,  in  scarlet  fever,  45. 

Laryngeal  crises  in  locomotor  ataxia,  0-13. 

Laryngitis,  acute.  130  ; chronic,  132  ; hypoglottica 
acuta  gravis,  131  ; hypoglottica  chronica  hyper- 
trophica, 133  ; in  measles.  48. 

•Laryngitis,  phlegmonous,  134  ; treatment  of,  135. 

Larynrf,  abscess  of,  134  ; affected  by  tyiihoid  fever, 
13  ; cancer  of,  145  : disturbances  of  sensibility  in, 
143  ; examination  of,  130  ; muscles  of,  paralysis  of, 
1.39  ; in  acute  bulbar  paralysis,  694  ; in  progressive 
bulbar  paralysis.  0S» ; treatment  of,  142  ; muscles 
of,  spasm  of,  in  hysteria.  807  ; new  growths  in,  144 ; 
treatment  of,  145;  polypi  of.  111;  stenosis  of. 
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chronic,  las  ; in  diplitherin,  08 ; in  laryngitis, 
acute,  131  : tuberculosis  of,  130  ; diagnosis  of,  137  ; 
treatment  of,  138. 

Lateral  sclerosis,  amyotrophic,  050 ; diagnosis  of, 
653  ; involving  the  medulla  oblongata,  6.52  ; symp- 
toms and  course  of,  651  ; treatment  of,  653. 

Laugliter,  spasmodic,  577. 

Lead  colic,  1005. 

Lead  paralysis,  569 ; bilateral,  570 ; localization  of, 
570  : treatment  of,  570. 

Lead  poisoning,  chronic,  1005 ; chronic,  related  to 
contracted  kidney,  856,  1005  ; chronic,  related  to 
gout,  985,  1005. 

Leptomeningitis,  cerebral  purulent,  698  ; tubercular, 
702. 

Leptomeningitis,  chronic  spinal,  601  ; primary,  601  ; 
secondary,  601 ; symptoms  of,  601  ; treatment  of, 
601. 

Lesions,  cerebral,  topical  diagnosis  of,  710. 

Lethargy  in  hysteria,  809. 

Leukiemin,  9-13 ; setiology  of,  945  ; complications, 
949  ; diagnosis  of,  950 ; lymphatic,  947,  950  ; mye- 
logenous, 946  ; splenic,  946,  950  ; symptoms  of,  947  ; 
treatment,  9.50  ; with  regard  to  anajmia,  949. 

Leukocj'thoemia,  945. 

Leukocytosis,  945. 

Lids,  spasm  of,  572. 

Lime  in  osteomalacia,  927  ; in  poisoning  from  oxalic 
acid,  1004  ; in  rachitis,  925. 

Lingua  geographica  in  glossitis,  346. 

Lips,  atrophy  of,  in  amyotrophic  lateral  sclerosis, 
652  ; in  progressive  bulbar  paralysis,  686. 

Lithium,  carbonate  of,  in  nephrolithiasis,  887. 

Lithium  water  in  gout,  991. 

Liver.  See  also  Hepatic. 

Liver,  anomalies  in  the  shape  and  position  of,  499  ; 
atrophy  of,  498  ; atrophy  of,  acute  yellow,  485 ; 
atrophy  of,  acute  yellow,  diagnosis  of,  488 ; atro- 
phy of,  acute  yellow,  treatment  of,  489. 

Liver,  cancer  of,  492 ; diagnosis  of,  492  ; prognosis 
of,  494  ; secondary  to  cancer  of  stomach,  493  ; treat- 
ment of,  494. 

Liver,  cirrhosis  of,  478 ; biliary,  483  ; diagnosis  of, 
482,  485 ; hypertrophic,  483  ; prognosis  of,  482  ; 
treatment  of,  482,  485. 

Liver,  disturbances  of  circulation  in,  496  ; gin-drink- 
er’s, 478 : granulated,  479  ; hydatids  of,  494  ; hy- 
perromiaof,  496, 497  ; hypertrophy  of,  498  ; in  gout, 
987  ; in  hajmoglobinuria,  954,  956  ; in  jaundice,  468; 
in  leukmmia,  947  : in  pseudo-leukiEraia,  952  ; in  pul- 
monary emphysema,  179  ; in  pulmonary  tubercu- 
losis, 228  ; in  rachitis,  924  ; in  yellow  fever,  101  ; 
lobulated  479  ; syphilis  of,  490. 

Lobelia,  tincture  of,  in  asthma,  173. 

Locality,  testing  the  sense  of.  506. 

Lock-jaw,  791. 

Locomotor  ataxia,  632 ; ataxic  stage  of,  036  ; devel- 
opment of,  632 ; diagnosis  and  prognosis  of,  045  ; 
Friedreich's  form  of,  648;  hereditary  predisposition 
to.  032  ; histology  of,  632  : in  chronic  ergotism, 
<>33  ; initial  stage  of,  635  ; involving  craiiialnerves, 
612  ; symptoms  of,  635  ; terminal  stagi;  w,  630  ; 
treatment  of,  616  ; with  regard  to  iirogressive  gen- 
eral paralysis,  645. 

liOins,  pains  in,  in  relapsing  fever,  32  ; in  small  pox, 
53  : in  typhus  fever,  .30. 

Lordosis  in  pseiido-ninscular  hypertrophy,  600. 

Lower  extremities,  in  rachitis,  923  ; spasm  of,  575  ; 


spasm  of,  in  amyotrophic  lateral  sclerosis,  652  ; 
spasm  of,  in  tetanus,  792. 

Lower  jaw.  See  Maxilla. 

Lumbago,  918. 

Lungs,  abscesses  of,  in  septico-pymmia,  112  ; aplasia 
of,  181 ; aplasia  of,  in  kyphoscoliosis,  182 ; atelectasis 
of,  181  ; capillaries  of,  atrophy  of,  in  emphysema, 
175  ; cancer  of,  250  ; compression  of,  181,  259  : con- 
sumption of,  207  ;.  contraction  of,  104,  214,  217,  223  : 
disorders  of,  in  diabetes,  976  ; disorders  of,  in  leu- 
kffiuiia,  947  ; disorders  of,  in  progressive  bulbar 
paralysis,  087  ; disorders  of,  in  typhoid  fever,  13  ; 
echinococcus  of,  252  ; embolic  changes  in,  247. 

Lungs,  emijhysema  of,  173  ; caused  by  pertussis,  175  ; 
diagnosis  of,  179  ; followed  by  pulmonary  tubercu- 
losis, 179  ; prognosis  of,  179  ; treatment  of,  180. 

Lungs,  gangrene  of,  241  ; circumscribed,  242  ; devel- 
opment of,  241  ; diagnosis  of,  244  ; diffuse.  242  ; in 
cancer  of  cESophagus,  370  ; liability  to,  in  diabetes, 
241 ; prognosis  of,  244  ; treatment  of,  244. 

Lungs,  hmmorrhage  from,  218  ; increased  volume  of, 
173  ; induration  of,  brown,  249 ; infarctions  in, 
hiemorrhagic,  247 ; infarctions  in,  haemorrhagic, 
diagnosis  and  prognosis  of,  249  ; infarctions  in, 
hiemorrhagic,  symptoms  of,  248  ; infarctions  in, 
haemorrhagic,  treatment  of,  249  ; inflammation  of, 
189  (see  also  Pneumonia)  ; oedema  of,  inflamma- 
tory, 183;  oedema  of,  influencing  respiration,  183; 
oedema  of.  treatment  of.  184 ; pigmentation  of, 
245  ; syphilis  of,  252  ; tuberculosis  of,  207  ; tumors 
of,  250  ; tumors  of.  causing  symptoms  of  compres- 
sion, 251  ; tumors  of,  prognosis  of,  252  ; tumors  of. 
treatment  of,  252. 

Lymph,  animal,  for  vaccination,  59. 

Lymph-glands,  extirpation  of,  in  pseudo-leukaemia, 
963  ; progressive  multiple  hypertrophy  of,  951. 

Lymph-glands,  swollen,  in  dengue,  100  ; in  diphthe- 
ria, 67 ; in  erysipelas,  64  ; in  leukaemia,  947,  948, 
949,  950  ; in  malignant  pustule,  119  ; in  pseudo- 
leuktBinia,  952  ; in  pulmonary  cancer,  251  ; in  pul- 
monary tuberculosis,  228  ; in  scarlet  fever,  40 ; in 
scrofula,  999,  1001  ; in  typhoid  fever,  11. 

Lympho-sarcoma,  malignant,  951. 

Magnesia  in  gastric  catarrh,  374 ; in  sulphuric-acid 
poisoning,  1003. 

Magnet,  application  of,  in  hysteria,  814.  » 

Main  en  griffe,  506. 

Maladie  des  tics  convulsifs,  573. 

Malaria,  90 ; diagnosis  of,  96  ; distribution  of,  90 ; 
germs  of,  91  : liability  to,  92  ; period  of  incuba- 
tion of,  92  ; treatment  of,  90. 

Malarial  cachexia,  95. 

Malarial  fever,  remittent  and  continuous,  95. 

Malarial  neuralgia,  510,  518. 

Malarial  poison,  90. 

Male  fern,  ethereal  extract  of,  for  tape-worm,  444. 

Malignant  pustule,  117,  119;  in  animals,  117;  bacilli 
of,  117  ; diagnosis  of,  120;  prophylactic  inoculation 
of,  120 : spores  of,  118  ; transmission  to  man,  118  ; 
treatment  of,  121. 

Mai  perforunt  dii  pied  in  diabetes,  073  ; in  tubes.  615, 

Malum  Cotiinnii,  526.  See  Sciatica. 

Mammillary  reflex,  ,544. 

Marasmus  in  diabetes,  971. 

Massage  in  articular  neuralgia.  529 ; in  articular 
rheumatism,  910,  910  ; in  braohiiil  paralysis,  568 ; 
after  cerebral  ho-morrhage,  737  ; in  facial  puraly- 
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?is,  563  ; in  gout,  993  ; in  hysteria,  813  ; in  infantile 
paralysis  (cerebral),  7-10  ; in  infantile  paralysis  (spi- 
nal), 071  ; in  migraine,  593  ; in  muscular  rheuma- 
tism, 919  ; in  neuralgia,  631  ; in  neurasthenia,  817, 
818  ; in  paralysis  agitans,  787  ; in  progressive  nms- 
cular  atrophy,  658 : in  pseudo-hypertrophic  mus- 
cular paralysis,  063  ; in  sciatica,  537  ; in  scorbutic 
ecchymoses,  961  ; in  writer's  cramp,  579. 

Mastication,  disturbances  of,  in  progressive  bulbar 
paralysis,  086,  087. 

Mastication,  muscles  of,  paralysis  of,  557  ; in  general 
paralysis  of  the  insane,  764  ; in  tumors  at  the  base 
of  the  brain,  753  ; spasm  of,  clonic,  571  ; tonic,  571. 

Mastodynia,  535  ; treatment  of,  535. 

Measles,  46  ; black,  48;  catarrh  in  48;  complications 
of,  48 ; contagiousness  of,  46  ; diagnosis  of,  50  ; 
diphtheria  in,  49  ; inoculation  of,  47  ; period  of  in- 
cubation in,  47  ; prognosis  of,  50  ; prophylaxis  of, 
60  ; relation  of,  to  pulmonary  tuberculosis,  49  ; re- 
lation of,  to  whooping-cough,  49  ; treatment  of,  50  ; 
typhoid,  49. 

Measles,  German,  51.  See  ROtheln. 

Measles  in  pork,  441.  See  T^.nia. 

Meat,  compulsory  inspection  of,  in  trichinosis,  123  ; 
poisoning  from,  1010. 

Meckel’s  diverticulum  in  obstruction  of  the  intestine, 
43S. 

Median  paralysis,  566  ; disturbances  of  the  functions 
of  the  forearm  anil  hand  in,  666  ; traumatic,  566. 

Mediastinal  tumors,  273  ; diagnosis  of,  273  ; prognosis 
of,  274  ; treatment  of,  274. 

Mediastino-pericarditis,  325. 

Medulla  oblongata,  acute  apoplectiform  paralysis  of, 
691  ; compression  of,  695  ; diseases  of,  685;  progress- 
ive paralysis  of,  685. 

Medulla  oblongata  and  pons,  hmmorrhages  into,  691  ; 
apoplexy  from,  691  ; cysts  and  scars  from,  691  ; 
seat  and  extent  of,  691  ; treatment  of,  693. 

Melsena  neonatorum,  390. 

Mellituria,  966.  See  Glycosuria. 

Memory,  weakness  of,  in  exophthalmic  goitre,  596. 

M6ni6re’s  disease,  769  ; implication  of  the  semicir- 
cular canals  in,  769  ; in  tabes,  643  ; treatment  of, 
769. 

Meningeal  apoplexy,  603. 

Meningeal  hiemorrhage,  603. 

Meningeal  tumors,  676  ; different  forms  of,  076:  prog- 
nosis and  treatment  of,  077  ; sj'mptoms  of,  077. 

Meningitis,  basilar,  702. 

Meningitis  of  the  convexity,  698. 

Meningitis,  epidemic  cerebro  spinal,  103,  698,  701  (see 
also  Cerebro-spinal  Meningitis)  ; diagnosis  of, 
107  ; in  pneumonia,  107  ; prognosis  of.  107  : second- 
ary, 107,  698  ; sequelse  of,  107  ; siderans,  104  ; treat- 
ment of,  108. 

Meningitis,  purulent.  698  ; (Etiological  factors  in,  698  ; 
complications  of,  699  ; diagnosis  of,  701  ; localiza- 
tion of  the  morbid  process  in,  699  ; metastatic,  699  ; 
primary,  698  ; symptoms  of,  700  ; treatment  of,  701. 

Meningitis,  tubercular,  703  ; cau'ses  of,  702  ; duration 
of,  705  ; heemorrhages  into  the  pia  mater  in,  703  ; 
hydrocephalic  effusion  into  the  ventricles  in,  703  ; 
implication  of  the  spinal  cord  in,  703  ; inflamma- 
tory changes  in,  703  ; seat  of  miliary  tubercles  in, 
703  ; symptoms  of,  703. 

Meningitis,  tubercular,  in  children,  705  ; diagnosis  of, 
700  ; loud  outcry  of  child  in,  705  ; treatment  of,  706. 

Meningocele,  679. 


Menstruation  in  chlorosis,  935  ; influence  of,  on  epi- 
lepsy, 771  ; vicarious,  129. 

Mental  disturbances  in  acute  general  miliary  tuber- 
culosis. 339  ; in  anminia,  931  ; in  articular  rheuma- 
tism, 906  ; in  athetosis,  789  ; in  bulbar  hemor- 
rhage. 691  ; in  cerebral  abscess,  742 ; in  cerebral 
aniemia,  709  ; in  cerebral  embolism,  740  ; in  cere- 
bral hemorrhage,  728, 730, 735  ; in  cerebral  hypere- 
mia, 710  ; in  cerebral  syphilis,  759  ; in  cerebral  tu- 
mor, 750 ; in  cerebro-spinal  meningitis,  105 ; m 
cholera,  Asiatic,  85;  in  cholera  morbus,  411  ; in 
chorea,  780,  782  ; in  convulsions,  541  ; in  cutaneous 
anesthesia,  613. 

Mental  disturbances  in  diabetic  coma,  973 : in  epi- 
lepsy, 770,  772,  773,  775,  777 ; in  fainting  attacks, 
709  ; in  general  paralysis  of  the  insane,  701  ; in 
habitual  constipation,  430 ; in  hematoma  of  the 
dura  mater,  097  ; in  hydrocephalus,  768  ; in  hyste- 
ria, 805,  808  ; in  infantile  paralysis  (cerebral).  745  ; 
(spinal),  608 ; in  jaundice,  466  ; in  meningitis,  700, 
703 ; in  multiple  sclerosis,  630,  631  ; in  neuralgia, 
618 ; in  neurasthenia,  815  ; in  peritonitis,  454  ; in 
poliomyelitis  of  adults,  671  ; in  pseudo-hypertrophic 
muscular  paralysis,  660  ; in  pulmonary  tuberculosis, 
226  ; in  pylephlebitis,  501  ; in  sinus  thrombosis,  707; 
in  typhoid  fever,  14,  15 ; in  typhus  fever,  30  ; in 
uremia,  831  ; in  valvular  heart  disease,  301  ; in 
writer’s  cramp,  578. 

Mercurialism,  chronic,  1005. 

Mercurial  poisoning,  1005. 

Metabolism,  defective,  in  neurasthenia,  810. 

Metallic  tinkling,  269,  270. 

Metalloscopy  in  hysteria,  813. 

Meteorism  in  hysteria,  805  ; in  intestinal  obstruction, 
4.37;  in  intestinal  tuberculosis,  424  ; in  peritonitis, 
453  ; in  pulmonary  tuberculosis,  237 ; in  typhlitis, 
419  ; in  typhoid  fever,  9. 

Micrococci  in  cystitis,  894  ; in  endocarditis,  277  ; in 
erysipelas,  61,  63 ; in  pneumonia,  189 ; in  septico- 
pyemia, 109,  110. 

Migraine,  591  (see  Hemicrania);  duration  of  the  at- 
tacks of,  592 ; in  general  paralysis  of  the  insane, 
703  ; treatment  of,  593. 

Miliai-y  tuberculosis,  acute  general,  2.30 ; cerebral 
symptoms  in,  238  ; causes  of,  236 ; diagnosis  of, 
240  ; intermittent  form  of,  238  ; prognosis  of,  240  : 
relation  of,  to  tubercular  meningitis,  238 ; symp- 
toms of,  237  ; treatment  of,  240  ; typhoid  form  of, 
2.37. 

Milk-cure  in  anemia,  9.36  ; in  nephritis,  840  ; in  pul- 
monary tuberculosis,  232  ; in  pyelitis,  884. 

Milker’s  cramp,  679. 

Millar’s  asthma,  142.  See  Glottis,  Spasm  of. 

Mimetic  expression  in  lesions  of  optic  thalamus,  722. 

Mineral  acids  in  scurvy,  961. 

Mineral  springs  in  anemia  and  chlorosis,  938 ; in 
bronchitis,  154  ; in  cholelithiasis,  475  ; in  diabetes, 
981  ; in  exophthalmic  goitre,  598 ; in  gastric  ca- 
tarrh, 381  ; in  gout,  991  ; in  habitual  headache.  531; 
in  intestinal  catarrh,  410;  in  laryngeal  catarrh, 
134  ; in  nephrolithiasis,  888 ; in  neuritis,  584  ; in 
obesity,  999 ; in  pulmonary  emphysema,  180  ; in 
pyelitis,  884. 

Miserere  in  intestinal  obstruction,  435. 

Mitral  insufficiency,  283. 

Mitral  stenosis.  285. 

Mogigraphia,  577.  See  Writer  s Cramp. 

Monophasia,  718. 
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Monoplegia,  53« ; in  focal  diseases  of  the  centrum 
ovale,  731  ; in  focal  diseases  of  the  motor  cortex, 
713,  734  : in  general  paralysis  of  the  insane,  704  ; in 
meningitis,  700,  704. 

Morbilli,  46.  See  Measles. 

Jlorbus  Addisonii,  878.  See  Addison’s  Disease. 
Jlorbus  Basedowii,  595.  See  Exophthalmic  GoIthe. 
Morbus  Brightii,  836.  See  Nephritis. 

Jlorbus  Gravesii,  595.  See  Exophthalmic  GoItre. 
Jlorbus  maculosus  Werlhofli,  961.  See  Purpura. 
Jlorbus  sacer,  770.  See  Epilepsy. 

Morphine  in  angina  pectoris,  319 ; in  cholelithiasis, 
474  ; in  endocarditis,  380  ; in  gastric  ulcer,  390  ; in 
Intercostal  neuralgia,  535  ; in  intestinal  obstruction, 
439  ; in  tabes,  648  ; in  myelitis.  037  ; in  myocarditis, 
313  ; in  nephritis,  849  ; in  neuralgia,  530  ; in  occip- 
ital neuralgia,  533  : in  peritonitis,  457  ; in  pleurisy, 
264  ; in  pneumothorax,  270  ; in  sciatica,  52  < ; in 
spasm  of  the  diaphragm,  577.  See  also  Opium. 
Morphine,  poisoning  from,  1008. 

Morphinism,  chronic,  1008. 

Morvan's  disease,  079. 

Mosquitoes,  relation  of,  to  chyluria,  876. 

Mothers’  milk,  substitutes  for,  in  feeding  children, 
416. 

Motility,  disturbances  of,  534  ; in  caisson  disease,  008  ; 
in  chronic  hydrocephalus,  708 ; in  tabes,  636 ; in 
pressure  paralysis  of  the  spinal  cord,  611. 

Motion,  sensations  of,  607, 

Motor  nerves,  diseases  of,  534  ; changes  of  electrical 
excitability  in,  546. 

Jlotor  region  of  the  cortex  and  its  focal  diseases,  711, 
742 ; centers  of  different  muscular  territories  in, 
711  ; diagnosis  of  focal  lesions  of,  712  ; relation  of 
hemiplegia  to,  712,  725  ; relation  of  monoplegia  to, 
712,  724  ; relation  of  symptoms  of  irritation  in  dif- 
ferent muscular  territories  to,  713,  714,  724  ; rela- 
tion of  tonic-clonic  spasms  to,  713,  714. 

Mouth,  cavity  of,  inflammation  of.  341  ; in  pulmonary 
tuberculosis,  227  ; in  typhoid  fever,  12. 

Mucous  hiemorrhoids,  428. 

JIucous  polypi  in  the  larynx,  144. 

Mud-baths  in  muscular  rheumatism,  919  ; in  myelitis, 
627  ; in  tabes,  047. 

JIuguet,  344.  See  Thrush. 

Mulberry  calculi  in  nephrolithiasis,  885. 

Mumps,  348.  See  Parotitis. 

Muscles,  abscess  of,  in  septico-pyeemia,  108  : regen- 
eration of,  554  ; sensory  nerves  to,  511  ; stretching 
of,  in  facial  paralysis,  502  ; trichinae  in,  121. 
Muscular  atrophy  in  amyotrophic  lateral  sclerosis, 
050,  652,  653  ; in  articular  rheumatism,  906  ; in  cere- 
bral hmmorrhage,  735 ; degenerative,  553,  665  ; in 
deltoid  paralysis,  604  ; in  infantile  paralysis  (cere- 
bral), 745  ; (spinal),  008,  669  ; in  lead  paralysis,  570  ; 
in  myelitis,  622  ; in  neuritis.  583,  684  ; in  pachymen- 
ingitis cervicalis  hypertrophica,  002  ; in  paralysis, 
538  ; in  poliomyelitis  in  adtilts,  072,  073  ; in  pressure 
paralysis  of  the  spinal  cord,  012 ; in  progressive 
bulbar  paralysis,  085,  087  ; in  radial  paralysis,  505  ; 
in  syringomyelia.  078  : in  tabes,  044,  049  ; in  ulnar 
paralysis,  600  ; in  unilateral  lesion  of  the  spinal 
cord,  081. 

JIu.scular  atrophy,  progressive,  055;  beginning  of,  055; 
causes  of,  0.55  ; complication  of,  with  progressive 
bulbar  paralysis.  0.57  : diagnosis  of,  0.57  ; heredltar.v, 
056,  668,  601  ; Juvenile  form  of.  001  ; pathological 
lesion  in,  6.56  ; symptoms  of,  055  ; treatment  of,  058. 


Muscular  contractures  in  amyotrophic  lateral  sclero- 
sis, 052  ; in  cerebral  hajmorrhago,  734  ; in  cholera, 

85  ; in  Friedreich’s  ataxia,  649  ; in  hysteria,  803, 
809  ; in  infantile  paralysis  (cerebral),  745  ; (spinal), 
069  ; in  paralysis  agitans,  784  ; in  secondary  degen- 
eration of  the  spinal  cord,  083. 

Muscular  degeneration,  553. 

Muscular  excitability  in  acute  ascending  spinal  pa- 
ralysis, 074  ; in  amyotrophic  lateral  sclerosis,  652  ; 
in  cerebral  haemorrhage,  732,  735  ; electrical,  546  ; 
in  facial  paralysis,  660  ; in  hysteria,  809  ; mechan- 
ical, 546  ; in  myelitis,  623  : in  neuritis,  585  ; in  pro- 
gressive muscular  atrophy,  056  ; in  pseudo-hyper- 
trophic muscular  paralysis,  000  ; in  radial  paraly- 
sis, 665  ; in  spinal  infantile  paralysis,  009  ; in  tabes, 
642  ; in  unilateral  lesion  of  the  spinal  cord,  684. 
Muscular  hypertrophy  in  congenital  myotonia,  795. 
Muscular  pains  in  cholera  morbus,  411  ; in  intestinal 
catarrh,  406  ; in  muscular  rheumatism,  917  ; in 
scarlet  fever,  43  ; in  typhoid  fever,  17. 

Muscular  rheumatism,  916  ; acute,  916  ; chronic,  916  ; 
diagnosis  of,  918  ; in  haemophilia,  965  ; treatment 
of,  918. 

Muscular  rigidity  in  congenital  myotonia,  795  ; in 
paralysis  agitans,  785,  7‘86  ; in  tetanus,  792. 

Muscular  sense,  509. 

Muscular  sensibility,  abnormal,  510  ; electro-muscu- 
lar, 510  ; in  tabes,  636,  039,  041  ; test  of,  509. 
Muscular  stiffness  after  cerebral  hiemorrhage,  729  ; 
in  cholera,  87. 

Muscular  tonus,  in  spastic  spinal  paralysis,  664  ; in 
tabes,  639. 

Mushroom  poisoning,  1009. 

JIusk  in  spasm  of  the  glottis,  143. 

Mussels,  poisoning  from,  1010. 

Mustard  in  asthma,  172  ; in  pleurisy,  264. 

Mutism,  hysterical,  803. 

Myalgia,  cervical,  918  ; lumbar,  918  ; rheumatic,  916. 
Jlycoderma  vini  in  relation  to  thrush-formation,  344. 
Mycosis,  intestinal,  119.  See  Malignant  Pustule. 
Mydriasis  in  oculo-motor  paralysis,  656. 

Myelitis,  615  ; acute  bulbar,  694  ; cervical,  623  ; diag- 
nosis of  diffuse  transverse,  025  ; diffuse,  615,  016  ; 
dorsal,  623  ; lumbar.  623  ; pathological  changes  in 
the  spinal  cord  in,  616  ; symptoms  of.  618  ; trans 
verse,  615  ; treatment  of,  antisyphilitic,  626  ; by 
baths,  020  ; electrical,  020  ; hygienic  and  symp- 
tomatic, 627. 

Myelocele,  079. 

Myocarditis,  307  ; diagnosis  of,  311  ; prognosis  of,  311  ; 
treatment  of,  311. 

Myoclonia,  810.  See  Pahajiyoolonus  Multiplex. 
Myodegeneration  of  the  heart,  307. 

Myopathy,  603. 

Jlyositis,  rheumatic,  916. 

Myotonia,  congenital,  795 ; congenital  muscular 
anomalies  in,  795. 

Myriachit.  570. 

Myxcedema,  589  ; atrophy  of  thyroid  in,  589. 

Nails  in  typhoid  fever,  17. 

Narcotics  in  acute  bulbar  paralysis,  095  ; in  asthma, 
172  ; in  bronchitis,  155  ; in  cerebral  abscess,  743  ; in 
cerebral  syphilis,  700  ; in  cystitis,  890  ; in  diabetes, 
980  ; in  epilepsy,  778  ; in  habitual  headache,  532  ; in 
hemicranin,  593  ; iti  hiccough,  577  ; in  hysteria, 
813  ; in  mnstodynia,  525  ; in  meningitis,  108,702,700  ; 
in  nephrolithiasis,  888  ; in  neuralgia,  520 ; in  neu- 


1032 


INDEX. 


rasthenia,  818  ; in  neuritis,  B84  ; in  osteomalacia, 
927  ; in  palpitation  of  the  heart,  320  ; in  pneumonia, 
20.'),  207  ; in  prof^ressive  bulhar  paralysis,  090 ; in 
pulmonary  emphysema,  180  ; in  pulmonary  tuber- 
culosis, 2;J1  ; in  pyelitis,  884  ; in  spasm  of  the  cervi- 
cal muscles,  .'575  ; in  spasm  of  the  glottis,  143  ; in 
spasm  of  tile  trigeminus,  572  ; in  spermatic  neu- 
ralgia, 528  ; in  tetanus,  794  ; in  trigeminal  neural- 
gia, .523  ; in  valvular  disease  of  the  heart,  307  ; iu 
whooping-cough,  103. 

Nasal  catarrh,  chronic  120  ; diagnosis  of,  127  ; treat- 
ment of,  127. 

Nasal  catarrh  in  tj'phus  fever,  30. 

Nasal  douche  in  diphtheria,  72  ; in  nasal  catarrh,  128 ; 
in  pharyngeal  catarrh,  359. 

Naso-pharyngeal  catarrh,  3.57. 

Nationality  in  relation  to  hysteria,  799  ; to  neuras- 
thenia, 815. 

Nephritis,  acute,  830,  839  : acute  haemorrhagic,  840  ; 
acute  infectious,  8-30  ; in  articular  rheumatism,  8-37, 
900  ; in  cholera,  80,  837 ; chronic,  849  ; chronic 
haemorrhagic,  849;  chronic  interstitial,  850  ; chronic 
parenchymatous,  849  ; iu  diabetes,  972  ; diagnosis 
of,  845,  855,  870  : iu  diphtheria,  70,  830  ; in  endocar- 
ditis, 279,  837  ; in  epidemic  meningitis,  100,  837  ; 
gravidarum,  838  ; in  intestinal  affections,  837  ; in 
measles,  49,  837  ; in  pneumonia,  197,  837  ; primary 
idiopathic  acute,  838,  844  ; prognosis  of,  845,  855  ; 
in  puimonary  tuberculosis,  228,  837  ; in  purpura 
haemorrhagica,  902  ; purulent,  808  ; in  relapsing 
fever,  35,  837  ; in  rotheln,  837  ; in  scarlet  fever,  41, 
837  ; in  scurvy,  959  ; in  septico-pyasmia,  112  ; septic, 
837  ; in  small  pox,  837  ; in  sore  throat,  837  ; in  syphi- 
lis, 8.37  ; in  tetanus,  792,  837  ; toxic,  837  ; treatment 
of,  840,  855,  871  ; in  typhoid  fever,  17,  837. 

Nephritis,  chronic  and  subchronic.  849  ; diagnosis  of, 
855  ; prognosis  of,  855  ; treatment  of,  855. 

Nephrolithiasis,  884  ; diagnosis  of,  887  ; heredity  of, 
885  ; origin  of,  885  ; treatment  of.  887. 

Nephrophthisis,  888.  See  Tuberculosis,  Gexito-uri- 

NARY. 

Nerves,  atrophj'  of,  in  amyotrophic  lateral  sclerosis, 
051  ; degenerative,  553,  589  ; in  lead  parab'sis, 
570 ; in  locomotor  ataxia,  C33,  634  ; in  paral3'sis, 
539. 

Nerves,  degeneration  of,  63.3  ; in  amyotrophic  lateral 
sclerosis,  651  ; in  the  lumbar  cord  in  tabes,  639  ; in 
spinal  paralysis  of  children,  668. 

Nerves,  excitabilitj'  of,  changes  of  electrical,  546  ; in 
facial  paralysis,  560  ; in  hysteria.  809  ; in  neuritis, 
583  ; in  spinal  paralysis  of  children,  069  ; in  tabes, 
639  ; in  tetanj',  790. 

Nerves,  regeneration  of.  5.33. 

Nerve-stretching  in  cervico-brachial  neuralgia,  524  ; 
in  facial  spasm.  573  ; ataxia,  048  ; in  neuralgia,  521  ; 
in  paralj'sis  agitans,  787  ; in  sciatica,  527  ; in  spasm 
of  the  cervical  muscles,  575  ; in  tabes,  048  ; in  tri- 
geminal neuralgia,  523. 

Nervines  in  palpitation  of  the  heart,  .320. 

Nervous  fever,  14. 

Neuralgia,  615  ; in  the  anromic,  510  ; in  aneurism  of 
the  thoracic  aorta,  .3.37  ; brachial.  524  ; causes  of, 
510 ; cervico-brachial,  ,524 ; in  diabetes  mellitus, 
517,  973  ; dorso-intercostal,  .524  ; epileptiform,  522  ; 
in  general  paralj'sis  of  the  insane,  703  ; of  the  geni. 
tals  and  rectal  reeion,  528  ; in  gout,  517  ; in  haimo- 
philia,  905  ; hereditary  predisposition  to,  516  ; idio- 
pathic, 517  ; intercostal,  524  ; ischiatic,  520  ; lum- 


bar, 520  ; in  malaria,  95,  516  ; in  neuromata,  580  ; 
occipital,  52.3  ; phrenic,  524  ; reflex,  517  ; rheumatic! 
510;  sciatic,  .520  ; spermatic,  628  ; symptomatic,  517  ; 
syphilitic,  516,  523  ; treatment  of,  518  ; trigeminal! 

• 521  ; in  typhoid  fever,  16. 

Neurasthenia,  815  ; causes  of,  815  ; course  of,  810  ; 
and  diabetes,  970  ; diagnosis  and  prognosis  of,  816  ; 
disposition  to,  817  ; symptoms  of,  815 ; traumatic, 
821  ; treatment  of,  817. 

Neurectomy  iu  neuralgia,  520. 

Neuritis,  579  ; of  alcoholic  subjects,  584  ; ascending, 
581,610;  causes  of,  580;  chronic,  579,  584;  diag- 
nosis and  prognosis  of  multiple,  584  ; epidemic, 
582.  hj'pertrophic.  after  cerebral  hromorrhage,  735  ; 
mental  symptoms  in,  585  ; multiple,  582  ; new  for- 
mation of  connective  tissue  in,  580  ; nodosa,  580  ; 
primary  simple,  582  ; purulent,  580  ; in  relation  to 
primary  degenerative  atrophy  of  the  nerves,  580  ; 
secondary,  581  ; spontaneous,  581  ; sj-mptoms  and 
cause  of,  581  ; traumatic,  580  ; treatment  of,  584, 
585. 

Neuritis,  optic,  in  acute  general  miliary  tuberculo- 
sis, 240  ; in  cerebral  tumor,  751  ; in  chronic  hj'dro- 
cephalus,  708 ; in  hoematoma  of  the  dura  mater, 
097  ; iu  meningitis,  700,  704  ; in  myelitis,  023. 

Neuroma,  585  ; amputation,  586 ; diagnosis  of,  586  ; 
extirpation  of,  680  ; false,  585 ; hereditary  predis- 
position to,  .580  ; after  injuries  of  the  nerves,  580  ; 
multiple  occurrence  of.  566  ; symptoms  of,  586  ; 
treatment  of,  580  ; true,  585. 

Neuroses,  articular,  528 ; of  the  heart,  318 ; of  the 
vagus,  319. 

Neurotomy  in  neuralgia,  620. 

Nicotine  poisoning,  1008. 

Night-sweats  in  phthisis,  216. 

Nitric  acid  in  diabetes  insipidus,  984 ; in  nephritis, 
84'6  ; poisoning  from,  1003. 

Nitrites  in  contracted  kidnej%  804. 

Nitro-benzene  poisoning,  1007. 

Nitro-glj-cerine,  in  contracted  kidney,  804 ; in  hemi- 
crania,  593. 

Nitrous-acid  fumes,  poisoning  from.  1003. 

Nocturnal  incontinence  of  urine,  898.  See  Enuresis. 

Nodding  spasm,  .574. 

Nodules,  myocarditic,  in  valvular  disease  of  the 
heart,  298. 

Noma,  .347  ; in  measles,  49  ; treatment  of,  ,347. 

Nose,  affections  of.  in  diphtheria,  08 ; in  glanders, 
110 ; in  measles,  48 ; in  scarlet  fever,  39,  40 ; in 
typhoid  fever,  14. 

Nose-bleed,  129  ; iu  contracted  kidney,  800,  802 ; ha- 
bitual, 129  ; in  nephritis,  843  ; in  relapsing  fever, 
35 ; in  typlioid  fever,  14  ; as  vicarious  menstrua- 
tion, 129. 

Nutmeg  liver,  497. 

Nux  vomica  in  dilatation  of  the  stomacli,  400. 

Nystagmus  in  hereditary  ataxia,  049  ; in  lesions  of 
the  corpora  quadrigeinina,  722  ; in  multiple  sclero- 
sis, 029 ; iu  purulent  meningitis,  700 ; in  sinus  throm- 
bosis, 707. 

Obesity,  992 ; causes  of,  992  ; complications  of,  995  ; 
treatment  of,  990. 

Ob.struction,  intestinal,  432,  474  ; tables  for  diagnosis 
of,  4.37. 

Obturator  paralysis,  509  ; symptoms  of,  509. 

Occipital  lobes,  focal  diseases  of  their  cortex,  715, 
743  ; relation  of,  to  hemiopia,  710,  725  ; relation  of, 
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to  soul-blindness,  710  ; seat  of  the  visual  sense  in 
the  cortex  of,  715. 

Occipital  ueurnlgia,  523 ; bilateral,  523;  painful  points 
in,  523. 

Ocular  nerves  in  meningitis,  700. 

Oculo-motor  paralysis,  655  ; in  diphtheria,  70  ; diplo- 
pia in,  555  ; in  lesions  of  the  corpora  quadrigemina, 
722 ; in  lesions  of  the  crura  cerebri,  723, 725  ; partial, 
556  ; periodical,  557  ; in  purulent  meningitis,  700  ; in 
tabes.  642  ; in  tumor  of  the  brain,  752. 

CEdema,  828. 

(Edema,  acute  angioneurotic,  588  ; in  acute  ascend- 
ing spinal  paralysis,  67-1 ; in  anajmia,  984 ; in  can- 
cer of  the  stomach,  393  ; in  contracted  kidney,  860  ; 
in  diabetes,  973. 

(Edema  in  leuktemia,  949  ; in  myelitis,  622  ; in  ne- 
phritis, 842,  852  ; in  neuritis,  583  ; in  scarlet  fever. 
42  ; in  tetany,  790 ; in  trichinosis.  123  ; in  typhoid 
fever,  16  ; in  valvular  disease  of  the  heart.  299. 

(Esophagitis,  361  ; catarrhal,  361  ; coiTosive,  .362  ; 
croupous-diphtheritic,  362 ; purulent,  302  ; treat- 
ment of,  .362. 

(Esophagomalacia,  371. 

(Esophagus,  cancer  of,  369  ; complications  of,  309 ; 
metastases  of,  370 ; symptoms  of,  369  ; treatment 
of,  .370. 

(Esophagus,  diifu.se  dilatation  of,  303  ; after  stenosis 
of  the  cardiac  orifice,  363  ; symptoms  of,  363  ; treat- 
ment of,  363. 

(Esophagus,  dilatation  of,  363  ; diseases  of,  301. 

(Esophagus,  diverticula  of,  .363  ; causes  of,  304  ; com- 
plications of,  363  ; pressure,  36,3  ; symptoms  of,  .304  ; 
symptoms  of  compression  in,  364  ; traction,  365 ; 
treatment  of,  365. 

(Esophagus,  paralysis  of,  .371  ; rupture  of,  371  ; spasm 
of,  371 ; stenosis  of,  360 ; auscultation  of,  307  ; causes 
of,  .306 ; examination  of,  by  the  sound,  307 ; prog- 
nosis and  treatment  of,  368  ; symptoms  of,  366. 

Oidium  albicans,  344. 

Oligocythseinia,  928. 

Omalgia,  917,  918. 

Ophthalmia  in  diphtheria,  69 ; in  exophthalmic  goi- 
tre, 690  ; neuroparalytic,  in  antesthesia  of  the  tri- 
geminus, 513  ; in  scrofula,  1000. 

Ophthalmoplegia,  progressive,  690. 

Opisthotonos,  541 ; in  epilepsy,  772  ; in  tetanus,  792. 

Opium  in  Asiatic  cholera,  89  ; in  cholera  morbus,  412  ; 
in  diabetes,  980  ; in  gastric  ulcer.  396  ; in  intestinal 
catarrh.  409  ; in  intestinal  catarrh  of  children,  416  ; 
in  intestinal  obstruction,  439  ; in  nephritis,  849  ; in 
neuralgia,  .520  ; in  peritonitis,  456,  457  ; in  tetanus, 
794  : in  trigeminal  neuralgia,  52.3  ; in  typhlitis,  421  ; 
in  typhoid  fever,  25. 

Opium  habit,  1008  ; poisoning,  1008. 

Optic  atrophy  in  chronic  hydrocephalus,  768  ; in  dia- 
betes, 972  ; in  general  paralysis  of  the  insane,  763  ; 
in  multiple  sclerosis,  6.30  ; in  tabes,  642. 

Optic  neuritis.  See  Neuritis. 

Orchitis  in  typhoid  fever,  18. 

Orthopaedics  in  pressure  paralysis  of  the  spinal  cord, 
614  ; in  rachitis,  925  ; in  spasm  of  the  cervical  mus- 
cles, .573  ; in  spinal  paralysis  of  children,  671. 

Osinic  acirl  in  neuralgia,  520. 

Osteomalaein,  925  ; diagnosis  of,  027  ; examination  of 
the  bones  in,  026  ; symptoms  of,  926  ; treatment  of, 
927. 

Osteomyelitis  in  septico-pyicmla,  112. 

Ovarian  neuralgia,  628. 


Ovarie  in  hysteria,  802,  810. 

Oxalic-acid  poisoning,  1003. 

Oxygen  inhalations  in  anaemia,  943  ; in  diabetes,  980  ; 
in  leukaemia,  961. 

Oxyuris  vermicularis,  446  ; diagnosis  of,  417  ; treat- 
ment of,  447. 

Ozaena,  126  ; in  scrofula,  1000. 

Pachymeningitis  cervicalis  hypertrophicn,  602  ; com- 
pression of  the  spinal  cord  in,  602  ; development  of, 
602 ; diagnosis  of,  602  ; treatment  of,  603. 

Pachymeningitis  heemorrhagica,  603,  690  ; develop- 
ment of,  603  ; interna,  603.  696  ; spinalis,  603  ; symp- 
toms of,  603  ; treatment  of,  603.  ■ 

Pain,  sensations  of,  in  chorea,  781  ; in  chronic  hydro- 
cephalus, 768  ; conduction  of,  619  ; in  cramps,  542  ; 
in  hysteria,  802,  810  ; in  paralysis  agitans,  786  ; pro- 
longed, 509  ; rheumatoid,  in  general  paralysis,  762  ; 
! in  tabes,  659  ; test  of,  508. 

' Palate,  inflammation  of,  351,  357. 

! Palate,  paralysis  of,  in  compression  of  the  medulla, 
695  ; after  diphtheria,  70  ; iunilateralj  iu  cerebral 
hsemorrhage,  732. 

Palisade-worm,  875. 

Palpitation  of  the  heart,  diagnosis  of  nervous,  .319  ; 
in  hysteria,  806  ; nervous,  319  ; in  neurasthenia, 
816  ; in  obesity,  995  ; in  pernicious  ansemia,  941  ; 
in  scurvy,  958 ; in  tape-worm,  4-13 ; treatment  of 
nervous,  320  ; in  valvular  disease  of  the  heart,  296. 

Pals}',  shaking,  784.  See  Paralysis  Agitans. 

Pancreas,  atrophy  of,  .503  ; in  diabetes,  966,  976. 

Pancreas,  cancer  of,  504  ; diagnosis  of,  504  ; symp- 
toms of,  504  ; treatment  of,  504. 

Pancreas,  haemorrhage  of,  503. 

Pancreatitis,  acute,  60.3  ; chronic  indurated,  504. 

Pancreatized  meat,  enemata  of,  in  stenosis  of  the 
oesophagus.  369. 

Papilloma  of  the  larynx,  144. 

Pnqueliu’s  thermo-cautery  in  noma,  347. 

Para-aniEsthesia,  512. 

Paradoxical  contraction.  546. 

Parajsthesia,  505  ; in  cerebral  haemorrhage,  7,33  ; in 
epilepsy.  772  ; in  injuries  of  the  spinal  cord,  607  ; 
in  neurasthenia,  816  ; in  pressure  paralysis  of  the 
spinal  cord,  611  ; in  spinal  neurasthenia,  606 ; in 
subacute  poliomyelitis,  673  ; in  tabes.  639  ; of  taste, 
53.3  ; in  tumors  of  the  spinal  cord,  677. 

Paragraphia,  720. 

Paraldehyde  in  neuralgia.  620  ; in  neurasthenia,  819. 

Paralysie  ascendante  aigue,  674.  See  Spi.nal  Paral- 
ysis. 

Paralysis  g^n^rale  spinale  antfrieure  subaigue,  67.3. 
See  Spinal  Paralysis. 

Paralysis,  .534;  acute  ascending  .spinal.  674, 675;  arsen- 
ical, .571  ; in  articular  rheumatism,  905  ; atrophic, 
6.38,669;  bilateral, 536;  bulbar.()85;  in  liulbar  haunor- 
rh age,  691  ; central.  534  ; cerebral.  .536  ; in  citrebral 
hminorriiage,  729,  731,  732,  7.33,  7.34;  in  cenibral 
syphilis,  758  ; in  cerebral  tumor.  7.52,  7.5.3;  in  chronic 
hydroce|ihalus,  768 ; combined,  of  the  uppi^r  ex- 
tremity, .567  ; condition  of  the  jiaralyzed  museies 
in.  .539  ; in  compression  of  the  medulla.  695  ; cor- 
tical. 5.36  ; of  the  diaphragm.  568  ; diphtheritic,  70, 
5.37 ; iu  mubolism  and  thrombosis  of  the  basilar 
artery,  693  ; of  the  facial  muscles  in  facial  paral- 
ysis. 558  ; flaccid,  539  ; forms  of  peripheral,  6,55  ; 
general,  760 ; in  general  paralysis  of  the  insane, 
764  ; glosso-Inbio-laryngeal,  685  ; in  hydrophobia. 
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114  ; hysterical,  537,  803,  810,  811,  813  ; after  infec- 
tious diseases,  537  ; after  injury  to  tlie  spinal  cord, 
C07  ; of  the  laryngeal  muscles,  130  ; lead,  569  ; in 
tabes,  C36,  639, 641, 043,  649  ; of  the  lower  extremity, 
568  ; median,  500  ; in  meningeal  hffimorrhage,  003  ; 
in  multiple  sclerosis,  629  ; of  the  muscles  of  the 
back,  564  ; in  myelitis,  018 ; myopathic,  534 ; in 
neuralgia,  517  ; in  neuritis,  582,  583,  585  ; oculo- 
motor, 555,  556  : of  the  oesophagus,  371  ; in  pachy- 
meningitis cervicalis  hypertrophica,  002  ; periph- 
eral, 536  ; in  poliomyelitis  of  adults,  671,  073  ; in 
pressure  paralysis  of  the  spinal  cord,  612,  013  ; in 
progressive  bulbar  paralysis,  085,  686 ; pseudo- 
hypertrophic  muscular,  658;  from  psychical  causes, 
.537  ; from  ptomaines,  537  ; in  purulent  meningitis, 
700 ; radial,  504  ; reflex,  537  ; refrigeratory,  537  ; 
rheumatic,  537  ; of  the  shoulder-muscles,  502  ; 
spastic,  539  ; in  spina  biflda,  680  ; spinal,  530,  000, 
607,  071  ; in  spinal  apoplexy,  604  ; in  spinal  menin- 
gitis, 000 ; spinal  atrophic  of  adults,  071  ; spinal, 
of  children,  667  ; in  spinal  paralysis  of  children, 
008  ; of  the  stapedius  in  facial  paralysis,  559 ; 
symptomatology  of,  538 ; after  syphilis,  537 ; in 
syringomyelia,  678  ; after  tuberculosis,  5.37  ; toxic, 
537,  569  ; traumatic,  537 ; in  tumor  of  the  spinal 
cord,  677;  in  typhoid  fever,  16  ; ulnar,  566  ; unilat- 
eral, 530  ; in  unilateral  lesion  of  the  spinal  cord, 
083  ; of  the  upper  extremity,  504  ; vaso-motor,  687. 

Paralysis  agitans,  784 ; development  of.  784  ; diag- 
nosis of,  780  ; displacement  of  the  center  of  grav- 
ity in,  785  ; distinction  of,  from  multiple  sclerosis, 
787 ; excretion  in,  780 ; hereditary  predisposition 
to,  78-1 ; pathology  of,  780  ; symptoms  of,  784  ; 
treatment  of,  787  ; voice  in,  786. 

Paramyoclonus  multiplex,  576,  810. 

Paramyotone.  ataxic,  790  ; congenital,  796. 

Paraphasia,  718  ; association  in,  718. 

Paraplegia,  636 ; ataxic,  049 ; in  acute  ascending 
spinal  paralysis,  674  ; in  chronic  hydrocephalus, 
708  ; dolorosa,  614  ; in  myelitis,  019  ; in  tabes,  039. 

Parietal  convolutions,  focal  diseases  of,  715 ; relation 
of,  to  cutaneous  and  muscular  sensibility,  715. 

Parkinson’s  disease,  784.  See  Parai.ysis  Agitans. 

Parotitis,  348  ; contagiousness  of,  348  ; diagnosis  of, 
.348  ; duration  of  stage  of  incubation  of,  348  ; meta- 
static, 349  ; primary.  348  ; in  scarlet  fever,  40  ; sec- 
ondary, 349  ; in  small-pox,  56  ; treatment  of,  348, 
349  : in  typhoid  fever,  12. 

Partial  paralysis  of  sensation,  508  ; in  tabes,  041  ; in 
syringomyelia,  078. 

Passive  congestion  of  kidney,  871  : in  pulmonary  em- 
physema. 179  ; in  valvular  disease  of  the  heart.  300. 

Passive  congestion  of  liver,  490  ; in  pneumonia,  197  ; 
in  pulmonary  emphysema,  179  ; in  valvular  disease 
of  the  heart,  299. 

Passive  congestion  of  spleen,  in  cirrhosis  of  the  liver, 
480 ; in  pulmonary  emphj’sema,  179  ; in  valvular 
disease  of  the  heart,  300. 

Passive  motion,  sense  of,  510  ; of  the  extremities  in 
hemiplegia,  737  ; in  hysteria,  812 ; in  spinal  paral- 
ysis of  children,  071. 

Patellar  reflex.  544  ; absence  of,  041  ; in  general  pa- 
ralysis of  the  insane,  763  ; in  myelitis.  021  ; in  neu- 
ritis, .585  : in  pressure  paralysis  of  the  spinal  cord, 
612 ; in  pseudo-hypertrophic  muscular  paralysis, 
600  ; in  tabes.  0+1 ; in  tetanus,  792. 

Pavement  epithelium  in  cancer  of  the  cesophagus. 
809. 


Pearly  distemper  in  cattle  in  relation  to  tuberculosis 
in  man,  208,  209. 

Pelioma  typhosum,  17. 

Peliosis,  901  ; rheumatica,  902  ; senile,  961. 

Pelvis  in  osteomalacia,  920,  927  ; rachitic,  924. 

Pelvis  of  the  kidney,  dilatation  of.  See  Hydrone- 
PHROSIS. 

Pelvis  of  the  kidney,  inflammation  of.  See  Pyelitis. 
Pepsine  in  gastric  catarrh,  381. 

Percussion,  change  of  pitch  on,  over  cavities,  223. 
Perforation,  peritonitis  from,  449  ; in  purpura  htem- 
orrhagica,  962. 

Peribronchitis,  tubercular,  213. 

Pericardial  surfaces,  adhesion  of,  326. 

Pericarditis,  321  ; adhesive,  326  ; in  articular  rheuma- 
tism, 904  ; chronic,  323  ; diagnosis  of,  327  ; externa, 
322,  325  ; fibrinous,  322  ; hmmorrhagic,  322 ; in 
pneumonia,  197  ; prognosis  of,  328  ; in  pulmonary 
tuberculosis,  228;  purulent,  322;  sero-flbrinous,  322; 
treatment  of,  328;  tubercular,  322,  327  ; in  valvular 
disease  of  the  heart,  298. 

Pericardium,  air  in  the,  3.30;  blood  in  the,  330;  dropsy 
of  the,  329  ; inflammation  of  the,  321  ; obliteration 
of  the,  326. 

Perichondritis,  laryngeal.  134  ; diagnosis  of.  135  : ex- 
ternal, 134  ; internal,  134  ; secondary,  135  ; treat- 
ment of,  1-35. 

Perinephritic  abscess,  870  ; causes  of,  870  ; symptoms 
of,  870  ; treatment  of,  871. 

Perinephritis,  purulent,  870. 

Periosteal  reflex,  545  ; in  cerebral  haemorrhage,  7.32. 
Periostitis  ossificans  in  articular  rheumatism,  913. 
Peripheral  nerves,  diseases  of,  505  ; forms  of  paraly- 
sis of,  555  ; inflammation  of,  579  ; new  growths  in, 
sa5. 

Peripleuritis,  267 ; diagnosis  of,  207  ; prognosis  of, 
267. 

Periproctitis,  408. 

Peritoneal  cancer,  463  ; diagnosis  of,  403  ; treatment 
of.  463. 

Peritoneal  dropsy,  460. 

Peritonitis,  acute,  449  ; acute  circumscribed,  451,  455  ; 
adhesive,  451  ; in  articular  rheumatism,  450,  404  ; 
cancerous,  403  ; in  children,  459 ; in  cholelithiasis, 
473  ; chronic,  457  ; circumscribed,  451  ; deformans, 
458 ; diagnosis  of,  456,  458  ; diffuse  general,  450  ; 
fibrino-purulent,  450 ; haemorrhagic,  with  forma- 
tion of  hiematoma,  458  ; in  nephritis,  450  ; in  pleu- 
risy, 450 : prognosis  of.  450  ; in  pulmonary  tuber- 
culosis, 227  ; saccuiated,  451  ; septic,  451  : treatment 
of,  450,  460 ; tubercular,  457  ; in  typhoid  fever,  10, 
11. 

Peritonsillar  abscess,  354. 

Perityphlitis,  418.  See  also  Typhlitis. 

Peroneal  paralysis,  569. 

Pertussis,  160.  See  Whooping-cough. 

Petechial  tyiihus,  28.  See  Typhus. 

Peyer’s  patches  in  typhoid  fever,  9. 

Pharyngeal  catarrh,  chronic,  357  ; hypertrophic,  358 : 
prognosis  of,  .3.59  ; treatment  of,  359. 

Pharyngitis,  chronic,  3.57 ; gi'anular,  357  ; sicca,  358. 
Pharynx  in  measles.  47  ; in  scarlet  fever,  38  ; tuber- 
culosis of,  226  ; in  typhoid  fever,  12. 

Phenacetine.  in  chorea,  783  ; in  headache,  532  ; in  mi- 
graine, 693  ; in  neuralgia,  620  ; in  neurasthenia,  818. 
Phlebitis,  purulent,  in  septico-pyeemia,  110. 
Phloridzine  ns  cause  of  glycosuria,  906. 

Phosphate  calculi  in  nephrolithiasis,  885. 


INDEX. 


1035 


Phosphorus,  048  ; in  pernicious  anoeraia,  045  ; in  neu- 
ralgia, 520 ; in  osteomalacia,  927 ; in  rachitis,  025  ; 
in  tabes,  0 !8. 

Phospliorus  necrosis,  1006. 

Phosphorus  poisoning,  1006  ; acute,  1006  ; chronic, 
1006. 

Phrenic  nerve,  paralysis  ot,  508. 

Phthisis,  fibroid,  22.S. 

Phtliisis,  laryngeal,  130.  See  Tudebcitlosis. 

Phthisis  pulinonalis,  207.  See  Tuberculosis. 

Physostigmine,  in  chorea,  783. 

Piano-player's  cramp,  579. 

Picric  acid  in  trichinosis,  124. 

Pigeon-breast,  rachitic,  923. 

Pigment  calculi  in  cholelitliiasis,  471. 

Pigment  induration  in  pulmonary  tuberculosis,  214. 

Pilocarpine  in  diphtheria,  72  ; in  nephritis,  847 . 

Pine-needle  baths  in  muscular  rheumatism,  919. 

Pin-worms,  446. 

Piperin  in  leukasmia,  950. 

Pitch,  change  of.  on  percussion  over  cjavities,  222. 

Pityriasis  versicolor  in  pulmonary  tuberculosis,  229. 

Plethora,  709. 

Pleura,  cicatricial  contraction  of,  in  pleurisy,  258, 
260 ; flstul®  of,  after  empyema,  264  ; new  growths 
of,  272. 

Pleura  in  leukceraia,  947  ; in  pneumothorax,  263  ; in 
pulmonary  tuberculosis,  226. 

Pleurisy.  253  ; adhesive,  255  ; in  articular  rheuma- 
tism, 904  : complications  of,  261  ; diagnosis  of,  262  ; 
with  effusion,  258  ; fibrinous,  254,  2,57,  261  ; in  pneu- 
monia, 193  ; primary,  253  ; prognosis  of,  263  ; puru- 
lent, c62  ; secondary,  253  ; in  septico-pysemia,  112  ; 
in  small-pox,  56 ; tapping  in,  264  ; treatment  of, 
264  ; tubercular,  254,  261  ; in  typhoid  fever,  13. 

Pleuritic  effusions,  258  ; ossification,  255  ; thickening, 
255,  260. 

Pleuritis,  253  ; sicca,  254,  257. 

Pleuro-pericarditis,  325. 

Pleuro-pneumonia,  189. 

Plexus  paralysis  of  the  brachial  plexus,  567. 

Pneumatic  treatment  in  bronchitis,  154  ; in  emphy- 
sema, 181. 

Pneumatometer,  178. 

Pneumonia  alba  in  pulmonary  syphilis  of  the  new- 
born, 2,55  : anomalies  in  course  of,  200  ; asthenic, 
201  ; in  articular  rheumatism,  906  ; bilious,  197  ; 
catarrhal,  181  ; central,  201  ; cheesy,  187,  213  ; in 
children,  200  ; chronic  interstitial,  165  ; complica- 
tions of  croupous,  193  : crossed,  191  ; croupous,  189  ; 
delayed  resolution  of  croupous,  202 ; diagnosis  of 
croupous,  203  : in  diphtheria.  69 ; disposition  to 
croupous,  189 ; endemic  occurrence  of  croupous, 
190 ; erysipelatous.  196  ; fibrinous,  190  ; genuine, 
189  ; infectious  nature  of  croupous,  189  ; intermit- 
ting, 199  ; lobar,  189  ; lobular,  184,  213  ; in  measles, 
49  : migrans.  196  ; in  nephritis,  843  ; in  old  people, 
200  ; pathological  lesion  of  catarrhal,  185  ; of  croup- 
ous, 190;  primary,  189;  prognosis  of  croupous, 
204  ; in  rachitis.  923  ; in  scurvy,  959  ; in  small-pox, 
56  : symptoms  of  catarrhal,  186  ; of  croupous,  193  ; 
in  tetanus,  792  ; traumatic,  189  ; treatment  of  ca- 
tarrhal, 188  ; of  croupous,  204  ; typhoid,  201  ; wan- 
dering, 196. 

Pneumonoconlosls,  245. 

Pneumopericardium,  .3,30. 

Pneumothorax,  267  ; circumscribed,  268 ; closed,  269  ; 
diagnosis  of,  270  ; open,  269  ; in  pulmonary  tuber- 


culosis, 226  ; sacculated,  268  ; treatment  of,  270  ; in 
typhoid  fever,  13  ; valvular,  270. 

Pneumo-typhoid,  13,  202. 

Podagra,  984.  See  Gout. 

Points  douloureux  in  neuralgia,  517. 

Poisoning,  1003. 

Polioencephalitis,  745. 

Poliomyelitis,  acute,  of  adults,  671 ; diagnosis  of,  672  ; 
relation  of,  to  neuritis,  672 ; symptoms  of,  671  ; 
treatment  of,  672. 

Poliomyelitis,  acute,  in  children  667.  See  Spinal  Pa- 
ralysis OP  Children. 

Poliomyelitis,  subacute  and  chronic,  673  ; treatment 
of,  674. 

Polysesthesia,  507  ; in  tabes,  640. 

Polyarthritis,  chronic,  911. 

Polydipsia  in  diabetes,  967,  971,  983  ; in  hysteria,  805. 
Polymyositis,  acute,  919. 

Polypi  in  the  oesophagus,  366. 

Polysarcia  adiposa,  992. 

Polyuria  in  amemia,  934  ; in  cerebro-spinal  menin- 
gitis, 106 ; in  contracted  kidney,  859  ; in  diabetes 
insipidus,  982-984  ; in  diabetes  mellitus,  967,  971, 
976  ; in  epilepsy,  773  ; in  hysteria,  805. 

Pomegranate  in  tape-worm,  444. 

Pons,  htemorrhages  into,  691.  See  also  Medulla. 
Pork  in  relation  to  trichinosis,  122. 

Portal  vein,  purulent  inflammation  of,  500  (see  Pyle- 
phlebitis) ; thrombosis  of,  502.  See  Pylbthhom- 

EOSIS. 

Post-epileptic  insanity,  774. 

Posterior  nasal  catarrh,  chronic,  126. 

Potassium,  acetate  of,  in  nephritis.  848  ; chlorate  of, 
in  cystitis,  896  ; nitrate  of,  poisoning  from,  1004  ; 
picro-nitrate  of,  in  chsduria,  876  ; salts,  in  scurvy, 
960. 

Pott’s  boss  on  the  vertebral  column,  609. 

Power,  sense  of.  510. 

Pregnancy  in  epilepsy,  774  ; nephritis  of,  845. 
Premature  delivery  in  chorea  gravidarum,  784. 
Pressure  diverticula,  363. 

Pressure  paralysis  of  the  spinal  cord,  608  ; bending  of 
the  cord  in,  610  ; causes  of,  608  ; complic.ations  of, 
613 ; diagnosis  of,  613 ; pathological  lesion  of  the 
vertebne  and  of  the  cord  in,  609  ; place  of  compres- 
sion in,  609  ; treatment  of.  614  ; trephining  for,  614. 
Pressure  points  in  facial  spasm,  572. 

Pressure,  sense  of,  disturbances  of,  in  tabes,  641  ; 

partial  paralysis  of,  507  ; test  of,  507. 

Proctitis,  407. 

Professional  diseases,  245. 

Professional  neuroses  of  co-ordination,  577. 
Proglottides  of  tape-worm,  440. 

Propulsion  in  paralysis  ngitans,  785. 

Prosopalgia,  521.  See  Trigeminus,  Neuralgia  op. 
Prostate  in  genlto-urinary  tuberculosis,  888. 
Pseudo-crises  in  croupous  pneumonia,  199  ; in  relap.s- 
ing  fever,  .33. 

Pseudo-croup,  1.3l. 

Pseudo-hypertro])hy  of  the  muscles,  6.50  ; beginning 
of.  6.59  ; increase  of  volume  of  different  muscles  in, 
660  ; sym])toma  of,  6,59. 

Pseudo-leucocythinmin,  951. 

Pseudo-leuknnuia,  951  ; diagnosis  of.  0,53;  examina- 
tion of  the  blood  In,  9.52  ; lymphatic.  952  ; relation 
of,  to  nim'uiia,  951  ; to  infectious  tumors,  951  ; 
symptoms  of,  052  ; treatment  of,  0,58. 
Pseudo-paralysis,  spastic,  661. 
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Pseudo-relapse  in  scarlet  fever,  44. 

Pseudo-sclerosis,  031. 

Pseudo-tabes  of  alcoholic  subjects,  584. 

Psoriasis  of  the  tongue,  340. 

Psychical  equivalent  of  epilepsy,  '<74. 

Ptosis  in  oculo-motor  paralj’sis,  550. 

Pulmonary  valve,  insufliciency  of,  293  ; stenosis  of, 
293. 

Pulsation,  epigastric,  in  valvular  disease  of  the  heart, 
284. 

Pulsus  bigeminus,  298  ; celer,  289  ; inequalis,  297  ; ir- 
regularis, 297 ; paradoxus,  107,  324,  320  ; tardus, 
333. 

Puncture  in  ascites,  402  ; in  chronic  hydrocephalus, 
709  ; in  cirrhosis  of  the  liver,  483  ; in  hydronephro- 
sis. 892  ; in  nephritis,  849  ; in  pericarditis,  329  ; in 
pleurisy,  204  ; in  pneumonia,  190  ; in  pneumotho- 
rax, 271  ; in  valvular  disease  of  the  heart,  300. 

Pupils  in  epilepsy,  773,  777 ; in  general  paralysis  of 
the  insane,  703  ; in  hajmatoma  of  the  dura,  097,  098; 
in  meningitis,  700,  704  ; in  pernicious  anuemia,  942  ; 
in  tetanus,  792  : in  thermic  fever,  747. 

Pupils,  immobility  of,  in  eclampsia  of  children,  779  ; 
in  epilepsy,  773,  777  ; in  general  paralysis  of  the  in- 
sane, 703  ; in  lesions  of  the  corpora  quadrigemina, 
722  ; in  tabes  dorsalis,  030. 

Purpura,  901  ; haemorrhagica,  902 ; hmmorrhagica, 
prognosis  and  treatment  of,  902  ; rheumatica,  902  ; 
simplex,  902  ; urticans,  902  ; variolosa,  67. 

Pus,  collections  of,  as  a cause  of  septico-pj-mmia,  109. 

Pustule,  malignant,  117.  See  Malion.vnt  Pustule. 

Pustules  in  glanders,  110  ; in  small-pox,  53. 

Putrefaction,  abnormal  intestinal,  as  cause  of  con- 
vulsions, 771. 

Pymmic  symptoms  in  sinus  thrombosis,  708  ; in  sup- 
purative pylephlebitis,  501. 

Pyelitis,  881  : calculosa,  881,  884  ; in  tabes,  043  ; in 
myelitis,  021  ; origin  of,  881  ; symptoms  of,  882 ; 
treatment  of,  884. 

Pyelocystitis,  881. 

Pyelonephritis,  809.  882. 

Pylephlebitis,  chronic  adhesive,  502. 

Pylephlebitis,  suppurative,  500 ; diagnosis  of,  500  ; 
of  the  newborn,  500  ; symptoms  of,  500. 

Pylethrombosis,  502  ; symptoms  of,  502  ; treatment 
of,  503. 

Pyonephrosis.  882. 

Pyopneumothora.x,  208. 

Quicksilver  in  intestinal  obstruction,  439. 

Quincke’s  capillary  pulse,  289. 

Quinine  in  asthma,  172  ; in  diabetes,  981  ; in  habitual 
headache,  532  ; in  hmmoglobinuria,  950  ; in  leukae- 
mia, 950  : in  malaria,  90  ; in  MOniOre’s  disease,  709  ; 
in  neuralgia,  519  : in  neurasthenia,  818 ; in  neu- 
roses of  the  heart,  319  ; in  pulmonary  tuberculosis, 
235  ; in  sciatica,  520,  527 : after  scurvy,  901 ; in 
trigeminal  neuralgia,  520,  523  ; in  trophic  disturb- 
ances. 590  ; in  typhoid  fever,  20,  24,  25  ; in  whoop- 
ing-cough, 103. 

Rabies,  113.  See  HyDnopuoniA. 

Race,  influence  of,  on  diabetes  mellitus,  907 ; on 
haemophilia,  903  ; on  hysteria,  799  ; on  yellow  fe- 
ver, 101. 

Rachitis,  920 ; acute.  924  ; chemical  examination  of 
the  bones  in,  921  ; chronic,  924  ; diagnosis  and  prog- 
nosis of,  924  ; foital,  921  ; origin  of,  920  ; relation 


of,  to  spasm  of  the  glottis,  142  ; symptoms  of,  922  ; 
tarda,  921  ; treatment  of,  924. 

Radial  paralysis,  504  : chronic  thickening  of  the  ex- 
tensor tendons  in,  505 ; disturbances  of  function 
in,  505 ; in  lead  paralysis,  570 ; rheumatic,  565 ; 
traumatic,  504. 

Radiating  fungus,  274. 

Rag-picker’s  disease,  119.  See  Malignant  Pustule. 

Railway-spine,  572.  See  Traumatic  Neuroses. 

Raynaud’s  disease,  588  ; with  haemoglobinuria,  954. 

Rectal  speculum  in  cancer  of  the  rectum,  426. 

Rectum,  cancer  of,  420  ; inflammation  of,  407  ; neu 
ralgia  of,  528  ; paralysis  of,  in  injury  of  the  spinal 
cord,  607 ; paralysis  of,  in  myelitis,  021  ; syphilis 
of,  425  ; symptoms  of,  425  ; treatment  of,  425. 

Recurrent  fever.  See  Relapsing  Fever. 

Recurrent  nerve,  paralysis  of,  139. 

Re-enforcement  of  patellar  reflex,  544. 

Reflex  centers,  vaso-motor,  587. 

Reflexes,  543 ; in  acute  ascending  spinal  paralysis, 
674  ; after  cerebral  hamiorrhage,  729,  732  ; in  cho- 
rea, 782  ; in  facial  paralysis,  501  ; in  injury  of  the 
spinal  cord,  007  ; in  tabes,  041  ; in  myelitis,  620  ; in 
neuralgia,  .570  ; in  neuritis,  583,  584 ; in  paralysis, 
540  ; in  pressure  paralysis  of  the  spinal  cord,  012  ; 
in  progressive  bulbar  paralysis,  087  ; in  progressive 
muscular  atrophy,  657  ; in  sciatica,  526  ; in  spinal 
apoplexy,  005  ; in  spmal  meningitis,  600  ; tests  and 
condition  of,  543  ; in  tetanus,  792  ; in  trigeminal 
neuralgia,  531  ; in  tubercular  meningitis,  704  ; in 
unilateral  lesion  of  the  spinal  cord,  0.S4. 

Reflex  epilepsy,  771  ; neuralgia,  517  ; paralyses,  537  ; 
spasm,  saltatory.  575. 

Refraction,  errors  of,  as  a cause  of  headache,  5-30  ; 
migraine.  591. 

Rehine  bath,  artificial,  in  myelitis,  027. 

Relapses  of  cholera,  80  : of  erysipelas,  04 ; of  lead 
paralysis,  570 ; of  scarlet  fever,  44  : of  sciatica, 
527  ; of  typhlitis,  492  ; of  typhoid  fever,  19  ; of  ty- 
phus fever,  30. 

Relapsing  fever,  31 ; complications  of,  35 ; conta- 
giousness of,  32  ; epidemic  occurrence  of,  in  Ger- 
many, 31  ; inoculation  of,  32  ; period  of  incubation 
of,  32  ; prognosis  of,  35  ; spirilli  in,  34  ; treatment 
of,  85. 

Renal  crises  in  tabes,  643. 

Ren  mobilis,  870. 

Resonance,  thoracic,  in  pleurisy,  259. 

Respiration  in  acute  ascending  spinal  paralysis,  675  ; 
in  acute  bulbar  paralysis,  091 ; amphoric,  209  ; in 
amyotrophic  lateral  sclerosis,  052  ; in  anaemia,  932, 
942  ; in  asthma,  108  ; bronchial,  223  ; in  bronchitis. 
148,  152  ; in  bulbar  htemorrhage,  092  ; in  cancer  of 
the  lungs,  251  ; in  cerebral  haemorrhage,  729,  732  ; 
in  chronic  poliomyelitis,  073 ; in  cirrhosis  of  the 
liver,  481  : in  diabetic  coma,  973  ; in  embolism  and 
thrombosis  of  the  basilar  artery,  094  ; in  epilepsy, 
773  ; in  exophthalmic  goitre,  597  ; in  hejiatitis.  477  : 
in  h5-steria,  803 ; interrupted,  222 ; in  tabes,  043  ; 
metallic,  209  ; metamorphosing,  222;  in  miliary 
tuberculosis,  237.  239  ; in  obesity,  995  ; in  osteoma- 
lacia, 927  ; in  phthisis,  222  ; in  pneumonia,  180.  194  ; 
in  progressive  bulbar  paralj'sis,  080  ; in  progressive 
muscular  ntrojiby,  050,  057,  058  ; in  pseudo-leu- 
kaemia lymphatica,  9.52  ; in  scurvy,  9.58  ; in  tetanus, 
793  ; in  thermic  fever,  747  ; in  trichinosis,  122 ; in 
tubercular  meningitis,  704,  705  ; in  uraemia,  832. 

Respiratory  spasms,  570  ; complicated,  577. 
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Retina  in  chronic  nephritis,  854  ; in  contracted  kid- 
ney, 801  ; in  diabetes,  9Ta  ; in  leukieniia,  947. 

Retinal  hminorrhaKes  in  septico-pyajniia.  111. 

Retropharyngeal  abscess,  300. 

Retropnision  in  paralysis  agitans,  785. 

Retro-tonsillar  abscess,  354. 

Revaccination,  59. 

Rhabdomyoma,  872. 

Rheumatism,  acute  articular,  900  ; alkaline  treatment 
of,  910  ; cerebral,  905  ; in  choi’ea,  780  ; chronic,  911  ; 
diagnosis  of,  907 ; endocarditis  in,  903 ; hyperpy- 
retic,  905  ; prognosis  of,  900  ; prophylaxis  of,  911 ; 
scarlatinal,  43  ; symptoms,  901  ; treatment  of,  907, 
910. 

Rhinitis,  125  ; chronic,  120  ; in  scrofula,  1000. 

Rickets,  920.  See  Rachitis. 

Riitheln,  51  ; period  of  incubation  of,  .51 ; prognosis 
of,  51  ; relation  of,  to  measles,  51. 

Romberg’s  symptom  in  locomotor  ataxia,  630. 

Root-zones,  510. 

Rosary,  rachitic,  923. 

Rosenthal-Leube  meat  solution,  389. 

Roseola  in  typhoid  fever,  16  ; in  typhus  fever,  30. 

Round-worms,  445. 

Sac,  pericardial,  air  in,  3.30  ; blood  in,  330. 

Saccharine  in  diabetes,  980. 

Sage-tea  in  phthisis,  235. 

St.  Anthony’s  fire,  61. 

St.  Vitus’s  dance,  780. 

Salaam  convulsions,  574. 

Salicylate  of  sodium  in  articular  rheumatism,  908  ; 
in  diabetes,  981  ; in  gout,  992  ; in  habitual  headache, 
532  ; in  hemicrania,  593  ; in  neuralgia,  620  ; in  ty- 
phoid fever,  24. 

Salicj'lic  acid  in  articular  rheumatism,  907  ; in  dis- 
eases of  the  trophic  nerves,  590  ; in  gastric  catarrh, 
381  ; in  gout,  992  ; in  muscular  rheumatism,  919  ; in 
neuritis,  584 ; in  purpura  hoemorrhagica,  963  ; in 
tabes,  648  ; in  tetanus,  784. 

Salicyiic  delirium,  90S  ; dyspnoea,  908  ; powder  in 
phthisis,  235. 

Salivation  in  diabetes  insipidus,  988  : in  hydrophobia, 
114  ; in  stomatitis,  341  ; in  ulcerative  stomatitis,  342. 

Salol  in  rheumatism,  910. 

Salt  iu  epilepsy,  778  ; in  hmmoptysis,  2-35. 

Salt-baths  in  gout,  991  ; in  scrofula,  1001. 

Saltpeter-paper  in  asthma,  172. 

Sand-baths  in  articular  rheumatism,  910. 

Santonica  in  ascarides,  440. 

Santonin  in  ascarides,  440. 

Sarcina  ventriculi,  370. 

Sarcoma,  alveolar,  of  the  lungs,  230  ; of  the  kidnej-s, 
872. 

ScariOcation  of  the  skin  in  dropsy,  800. 

Scarlatina,  30. 

Scarlatinal  diphtheria,  40  ; eruption,  41  ; nephritis, 
42,  43  : poi.son,  30. 

Scarlet  fever,  .30  ; contagiousness  of,  30  ; diagnosis  of, 
41 ; di.sposition  to,  30  ; epidemic  occurrence  of,  87  : 
hoiinorrhagic,  41  ; inoculation  of,  30  : miliary,  -II  ; 
papular,  41  ; period  of  incubation  of,  .37  ; iirognosis 
of,  41  : rudimentary  forms  of,  43  ; tenacity  of  the 
contagiiim  of,  .30  ; treatment  of,  44  ; typhoid  form 
of,  41;  variegated,  II. 

Sciatica  in  diabetes,  973  ; diagnosis  of,  527  ; relapses 
of,  527 ; symptoms  and  cause  of,  520  ; treatment 
of,  5‘27. 


Sciatic  paralysis,  569  ; treatment  of,  509. 

Scirrhus  cancer  of  the  tesophagus,  309  ; of  the  stom- 
ach, 391. 

SclOrose  en  plaques,  027.  See  Sclerosis,  Mui.tiple. 

Sclerosis,  amyotrophic  lateral,  0.50  ; diagnosis  of,  0.53  : 
implication  of  the  medulla  in,  051  ; symptoms  and 
course  of.-  651  ; treatment  of,  053. 

Sclerosis,  disseminated,  027.  See  Sclerosis,  Mul- 
tiple. 

Sclerosis,  multiple,  of  the  brain  and  cord,  027  ; dis- 
tinction of,  from  paralysis  agitans,  031  ; hereditary 
predisposition  to,  6’38  ; relation  of,  to  chronic  bul- 
bar paralysis,  631  ; to  chronic  myelitis,  030  ; to  gen- 
eral paralysis  of  the  insane,  031  ; to  spastic  spinal 
paralysis,  631  ; seat  of  the  sclerotic  nodules  in,  627  ; 
symptoms  of,  629  ; treatment  of,  031. 

Sclerosis,  postero-lateral,  049. 

Sclerosis,  primary  lateral,  003. 

Sclerosis,  renal,  856. 

Sclerotinic  acid  in  phthisis,  235. 

Scolex,  441. 

Scoliosis,  rachitic,  923. 

Scorbutic  aniemia,  959  ; ulcers,  959. 

Scorbutus,  950.  See  Scurvy. 

Scrofula,  999  ; relation  of,  to  tuberculosis,  210,  1000  ; 
treatment  of,  1000. 

Scurvy,  956  ; causes  of,  957  ; contagiousness  of,  957  ; 
distinction  of,  from  peliosis  and  stomatitis,  960 ; 
epidemic  occurrence  of,  957  ; forms  of,  960  ; symp- 
toms of,  958  ; treatment  of,  960. 

Season  and  chorea,  780. 

Seat-worms,  446. 

Secondary  degeneration.  See  Spinal  Cord  (second- 
ary degeneration). 

Secretion,  disturbances  of,  690 ; in  acute  ascending 
spinal  paralysis,  674  ; iu  aniemia,  932  ; in  cerebral 
hamiorrhage.  723  ; in  diabetes  insipidus,  982  ; in  ex- 
ophthalmic goitre,  597  ; in  htemoglobiuuria,  954  ; in 
hysteria,  805;  in  myelitis,  022;  in  neurasthenia,  810 ; 
in  progressive  bulbar  paralysis,  087  ; in  subacute 
poliomyelitis,  073  ; in  tetanus.  793  ; in  tetany,  790  ; 

Secretions  in  diabetes,  975,  982,  983. 

Semiluuar  valves,  insufficiency  of,  287. 

Senile  emphysema.  17.3. 

Senile  kidney,  333,  8.57. 

Sensation,  conduction  of,  in  acute  ascending  spinal 
paralysis,  074  ; delayed,  509. 

Sensation,  paralysis  of,  in  tabes,  640  ; partial,  505. 

Sensibility,  disturbances  of.  in  acute  ascending  spinal 
paralj'sis,  075  ; in  arsenical  paralysis;  571  ; in  bul- 
bar haimorrliage,  692  : iu  caisson  disease,  608  ; in 
cerebral  luEuiorrhage,  733  ; in  compression  of  the 
medulla,  095  ; in  crural  paralysis,  568  ; in  epilepsy, 
772  ; in  focal  diseases  of  the  crus,  723  ; of  the  inter- 
nal capsule,  721  ; general  consideration  of,  605  ; in 
general  paralysis  of  the  insane,  703  ; in  injury  of 
the  spinal  cord,  007  ; in  the  lar3'nx,  143  ; iu  median 
paralysis,  500  ; in  multiple  sclerosis,  630  ; in  luj-e- 
litis,  619  ; in  neuralgia,  511  ; iu  neuritis,  5,84,  585  ; in 
obturator  paralysis,  569  ; in  paralysis,  539  ; in  pres- 
sure paralysis  of  the  spinal  cord,  612  ; in  radial  pa- 
ralysis. 565  ; in  sciatica,  620  ; iu  sciatic  pnrnij-sis, 
509  ; in  syringomyelia,  078  ; in  tabes,  6.39  ; in  teta- 
nus. 702  ; in  tumors  of  the  base  of  the  brain,  7,52  ; in 
ulnar  paralysis,  566  ; in  unilateral  lesion  of  the  spi- 
nal cord,  083  ; in  writer’s  cramp,  678. 

Si'iisory  centers,  715. 

Sensory  nerves,  diseases  of,  506. 
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Septico-pytemia,  108  ; circulatory  apparatus  in,  111  ; 
cryptogenetic  or  spontaneous,  109  ; diagnosis  of, 
lia  ; jaundice  of  the  skin  in,  112  ; prognosis  of,  112  ; 
treatment  of,  113. 

Sero-pneumotliorax,  267. 

Serous  membranes  in  articular  rheumatism,  904. 

Serratus  paralysis,  563  ; course  of,  561  ; rheumatic, 
563 ; traumatic,  563  ; treatment  of,  564  ; wing-like 
position  of  the  scapula  in,  564. 

Serum  albumen  in  albuminuria,  823. 

Sewing-machine  girls,  affection  of,  579. 

Sex,  influence  of,  in  acute  ascending  spinal  paralysis, 
074  ; in  acute  yellow  atrophy  of  the  liver,  485 ; in 
amyotrophic  lateral  sclerosis,  650  ; in  anremia,  929, 
934,  940  ; in  cerebral  haemorrhage,  726  ; in  cerebral 
syphilis,  757 ; in  cerebral  tumor,  748  ; in  cholera, 
83  ; in  chorea,  781  ; in  congenital  myotonia,  795  ; 
in  diabetes,  907 ; in  exophthalmic  goitre,  595 ; in 
Friedreich’s  ataxia,  648  ; in  general  paralysis  of  the 
insane,  761  ; in  gout,  985  ; in  haematoma  of  the  dura 
mater,  697  ; in  haemophilia,  963  ; in  hepatic  colic, 
470  ; in  hemicrania,  591  ; in  hysteria,  799  ; in  leukae- 
mia, 946  ; in  multiple  sclerosis,  628  ; in  neuralgia, 
510  ; in  obesity,  994  ; in  osteomalacia,  925  ; in  pa- 
ralysis agitans,  784  ; in  phthisis,  211  ; in  poliomj-e- 
litis,  acute,  of  adults,  671 ; m pseudo-h3-pertrophic 
muscular  paralysis,  059  ; in  pseudo-leukaemia,  952  ; 
in  rachitis,  921  ; in  tabes,  033  ; in  tetanj-,  789  ; iu  uni- 
lateral facial  atrophy,  694. 

Sexual  excess,  as  cause  of  myelitis,  616. 

Sexual  functions  in  diabetes,  972  ; in  functional  dis- 
turbances of  the  spinal  cord,  606  ; in  injuries  of  the 
spinal  cord,  007  ; in  myelitis,  621  ; in  tabes,  643. 

Sexual  organs  in  chlorosis,  929  ; in  diabetes,  972 ; 
diphtheria  of,  69  ; in  exophthalmic  goitre,  595  ; in 
gout,  987  ; in  hysteria,  800  ; neuralgia  of,  628 ; in 
neurasthenia,  816  ; (female)  in  peritontis,  460. 

Shadows  of  red  blood-corpuscles  iu  haamoglobinuria, 
955. 

Shaking,  540. 

Shaking  palsy,  784. 

Ship  fever,  28.  See  Typhus  Fever. 

Shoulder,  muscles  of,  paralysis  of,  502  ; paralysis  of, 
unilateral,  in  cerebral  hminorrhage,  732 ; spasm  of, 
675. 

Siderosis  pulmonum,  245. 

Silver,  nitrate  of,  in  chorea,  783  ; in  dysentery,  80  ; in 
intestinal  catarrh  of  children,  417  ; in  tabes,  048  ; in 
myelitis,  027  ; in  spastic  spinal  paralysis,  067  ; in 
valvular  disease  of  the  heart,  303. 

Singultus,  677.  See  Hiccough. 

Siphon,  in  washing  out  the.  stomach,  399. 

Skin,  care  of,  in  diabetes.  980  ; character  of,  iu  ar- 
thritis deformans,  915  ; itching  of,  in  urtemia,  833. 

Skin,  diseases  of.  iu  articidar  rheumatism,  904  ; in 
dengue,  99  ; in  diabetes,  972  ; in  gout,  987  ; in  pneu- 
monia, 198  ; in  scarlet  fever,  41 ; in  scrofula,  999  ; 
in  scurvj-,  958  ; in  small-pox,  55  ; in  trichinosis,  123  ; 
in  tj'phoid  fever,  10. 

Skoda’s  resonance  in  pleuritic  effusion,  259. 

Sleeplessness  in  neurasthenia,  816. 

Small-pox,  52  ; confluent,  53  ; contagiousness  of,  52  ; 
diagnosis  of,  67 ; lucmorrhagic,  67  : mortality  in, 
67  ; period  of  incubation  in,  53  ; prognosis  of,  67 ; 
treatment  of,  68. 

Smell,  sense  of.  anassthesia  of,  632  ; anomalies  of, 
532  ; in  epilepsy,  772  ; hyperassthesia  of.  532 ; in 
hysteria,  801  ; relation  of,  to  anomalies  of  taste. 


533 ; subjective  sensations  of,  532  ; test  of,  532 ; 
treatment  of  anomalies  of,  533. 

Sneezing  spasm,  577. 

Sodic  bicarbonate  iu  diabetic  coma.  981  ; bicarbonate 
in  gastric  catarrh,  382  ; carbonate  in  nephrolithia- 
sis, 887  ; hydrate  in  sulphuric-acid  poisoning,  1003  ; 
phosphate  iu  nephrolithiasis,  887  ; sulphate  in  car- 
bolic-acid poisoning.  1008. 

Soil  theory  in  relation  to  typhoid  fever,  2. 

Soil  water  in  relation  to  cholera,  83 ; in  relation  to 
typhoid  fever,  2,  3. 

Somnambulism  in  hysteria,  809. 

Soor,  344. 

Sore  throat,  351  (see  Tonsillitis)  : catarrhal,  352  ; fol- 
licular, 353  ; hmraorrhagic,  3.54  ; necrotic,  354  ; par- 
enchymatous, 353  ; phlegmonous,  354  ; iu  scarlet 
fever,  38  ; iu  small-pox,  56  ; in  typhoid  fever,  12. 

Soul-blindness,  716. 

Soul-deafness.  716. 

Southey’s  trocar  in  dropsy,  300. 

Spasm,  639  (see  Convulsions)  ; of  the  cervical  mus- 
cles, 673  ; clonic,  540  ; co  ordinated,  541  ; of  the  fa- 
cial nerves,  572 ; forms  of  localized,  540 ; of  the 
muscles  of  the  lower  extremity,  575  ; of  the  oesoph- 
agus, 371  ; of  the  respiratory  muscles,  576  ; tonic, 
640,  541  ; tonic-clonic,  640. 

Spasm  of  the  glottis,  142.  See  Glottis,  Spasm  of. 

Spastic-paretic  gait  in  multiple  sclerosis,  630  ; in 
spastic  spinal  paralysis,  604  ; iu  syringomyelia, 
078. 

Speech,  disturbances  of,  710  ; in  acute  bulbar  myeli- 
tis, 094 ; in  amyotrophic  lateral  sclerosis,  652  ; iu 
athetosis,  787  ; in  bulbar  hmniorrhage,  692  ; in 
cerebral  embolism,  740  ; in  cerebral  hoemorrhage, 
728,  730 ; in  cerebral  syphilis,  759 ; in  cerebral 
tumors,  750,  762  ; in  chorea,  781  ; in  compression  of 
the  medulla,  695  ; in  embolism  and  thrombosis  of 
the  basilar  artery,  094 ; in  epilep.sy,  772  ; in  focal 
diseases  of  the  centrum  ovale,  720 ; in  general 
paralysis  of  the  insane,  762,  700  ; in  hmmatoma  of 
the  dura,  697  ; in  hereditary  ataxia,  649  ; in  menin- 
gitis, 704  ; in  multiple  sclerosis.  029  ; in  progressive 
bulbar  paralysis,  685,  087. 

Sp.hincter,  reflex  spasm  of,  in  cystitis,  894. 

Spina  bifida,  079  ; complication  of,  with  purulent 
meningitis,  080  ; seat  of,  679 ; surgical  treatment 
of,  680  ; tumor  formation  in,  680. 

Spinal  apoplex3-,  004  ; sj-mptoms  of,  005  ; treatment 
of,  005. 

Spinal  cord,  anremia  of,  604. 

Spinal  cord,  cavity  and  fissure  formation  in.  077  ; in 
cerebro-spinal  meningitis,  104,  105  ; circulatory 
disturbances  of,  004  ; consumption  of,  632  ; diffuse 
diseases  of,  015 ; diseases  of,  599  ; functional  dis- 
turbances of,  605  ; functions  of,  024  ; in  gout,  988  ; 
hoemorrhagps  into,  004  ; new  growths  of,  676  : sys- 
temic diseases  of,  015  ; traumatic  lesions  of.  006. 

Spinal  cord,  compression  of,  008  ; origin  of,  008  ; seat 
of.  609  ; in  spina  bifida.  080. 

Spinal  cord,  concussion  of.  See  Traumatic  Neuroses. 

Spinal  cord,  degeneration  of,  in  amyotrophic  lateral 
sclerosis,  0.50. 

Spinal  cord,  disease  of,  after  sudden  lowering  of  at- 
mospheric pressure,  008. 

Spinal  cord,  hyperomiia  of.  004. 

Spinal  cord,  injuries  of,  606  ; complication  of,  with 
secondary  inflammation,  607  ; symptoms  of,  007  ; 
treatment  of,  007. 
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Spinal  cord,  membranes  of,  acute  inflammation  of, 
.'599  ; luBinorrhages  of,  OlW  ; new  growths  of,  Oiti. 

Spinal  cord,  secondary  degeneration  of,  080  ; after 
cerebral  liBemorrhage,  732,  734  ; after  cerebral  le- 
sions, 080  ; in  compression  of  the  cord,  010 ; in 
multiple  sclerosis,  028  ; in  transverse  affections  of 
the  cord,  081  ; in  tumors  of  the  cord,  077. 

Spinal  cord,  softening  of,  018. 

Spinal  cord,  tumors  of,  070  ; differential  diagnosis  of, 
from  transverse  myelitis,  077  : forms  of,  076  ; ori- 
gin of.  670  ; prognosis  and  treatment  of,  677  ; rela- 
tion of,  to  unilateral  lesion  of  the  spinal  cord,  677. 

Spinal  irritation,  606  ; in  hysteria,  802  ; in  neurasthe- 
nia, 815. 

Spinal  meningitis,  .599,  601  ; origin  of,  599,  601  ; prog- 
nosis of,  600  ; symptoms  of,  000,  601  ; treatment  of, 
601. 

Spinal  muscles,  paralysis  of,  564 ; in  pseudo-hyper- 
trophic spinal  paralysis,  564,  060. 

Spinal  neurasthenia,  605 ; diagnosis  of,  606  ; sensi- 
tiveness of  the  vertebrae  in,  600  ; symptoms  of,  606. 

Spinal  paralysis,  acute  ascending,  674  ; acute  infec- 
tion in,  675  ; diagnosis  and  prognosis  of,  676;  symp- 
toms of,  074  ; treatment  of,  070. 

Spinal  paralysis,  atrophic,  671. 

Spinal  paralysis  of  children,  667  (see  Infantile 
Paralysis)  ; from  acute  infection,  607  ; diagnosis 
and  prognosLs  of,  670  ; relation  of,  to  primary  neu- 
ritis, 668 ; spinal  cord  in,  607  ; symptoms  of,  608  ; 
treatment  of,  070. 

Spinal  paralysis,  spastic,  663 ; diagnosis  of,  606  ; 
pathological  lesion  in  the  cord  in,  665  ; relation  of, 
to  chronic  hydrocephalus,  665  ; treatment  of,  666. 

Spine,  stiffness  of,  in  sinus  thrombosis,  707  ; (tonic) 
in  tetanus,  792  ; in  tubercular  meningitis,  703. 

Spirilli  in  relapsing  fever,  34. 

Spirometer  in  pulmonary  emphysema,  178. 

Spleen  in  acute  ascending  spinal  paralysis,  675  ; in 
acute  yellow  atrophy  of  the  liver,  486  ; in  Addi- 
son's disease,  879  ; in  articular  rheumatism,  906  ; 
in  cerebro-splnal  meningitis,  106 ; in  cirrhosis  of 
the  liver,  480  ; in  erysipelas,  64  ; in  hmmoglobinu- 
ria,  9.50  ; in  hepatic  syphilis,  491  ; inleuksemia,  946; 
in  malaria,  94,  95.  90  ; in  miliary  tuberculosis,  239  ; 
in  pernicious  anaemia,  940  ; in  phthisis.  228 ; in 
pneumonia,  197  ; in  pseudo-leukaemia,  952  ; in  pyle- 
phlebitis, 501  ; in  rachitis,  922  ; in  relapsing  fever, 
32  ; in  scarlet  fever,  37,  43  ; in  scurvy,  959  ; in  sep- 
tico-pyaemia,  109,  112;  in  tubercular  meningitis, 
705  ; in  typhoid  fever,  11  ; in  tj'phus  fever,  30  ; in 
yellow  fever,  101. 

Spleen,  extirpation  of,  in  leukaemia,  951. 

Splenic  fever,  117. 

Splenixation  of  the  lung  in  atelectasis,  181. 

Splint-rest  In  sciatica,  528. 

Spondylitis  deformans  in  chronic  articular  rheuma- 
tism, 914. 

Spoonwort  in  scurvy,  960. 

Spotted  fever,  28.  103.  See  Typhus  Fever  and  Cere- 
BRO-HPINAL  MeNINOITIS. 

Stasis,  oedema  from,  in  renal  diseases,  829. 

Status  epilepticUH,  774,  775. 

Stenocardia  In  hysteria,  761  ; in  valvular  disease  of 
the  heart,  297. 

Stenson's  experiment  in  spinal  anaemia,  004. 

Stimulants  In  cholera  morbus.  412  ; in  pneumonia, 
200  ; in  tetanus,  794. 

Stitch  in  the  side  In  pleurisy,  250  ; in  pneumonia,  192. 


Stomacace,  312.  See  Stomatitis. 

Stomach.  See  also  Gastric. 

Stomach,  adhesions  of,  387 ; in  chlorosis,  935  ; in 
dysentery,  79  : in  erysipelas,  03  ; perforation  of, 
387,  394  ; in  phthisis,  227  ; in  pulmonary  gangrene, 
243  ; in  purpura  hamiorrhagica,  902  ; purulent  in- 
flammation of,  383  ; in  yellow  fever,  101. 

Stomach,  abscess  of,  383. 

Stomach-bougie  in  dilatation,  398. 

Stomach,  cancer  of,  391. 

Stomach,  dilatation  of,  390. 

Stomach,  hcemorrhage  from,  374  ; in  gastric  cancer, 
392  ; in  gastric  ulcer,  380. 

Stomach,  nervous  affections  of,  400  ; diagnosis  of, 
402  ; in  hysteria,  805  ; nervous  complications  of. 
400  ; peristaltic  disturbance  of  the  stomach  in,  400  ; 
prognosis  and  treatment  of,  402. 

Stomach-pump  in  chronic  gastric  catarrh,  377 ; in 
dilatation  of  the  stomach,  399. 

Stomach,  softening  of,  358. 

Stomach,  ulcer  of,  .384. 

Stomachics  in  gastric  catarrh,  382 ; in  jaundice,  468  ; 
in  neurasthenia,  818. 

Stomatitis,  341  ; acute,  342  ; aphthous,  343  ; chronic, 
342  ; in  diabetes,  971  ; mercurial,  341 ; in  scarlet 
fever,  39  ; scorbutic,  958 ; treatment  of,  342,  343. 
344  : in  typhoid  fever,  12  ; ulcerative,  342. 

Stonecutters’  lung,  246. 

Strabismus  convergens  in  abducens  paralysis,  556  i 
in  sinus  thrombosis,  707. 

Stramonium  cigarettes  in  asthma,  172. 

Strangulation,  internal,  433. 

Stricture  of  the  intestine,  cicatricial,  432. 

Stripe-pneumonia,  189. 

Stroke,  apoplectic,  728. 

Strongylus  duodenalis,  448. 

Strongylus  gigas,  875. 

Strophanthus  in  contracted  kidney,  804. 

Struma  in  exophthalmic  goitre,  590  ; extirpation  of, 
598  ; of  the  supra-renal  capsules,  879. 

Strychnine  in  acute  bulbar  paralysis,  695  ; in  cere- 
bral hreraorrhage,  737  ; in  diphtheria,  73  ; in  facial 
paralysis,  562  ; in  laryngeal  paralysis,  142  ; in  mye- 
litis, 627  ; in  neuritis,  585  ; in  oculo-motor  paralysis, 
5.57  ; in  progressive  muscular  atrophy,  058  ; in  spi- 
nal paralysis  of  children,  071. 

Strychnine  poisoning,  1008. 

Subsultus  tendinum  in  typhoid  fever,  14. 

Suceussion  of  Hippocrates  in  pyo-pueumothorax,  209. 

Sudamina  in  articular  rheumatism,  904. 

Sugar  formation  in  diabetes,  970  ; influence  of  febrile 
diseases  on,  971  ; influence  of  mental  excitement  on, 
970  ; influence  of  phj'sical  exertion  on.  970. 

Suggestion  in  catalepsy,  797  ; in  hysteria,  808. 

Sulphonal  in  chorea,  783  ; in  neurasthenia,  819. 

Sulphur  in  aniBinia,  938  ; in  htcmorrhoids,  429. 

Sulphur  baths  in  lead  paralysis,  .570. 

Sulphuretted  hydrogen  poisoning,  1007. 

Sulphuric  acid  In  purpura  hmmorrhagiea,  902. 

Sulphuric-acid  poisoning,  1003. 

Sulphurous-acid  poisoning,  1003. 

Sunstroke,  740  ; causes  of,  7.10  ; symptoms  of,  740  ; 
treatment  of,  747. 

Support,  mechanical,  in  spasm  of  the  cervical  mus- 
cles, 575 ; for  the  vertebral  column  in  pressure 
paralysis  of  the  spinal  cord,  014. 

Suppositories  in  dysentery,  80. 

Sui)purntiou>as  a cause  of  arthritis,  912. 
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Suppurative  fever  in  small-pox,  65. 

Supra-renal  capsules,  diseases  of,  878. 

Suspension  in  tabes,  648. 

Swamp  fever,  90.  See  Malaria. 

Sweat-glands  in  jaundice,  407  ; in  typhoid  fever,  17  ; 
in  urajmia,  832. 

Sweating  in  articular  rheumatism,  904  ; in  diabetes, 
972 ; in  hEemoglobineemia,  954  ; in  phthisis,  220, 
229  ; in  trichinosis,  123. 

Sympathetic,  irritation  of,  591  ; in.  exophthalmic 
goitre,  597  ; trophic  disturbances  in,  591  ; paralysis 
of,  591  ; contraction  of  the  pupils  in,  591  ; in  ex- 
ophthalmic goitre,  597 ; in  hemicrania,  591  ; vaso- 
motor disturbances  in,  590. 

Synovitis  in  articuiar  rheumatism,  902 ; scarlatinai, 
43. 

Syphilis  as  cause  of  tabes,  032. 

Syphilis  of  the  rectum,  425. 

Syphiioma,  formation  of,  in  syphilis  of  the  liver,  490. 

Syringomyelia,  677  ; extent  of,  078  ; origin  of,  678. 

Tabes  dorsalis,  632 ; ataxic  stage  of,  636  ; cause  of 
anoesthesia  in,  641  ; development  of,  6:32 ; diagno- 
sis and  prognosis  of,  645  ; Friedreich's  form  of,  648  ; 
hereditary  predisposition  to,  632  ; histology  of,  633  ; 
in  chronic  ergotism,  033  ; initial  stage  of,  035  ; in- 
volving cranial  nerves,  642 ; partial  paralysis  of 
sensation  in,  041  ; peripheral  degeneration  in,  634  ; 
peripheral  paralysis  in,  639  ; persistence  of  patellar 
reflex  in,  641 ; pupillary  changes  in,  642  ; suspen- 
sion in,  648  ; symiJtoms  of,  636  ; syphilis  as  cause 
of,  632  ; terminal  stage  of,  630  ; treatment  of,  646  ; 
trophic  disturbances  in,  644  ; with  regard  to  pro- 
gressive general  paralysis,  045. 

Tabes  mesenterica,  459. 

Tabes,  motor,  054.  See  Progressive  Muscclar 
Atrophy. 

Tabes  spastica,  003.  See  Lateral  Sclerosis. 

Taches  bleuatres,  17. 

Taches  cfirfibrales,  705. 

Tachycardia,  320. 

Tactile  cu'cles,  506. 

Tactile  compasses,  500. 

Tmnia  echinococcus,  494  ; medio-canellata,  441  ; sagi- 
nata.  441  ; solium,  410. 

Tailor’s  cramp,  579. 

Tampons  in  nasal  catarrh,  128. 

Tannin  in  chronic  pharyngeal  catarrh,  359 ; in  ne- 
phritis, 846. 

Tape-worms,  440  ; cures  for.  443. 

Taste,  disturbances  of.  533  ; central,  533  ; diagnosis 
of,  534  : in  epilepsy,  772 : in  facial  paralysis,  559  ; 
in  hysteria,  801  ; partial,  533  ; test  of,  533  ; treat- 
ment of,  534. 

Teeth,  anomalies  of,  in  diabetes,  971  ; in  rachitis,  923. 

Teething,  350  ; convulsions  in,  351. 

Telegrapher’s  cramp,  579. 

Temperature,  sense  of,  in  paralysis  agitans,  780  ; par- 
tial paralysis  of,  508  ; perverse,  508  ; in  syringomye- 
lia, 678  ; in  tabes,  641  ; test  of,  508. 

Temporal  convolutions,  focal  diseases  of,  716  ; rela- 
tion of,  to  deafness,  716  ; relation  of,  to  word-deaf- 
ness, 716,  719  ; seat  of  the  cortical  center  for  hear- 
ing in,  716. 

Tendinous  spots  on  the  pericardium,  323. 

Tendon  reflexes,  544  ; absence  of,  545  ; in  amj-otro- 
phic  lateral  sclerosis,  652  ; in  cerebral  hmmorrhage, 
732  ; in  cerebral  paralysis  of  children,  745  ; in 


chronic  hydrocephalus,  768  ; in  epilepsy,  773  ; in- 
crease of,  545  ; in  the  lower  extremities,  544  ; in 
multiple  sclerosis,  629  ; in  myelitis,  620 ; in  polio- 
myelitis of  adults,  672  ; in  pressure  paralysis  of  the 
spinal  cord,  612 ; in  progressive  bulbar  paralysis, 
687  ; in  secondary  degeneration  of  the  spinai  cord, 
682  ; in  spastic  spinal  paralysis,  663,  665  ; in  spinal 
paralysis  of  chiidren,  669  ; in  tabes,  641  ; in  unilat. 
eral  lesion  of  the  spinal  cord,  684  ; in  the  upper  ex- 
tremities, 545. 

Tendons,  sheaths  of,  in  articular  rheumatism,  902 ; 
thickening  of,  in  radial  paralysis,  565. 

Tenesmus  in  dysentery,  78  ; in  intestinal  catarrh,  407. 

Terminal  phalanges,  thickening  of,  in  pulmonary 
stenosis,  293. 

Testicles  in  genito-urinary  tuberculosis,  889. 

Tetanilla.  See  Tetany. 

Tetanus,  791  ; baciiii  of,  791  ; diagnosis  of,  793  : dis- 
tinction of,  from  hydrophobia,  794  ; from  menin- 
gitis, 794  ; from  strychnine  poisoning,  794  ; en- 
demic and  epidemic,  791  ; hydrophobic,  792  ; idio- 
pathic, 791  ; influence  of  external  conditions  on, 
791  ; intermittent  (see  Tetany).  789  ; neonatorum, 
791  ; paroxysms  of,  792  ; prodromal  symptoms  of, 
791  ; rheumatic,  791  ; symptoms  of,  792  ; toxines  of 
traumatic,  791  ; treatment  of,  794. 

Tetany,  789  ; diagnosis  of,  790  ; distinction  of,  from 
ergotism,  7i)0  ; from  professional  neuroses,  790  ; 
epidemic,  789  ; origin  of,  789  ; symptoms  of,  789  ; 
treatment  of,  791. 

Thermeesthesiometer,  508. 

Thermic  fever,  746  ; pathology  of,  746  ; symptoms  of, 
746  ; treatment  of,  747. 

Thermo-cautery  in  noma,  347  ; in  pressure  paralysis 
of  the  spinal  cord,  614. 

Thomsen’s  disease,  795.  See  Myotonia. 

Thoracic  aorta,  aneurism  of,  334  ; causes  of,  334 ; 
diagnosis  of,  337  : prognosis  of,  337  ; sj'raptoms  of, 
335  ; treatment  of,  338. 

Thoracotomy,  266. 

Thorax,  barrel-shaped,  177 ; compression  of,  in  pul- 
monary emphysema,  180  ; deformity  of,  in  osteo- 
malacia, 926  ; in  rachitis,  923  ; phthisical,  221  ; in 
pleurisy,  258  ; rigid  dilatation  of,  175. 

Thrombi  in  typhoid  fever,  16  ; in  valvular  disease  of 
the  heart,  300. 

Thrombosis  of  the  portal  vein,  502. 

Thrush,  344. 

Thyroid  gland,  atrophy  of,  in  myxcedema.  589  ; ex- 
tirpation of,  for  exophthalmic  goitre,  61)8  ; relation 
of,  to  exophthalmic  goitre,  597. 

Tibialis  paralysis,  569. 

Tic  convulsif,  572,  573  (see  Spasm,  Facial)  ; doulou- 
reux, 521  (see  Trigeminus,  Neuralgia  of)  ; rota- 
toire,  674  (see  Spasm  of  the  Cervical  Muscles). 

Tissue  metamorphosis,  anomalies  of,  928  ; in  anoemia, 
9.33  ; in  diabetes  mellitus,  970. 

Tissue,  necrosis  of,  in  gout,  988. 

Toe-drop  in  peroneal  paralysis,  569. 

Tongue,  atrophy  of,  in  amyotrophic  lateral  sclerosis, 
652  ; in  progressive  bulbar  paralysis,  685  ; in  pro- 
gressive muscular  atrophy,  057. 

Tongue,  injuries  to,  in  epilepsy,  773. 

Tongue,  paralysis  of.  in  acute  bulbar  paralysis.  694  ; 
in  bulbar  luemorrhage,  692  ; (unilateral)  in  cerebral 
htemorrhage,  731  ; in  compression  of  the  medulla, 
095  ; in  embolism  and  thrombosis  of  the  basiiar 
artery, 094. 
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Tongue,  spasm  of.  673. 

Tongue,  ulcer  on  the  frtenura  of,  in  whooping-cough, 
101. 

Tonics  in  scuiwy,  960. 

Tonsillitis,  .351  (see  Sorb  Throat)  ; diagnosis  of,  355  ; 
follicular,  353  ; necrotic,  364  ; parenchymatous,  363  ; 
treatment  of,  356. 

Tonsils,  abscess  of,  353  ; chronic  hypertrophy  of,  356  ; 
treatment  of,  350  ; extirpation  of,  356  ; in  leukaemia, 
917  ; in  pseudo-leukaemia,  952. 

Torpid  habitus,  1000. 

Torticollis,  rheumatic,  674  ; spastic,  674. 

Touch,  sense  of,  506  ; condition  of,  619  ; diminished 
in  the  tongue  in  facial  paralysis,  559  ; in  tabes, 
640  ; test  of,  606. 

Tracheal  catarrh,  146  ; stenosis,  166. 

Tracheitis,  146. 

Tracheotomy  in  diphtheria,  72  ; in  oedema  of  the  glot- 
tis, 136  : in  perichondritis,  1,35. 

Traction  diverticula  in  the  oesophagus,  364. 

Transfer  in  hysteria.  814. 

Transudation  in  diabetes,  974  ; in  leukaemia,  949. 
Transverse  myelitis,  615.  See  Myelitis. 

Traube’s  double  sound  in  aortic  insufficiency,  289. 
Traumatic  hysteria,  820. 

Traumatic  lumbago,  821,  918. 

Traumatic  neurasthenia,  821. 

Traumatic  neuroses.  819  ; cause  of,  821  ; implication 
of  brain  in,  820  ; local,  820  : origin  of,  after  railway 
accidents,  819  ; relation  of,  to  hysteria,  821  ; symp- 
toms of,  819  ; treatment  of.  820. 

Tremor,  540 ; alcoholic,  540  ; in  amyotrophic  lateral 
sclerosis,  651  ; in  epilepsy,  775  ; essential,  540  ; in 
exophthalmic  goitre,  596  ; hysterical,  541  ; inten- 
tion, 540  ; mercurial,  1005  ; in  multiple  sclerosis, 
629  ; in  osteomalacia,  927  ; in  paralysis  agitans,  784  ; 
senile,  540  ; in  typhoid  fever,  14. 

Trephining  the  skull  in  cerebral  abscess,  743  ; in  cere- 
bral tumor,  756  ; in  hydatids,  756  ; in  meningeal 
liremorrhage,  603 ; in  pressure  paralysis,  614  ; in 
traumatic  epilepsy,  777  ; in  tumors  of  the  cord,  677  ; 
the  vertebral  column  in  injuries  to  the  cord,  607. 
Triceps  paralysis,  565. 

Trichina  spiralis,  121. 

Trichinosis,  121  ; treatment  of,  123. 

Tricocephalus  dispar,  449. 

Tricuspid  insufficiency,  291 

Trigeminus,  aniesthesia  of,  513  ; neuroparalytic  oph- 
thalmia in,  513  ; occlusive  bandage  in,  515  ; skin  of 
the  face  in,  514  ; in  tabes,  641. 

Trigeminus,  neuralgia  of,  521  ; in  compression  of  the 
medulla,  695  ; in  diabetes,  973  : diagnosis  of,  522 : 
epileptiform.  .522  ; infra-maxillary,  522  ; Infra-orbi- 
tal, 522  ; ligature  of  the  carotid  for,  623  ; operative 
treatment  of,  623  ; prognosis  of,  622  ; supra-orbital, 
522  ; symptoms  and  course  of,  521  ; treatment  of, 
522. 

Trigeminus,  paralysis  of.  .557  ; in  bulbar  htemorrhage, 
692  ; in  progressive  bulbar  paralysis,  687. 
Trigeminus,  spasm  of,  671  ; treatment  of,  671. 
Trismus,  571  ; artindal  feeding  in,  672  ; in  cerebro- 
spinal meningitis,  105  : in  tetanus,  792  ; in  tubercu- 
lar meningitis,  705. 

Trochlear  paralysis,  556. 

Trophic  disturbances.  587 ; in  arsenical  paralysis, 
571  ; of  the  bones  and  joints,  589 ; in  cerebral 
hmmorrhage,  735  ; In  cervico-brachial  neuralgia, 
524  ; in  cutaneous  nnaisthesla,  512  ; in  facial  hemi- 
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atrophy,  594  ; of  the  hair  and  nails,  589  ; in  inter- 
costal neuralgia,  525  ; in  median  paralysis,  566  ; in 
myelitis,  622  ; in  neuralgia,  617  ; in  neuritis,  583  ; in 
occipital  neuralgia,  523  ; in  paralysis,  588  ; in  pres- 
sure paralysis  of  the  spinal  cord,  612  ; in  progressive 
muscular  atrophy,  655  ; in  pseudo  - hypertrophic 
muscular  paralysis,  659  ; in  sciatic  paralysis,  569  ; 
of  the  skin,  588 ; in  spinal  paralysis  of  children, 
669  ; in  syringomyelia,  678  ; in  tabes,  644  ; treatment 
of.  590 : in  trigeminal  anmsthesla,  614  ; in  trigemi- 
nal neuralgia,  522. 

Trousseau’s  phenomenon  in  tetany,  790. 

Trousseau's  spots  in  tubercular  meningitis,  705. 

Tubercle  bacilli,  208  ; detection  of,  220. 

Tubercula  dolorosa  of  the  peripheral  nerves,  586. 

Tuberculosis,  207.  See  also  Miliary  Tuberculosis. 

Tuberculosis  of  the  genito-urinary  apparatus,  888 ; 
diagnosis  of,  890  ; prognosis  and  treatment  of,  890. 

Tuberculosis  of  the  intestines,  423  ; treatment  of,  424. 

Tuberculosis  of  the  larynx,  136  ; diagnosis  of,  137  ; 
treatment  of,  138. 

Tuberculosis  of  the  lungs,  207  ; causes  of,  208  ; com- 
plications of,  218  ; diagnosis  of,  229  ; heredity  of, 
211  ; Infectiousness  of,  209  ; local,  212  ; physical  ex- 
amination in,  221  ; predisposition  to,  210  ; prognosis 
of,  230 ; prophylaxis  of,  231  ; symptoms  of,  218 ; 
treatment  of,  231. 

Tuberculosis  of  the  peritoneum,  457  ; of  the  pharynx, 
226  ; of  the  serous  membranes,  261,  327,  457  ; of  the 
supra-renal  capsules,  879. 

Turpentine,  inhalations  of,  in  asthma,  172  ; in  whoop- 
ing-cough, 16.3. 

Turpentine,  oil  of,  in  acute  phosphorus  poisoning, 
1006  ; in  cystitis,  896  ; in  foetid  bronchitis,  158  ; in 
genito-urinary  tuberculosis,  890  ; in  sciatica,  527  ; 
in  tape -worm,  444. 

Turpentine  pipes  in  bronchitis,  154. 

Tussis  convulsiva,  160.  See  Whooping-cough. 

Tylosis  of  the  tongue,  346. 

Typhlitis,  418 ; diagnosis  of,  420 ; prognosis  of,  421  ; 
treatment  of,  421. 

Typhoid,  bilious,  35.  See  also  Relapsing  Fever. 

Typhoid  fever.  1 ; abortive,  18  ; bacUli  of,  1 ; baths 
in,  22  : in  children,  19  ; contagiousness  of,  2 ; in  the 
corpulent,  19  ; diagnosis  of,  20  ; disinfection  in,  26  : 
disposition  to,  4 j in  drunkards,  19 1 immunity 
toward,  4 : influence  of  age  upon,  4 ; influence  of 
season  upon,  5 : in  old  people.  19  ; outcry  of  chil- 
dren in,  19  : peculiarities  in  the  course  of.  18  ; period 
of  incubation  of,  5 ; prodromal  symptoms  of,  6 ; 
prognosis  of,  20  ; prophylaxis  of,  26  ; recurrent 
fever-attack  in,  8 ; relapses  of,  19  ; relapses  of,  du- 
ration of,  19  ; relapses  of,  frequency  of,  20  ; sopor 
in  children  in,  19  ; temperature  curve  In,  6 ; treat- 
ment of,  20  : walking.  13, 

Typho-malarial  fever,  98. 

Typhus  abdominalis,  1 (see  Typhoid  Fever);  levissi- 
miis,  18. 

Typhus  exanthematicus,  28  (see  Typhus  Fever)  • le- 
vissimus,  31.  ’ 

Typjjus  fever,  28  ; contagiousness  of,  29  ; diagnosis 
of,  31  ; distinction  of,  from  typhoid  fever,  ,31  ■ epi- 
demic occurrence  of,  29 ; immunity  toward’  29  • 
period  of  incubation  of,  29  ; prodromal  symptoms 
of.  20  ; prognosis  of,  31  ; treatment  of.  .31 

Typhus  recurrens,  31.  See  Relapsing  Fever 

Tyrosine  crystals  iu  acute  yellow  atrophy  of  the  liver 
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Ulcers,  atheromatous,  332  ; in  laryngeal  tuberculosis, 
137  ; tubercular,  213  ; typhoid,  9. 

Ulnar  paralysis,  560  ; disturbance  of  function  in,  566; 
traumatic,  506. 

Umbilical  hsemorrhage  in  relation  to  haamopbilia,  964. 

Umbilical  vein,  inflammation  of,  in  the  new-born,  500. 

Unilateral  lesion  of  the  spinal  cord,  082. 

Upper  extremities,  thickening  and  deformity  of,  in 
rachitis,  023. 

Urteraia,  829  ; chronic,  831  ; in  contracted  kidney, 
801  ; duration  of,  833  ; in  gout,  988  ; origin  of,  830  ; 
in  scarlet  fever,  42  ; termination  of,  834  ; in  yellow 
fever,  102. 

Urates  in  gout,  988. 

Urea,  deposit  of,  on  the  skin  in  urEemia,  832  ; in  dia- 
betes insipidus,  983  ; in  diabetes  mellitus,  909. 

Ureter,  obstruction  of,  in  relation  to  hydronephrosis, 
890. 

Ureteritis,  881. 

Urethan  in  neurasthenia,  819. 

Urethra,  stricture  of,  in  h3’dronephrosis,  891. 

Urethral  crises  in  tabes,  644. 

Uric  acid,  in  chorea,  780  ; in  diabetes,  969  ; in  gout, 
988  ; in  relation  to  contracted  kidney,  858. 

Urinary  casts  in  renal  disease,  828. 

Urinary  passages,  parasites  of,  874. 

Urinary  tests,  Biittger's,  908  ; with  chloroform,  407  ; 
in  diabetes  mellitus,  968  ; Fehling's,  908  ; with  fer- 
ric chloride,  for  acetone,  970  ; Gmelin's,  467  ; heat, 
824  ; Moore’s,  908  ; with  thread  in  gout,  990  ; Trom- 
mer’s,  968. 

Urine,  in  acute  yellow  atrophy  of  the  liver,  487  ; 
amount  of,  in  diabetes  insipidus,  982  ; amount  of, 
in  diabetes  mellitus,  907  ; in  amyloid  kidney,  860  ; 
in  antemia,  934  ; in  cancer  of  the  stomach,  394  ; in 
cerebral  hsemorrhage,  729  ; in  chlorosis,  935 ; in 
chorea,  782 ; in  chyluria,  875  ; in  cirrhosis  of  the 
liver,  481  ; in  contracted  kidney,  858  ; in  cystitis, 
894  ; in  diabetes  insipidus,  982;  in  diabetes  mellitus, 
966  ; in  diphtheria,  70  ; in  epilepsy,  773  ; in  erysipe- 
las, 64  ; in  functional  diseases  of  the  spinal  cord, 
600  ; in  gastric  catarrh,  379  : in  genito-urinary  tu- 
berculosis, 889  ; in  gout,  980  : in  btemoglobineemia, 
954;  in  hydronephrosis,  893  ; in  injuries  of  the 
spinal  cord,  007  ; in  jaundice,  407 ; in  leukaemia, 
949  ; in  malaria,  94 ; in  meningeal  hsemorrhage, 
603 ; in  meningitis,  701,  705 ; in  m3'elitis,  621  ; in 
nephritis,  841,  852  ; in  osteomalacia,  972  ; in  passive 
congestion  of  the  kidney,  871  ; in  pernicious  anro- 
mia,  942  ; in  pneumonia,  197  ; in  pressure  paralysis 
of  the  spinal  cord,  613  ; in  pseudo-leuksemia,  952  ; 
in  pyelitis,  882 ; in  pylephlebitis,  501  ; in  rachitis, 
924  ; in  renal  diseases,  823  ; in  renal  tumors,  873  ; in 
scarlet  fever,  41  ; in  small-pox.  50  ; in  spinal  men- 
ingitis, 600  ; in  spinal  paral3'sis  of  children,  009  ; in 
tabes,  643  ; in  tetanus,  793  ; in  typhoid  fever,  17  ; in 
t3TJhus  fever,  30  ; in  ulcer  of  the  stomach,  387  ; in 
unilateral  lesion  of  the  spinal  cord,  684  ; in  whoop- 
ing-cough, 101  ; in  yellow  fever,  102. 

Urticaria  in  articular  rheumatism,  904;  in  erysipelas, 
64  ; in  exophthalmic  goitre,  .597  ; in  haemogloUiniE- 
mia,  954  ; in  jaundice,  465  : in  neuralgia,  51*  ; in 
pneumonia,  198  ; in  scarlet  fever,  41. 

Uterine  neuralgia,  528. 

Uva  ursa  in  nephritis,  848. 

Vaccination,  58. 

Vagus  paralysis  in  relation  to  tach3'cardia,  321. 


Valerian  in  diabetes  insipidus,  984  ; in  epilepsy,  778 ; 
in  hysteria,  813. 

Valvular  disease  of  the  heart,  280. 

Varicella,  00  ; period  of  incubation  of,  60  ; prognosis 
of,  01 ; treatment  of,  01. 

Variola,  52  (see  Small-pox)  ; hmmorrhagica  pustulo- 
sa,  57  ; vaccina,  58  ; vera,  53. 

Varioloid,  54.  See  Small-pox. 

Variolois  miliaris,  55  ; verrucosa,  55. 

Vaso-motor  disturbances,  587  ; in  bulbar  haemor- 
rhage, 692  ; in  cerebral  haemorrhage,  735  ; in  cere- 
bral hypermmia,  710;  in  cervico-brachial  neuralgia, 
625  ; in  epilepsy,  772  ; in  exophthalmic  goitre,  596  ; 
in  hemicrania,  592  ; in  hysteria,  804  ; in  intercostal 
neuralgia,  525  ; in  myelitis,  622  ; in  neuralgia,  517  ; 
in  neuritis,  583  ; in  occipital  neuralgia,  523  ; in  pa- 
ralysis, 539  ; in  progressive  bulbar  paralysis,  687  ; 
in  progressive  muscular  atrophy,  657;  in  sciatic 
paralysis,  509  ; in  spinal  neurasthenia.  006  ; symp- 
toms of,  687  ; in  trigeminal  neuralgia,  521. 

Vaso  motor  paral3'sis,  587  ; redness  of  the  skin  with 
heightened  temperature  in,  587;  in  unilateral  lesion 
of  the  spinal  cord,  684. 

Vaso-motor  spasm,  588 ; relation  of,  to  spontaneous 
S3'mmetrical  gangrene,  688  ; relation  of,  to  sclero  ■ 
derma,  688  ; S3-mptoms  of,  688. 

Veal,  diseased,  ns  a cause  of  t3’phoid  fever,  3. 
Vegetable  acids  in  scurvy,  960. 

Veins,  diastolic  collapse  of,  in  obliteration  of  the 
pericardial  cavity,  326. 

Venesection.  See  Blood-lettino. 

Venous  murmurs,  anajmic,  933,  935  ; in  leukmmia, 
949. 

Venous  pulse,  272. 

Venous  stasis,  299. 

Veratrine  in  pneumonia.  205. 

Vermiform  process  in  relation  to  intestinal  obstruc- 
tion, 433. 

Vertebral  column  in  arthritis  deformans,  914  ; in 
cerebro-spinal  meningitis,  105 ; in  osteomalacia, 
926  ; in  rachitis,  923. 

Vertigo  nb  aure  loesa,  769  ; a stomacho  Iteso,  379. 
Vertigo  in  anaemia,  932  ; in  bulbar  haemorrhage,  691  ; 
in  cerebellar  disease,  723  ; in  cerebellar  tumor, 
763  ; in  cerebral  abscess,  742  ; in  cerebral  haemor- 
rhage, 728  ; in  cerebral  tumor.  750  ; in  chlorosis, 
935  ; in  compression  of  the  medulla,  695  ; in  epilep- 
sy, 772 ; in  insolation,  746  ; in  leukaemia,  949 ; in 
MOniOre’s  disease,  769  ; in  multiple  sclerosis,  630  ; 
in  neurasthenia,  816  ; in  oculo-motor  paralysis,  556; 
in  pernicious  anaemia,  941 ; in  purulent  meningitis, 
700. 

Vesical.  See  Bladder. 

Vesicatory.  See  Blister. 

Villous  cancer  in  the  bladder,  897. 

Violin-player's  cramp,  679. 

Vision,  fleld  of,  in  hysteria,  801. 

Vocal  cords,  paralysis  of,  in  diphtheria,  70  ; in  hyste- 
ria, 803  ; in  mediastinal  tumor,  273  ; in  pericarditis, 
325. 

Vocal  fremitus  in  pleurisy,  260,  263 ; in  pneumonia, 
195  ; in  pneumothorax,  209. 

Volume,  increased,  of  the  lungs,  175. 

Vomiting  in  acute  yellow  atrophy  of  the  liver,  486  ; 
in  Addison’s  disease,  880  ; in  anmmia,  932  ; in  can- 
eer  of  the  stomach,  392  ; in  cerebellar  disease,  724  ; 
in  cerebral  abscess,  742  ; in  cerebral  anmmia,  709  ; 
in  cerebral  hroraorrhage,  730 ; in  cerebral  tumor. 
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750 ; Jn  cholera,  86  ; in  cholera  morbus,  411  ; in 
compiression  of  the  medulla,  095 ; in  dilatation  of 
the  sumach,  397  ; in  dysentery,  79  ; in  erysipelas, 
64  : in  exophthalmic  goitre,  597 ; in  gastric  catarrh, 
376  ; in  hsematoma  of  the  dura,  697  ; in  heemoglo- 
biniemla,  954  ; in  hemicrauia,  592 ; in  hepatic  colic, 
472 ; In  hepatitis,  447 ; in  intestinal  obstruction, 
435  ; in  MfiniSre's  disease,  769  ; in  meningitis,  104, 
701,  705  j in  miliary  tuberculosis,  239  ; morning,  of 
drunkards,  376  ; in  nephritis,  813,  854  ; in  nephro- 
lithiasis, 886  : in  nervous  affections  of  the  stomach, 
400  ; in  peritonitis,  454,  ,4.55  ; in  pleurisy,  257  ; in 
pneumonia,  197  ; in  phthisis,  227  ; in  pulmonary 
gangrene,  243  ; in  pylephlebitis,  501  ; in  scarlet 
fever,  37  ; in  small-pox,  58  ; in  tape-worm,  443  ; in 
thermic  fever,  747  ; in  typhlitis,  419 ; in  typhoid 
fever,  10,  11  ; in  typhus  fever,  29  ; in  ulcer  of  the 
stomach,  886  ; in  ursemia,  832  ; in  whooping-cough, 
161  ; in  yellow  fever,  102. 

Voracity  in  tape-worm,  443. 

Vox  choleraica,  85. 

Warmth,  feeling  of,  increased  in  paralysis  agitans, 
786. 

Water  cancer,  347. 

Water  cushions  in  myelitis,  627. 

Water-pipe  sound  in  open  pneumothorax,  270. 

Waxy  kidney,  864.  See  Amyloid. 

Weakened  heart,  312. 

Weeping  spasms,  .577  ; in  hysteria,  807. 

Wet-nurse,  milk  of,  415. 

Whip-worm,  449. 

Whooping-cough,  160;  catarrhal  stage  in,  160;  con-  I 


tagiousness  of,  160;  convulsive  stage  in,  160  ; diag- 
nosis of,  162  ; prognosis  of,  162  ; sequelae  of,  162  ; 
treatment  of,  162. 

Williams’s  tracheal  tone  in  pleuritic  effusion,  259. 

Wine  in  cholera  morbus,  412  ; in  typhoid  fever,  22. 

Word-deafness,  718  ; in  abscesses  of  the  temporal 
lobes,  743. 

Worm  abscess,  446. 

Worms,  intestinal,  440. 

Writer’s  cramp,  577  ; diagnosis  of,  578;  Nussbaum’s 
bracelet  for,  579  ; origin  of,  578  ; paralytic,  578  ; 
prognosis  of,  578  ; spastic,  578  ; symptoms  of,  678  ; 
treatment  of,  578  ; tremulous,  578. 

Xanthelasma  in  jaundice,  465. 

Xanthine  calculi  in  nephrolithiasis,  885. 

Yawning  in  paroxysmal  haemoglobinaemia,  954. 

Yawning  spasm,  577. 

Yellow  fever,  100  ; black  vomit  in,  102  ; causes  of, 
100  ; contagiousness  of,  101  ; diagnosis  of,  102  ; epi- 
demic character  of,  100  ; pathology  of,  101  ; prog- 
nosis of,  102 ; symptoms  and  cause  of,  101  ; treat- 
ment of,  102. 

Zinc,  oxide  of,  in  chorea,  783  ; in  epilepsy,  778 ; in 
facial  spasm,  573. 

Zinc  paralysis,  571. 

Zinc,  poisoning  from,  1005. 

Zinc,  sulphate  of,  in  angina  pectoris,  319  ; in  gastric 
cataiTh,  382. 

Zinc,  valerianate  of,  in  chorea,  783  ; in  hiccough,  577  ; 
in  spasm  of  the  cervical  muscles,  675  ; in  trigeminal 
spasm,  572. 
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Physician,  Skin  Depaftment,  University  College  Hospital. 

DISEASES  OF  THE  SKIN;  THEIR  DESCRIPTION, 
PATHOLOGY,  DIAGNOSIS,  AND  TREATMENT.  With  76  Ulus- 
trations,  8vo,  21s. 


EDGAR  M.  CROOKSHANK,  m.b.  lond.,  f.r.m.s. 

Professor  of  Comparative  Pathology  and  Bacteriology  in,  and  Fellow  of  King's  College 

London. 

I. 

HISTORY  AND  PATHOLOGY  OP  VACCINATION. 

Vol.  I.,  A Critical  Inquiry.  Vol.  II.,  Selected  Essays,  (Edited)  including 
works  by  Jenner,  Pearson,  Woodville,  Henry  Jenner,  Loy,  Rogers,  Birch, 
Bousquet,  Estlin,  Ceely,  Badcock,  Auzias-Turenne,  Dubreuilh  and 
Layet.  Two  volumes,  illustrated  with  22  coloured  plates,  including  re- 
productions of  the  plates  illustrating  Jenner’s  Inquiry,  of  selected  plates 
from  the  work  of  Ceely  and  others,  and  with  a reduced  facsimile  of  an 
engraving  of  Mr.  Jesty,  a facsimile  of  the  first  folio  of  the  manuscript  of 
Jenner’s  original  paper,  a facsimile  of  an  unpublished  letter  from  Jenner 
to  Mr.  Head,  Royal  8vo,  36s. 

II. 

MANUAL  OP  BACTERIOLOGY : Illustrated  with  Coloured 

Plates  from  original  drawings,  and  with  other  Illustrations  in  the  text. 
Third  Edition,  8vo,  21s.  \^Now  ready. 


J.  BRENDON  CURGENVEN,  m.r.c.s.,  l.s.a. 

Formerly  House  Surgeon  to  the  Royal  Free  Hospital ; Honorary  Secretary  of  the  Harveian 
Society,  the  Infant  Life  Protection  Society,  &c, 

THE  DISINFECTION  OP  SCARLET  FEVER  AND 

OTHER  DISEASES  BY  ANTISEPTIC  INUNCTION.  8vo,  is.  6d. 


RIDLEY  DALE,  m.d.,  l.r.c.p.  edin.,  m.r.c.s.  eng. 

EPITOME  OP  SURGERY,  being  a complete  compendium 

of  the  Science  and  Art  of  Surgery.  Large  8vo,  los.  fid. 


HERBERT  DAVIES,  m.d.,  f.r.c.p. 

Late  Consulting  Physician  to  the  London  Hospital. 

THE  MECHANISM  OP  THE  CIRCULATION  OP  THE 
BLOOD  THROUGH  ORGANICALLY  DISEASED  HEARTS. 
Edited  by  Arthur  Templer  Davies,  B.A.  (Nat.  Science  Honours), 
M.D.  Cantab.,  M.R.C.P. ; Physician  to  the  Royal  Hospital  for  Diseases 
of  the  Chest.  Crown  8vo,  3s.  fid. 


HENRY  DAVIS,  m.r.c.s. 

Teacher  and  Administrator  of  Anesthetics  at  St.  Mary's  Hospital,  and  Assistant  Anesthetist 
to  the  Dental  Hospital  of  London. 

GUIDE  TO  THE  ADMINISTRATION  OP  ANAESTHE- 

TICS. Second  edition,  fcap.  8vo,  2S.  fid.  [Alow  ready. 


J.  THOMPSON  DICKSON,  m.a.,  m.b.  cantab. 

Late  Lecturer  on  Mental  Diseases  at  Guy's  Hospital. 

THE  SCIENCE  AND  PRACTICE  OP  MEDICINE  IN 
RELATION  TO  MIND,  the  Pathology  of  the  Nerve  Centres,  and  the 
Jurisprudence  of  Insanity  being  a course  of  Lectures  delivered  at  Guy’s 
Hospital.  Illustrated  by  Chromo-lithographic  Drawings  and  Physiolo- 
gical Portraits.  8vo,  14s. 
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F.  A.  DIXEY,  M.A.,  D.M. 

Fellow  of  Wadham  College,  Oxford. 

EPIDEMIC  INFLUENZA;  A Study  in  Comparative 

Statistics.  With  Diagrams  and  Tables.  8vo,  7s.  6d.  [Aow  ready. 


HORACE  DOBELL,  m.d. 

Consulting  Physician  to  the  Royal  Hospital  Jor  Diseases  of  the  Chest,  &c. 

1. 

ON  DIET  AND  REGIMEN  IN  SICKNESS  AND 

Health  and  on  the  Interdependence  and  Prevention  of  Diseases  and  the 
Diminution  of  their  Fatality.  Seventh  Edition,  8vo,  5s.  nett. 

II. 

AFFECTIONS  OF  THE  HEART  AND  IN  ITS  NEIGH- 
BOURHOOD. Cases,  Aphorisms,  and  Commentaries.  Illustrated  by 
the  heliotype  process.  8vo,  6s  6d. 


JOHN  EAGLE. 

Member  of  the  Pharmaceutical  Society. 

A NOTE-BOOK  OF  SOLUBILITIES.  Arranged  chiefly 

for  the  use  of  Prescribers  and  Dispensers,  izmo,  2S.  6d. 


ARTHUR  W.  EDIS,  m.d.  lond.,  f.r.c.p. 

Senior  Physician  to  the  Chelsea  Hospital  for  Women;  Late  Obstetric  Physician  to  the 

Middlesex  Hospital. 

STERILITY  IN  WOMEN : including  its  Causation  and 

Treatment.  With  33  Illustrations,  demy  8vo,  6s.  [yust  published. 


DR.  FERBER. 

MODEL  DIAGRAM  OF  THE  ORGANS  IN  THE 

THORAX  AND  UPPER  PART  OF  THE  ABDOMEN.  With 
Letter-press  Description.  In  4to,  coloured,  5s. 


J.  MAGEE  FINNY,  m.d.  dubl. 

King’s  Professor  of  Practice  of  Medicine  in  School  of  Physic,  Ireland,  &c. 

NOTES  ON  THE  PHYSICAL  DIAGNOSIS  OF  LUNG 

DISEASES.  32mo,  is.  6d.  [Now  ready. 


AUSTIN  FLINT,  m.d.,  ll.d. 

Professor  of  Physiology  and  Physiological  Anatomy  in  the  Bellevue  Hospital  Medical 
College,  New  York  ; visiting  Physician  to  the  Bellevue  Hospital,  &c. 

A TEXT-BOOK  OF  HUMAN  PHYSIOLOGY.  Fourth 
edition.  Illustrated  by  plates,  and  316  wood  engravings,  large  8vo,  25s. 


J.  MILNER  FOTHERGILL,  m.d.,  m.r.c.p. 

Late  Physician  to  the  City  of  London  Hospital  for  Diseases  of  the  Chest,  Victoria  Park,  &c. 

1. 


A MANUAL  OP  DIETETICS.  Large  8vo,  los.  6d. 


II. 


INDIGESTION  AND  BILIOUSNESS. 
8vo,  7s.  6d. 


III. 


Second  Edition,  post 


GOUT  IN  ITS  PROTEAN  ASPECTS.  Post  8vo,  7s.  6d. 

IV. 

THE  TOWN  DWELLER:  His  Needs  and  His  Wants. 
With  an  Introduction  by  B.  W.  Richardson,  m.d.,  ll.d.,  f.r.s.  Post 
8vo,  3s.  6d. 
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FORTESCUE  FOX,  m.d.  lond. 

Fellow  of  the  Medical  Society  of  London. 

STRATHPEPFER  SPA:  Its  Climate  and  Waters.  With 
OBSERVATIONS  HISTORICAL,  MEDICAL,  AND  GENERAL 
DESCRIPTIVE  OF  THE  VICINITY.  Crown  8vo,  with  Map  and 
Illustrations,  2S.  Gd.,  nett. 


PROFESSOR  E.  FUCHS. 

Professor  of  Ophthalmology  in  the  University  of  Vienna. 

A TEXTBOOK  OP  OPHTHALMOLOGY, 

Translated  from  the  German  by  A.  Duane,  M.D.  In  one  large  octavo 
volume,  with  178  Illustrations,  21s.  [Now  ready. 


JOHN  HENRY  GARRETT,  m.d. 

Licentiate  in  Sanitary  Science  and  Diploinate  in  Public  Health,  Universities  of  Durham 

and  Cambridge,  Sfc. 

THE  ACTIOH  OP  WATER  OH  LEAD;  being  an  inquiry 
into  the  Cause  and  Mode  of  the  Action  and  its  Prevention.  Crown  8vo, 
4s.  6d. 


ALFRED  W.  GERRARD,  f.c.s. 

Examiner  to  the  Pharmaceutical  Society ; Teacher  of  Materia  Medica  and  Pharmacy 
at  University  College  Hospital. 

ELEMENTS  OP  MATERIA  MEDICA  AND  PHAR- 

MACY. Crown  8vo,  8s.  6d. 

NEW  OFFICIAL  REMEDIES,  B.P.,  1890.  Supplement 

to  the  above.  Crown  8vo,  is. 


HENEAGE  GIBBES,  m.d. 

Lecturer  on  Physiology  and  on  Normal  and  Morbid  Histology  in  the  Medical  School  Of 
Westminster  Hospital ; etc, 

PRACTICAL  HISTOLOGY  AND  PATHOLOGY.  Third 
Edition,  revised  and  enlarged,  crown  8vo,  6s. 


JAMES  F.  GOODHART,  m.d. 

Physician  to  Ouy's  Hospital,  and  Consulting  Physician  to  the  Evelina  Hospital  for 

Sick  Children. 

ON  COMMON  NEUROSES : or  the  Neurotic  Element  in 
Disease  and  its  Rational  Treatment.  The  Harveian  Lectures  for  1891. 
Crown  8vo,  2s.  6d.  [yust  published. 


C.  A.  GORDON,  M.D.,  c.B. 

Deputy  Inspector  General  of  Hospitals,  A rmy  Medical  Department. 

REMARKS  ON  ARMY  SURGEONS  AND  THEIR 

WORKS.  Demy  8vo,  53. 


JOHN  GORHAM,  m.r.c.s. 

TOOTH  EXTRACTION : a Manual  on  the  px’oper  mode 

of  extracting  Teeth.  Third  Edition,  fcap.  8vo,  is.  Gd.  [Now  ready. 


GEORGE  M.  GOULD,  b.a.,  m.d. 

Ophthalmic  Surgeon  to  the  Philadelphia  Hospital,  etc, 

A NEW  MEDICAL  DICTIONARY:  including  all  the 
words  and  phrases  used  in  Medicine,  with  their  proper  pronunciation 
and  definitions.  8vo,  12s.  Gd. 
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W.  R.  GOWERS,  M.D.,  F.R.C.P.,  M.R.C.S. 

Physician  to  University  College  Hospital.  &c. 

DIAGRAMS  FOR  THE  RECORD  OP  PHYSICAL  SIGNS. 
In  books  of  12  sets  of  figures,  is.  Ditto,  unbound,  is. 


J.  B.  GRESSWELL,  m.r.c.v.s. 

Provincial  Veterinary  Surgeon  to  the  Royal  Agricultural  Society. 

VETERINARY  PHARMACOLOGY  AND  THERAPEU-^ 
TICS.  With  an  Index  of  Diseases  and  Remedies.  Reap.  8vo,  5s. 


A.  HILL  GRIFFITH,  m.d. 

Surgeon,  Manchester  Royal  Eye  Hospital. 

THE  DIAGNOSIS  OF  INTRA-OCULAR  GROWTHS. 

8vo,  is.  6d. 


SAMUEL  D.  GROSS,  m.d.,  ll.d.,  d.c.l.  oxon. 

Professor  0/  Surgery  in  the  Jefferson  Medical  College  of  Philadelphia. 

A PRACTICAL  TREATISE  ON  THE  DISEASES,  IN- 
JURIES, AND  MALFORMATIONS  OF  THE  URINARY 
BLADDER,  THE  PROSTATE  GLAND,  AND  THE  URETHRA. 
Third  Edition,  revised  and  edited  by  S.  W.  GROSS,  A.M.,  M.D., 
Surgeon  to  the  Philadelphia  Hospital.  Illustrated  by  170  engravings, 
8vo,  i8s. 


SAMUEL  W.  GROSS,  a.m.,  m.d. 

Surgeon  to,  and  Lecturer  on  Clinical  Surgery  in,  the  Jefferson  Medical  College  Hospital 
and  the  Philadelphia  Hospital,  &c. 

A PRACTICAL  TREATISE  ON  TUMOURS  OP  THE 

MAMMARY  GLAND:  embracing  their  Histology,  Pathology  Dia- 
gnosis, and  Treatment.  With  Illustrations,  8vo,  los.  6d. 


PROF.  JOSEF  GRUBER. 

Professor  of  Otology  in  the  Imperial  Royal  University  of  Vienna,  etc. 

A TEXT-BOOK  OF  THE  DISEASES  OP  THE  EAR. 

Translated  from  the  second  German  edition  by  special  permission  of 
the  Author,  and  Edited  by  Edward  Law,  M.D.,  C.M.  Edin.,  M.R.C.S. 
Eng.,  Surgeon  to  the  London  Throat  Hospital  for  Diseases  of  the 
Throat,  Nose  and  Ear;  and  by  Coleman  Jewell,  M.B.  Lond.,  M.R.C.S. 
Eng.,  late  Physician  and  Pathologist  to  the  London  Throat  Hospital. 
With  150  Illustrations,  and  70  coloured  figures  on  2 lithographic  plates, 
royal  8vo,  24s.  [Jtist  Published. 


ALLAN  McLANE  HAMILTON,  m.d. 
THE  MODERN  TREATMENT  OP  HEADACHES. 
Square  i6mo,  2S.  6d. 


WILLIAM  A.  HAMMOND,  m.d. 

Professor  of  Mental  and  Nervous  Diseases  in  the  Medical  Department  of  the  University  of 
‘ ’ I J tifg  ciiy  of  jyiew  York,  &c. 


SPIRITUALISM  AND 
DITIONS  OF  NERVOUS 


ALLIED  CAUSES  AND  CON- 
DERANGEMENT.  With  Illustrations, 


post  8vo,  8s.  fid. 
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ALEXANDER  HARVEY,  m.d. 

Late  Emeritus  Professor  of  Materia  Medica  in  the  University  of  Aberdeen,  &c., 

AND 

ALEXANDER  DYCE  DAVIDSON,  m.d.,  f.r.s.  edin. 
Late  Regius  Professor  of  Materia  Medica  in  the  University  of  Aberdeen. 

SYLLABUS  OF  MATERIA  MEDICA  FOR  THE  USE 
OF  STUDENTS,  TEACHERS  AND  PRACTITIONERS.  Based 
on  the  relative  values  of  articles  and  preparations  in  the  British 
Pharmacopoeia.  Ninth  edition,  32mo,  is.  6d. 


K.  M.  HEANLEY. 

Matron  of  Boston  Cottage  Hospital. 

A MANUAL  OF  URINE  TESTING-.  CompUed  for  the 

use  of  Matrons,  Nurses,  and  Probationers.  Post  8vo,  is.  6d. 


W.  S.  HEDLEY,  m.d. 

THE  HYDRO-ELECTRIC  METHODS  IN  MEDICINE. 
With  Chapters  on  Current  from  the  Main,  Cure-Gymnastics,  &c.  With 
Illustrations,  8vo,  4s.  6d.  [Now  ready. 


C.  HIGGENS,  F.R.c.s. 

Ophthalmic  Surgeon  to  Guy’s  Hospital;  Lecturer  on  Ophthalmology  at  Guy’s  Hospital 

Medical  School, 

MANUAL  OF  OPHTHALMIC  PRACTICE. 

Crown  8vo,  illustrations,  6s.  [Lewis's  Practical  Series.] 


BERKELEY  HILL,  m.b.  lond.,  f.r.c.s. 

Professor  of  Clinical  Surgery  in  University  College;  Surgeon  to  University  College 
Hospital  and  to  the  Lock  Hospital. 

THE  ESSENTIALS  OF  BANDAGING.  With  directions 
for  Managing  Fractures  and  Dislocations;  for  administering  Ether  and 
Chloroform;  and  for  using  other  Surgical  Apparatus;  with  a Chapter 
on  Surgical  Landmarks.  Sixth  Edition,  revised  and  enlarged.  Illustrated 
by  144  Wood  Engravings,  crown  8vo,  5s. 


BERKELEY  H ILL,  m.b.  lond.,  f.r.c.s. 

Professor  of  Clinical  Surgery  in  University  College ; Surgeon  to  University  College 
Hospital  and  to  the  Lock  Hospital. 

AND 

ARTHUR  COOPER,  l.r.c.p.,  m.r.c.s. 

Surgeon  to  the  Westminster  General  Dispensary. 

I 

SYPHILIS  AND  LOCAL  CONTAGIOUS  DISORDERS. 

Second  edition,  entirely  re-written,  royal  8vo,  i8s. 

II. 

THE  STUDENT’S  MANUAL  OP  VENEREAL  DIS- 
EASES. Being  a Concise  Description  of  those  Affections  and  of  their 
Treatment.  Fourth  edition,  post  8vo,  2s.  6d. 
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PROCTER  S.  HUTCHINSON,  m.r.c.s. 

Assistant  Surgeon  to  the  Hospital  for  Diseases  of  the  Throat. 

A MANUAL  OP  DISEASES  OP  THE  NOSE  AND 
THROAT ; including  the  Nose,  Naso-pharynx,  Pharynx,  and  Larynx. 
With  Illustrations,  crown  8vo,  3s.  6d.  \Now  ready. 


C.  R.  ILLINGWORTH,  m.d.  ed.,  m.r.c.s. 

THE  ABORTIVE  TREATMENT  OP  SPECIPIC  PE- 
BRILE  DISORDERS  BY  THE  BINIODIDE  OF  MERCURY. 
Crown  8vo,  3s.  6d. 


SIR  W.  JENNER,  Bart.,  m.d. 

Physician  in  Ordinary  to  H.M.  the  Queen,  and  to  H.R.H.  the  Prince  of  Wales. 

THE  PRACTICAL  MEDICINE  OP  TO-DAY:  Two 

Addresses  delivered  before  the  British  Medical  Association,  and  the 
Epidemiological  Society,  (i86gl.  Small  8vo,  is.  6d. 


GEORGE  LINDSAY  JOHNSON,  m.a.,  m.b.,  b.c.  cantab. 

Clinical  Assistant,  late  House  Surgeon  and  Chloroformist,  Royal  Westminster  Ophthalmic 

Hospital,  &c. 

A NEW  METHOD  OP  TREATING  CHRONIC  GLAU- 
COMA, based  on  Recent  Researches  into  its  Pathology.  With  Illus- 
trations and  coloured  frontispiece,  demy  8vo,  3s.  6d. 


JOHN  M KEATING, 

Fellow  oj  the  College  of  Physicians,  Philadelphia,  &c. 
AND 


HENRY  HAMILTON. 
POCKET  MEDICAL  LEXICON. 

32mo,  3s.  nett. 


NORMAN  KERR,  m.d.,  f.l.s. 

President  of  the  Society  for  the  Study  of  Inebriety  ; Consulting  Physician,  Dalrymple  H ome 

for  Inebriates,  etc. 

INEBRIETY ; its  Etiology,  Pathology,  Treatment,  and 

Jurisprudence.  Second  edition,  crown  8vo,  12s.  6d. 


NORMAN  W.  KINGSLEY,  m.d.s.,  d.d.s. 

President  of  the  Board  of  Censors  of  the  State  of  New  York;  Member  of  the  American 
A cademy  of  Dental  Science,  &c. 

A TREATISE  ON  ORAL  DEPORMITIES  AS  A 
BRANCH  OF  MECHANICAL  SURGERY.  With  over  350  Illus- 
trations, 8vo,  i6s. 


F.  CHARLES  LARKIN,  f.r.c.s.  eng. 

Surgeon  to  the  Stanley  Hospital;  late  Assistant  Lecturer  in  Physiology  in  University 

College,  Liverpool, 

AND 

RANDLE  LEIGH,  m.b.,  b.sc.  lond. 

Senior  Demonstrator  of  Physiology  in  University  College,  Liverpool. 

OUTLINES  OP  PRACTICAL  PHYSIOLOGICAL  CHEM- 
ISTRY. Second  edition,  with  Illustrations,  crown  8vo,  paper  2s.  6d. 
nett,  or  cloth  3s.  nett.  {Now  ready. 
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J.  WICKHAM  LEGG,  f.r.c.p. 

Late  Assistant  Physician  to  Saint  Bartholomew’s  Hospital,  and  Lecturer  on  Pathological 
Anatomy  in  the  Medical  School. 

ON  THE  BILE,  JAUNDICE*, ’ AND  BILIOUS  DISEASES. 

With  Illustrations  in  chromo-lithography,  719  pages,  roy.  8vo,  25s. 

A GUIDE  TO  THE  EXAMINATION  OP  THE  UBINE ; 

intended  chiefly  for  Clinical  Clerks  and  Students.  Sixth  Edition,  revised 
and  enlarged,  with  Illustrations,  fcap.  8vo,  2S.  6d. 


ARTHUR  H.  N.  LEWERS,  m.d.  lond.,  m.r.c.p.  lond. 

Obstetric  Physician  to  the  London  Hospital;  Examiner  in  Midwifery  and  Diseases 
of  Women  to  the  Society  of  Apothecaries  of  London,  &c. 

A PRACTICAL  TEXTBOOK  OP  THE  DISEASES  OP 

WOMEN.  Third  edition.  Illustrations,  crown  8vo,  los.  6d.  [Now  ready. 

[Lewis’s  Practical  Series.] 


LEWIS’S  POCKET  CASE  BOOK  POR  PRACTITIONERS 

AND  STUDENTS.  Designed  by  A.  T.  BRAND,  M.D.  Roan,  with 
pencil,  3 s.  6d.  nett. 


LEWIS’S  POCKET  MEDICAL  VOCABULARY. 

Second  Edition,  thoroughly  revised,  32mo,  roan,  3s.  6d. 


T.  R.  LEWIS,  M.B.,  F.R.S.  ELECT,  ETC. 

Late  Fellow  of  the  Calcutta  University,  Surgeon-Major  Army  Medical  Sta^,  &c. 

PHYSIOLOGICAL  AND  PATHOLOGICAL  RESEAR- 
CHES. Arranged  and  edited  by  Sir  Wm.  Aitken,  M.D.,  F.R.S., 
G.  E.  Dobson,  M.B.,  F.R.S.,  and  A.  E.  Brown,  B.Sc.  Crown  410, 
portrait,  5 maps,  43  plates  including  15  chromo-lithographs,  and  67 
wood  engravings,  30s.  nett. 

*,*  A few  copies  only  of  this  work  remain  for  sale. 


C.  B.  LOCKWOOD,  f.r.c.s. 

Hunterian  Professor,  Royal  College  of  Surgeons  of  England ; Surgeon  to  the  Great  Northern 
Hospital;  Senior  Demonstrator  of  Anatomy  and  Operative  Surgery  in 
St.  Bartholomew's  Hospital. 

HUNTERIAN  LECTURES  ON  THE  MORBID  ANA- 
TOMY, PATHOLOGY  AND  TREATMENT  OF  HERNIA.  Demy 
8vo,  36  illustrations,  5s. 


J.  S.  LOMBARD,  m.d. 

Formerly  Assistant  Professor  of  Physiology  in  Harvard  College. 

I. 

EXPERIMENTAL  RESEARCHES  ON  THE  REGIONAL- 
TEMPERATURE  OF  THE  HEAD,  under  Conditions  of  Rest,  In- 
tellectual Activity,  and  Emotion.  With  Illustrations,  8vo,  8s. 

II. 

ON  THE  NORMAL  TEMPERATURE  OP  THE  HEAD. 

8vo,  58. 
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WILLIAM  THOMPSON  LUSK,  a.m.,  m.d. 

Projcssor  of  Obstetrics  and  Diseases  of  Women  in  the  Bellevue  Hospital  Medical  College^  &c, 

THE  SCIENCE  AND  ART  OP  MIDWIFERY. 

Fourth  Edition,  with  numerous  Illustrations,  8vo,  i8s. 


A.  W.  MACFARLANK,  m.d.,  f.r.c.p.  edin. 

Examiner  in  Medical  Jurisprudence  in  the  University  of  Glasgow ; Honorary  Consulting 
Physician  {late  Physician)  Kilmarnock  htjirmary. 

INSOMNIA  AND  ITS  THERAPEUTICS. 

Medium  8vo,  12s.  6d. 


SURGEON-MAJOR  C.  J.  MeNALLY,  m.d.,  d.p.h.  cams. 

Fellow  of  the  Madras  University  ; Professor  of  Chemistry,  Madras  Medical  College. 

THE  ELEMENTS  OP  SANITARY  SCIENCE. 

Plates,  Demy  8vo,  8s.  6d. 


RAWDON  MACNAMARA. 

Professor  of  Materia  Medica,  Royal  College  of  Surgeons,  Ireland;  Senior  Surgeon  to  the 
Westmoreland  {Lock)  Government  Hospital ; Surgeon  to  the  Meath  Hospital,  &c. 

AN  INTRODUCTION  TO  THE  STUDY  OP  THE 

BRITISH  PHARMACOPCEIA.  Demy  32mo,  is.  6d.  [Just  published. 


JOHN  MACPHERSON,  m.d. 

Inspector-General  of  Hospitals  H.M.  Bengal  Army  {Retired), 

Author  of  "Cholera  in  its  Home,"  &c. 

ANNALS  OP  CHOLERA  PROM  THE  EARLIEST 

PERIODS  TO  THE  YEAR  1817.  With  a map.  Demy  8vo,  7s.  6d. 


A.  COWLEY  MALLEY,  b.a.,  m.b.,  b.ch.  t.c.d. 

PHOTO-MICROGRAPHY ; including  a description  of 
the  Wet  Collodion  and  Gelatino-Bromide  Processes,  together  with  the 
best  methods  of  Mounting  and  Preparing  Microscopic  Objects  for  Photo- 
Micrography.  Second  Edition,  with  Photographs  and  Illustrations, 
crown  8vo,  7s.  6d. 


PATRICK  MANSON,  m.d.,  c.m. 

THE  FILARIA  SANGUINIS  HOMINIS ; AND  CER- 
TAIN NEW  FORMS  OF  PARASITIC  DISEASE  IN  INDIA, 
CHINA,  AND  WARM  COUNTRIES.  Illustrated  with  Plates  and 
Charts.  8vo,  los.  6d. 


JEFFERY  A.  MARSTON,  m.d.,  c.b.,  f.r.c.s.,  m.r.c.p.  lond. 

Surgeon  General  Medical  Staff  {Retired). 

NOTES  ON  TYPHOID  FEVER:  Tropical  Life  and  its 

SequeliB.  Crown  8vo,  3s.  6d.  {Now  ready 
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PROFESSOR  MARTIN. 

MARTITT’S  ATLAS  OF  OBSTETRICS  AND  GYN^^Cp- 
LOGY.  Edited  by  A.  Martin,  Docent  in  the  University  of  Berlin. 
Translated  and  edited  with  additions  by  Fancourt  Barnes,  M.D., 
M.R.C  P,,  Physician  to  the  Chelsea  Hospital  for  Women  ; Obstetric 
Physician  to  the  Great  Northern  Hospital ; and  to  the  Royal 
Maternity  Charity  of  London,  &c.  Medium  4to,  Morocco  half  bound, 
31s.  6d.  nett. 


EDWARD  MARTIN,  a.m.,  m.d. 

MINOR  SURGERY  AND  BANDAGING  WITH  AN 

APPENDIX  ON  VENEREAL  DISEASES.  Crown  8vo,  82  Illus- 
trations, 4s. 


WILLIAM  MARTINDALE,  f.c.s. 

Late  Examiner  of  the  Pharmaceutical  Society,  and  late  Teacher  of  Pharmacy  and  Demon- 
strator of  Materia  Medica  at  University  College, 

AND 

W.  WYNN  WESTCOTT,  m.b.  lond. 

Deputy  Coroner  for  Central  Middlesex, 

THE  EXTRA  PHARMACOPCEIA  with  the  additions  in- 
troduced into  the  British  Pharmacopoeia,  1885  and  1890,  with  Medical 
References,  and  a Therapeutic  Index  of  Diseases  and  Symptoms.  Seventh 
Edition,  limp  roan,  med.  24mo,  ys.  6d.  [Now  ready. 


WILLIAM  MARTINDALE,  f.c.s. 

Late  Examiner  of  the  Pharmaceutical  Society,  &c, 

COCA,  AND  COCAINE.  Their  History,  Medical  and 
Economic  Uses,  and  Medicinal  Preparations.  Second  edition,  coloured 
plate,  leap.  8vo,  2s. 


MATERIA  MEDICA  LABELS. 

Adapted  for  Public  and  Private  Collections.  Compiled  from  the  British 
Pharmacopoeia  of  1885,  with  the  additions  of  i8go.  The  Labels  are  ar- 
ranged in  Two  Divisions: — 

Division  I. — Comprises,  with  few  exceptions.  Substances  of  Organ- 
ized Structure,  obtained  from  the  Vegetable  and  Animal  King- 
doms. 

Division  II. — Comprises  Chemical  Materia  Medica,  including  Alco- 
hols, Alkaloids,  Sugars,  and  Neutral  Bodies. 

On  plain  paper,  los.  6d.  nett.  On  gummed  paper,  12s.  6d.  nett. 

The  24  additional  Labels  of  i8go  only,  is.  nett. 

Specimens  of  the  Labels,  of  which  there  are  over  470,  will  be  sent  on  application. 


S.  E.  MAUNSELL,  l.r.c.s.i. 

Surgeon-Major,  Medical  Staff, 

NOTES  OP  MEDICAL  EXPERIENCES  IN  INDIA 
PRINCIPALLY  WITH  REFERENCE  TO  DISEASES  OF  THE 
EYE.  With  Map,  post  8vo,  3s.  6d. 
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Wrn.  JULIUS  MICKLE,  m.d.,  f.r.c.p.  lond. 

Medical  Superintendent,  Grove  Hall  Asylum,  London,  Src. 

GENERAL  PARALYSIS  OP  THE  INSANE. 

Second  Edition,  enlarged  and  rewritten,  8vo,  14s. 


ANGEL  MONEY,  m.d.  lond.,  f.r.c.p. 

Late  Assistant  Physician  to  University  College  Hospital,  and  to  the  Hospital  for  Sick 
Children  Great  Ormond  Street. 

1. 

TREATMENT  OP  DISEASE  IN  CHILDREN  : EM- 
BODYING THE  OUTLINES  OF  DIAGNOSIS  AND  THE 
CHIEF  PATHOLOGICAL  DIFFERENCES  BETWEEN  CHILD- 
REN AND  ADULTS.  Second  edition,  crown  8vo,  los.  6d. 

[Lewis’s  Practical  Series.] 

II. 

THE  STUDENT’S  TEXTBOOK  OP  THE  PRACTICE 

OF  MEDICINE.  Fcap.  8vo,  6s.  6d. 


A.  STANFORD  MORTON,  m.b.,  f.r.c.s.  eng. 

Surgeon  to  the  Royal  South  London  Ophthalmic  Hospital. 

REPRACTION  OP  THE  EYE : Its  Diagnosis,  and  the 
Correction  of  its  Errors.  Fourth  Edition,  with  Illustrations,  small  8vo, 
3s.  6d.  [Now  ready. 


C.  W.  MANSELL  MOULLIN,  m.a.,  m.d.  oxon.,  f.r.c.s.  eng. 

Assistant  Surgeon  and  Senior  Demonstrator  of  Anatomy  at  the  London  Hospital;  formerly 
Radcliffe  Travelling  Fellow  and  Fellow  of  Pembroke  College,  Oxford. 

SPRAINS;  THEIR  CONSEQUENCES  AND  TREAT- 

MENT. Crown  8vo,  5s. 


PAUL  F.  MUNDE,  m.d. 

Professor  of  Gynecology  at  the  New  York  Polyclinic ; President  of  the  New  York  Obstetrical 
Society  and  Vice-President  of  the  British  Gynecological  Society,  &c. 

THE  MANAGEMENT  OP  PREGNANCY,  PARTURI- 
TION, AND  THE  PUERPERAL  STATE.  Second  edition,  square 
8vo,  3s.  6d. 


WILLIAM  MURRAY,  m.d.,  f.r.c.p.  lond. 

Consulting  Physician  to  the  Children's  Hospital,  N ewcastle-on-Tyne,  &c. 

ILLUSTRATIONS  OP  THE  INDUCTIVE  METHOD  IN 

MEDICINE.  Crown  8vo,  3s.  6d.  ready. 


WILLIAM  MURRELL,  m.d.,  f.r.c.p. 

Lecturer  on  Pharmacology  and  Therapeutics  at  Westminster  Hospital ; late  Examiner  in 
Materia  Medica  to  the  Royal  College  of  Physicians  of  London,  etc. 

I. 

MASSOTHERAPEUTICS,  OR  MASSAGE  AS  A MODI 
OF  TREATMENT.  Fifth  edition,  with  Illustrations,  crown  8vo 
4s.  6d. 

II. 

WHAT  TO  DO  IN  CASES  OP  POISONING. 

Seventh  edition,  royal  32mo.  [In  preparation. 

III. 

CHRONIC  BRONCHITIS  AND  ITS  TREATMENT. 
Crown  8vo,  3s.  6d. 
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DR.  FELIX  von  NIEMEYER. 

Late  Professor  of  Pathology  and  Therapeutics  ; Director  of  the  Medical  Clinic  of  the 
University  of  Tubingen. 

A TEXT-BOOK  OF  PRACTICAL  MEDICINE,  WITH 

PARTICULAR  REFERENCE  TO  PHYSIOLOGY  AND  PATHO- 
LOGICAL ANATOMY.  Translated  from  the  Eighth  German  Edi- 
tion by  special  permission  of  the  Author,  by  George  H.  Humpherv, 
M.D.,  and  Charles  E.  Hackley,  M.D.  Revised  edition,  2 vols. 
large  8vo,  36s. 


GEORGE  OLIVER,  m.d.,  f.r.c.p. 

1. 

THE  HARROGATE  WATERS  : Data  Chemical  and  Therapeu- 
tical, with  notes  on  the  Climate  of  Harrogate.  Addressed  to  the 
Medical  Profession.  Crown  8vo,  with  Map  of  the  Wells,  3s.  6d. 

ON  BEDSIDE  URINE  TESTING:  a Clinical  Guide  to  the 
Observation  of  Urine  in  the  course  of  Work.  Fourth  Edition,  fcap. 
8vo,  3s.  6d. 


SAMUEL  OSBORN,  f.r.c.s. 

Surgeon  to  the  Hospital  for  Women,  Soho  Square ; Surgeon  to  the  Royal  N aval  Artillery 

Volunteers. 

AMBULANCE  LECTURES’:  FIRST  AID.  Second  edition, 
with  Illustrations,  fcap.  8vo,  is.  6d. 

AMBULANCE  LECTURES^’  HOME  NURSING  AND 

HYGIENE.  Second  edition,  with  Illustrations,  fcap.  8vo,  2S. 

[fust  published. 


WILLIAM  OSLER,  m.d.,  f.r.c.p.  lond. 

Professor  of  Clinical  Medicine  in  the  University  of  Pennsylvania,  S’C. 

THE  CEREBRAL  PALSIES  OP  CHILDREN.  A CUnical 
Study  from  the  Infirmary  for  Nervous  Diseases,  Philadelphia.  Demy 
8vo,  5s. 


KURRE  W.  OSTROM. 

Instructor  in  Massage  and  Swedish  Movements  in  the  Philadelphia  Polyclinic  and  College 
for  Graduates  in  Medicine. 


MASSAGE  AND  THE  ORIGINAL  SWEDISH  MOVE- 
MENTS ; their  application  to  various  diseases  of  the  body.  Second 
edition,  with  Illustrations,  i2mo,  3s.  fid.  nett.  [Now  ready. 


ROBERT  W.  PARKER. 

Senior  Surgeon  to  the  East  London  Hospital  for  Children  i Surgeon  to  the  German 

Hospital. 

DIPHTHERIA:  ITS  NATURE  AND  TREATMENT, 

WITH  SPECIAL  REFERENCE  TO  THE  OPERATION,  AFTER- 
TREATMENT  AND  COMPLICATIONS  OF  TRACHEOTOMY. 
Third  Edition,  with  Illustrations,  8vo,  fis.  [Now  ready. 

CONGENITAL  CLUB-FOOT;  ITS  NATURE  AND 
TREATMENT.  With  special  reference  to  the  subcutaneous  division 
of  Tarsal  Ligaments.  8vo,  7s.  fid. 
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LOUIS  C.  PARKES,  m.d.,  d.p.h.  lond.  univ. 

Fellow  of  the  SuHitary  Institute^  and  Member  of  the  Board  of  Examiners  ; Lecturer  on 
Public  Health  at  St.  George's  Hospital  Medical  School. 

HYGIENE  AND  PUBLIC  HEALTH.  Third  edition,  with 
numerous  Illustrations,  crown  8vo,  los.  6d.  {fust  Published. 

[Lewis’s  Practical  Series.] 


JOHN  S.  PARRY,  m.d. 

Obstetrician  to  the  Philadelphia  Hospital,  Vice-President  of  the  Obstetrical  and  Pathologi- 
cal Societies  oj  Philadelphia,  &c. 

EXTRA-UTERINE  PREGNANCY  ; Its  Causes,  Species, 
Pathological  Anatomy,  Clinical  History,  Diagnosis,  Prognosis  and 
Treatment.  8vo,  8s. 


THEOPHILUS  PARVIN,  m.d. 

Professor  of  Obstetrics  and  Diseases  of  Women  and  Children  at  the  Jefferson  Medical  School. 

LECTURES  ON  OBSTETRIC  NURSING,  Delivered  at 
the  Training  School  for  Nurses  of  the  Philadelphia  Hospital.  Post  8vo, 
2s.  6d. 


E.  RANDOLPH  PEASLEE,  m.d.,  ll.d. 

Late  Professor  of  Gyncecology  in  the  Medical  Department  of  Dartmouth  College;  Presiden. 
of  New  York  Academy  of  Medicine,  &c.,  &c, 

OVARIAN  TUMOURS  : Their  Pathology,  Diagnosis,  and 

Treatment,  especially  by  Ovariotomy.  Illustrations,  roy.  8vo,  i6s. 


HENRY  G.  PIFFARD,  a.m.,  m.d. 

Clinical  Professor  of  Dermatology,  University  of  the  City  of  New  York  ; Surgeon  in 
Charge  of  the  New  York  Dispensary  for  Diseases  of  the  Skin,  &-c. 

A PRACTICAL  TREATISE  ON  DISEASES  OP  THE 
SKIN.  With  50  full  page  Original  Plates  and  33  Illustrations  in  the 
Text,  4to,  £z  12s.  6d.  nett.  ' [y«ii  published. 


G.  V.  POORE,  M.D.,  F.R.C.P. 

Professor  of  Medical  Jurisprudence,  University  College;  Assistant  Physician  to,  and  Physi- 
cian in  charge  of  the  Throat  Department  of.  University  College  Hospital. 

LECTURES  ON  THE  PHYSICAL  EXAMINATION  OP 
THE  MOUTH  AND  THROAT.  With  an  Appendix  of  Cases.  8vo, 
3s.  6d. 


R.  DOUGLAS  POWELL,  m.d.,  f.r.c.p.,  m.r.c.s. 

Physician  Extra-ordinary  to  H.M.  the  Queen;  Physician  to  the  Middlesex  Hospital  and 
Physician  to  the  Hospital  for  Consumption  and  Diseases  of  the  Chest  at  Brompton. 


DISEASES  OP  THE  LUNGS  AND  PLEURA,  INCLUD- 
ING CONSUMPTION.  Third  edition,  entirely  rewritten  and  en- 
larged. With  coloured  plates  and  wood  engravings,  8vo,  i6s. 

n. 

TABLE  or  PHYSICAL  EXAMINATION  OP  THE  LUNGS— with 
Note  on  International  Nomenclature  of  Physical  Signs  (reprinted  from 
above).  On  one  sheet,  6d. 
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URBAN  PRITCHARD,  m.d.  edin.,  f.r.c.s.  eng. 

Professor  of  Aural  Surgery  at  King’s  College,  London ; Aural  Surgeon  to  King's  College 
Hospital;  Senior  Surgeon  to  the  Royal  Ear  Hospital. 

HANDBOOK  OF  DISEASES  OF  THE  EAR  FOR  THE 
USE  OF  STUDENTS  AND  PRACTITIONERS.  Second  edition, 
With  Illustrations,  crown  8vo,  5s.  [Lewis’s  Practical  Series.] 


CHARLBS  W.  PURDY,  m.d.  (queen’s  univ.) 

Professor  of  Genito-Urinary  and  Renal  Diseaies  in  the  Chicago  Polyclinic^  &c.^&c. 

BRIGHT’S  DISEASE  AND  THE  ALLIED  AFFECTIONS 

OF  THE  KIDNEYS.  With  Illustrations,  large  8vo,  8s.  6d. 


DR.  THEODOR  PUSCHMANN. 

Public  Professor  in  Ordinary  at  the  University  of  Vienna. 

A HISTORY  OF  MEDICAL  EDUCATION  FROM  THE 

MOST  REMOTE  TO  THE  MOST  RECENT  TIMES.  Trans- 
lated and  edited  by  Evan  H.  Hare,  M.A.  Oxon.,  F.R.C.S.  Eng., 
L.S.A.  Demy  8vo,  21s.  [Now  ready. 


CHARLES  HENRY  RALFE,  m.a.,  m.d.  cantab.,  f.r.c.p.  lond. 

Assistant  Physician  to  the  London  Hospital;  Examiner  in  Medicine  to  the  University  of 

Durham,  &c.,  &c 

A PRACTICAL  TREATISE  ON  DISEASES  OF  THE 
KIDNEYS  AND  URINARY  DERANGEMENTS.  With  Illustra- 
tions, crown  8vo,  los.  6d.  [Lewis’s  Practical  Series.) 


FRANCIS  H.  RANKIN,  m.d. 

President  of  the  New  York  Medical  Society. 

HYGIENE  OF  CHILDHOOD.  Suggestions  for  the  care 
of  Children  after  the  Period  of  Infancy  to  the  completion  of  Puberty. 
Crown  8vo,  3s. 


AMBROSE  L.  RANNEY,  a.m.,  m.d. 

Professor  of  the  Anatomy  and  Physiology  of  the  Nervous  System  in  the  New  York  Post- 
Graduate  Medical  School  and  Hospital,  &c. 

THE  A.PPLIED  ANATOMY  OP  THE  NERVOUS  SYS- 

TEM. Second  edition,  238  Illustrations,  large  8vo,  21s. 


H.  A.  REEVES,  f.r.c.s.  edin. 

Senior  Assistant  Surgeon  and  Teacher  of  Practical  Surgery  at  the  London  Hospital  • 
Surgeon  to  the  Royal  Orthopiedic  Hospital.  ’ 

BODILY  DEFORMITIES  AND  THEIR  TREATMENT- 
A HANDBOOK  OF  PRACTICAL  ORTHOPAEDICS.  Illustrations', 
crown  8vo,  8s.  6d.  [Lewis’s  Practical  Series.] 
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RALPH  RICHARDSON,  m.a.,  m.d. 

Fellow  of  the  College  of  Physicians,  Edinburgh, 

ON  THE  NATURE  OF  LIFE : An  Introductory  Chap- 
ter to  Pathology.  Second  edition,  revised  and  enlarged.  Fcap.  410, 
los.  6d. 


W.  RICHARDSON,  m.a.,  m.d.,  m.r.c.p. 

REMARKS  ON  DIABETES,  ESPECIALLY  IN  REFER- 

ENCE TO  TREATMENT.  Demy  8vo,  4s.  6d. 


SAMUEL  RIDEAL^  d.sc.  (lond.),  f.i.c.,  f.c.s.,  f.g.s. 

Fellow  of  Uinverstty  College,  London. 

PRACTICAL  ORGANIC  CHEMISTRY;  The  Detection 
and  Properties  of  some  of  the  more  important  Organic  Compounds. 
i2mo,  2s.  6d. 

PRACTICAL  CHEMISTRY  FOR  MEDICAL  STUDENTS, 
required  at  the  First  Examination  of  the  Conjoint  Examining  Board  in 
England.  Foolscap  8vo,  2s.  ptiblished. 


J.  JAMES  RIDGE,  m.d. 

Medical  Officer  of  Health,  Enfield. 

ALCOHOL  AND  PUBLIC  HEALTH. 

Crown  8vo,  2s.  ready. 


E.  A.  RIDSDALE. 

Associate  of  the  Royal  School  of  Mines, 

COSMIC  EVOLUTION  ; being  Speculations  on  the  Origin 

of  our  Environment.  Fcap.  8vo,  3s. 


SYDNEY  RINGER,  m.d.,  f.r.s. 

Protestor  of  the  Principles  and  Practice  of  Medicine  in  University  College;  Physician  to, 
and  Professor  of  Clinical  Medicine  in.  University  College  Hospital. 


I. 

A HANDBOOK  OP  THERAPEUTICS.  Twelfth  Edition, 

thoroughly  revised,  8vo,  15  s. 


II. 


ON  THE  TEMPERATURE  OP  THE 
A MEANS  OF  DIAGNOSIS  AND  PROGNOSIS 
Second  edition,  small  8vo,  2s.  6d. 


BODY  AS 
IN  PHTHISIS. 
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FREDERICK  T.  ROBERTS,  m.d.,  b.sc.,  f.r.c.p. 

Examiner  in  Medicine  at  the  University  of  London  and  for  the  Conjoint  Board  ; Professor 
of  Materia  Medica  and  Therapeuhcs  and  of  Clinical  Medicine  in  University 
College;  Physician  to  University  College  Hospital ; Physician  to 
[Brompton  Consumption  Hospital,  &c. 


I. 

A HANDBOOK  OF  THE  THEORY  AND  PRACTICE 
OF  MEDICINE.  Eighth  edition,  with  Illustrations,  in  one  volume, 
large  8vo,  21s.  {.fust  published. 

II. 

THE  OFFICINAL  MATERIA  MEDICA. 

Second  edition,  entirely  rewritten  in  accordance  with  the  latest  British 
Pharmacopoeia,  fcap.  8vo,  7s.  6d. 

III. 

NOTES  ON  THE  ADDITIONS  MADE  TO  THE  BRITISH 

PHARMACOPOEIA,  i8go.  Fcap.  8vo,  is.  [Now  ready. 


R.  LAWTON  ROBERTS,  m.d.  lond.,  d.p.h.  cams.,  m.r.c.s.  eng. 
Honorary  Life  Member  of,  and  Lecturer  and  Examiner  to,  the  St.  John  Ambulance 

Association. 

I. 

ILLUSTRATED  LECTURES  ON  AMBULANCE  WORK, 

Fourth  edition,  copiously  Illustrated,  crown  8vo,  2S.  6d.  [Now  ready 

II. 

ILLUSTRATED  LECTURES  ON  NURSING  AND  HY- 

GIENE. Second  edition,  with  Illustrations,  crown  8vo,  2s.  6d. 

[Now  ready. 


D.  B.  ST.  JOHN  ROOSA,  m.d. 

Professor  of  Diseases  of  the  Eye  and  Ear  in  the  New  York  Post-Graduate  Medical  School; 
Consulting  Surgeon  to  the  Brooklyn  Eye  and  Ear  Hospital,  &c. 

A PRACTICAL  TREATISE  ON  THE  DISEASES  OF 
THE  EAR:  Including  a Sketch  of  Aural  Anatomy  and  Physiology. 
Seventh  edition,  large  8vo,  Illustrated,  25s.  iNow  ready. 


ROBSON  ROOSE,  m.d.,  ll.d.,  f.c.s. 

Fellow  of  the  Royal  College  of  Physicians  in  Edinburgh. 

I. 

GOUT,  AND  ITS  RELATIONS  TO  DISEASES  OF 

THE  LIVER  AND  KIDNEYS.  Sixth  Edition,  crown  8vo,  3s.  6d. 


II. 

NERVE  PROSTRATION  AND  OTHER  FUNCTIONAL 

DISORDERS  OF  DAILY  LIFE.  Second  edition,  demy  8vo,  i8s. 

[iVow  ready. 


III. 


LEPROSY  and  its  PREVENTION:  as  illustrated  by 

Norwegian  Experience.  Crown  8vo,  3s.  6d.  ' ' 
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WILLIAM  ROSE,  m.b.,  b.s.  bond.,  f.r.c.s. 

Professor  of  Surgery  in  King’s  College,  London,  and  Surgeon  to  King's  College  Hospital. 

SEABiSLIF  AND  CLEFT  FALATE.  With  Illustrations,  demy 
8vo,  6s.  [Just  published. 


BERNARD  ROTH,  f.r.c  s. 

Fellow  of  the  Medical  Society  of  London ; Member  of  the  Clinical  and  Pathological  Societies 
and  of  the  Medical  Officers  of  Schools'  Association. 

THE  TREATMENT  OF  LATERAL  CURVATURE  OF 
THE  SPINE.  With  Photographic  and  other  Illustrations,  demy  8vo, 
5S- 


J,  BURDON  SANDERSON,  m.d.,  ll.d.,  f.r.s. 

Jodrell  Professor  of  Physiology  in  University  College,  London. 

UNIVERSITY  COLLEGE  COURSE  OF  FRACTICAL 
EXERCISES  IN  PHYSIOLOGY.  With  the  co-operation  of  F.  J.  M. 
Page,  B.Sc.,  F.C.S.  ; W.  North,  B.A.,  F.C.S.,  and  Aug.  Walber,  M.D. 
Demy  8vo,  3s.  6d. 


W.  H.  O.  SAN  KEY,  m.d.  bond.,  f.r.c.p. 

Late  Lecturer  on  Mental  Diseases,  University  College,  London,  etc. 

LECTURES  ON  MENTAL  DISEASE.  Second  Edition,  with 
coloured  Plates,  8vo,  12s.  6d. 


THOMAS  D.  SAVILL,  m.d.  bond.,  d.p.h.  camb. 

Medical  Suberintendent  of  the  Paddington  Infirmary,  London;  Corresponding  Member  of 
the  Sociiti  Anatomique,  Paris ; formerly  Assistant  Physician  and  Pathologist 
to  the  West  London  Hospital. 


ON  AN  EFIDEMIC  SKIN  DISEASE,  RESEMBLING 
ECZEMA  AND  PITYRIASIS  RUBRA  IN  SOME  RESPECTS. 


8vo,  3s.  nett. 


JOHN  SAVORY. 

Member  of  the  Society  of  Apothecaries,  London. 

COMFENDIUM  OF  DOMESTIC  MEDICINE  AND 

COMPANION  TO  THE  MEDICINE  CHEST;  Intended  as  a 
source  of  easy  reference  for  Clergymen,  Master  Mariners,  and  Tra- 
vellers ; and  for  Families  resident  at  a distance  from  professional  assist- 
ance. Tenth  Edition,  sm.  8vo,  5s. 


E.  SCHMIEGELOW,  m.d. 

Consulting  Physician  in  Laryngology  to  the  Municipal  Hospital  and  Director  of  the  Oto- 
^ Laryngological  Department  in  the  Polyclinic  at  Copenhagen. 

ASTHMA:  Especially  in  its  Relation  to  Nasal  Disease. 
Demy  8vo,  4s.  6d. 
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DR.  B.  S.  SCHULTZE. 

Professor  of  Gynecology  ; Director  of  the  Lying-in  Hospital,  and  of  the  Gynecological  Clinic 

at  Jena. 

THE  PATHOLOGY  AND  TREATMENT  OF  DIS- 
PLACEMENTS OF  THE  UTERUS.  Translated  by  J.  J.  Macan, 
M.A.,  M.R.C.S.  and  edited  by  A.  V.  Macan,  M.B.,  M.Ch.,  Master  of 
the  Rotunda  Lying-in  Hospital,  Dublin.  With  120  Illustrations,  medium 
8vo,  I2S.  6d. 


JOHN  SCOTT,  B.A.,  R.u.i. 

Scholar  and  Prizeman  in  Medicine,  Queen's  College,  Belfast ; Gold  Medallist  in  Obstetrics, 
Gyncecology,  and  Diseases  of  Children,  Ulster  Hospital,  Belfast, 

MANUAL  OF  URINE  TESTING  INCLUDING  THE 
PHYSICAL  CHARACTERS,  QUALITATIVE  AND  QUANTITA- 
TIVE EXAMINATION  OF  THE  URINE:  together  with  Clinical 
information  to  be  derived  therefrom.  32mo,  is. 


JOHN  SHAW,  M.D.  LOND.,  M.R.C.P. 

Obstetric  Physician  to  the  North-West  London  Hospital. 

ANTISEPTICS  IN  OBSTETRIC  NURSING.  A Text- 
book for  Nurses  on  the  Application  of  Antiseptics  to  Gynaecology  and 
Midwifery.  Coloured  plate  and  woodcuts,  8vo,  3s.  6d. 


A.  J.  C.  SKENE,  M.D. 

Professor  of  Gynecology  in  the  Long  Island  College  Hospital,  Brooklyn,  New  York. 

TREATISE  ON  THE  DISEASES  OP  WOMEN,  FOR 

THE  USE  OF  STUDENTS  AND  PRACTITIONERS.  Second 
edition  with  coloured  plates  and  251  engravings,  large  8vo,  28s. 


J.  LEWIS  SMITH,  M.D. 

Physician  to  the  New  York  Foundling  Asylum;  Clinical  Professor  of  Diseases  of  Children 
in  Bellevue  Hospital  Medical  College. 

A TREATISE  ON  THE  DISEASES  OF  INFANCY 
AND  CHILDHOOD.  Seventh  Edition,  with  Illustrations,  large  8vo, 
2IS.  [fust  published. 


FRANCIS  W.  SMITH,  m.b.,  b.s. 

THE  SALINE  WATERS  OP  LEAMINGTON.  Second  Edit,, 
with  Illustrations,  crown  8vo,  is.  nett. 
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JOHN  KENT  SPENDER,  m.d.  lond. 

Physician  to  the  Royal  Mineral  Water  Hospital,  Bath. 

THE  EARLy  SYMPTOMS  AND  THE  EARLY  TREAT- 
MENT OF  OSTEO-ARTHRITIS,  commonly  called  Rheumatoid 
Arthritis,  with  special  reference  to  the  Bath  Thermal  Waters,  Sm.  8vo, 
2S.  6d. 


LOUIS  STARR,  m.d. 

Physician  to  the  Children's  Hospital,  Philadelphia ; late  Clinical  Professor  of 
Diseases  of  Children  in  the  Hospital  of  the  University  of  Pennsylvama. 

HYGIENE  OE  THE  NURSERY.  Including  the  General 
Regimen  and  Feeding  of  Infants  and  Children  ; Massage,  and  the 
Domestic  Management  of  the  Ordinary  Emergencies  of  Early  Life. 
Third  edition,  with  Illustrations,  crown  8vo,  3s.  6d.  published. 


JAMES  STARTIN,  m.b.,  m.r.c.s. 

Surgeon  and  Joint  Lecturer  to  St.  John's  Hospital  for  Diseases  of  the  Skin. 

LECTURES  ON  THE  PARASITIC  DISEASES  OF 
THE  SKIN.  VEGETOID  AND  ANIMAL.  With  Illustrations, 
crown  8vo,  2s.  6d. 


W.  E.  STEAVENSON,  m.d. 

Late  in  charge  of  the  Electrical  Department  in  St.  Bartholomew's  Hospital, 

AND 

H.  LEWIS  JONES,  m.a.,  m.d.,  m.r.c.p. 

Medical  Officer  in  charge  of  the  Electrical  Department  in  St.  Bartholomew's  Hospital. 

MEDICAL  ELECTRICITY.  A Practical  Handbook  for 

Students  and  Practitioners.  Crown  8vo,  with  Illustrations,  gs. 

[Now  ready. 
[Lewis’s  Practical  Series]. 


JOHN  LINDSAY  STEVEN,  m.d. 

Assistant  Physician  and  Pathologist,  Glasgow  Royal  Infirmary  ; Physician  for  Out-patients, 
Royal  Hospital  for  Sick  Children,  Glasgow ; Lecturer  on  Pathology,  St.  Mungo  s 
and  Queen  Margaret  Colleges,  Glasgow,  &c. 


THE  PATHOLOGY  OP  MEDIASTINAL  TUMOURS. 
With  special  reference  to  Diagnosis.  With  Plates,  8vo,  4s.  6d. 

published. 


W.  R.  H.  STEWART,  f.r.c.s.,  l.r.c.p.  edin. 

Aural  Surgeon  to  the  Great  Northern  Central  Hospital;  Surgeon  to  the  London  Throat 

Hospital, &c. 

EPITOME  OF  DISEASES  AND  INJURIES  OP  THE 

EAR,  with  a Chapter  on  Naso-fharyngeal  Diseases  causing  Deafness. 

Demy  32mo,  2s.  6d. 
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LEWIS  A.  STIMSON,  b.a.,  m.d. 

Surgeon  to  the  Presbyterian  and  Bellevue  Hospitals ; Professor  of  Clinical  Surgery  in  the 
Medical  Faculty  of  the  University  of  the  City  of  New  York,  &c, 

A MANUAL  OP  OPERATIVE  SURGERY. 

Second  Edition,  with  three  hundred  and  forty-two  Illustrations,  post 
8vo,  los.  6d. 


ADOLF  STRUMPELL. 

Director  of  the  Medical  Clinic  in  the  University  of  Erlangen, 

A TEXT-BOOK  OP  MEDICINE  POR  STUDENTS 

AND  PRACTITIONERS.  Translated  from  the  latest  German  edition 
by  Dr.  H.  F.  Vickery  and  Dr.  P.  C.  Knapp,  with  Editorial  Notes  by 
Dr.  F.  C.  Shattuck,  Visiting  Physician  to  the  Massachusetts  General 
Hospital,  etc.  Complete  in  one  large  vol.,  imp.  8vo,  with  iii  Illustra- 
tions, 28s. 


JUKES  DE  STYRAP,  m.k.q.c.p.,  etc. 
Physician-Extraordinary , late  Physician  in  Ordinary,  to  the  Salop  Infirmary  ; Consulting 
Physician  to  the  South  Salop  and  Montgomeryshire  Infirmaries,  etc. 

I. 

THE  YOUNG  PRACTITIONER:  WITH  PRACTICAL 

HINTS  AND  INSTRUCTIVE  SUGGESTIONS,  AS  SUBSIDIARY 
AIDS,  FOR  HIS  GUIDANCE  ON  ENTERING  INTO  PRIVATE 
PRACTICE.  Demy  8vo,  7s.  6d.  neti. 

II. 

A CODE  OP  MEDICAL  ETHICS:  WITH  GENERAL 

AND  SPECIAL  RULES  FOR  THE  GUIDANCE  OF  THE 
FACULTY  AND  THE  PUBLIC  IN  THE  COMPLEX  RELA- 
TIONS OF  PROFESSIONAL  LIFE.  Third  edition,  demy  8vo, 
3s.  nett. 

III. 

MEDICO-CHIRURGICAL  TARIPPS. 

Fourth  Edition,  fcap.  4to,  revised  and  enlarged,  2S.  nett. 

IV. 

THE  YOUNG  PRACTITIONER:  HIS  CODE  AND 

TARIFF.  Being  the  above  three  works  in  one  volume.  Demy  8vo, 
los.  6d.  nett. 


C.  W.  SUCKLING,  M.D.  LOND.,  m.r.c.p. 

Professor  of  Materia  Medica  and  Therapeutics  at  the  Queen's  College,  Physician  to  the 
Queen’s  Hospital,  Birmingham,  etc. 


ON  THE  DIAGNOSIS  OP  DISEASES  OP  THE 
BRAIN,  SPINAL  CORD,  AND  NERVES.  With  Illustrations, 
crown  8vo,  8s.  6d. 

II. 

ON  THE  TREATMENT  OP  DISEASES  OP  THE 

NERVOUS  SYSTEM.  Crown  8vo,  7s.  6d. 
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JOHN  BLAND  SUTTON,  f.r.c.s. 

Lecturer  on  Comparative  Anatomy,  Senior  Demonstrator  of  Anatomy,  and  Assistant  Surgeon 
to  the  Middlesex  Hospital ; Erasmus  Wilson  Lecturer,  Royal  College  of 
Surgeons,  England. 

LIGAMENTS : THEIR  NATURE  AND  MORPHOLOGY. 

With  numerous  Illustrations,  post  8vo,  4s.  6d. 


HENRY  R.  SWANZY,  a.m.,  m.b.,  f.r.c.s.i. 

Examiner  in  Ophthalmic  Surgery  in  the  University  of  Dublin,  and  in  the  Royal  Uni- 
versity of  Ireland;  Surgeon  to  the  National  Eye  and  Ear  Infirmary,  and 
Ophthalmic  Surgeon  to  the  Adelaide  Hospital,  Dublin. 

A HANDBOOK  OP  THE  DISEASES  OP  THE  EYE  AND 
THEIR  TREATMENT.  Fourth  Edition,  Illustrated  with  wood- 
engravings,  coloured  plates,  colour  tests,  etc.,  small  8vo,  los.  6d. 

rytrsi  Published. 


EUGENE  S.  TALBOT,  m.d.,  d.d.s. 

Professor  of  Dental  Surgery  in  the  IVontan’s  Medical  College ; Lecturer  on  Dental 
Pathology  and  Surgery  in  Rush  Medical  College.  Chicago. 

IRREGULARITIES  OP  THE  TEETH  AND  THEIR 

TREATMENT.  With  152  Illustrations,  royal  8vo,  los.  6d, 


H.  COUPLAND  TAYLOR,  m.d. 

Fellow  of  the  Royal  Meteorological  Society. 

WANDERINGS  IN  SEARCH  OP  HEALTH,  OR 

MEDICAL  AND  METEOROLOGICAL  NOTES  ON  VARIOUS 
FOREIGN  HEALTH  RESORTS.  Crown  Svo,  with  Illustrations,  6s. 


JOHN  DAVIES  THOMAS,  m.d.  lond.,  f.r.c.s.  eng. 

Phvsician  to  the  Adelaide  Hospital.  S.  Australia. 

HYDATID  DISEASE  OP  THE  LUNGS.  Demy  8vo,  2s. 


HUGH  OWEN  THOMAS,  m.r.c.s. 
CONTRIBUTIONS  TO  SURGERY  AND  MEDICINE 
Part  i. — Intestinal  Obstruction  ; with  an  Appendix  on  the  Action  of 
Remedies.  los. 

,,  2. — The  Principles  of  the  Treatment  of  Joint  Disease,  Inflamma- 

tion, Anchylosis,  Reduction  of  Joint  Deformity,  Bone  Set- 
ting. 5s. 

,,  3. — Fractures,  Dislocations,  Diseases  and  Deformities  of  the 

Bones  of  the  Trunk  and  Upper  Extremities.  los. 

4. — The  Collegian  of  1666  and  the  Collegians  of  1885  ; or  what  is 
recognised  treatment  ? Second  Edition,  is. 

,,  5. — On  Fractures  of  the  Lower  Jaw.  is. 

6. — The  Principles  of  the  Treatment  of  Fractures  and  Disloca- 

tions. lOS. 

7.  Fractures,  Dislocations,  Deformities,  and  Diseases  of  the 

Lower  Extremities,  los. 

8.  — The  Inhibition  of  Nerves  by  Drugs.  Proof  that  Inhibitory 

Nerve-Fibres  do  not  exist,  is. 
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J.  C.  THOROWGOOD,  m.d. 

Assistant  Physician  to  the  City  of  London  Hospital  for  Diseases  of  the  Chest 

THEI  CLIMATIC  TREATMENT  OP  CONSUMPTION 

AND  CHRONIC  LUNG  DISEASES.  Third  Edition,  post  8vo,  3s.  6d. 


D.  HACK  TUKE,  m.d.,  ll.d. 

Fellow  of  the  Royal  College  of  Physicians^  London. 

THE  INSANE  IN  THE  UNITED  STATES  AND 

CANADA.  Demy  8vo,  7s.  6d. 


DR.  R.  ULTZMANN. 

ON  STERILITY  AND  IMPOTENCE  IN  MAN.  Translated 
from  the  German  with  notes  and  additions  by  Arthur  Cooper,  L.R.C.P., 
M.R.C.S.,  Surgeon  to  the  Westminster  General  Dispensary,  With 
Illustrations,  fcap.  8vo,  2s.  6d. 


W.  H.  VAN  BUREN,  m.d.,  ll.d. 

Professor  of  Surgery  in  the  Bellevue  Hospital  Medical  College, 

DISEASES  OP  THE  RECTUM:  And  th.0  Surgery  of  the 

Lower  Bowel.  Second  Edition,  with  Illustrations,  8vo,  14s. 


RUDOLPH  VIRCHOW,  m.d. 

Professor  in  the  University,  and  Member  of  the  Academy  of  Sciences  of  Berlin,  &c.,  Src 

INPECTION-DISEASES  IN  THE  ARMY.  Chiefly 
Wound  Fever,  Typhoid,  Dysentery,  and  Diphtheria.  Translated  from 
the  German  by  John  James,  M.B.,  F.R.C.S.  Fcap.  8vo,  is.  6d. 


ALFRED  VOGEL,  m.d. 

Professor  of  Clinical  Medicine  in  the  University  of  Dorpat,  Russia. 

A PRACTICAL  TREATISE  ON  THE  DISEASES  OP 
CHILDREN.  Third  Edition,  translated  and  edited  by  H.  Raphael 
M.D.,  from  the  Eighth  German  Edition,  illustrated  by  six  lithographic 
plates,  part  coloured,  royal  8vo,  i8s.  ^ ^ 


A.  DUNBAR  WALKER,  m.d.,  c.m. 

THE  PARENT’S  MEDICAL  NOTE  BOOK. 

Oblong  post  8vo,  cloth,  is.  6d. 


28 


Catalogue  of  Works  Published  by  H.  K.  Lewis. 


JOHN  RICHARD  WARDELL,  m.'d.  edin.,  f.r.c.p.  lond. 

Late  Consulting  Physician  to  the  General  Hospital  Tunbridge  Wells. 

CONTRIBUTIONS  TO  PATHOLOGY  AND  THE  PRAC- 

TICE OF  MEDICINE.  Medium  8vo,  21s. 


W.  SPENCER  WATSON,  b.m.  lond.,  f.r.c.s.  eng. 

Surgeon  to  the  Throat  Department  of  the  Great  Northern  Hospital;  Senior  Surgeon  to  the 
Royal  South  London  Ophthalmic  Hospital. 


I. 

DISEASES  OP  THE  NOSE  AND  ITS  ACCESSORY 

CAVITIES.  Second  edition,  with  Illustrations,  demy  8vo,  12s.  6d. 

[Now  ready. 


II. 

THE  ANATOMY  AND  DISEASES  OP  THE  LACHRY- 

MAL PASSAGES.  Demy  8v6,  with  Illustrations,  2s.  6d.  [Now  ready. 


III. 

EYEBALL-TENSION : Its  Effects  on  the  Sight  and  its 

Treatment.  With  woodcuts,  p.  8vo,  2S.  6d. 


IV. 

ON  ABSCESS  AND  TUMOURS  OP  THE  ORBIT. 
Post  8vo,  2S.  6d. 


FRANCIS  H.  WELCH,  f.r.c.s. 

Surgeon  Major,  A .M.D. 

ENTERIC  PEVER : as  Illustrated  by  Army  Data  at  Home 
and  Abroad,  its  Prevalence  and  Modifications,  Altiology,  Pathology  and 
Treatment.  8vo,  5s.  fid. 


W.  WYNN  WESTCOTT,  m.b. 

Deputy  Coroner  for  Central  Middlesex. 

SUICIDE ; its  History,  Literature,  Jurisprudence,  and 

Prevention.  Crown  8vo,  6s. 
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FRANK  J.  WETHERED,  M.D. 

Medical  Registrar  to  the  Middlesex  Hospital,  and  Demonstrator  of  Practical  M edicine  in  the 
Middlesex  Hospital  Medical  School;  late  Assistant  Physician  to  the 
City  of, London  Chest  Hospital^  Victoria  Park 

MEDICAL  MICROSCOPY.  A Guide  to  the  Use  of  the 

Microscope  in  Medical  Practice.  Crown  8vo,  with  Illustrations,  gs. 

[Now  ready. 
[Lewis’s  Practical  Series]. 


E.  G.  WHITTLE,  m.d.  lond.,  f.r.c.s.  eng. 

'Senior  Surgeon  to  the  Royal  Alexandra  Hospital  for  Sick  Children,  Brighton. 

CONGESTIVE  NEURASTHENIA,  OR  INSOMNIA  AND 

NERVE  DEPRESSION.  Crown  8vo,  3s.  6d. 


JOHN  WILLIAMS,  m.d.,  f.r.c.p. 

Professor  of  Midwifery  in  University  College,  London ; Obstetric  Physician  to  University 
College  Hospital;  Physician  Accoucheur  to  H.R.H.  Princess  Beatrice,  &c. 

CANCER  OP  THE  UTERUS:  Being  the  Harveian  Lec- 

tures for  1886.  Illustrated  with  Lithographic  Plates,  royal  8vo,  los.  6d. 


E.  F.  WILLOUGHBY,  m.d.  lond. 

THE  NATURAL  HISTORY  OP  SPECIPIC  DISEASES 
OR  STUDIES  IN  CETIOLOGY,  IMMUNITY,  AND  PROPHY- 
LAXIS. 8vo,  2S.  6d. 


E.  T.  W'lLSON,  B.M.  oxoN.,  f.r.c.p.  lond. 

Physician  to  the  Cheltenham  General  Hospital  and  Dispensary. 

DISINPECTANTS  AND  HOW  TO  USE  THEM.  In 

Packets  of  one  doz.  price  is. 


DR.  F.  WINCKEL. 

Formerly  Professor  and  Director  of  the  Gynecological  Clinic  at  the  University  of  Rostock, 

THE  PATHOLOGY  AND  TREATMENT  OP  CHILD- 

BED : A Treatise  for  Physicians  and  Students.  Translated  from  the 

Second  German  edition,  with  many  additional  notes  by  the  Author, 
by  J.  R.  Chadwick,  M.D.  8vo,  14s. 


BERTRAM  C.  A.  W'INDLE,  m.a.,  m.d.  dubl. 

Professor  0/  Anatomy  in  the  Queen’s  College,  Birmingham ; Examiner  in  Anatomy  in  the 
Untversities  of  Cambridge  and  Durham. 

A HANDBOOK  OP  SURPACE  ANATOMY  AND  LAND- 

MARKS. Illustrated,  post  8vo,  38.  6d. 
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EDWARD  WOAKES,  m.d.  lond. 

Senior  Aural  Surgeon  and  Lecturer  on  Aural  Surgery  at  the  London  Hospital ; Surgeon 
to  the  London  Throat  Hospital. 

I. 

ON  DEAFNESS,  GIDDINESS  AND  NOISES  IN  THE 

HEAD. 

VoL.  L— POST-NASAL  CATARRH,  AND  DISEASES  OF  THE  NOSE 
CAUSING  DEAFNESS.  With  Illustrations,  cr.  8vo,  6s.  6d. 

VoL.  II.— ON  DEAFNESS,  GIDDINESS  AND  NOISES  IN  THE 
HEAD.  Third  Edition,  with  Illustrations,  cr.  8vo.  \In  preparation. 

II. 

NASAL  POLYPUS:  WITH  NEURALGIA,  HAY-FEVER, 
AND  ASTHMA.  IN  RELATION  TO  ETHMOIDITIS.  With 
Illustrations,  cr.  8vo,  4s.  6d. 


DAVID  YOUNG,  m.c.,  m.b.,  m.d. 

Licentiate  of  the  Royal  College  of  Physicians,  Edinburgh ; Licentiate  of  the  Royal  College 
of  Surgeons,  Edinburgh,  etc. 

ROME  IN  WINTER  AND  THE  TUSCAN  HILLS  IN 
SUMMER.  A Contribution  to  the  Climate  of  Italy.  Small 
8vo,  6s. 


HERMANN  VON  ZEISSL,  m.d. 

Late  Professor  at  the  Imperial  Royal  University  of  Vienna 

OUTLINES  OF  THE  PATHOLOGY  AND  TREAT- 
MENT OF  SYPHILIS  AND  ALLIED  VENEREAL  DISEASES. 
Second  Edition,  revised  by  M.  von  Zeissl,  M.D.,  Privat-Docent  for 
Diseases  of  the  Skin  and  Syphilis  at  the  Imperial  Royal  University  of 
Vienna.  Translated,  with  Notes,  by  H.  Raphael,  M.D.,  Attending 
Physician  for  Diseases  of  Genito-Urinary  Organs  and  Syphilis,  Bellevue 
Hospital,  Out-Patient  Department.  Large  8vo,  i8s. 


Clinical  Charts  for  Temperature  Observations,  etc. 

Arranged  by  W.  Rigden,  M.R.C.S.  50s.  per  1000,  28s.  per  500, 
15s.  per  250,  7s.  per  100,  or  is.  per  dozen. 

Each  Chart  is  arranged  for  four  weeks,  and  is  ruled  at  the  back  for  making  notes  of' 
Cases;  they  are  convenient  in  size,  and  are  suitable  both  for  hospital  and  private  practice. 

Lewis’s  Clinical  Chart,  specially  designed  for  use  with  the 
Visiting  List.  This  Temperature  Chart  is  arranged  for  four  weeks  and 
measures  6X3  inches.  30s.  per  1000,  i6s.  6d.  per  500,  3s.  6d.  per  100, 
IS.  per  25,  6d.  per  12. 

Lewis’s  Nursing  Chart. 

25s.  per  1000,  14s.  per  500,  3s.  6d.  per  100,  2S.  per  50,  or  is.  per  20. 
These  Charts  afford  a ready  method  of  recording  the  progress  of  the  case 
from  day  to  day. 

Boards  to  hold  the  Charts,  price  is. 

Chart  for  Recording  the  Examination  of  Urine. 

40s.  per  1000  ; 25s.  per  500  ; 15s.  per  250;  7s.  6d.  per  100  ; is.  per  10. 

These  Charts  are  designed  for  the  use  of  Medical  Men,  Analysts,  and 
others  making  examinations  of  the  urine  of  patients,  and  afford  a very 
ready  and  convenient  method  of  recording  the  results  of  the  examination. 
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LEWIS’S  PRACTICAL  SERIES. 


Under  this  title  Mr.  Lewis  is  publishing  a Series  of  Monographs,  em- 
bracing the  various  branches  of  Medicine  and  Surgery. 

The  volumes  are  written  by  well-known  Hospital  Physicians  and  Sur- 
geons, recognized  as  authorities  in  the  subjects  of  which  they  treat.  The 
works  are  intended  to  be  of  a thoroughly  practic.^l  nature,  calculated 
to  meet  the  requirements  of  the  practitioner  and  student,  and  to  present  the 
most  recent  information  in  a compact  and  readable  form. 


MEDICAL  MICROSCOPY:  A GUIDE  TO  THE  USE  OF  THE  MICROS- 

COPE IN  MEDICAL  PRACTICE.  By  FRANK  J.  WETHERED,  M.D., 
M R.C.P.,  Medical  Registrar  to  the  Middlesex  Hospital  and  Demonstrator  of 
Practical  Medicine  in  the  Middlesex  Hospital  Medical  School.  With  Illustra- 
tions, crown  8vo,  gs.  [Now  ready. 

MEDICAL  ELECTRICITY.  A PRACTICAL  HANDBOOK  FOR  STUDENTS 

AND  PRACTITIONERS.  By  W.  E.  STEAVENSON,  M D„  and  H.  LEWIS 

iONES,  M.A.,  M.D.,  M.R.C.P.,  Medical  Officer  in  charge  of  the  Electrical 
department  in  St.  Bartholomew's  Hospital.  With  Illustrations,  crown  8vo,  9s. 

[Now  ready 

HYGIENE  AND  PUBLIC  HEALTH. 

By  LOUIS  C.  PARKES,  M.D.,  D.P.H.  Lond.  Univ.,  Fellow  of  the  Sanitary 
Institute, and  Member  of  the  Board  of  Examiners.  Third  edition,  with  numerous 
Illustrations,  cr.  8vo,  9s.  [Just  published. 

MANUAL  OF  OPHTHALMIC  PRACTICE. 

By  C.  HIGGENS,  F.R.C.S.,  Ophthalmic  Surgeon  to  Guy’s  Hospital;  Lecturer 
on  Ophthalmology  at  Guy's  Hospital  Medical  School.  Illustrations,  cr.  8vo,  6s. 

A PRACTICAL  TEXTBOOK  OF  THE  DISEASES  OF  WOMEN. 

By  ARTHUR  H.  N.  LEWERS,  M.D.  Lond.,  M.R.C.P.  Lond.^  Obstetric 
Physician  to  the  London  Hospital,  etc.  Third  Edition,  with  Illustrations,  crown 
8vo,  losi  6d. 

AN/ESTHETICS  THEIR  USES  AND  ADMINISTRATION. 

By  DUDLEY  W.  BUXTON,  M.D.,  B.S.,  M.R.C.P.,  Administrator  of 

Anaisthetics  and  Lecturer  in  University  College  Hospital,  etc.  Second  Edition, 
with  Illustrations,  crown  8vo,  5s. 

TREATMENT  OF  DISEASE  IN  CHILDREN. 

By  ANGEL  MONEY,  M.D. , F.R.C.P.,  late  Assistant  Physician  to  the  Hospital 
tor  Sick  Children,  Great  Ormond  Street.  Second  edition,  cr.  8vo,  los.  6d. 

ON  FEVERS:  THEIR  HISTORY,  ETIOLOGY,  DIAGNOSIS,  PROGNOSIS, 
AND  TREATMENT.  By  ALEXANDER  COLLIE,  M.D.  Aberd.,  M.R.C.P., 
Secretary  of  the  Epidemiological  Society  for  Germany  and  Russia.  Illustrated 
with  Coloured  ‘ Plates,  crown  8vo,  8s.  6d. 

HANDBOOK  OF  DISEASES  OF  THE  EAR  FOR  THE  USE  OF  STUDENTS 
AND  PRACTITIONERS.  By  URBAN  PRITCHARD,  M.D.  Edin.,  F.R.C.S. 
Eng.,  Professor  of  Aural  Surgery  at  King’s  College,  London.  Second  Edition, 
with  Illustrations,  crown  8vo,  5s.  [Now  ready. 

A PRACTICAL  TREATISE  ON  DISEASES  OF  THE  KIDNEYS  AND 
URINARY  DERANGEMENTS.  By  U.  H.  RALFE,  M.A.,  M.D.  Cantab., 
F.R.C.P.,  Assistant  Physician  to  the  London  Hospital;  Examiner  in  Medicine 
to  the  University  oi  Durham,  etc.,  etc.  Illustrations,  cr.  8vo,  los.  Gd. 

DENTAL  SURGERY  FOR  MEDICAL  PRACTITIONERS  AND  STUDENTS 

OF  MEDICINE.  By  ASHLEY  W.  BARRETT,  M.B.  Lond.,  M.R.C.S.,  L.D.S., 
Dental  Surgeon  to,  arid  Lecturer  on  Dental  Surgery  in  the  Medical  School  of,  the 
London  Hospital.  Second  edition,  with  Illustrations,  cr.  8vo,  3s.  Gd. 

BODILY  DEFORMITIES  AND  THEIR  TREATMENT:  A HANDBOOK  OF 

PRACTICAL  ORTHOP.rEDICS.  By  H.  A.  REEVES,  F.R.C.S.  Edin.,  Senior 
Assistant  Surgeon  and  Teacher  of  Practical  Surgery  at  the  London  Hospital; 
etc.  With  numerous  Illustrations,  cr,  8vo,  8s.  Gd 


Further  volumes  will  be  announced  in  due  course. 
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THE  NEW  SYDENHAM  SOCIETY’S  PUBLICATIONS. 

President Hughlings  Jackson,  M.D.,  F.R.S. 

Honorary  Secretary : — Jonathan  Hutchinson,  Esq.,  F.R.S. 
Treasurer: — W.  Sedgwick  Saunders,  M.D.,  F.S.A. 


Annual  Subscription,  One  Guinea. 


The  Society  issues  translations  of  recent  standard  works  by  continental  authors  on  sub- 
jects  of  general  interest  to  the  profession. 

Amongst  works  recently  issued  are  “ Fliigge’s  Micro-Organisms,”  “ Cohnheim’s 
Pathology,”  “ Henoch’s  Children,"  “ Spiegelberg’s  Midwifery,”  “ Hirsch’s  Historical  and 
Geographical  Pathology,”  “Ewald’s  Disorders  of  Digestion,”  works  by  Charcot,  Duchenne 
Begbie,  Billroth,  Graves,  Koch,  Hebra,  Guttmann,  etc.  ' 

The  Society  also  has  in  hand  an  Atlas  of  Pathology  with  Coloured  Plates,  and  a valu- 
able and  exhaustive  " Lexicon  of  Medicine  and  the  Allied  Sciences.” 

The  Annual  Report,  with  full  list  of  works  published,  and  all  further  information  will  be 
sent  on  application. 


PERIODICAL  WORKS  PUBLISHED  BY  H.  K.  LEWIS. 

THE  BRITISH  JOURNAL  OF  DERMATOLOGY.  Edited  by  H.  G.  Brooke,  H. 
Radcliffe  Crocker,  T.  Colcott  Fox,  Malcolm  Morris,  J.  F.  Payne  and  J.  J.  Pringle. 
Published  monthly,  is.  Annual  Subscription  las.  post  free. 

THE  NEW  YORK  MEDICAL  JOURNAL.  A Weekly  Review  of  Medicine.  Annual 
Subscription,  Thirty  Shillings,  post  free. 

THE  THERAPEUTIC  GAZETTE.  A Monthly  Journal,  devoted  to  the  Science  of 
Pharmacology,  and  to  the  introduction  of  New  Therapeutic  Agents.  Edited  by  Dr.  R. 
M.  Smith.  Annual  Subscription,  los.,  post  free. 

THE  GLASGOW  MEDICAL  JOURNAL.  Published  Monthly.  Annual  Subscription 
20S.,  post  free.  Single  numbers,  2s.  each. 

LIVERPOOL  MEDICO-CHIRURGICAL  JOURNAL,  including  the  Proceedings  of 
the  Liverpool  Medical  Institution.  Published  twice  yearly,  3s.  6d.  each  number. 

TRANSACTIONS  OF  THE  COLLEGE  OF  PHYSICIANS  OF  PHILADELPHIA 
Volumes  I.  to  VI.,  8vo,  los.  6d.  each. 

MIDDLESEX  HOSPITAL,  REPORTS  OF  THE  MEDICAL,  SURGICAL,  AN 
Pathological  Registrars  for  1883  to  1888.  Demy  8vo,  2S.  6d,  nett  each  volume. 


*,*  Mr.  Lewis  is  in  constant  communication  with  the  leading  publishing 
firms  in  America,  and  has  transactions  with  them  for  the  sale  of  his  pub- 
lications in  that  country.  Advantageous  arrangements  are  made  in  the 
interests  of  Authors  for  the  publishing  of  their  works  in  the  United  States. 

Mr.  Lewis’s  publications  can  be  procured  of  all  Booksellers  in  any  part  of 
the  world. 


London:  Printed  by  H.  K.  Lewis,  136  Gower  Street,  W.C. 
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